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OR-01

IS NAR B AR 5 e P f B 22 8 3 ) T 3 ¥ 9 SR

BRoE., BRA
T 3 7N B B

HE) SUEMEIE (PE) Z—Fid Wk, SRR, HIayT 7 RRIE G B2 7 B3 .
X T e S R 2 A O B YR T, N T R A R A PR R 2 AR sk AR R T 8
B PR A A 8 AR S e 28 B HEAT T AN . BURRIRYT .

J¥E AL AE 2020 4F 1 H % 2021 4 12 H, ERBEERE AR Fh & (s kg il
Ak CT MAEIER . UM Rl ST 2l (K& PE B3 108 1514 N HIRZ5W)iA
JTHMN NIQIT A . MR RH —RHE. RO MR R WA 2E ™ EIREL (SPESI).
Wiz OLUEE 1 D-ZRIE. REATNATR IGIESMUERN A AR R KM G, KRR
ANFARI L ARG R E TR B SPSS 22.0 Giit 28 BT 8E 0, R A6 P P43 L
FiC 25 25036 T A NIRTT LI BB — IRRRAE, TR PORE DA B A1l 2 (Cets) Room, AT t AR
5, DL P<0.05 AZERAEASI¥E L.

SR SR ioAs ZE WP R A R B I IR AR AN 54.5% . A HEVE S ILEE, D IRZGIG
JPHRMN NIGITAAETER] . W WBIIRAS . sPESI VE5r BRI, REA I FimeER
T4t L ( P>0.05); LR Z590A 7 4 AR T R KN NIBIT A Rt K, H 2R B A S5
X (P<0.01): HRZMNARITHES D-ZRAE TR ERE AR W EETANGRTH, Z5
BA g5 5 L (P<0.01).

i M A N U BRI AR AR 2 P IG S it 28 B8 WO RVR T SRS 2 —

OR-02
233 A 17 22 7SR e R A 3 ok v T 5 1 4 i e
e 22 i Bt ik e o B 2 R

ESLNIE =
bR B

HE Bk T128shif SE K-G0 (EIS) Mszm R & LK EIS XA FEIZER ftizh ik £ (PH)
BE TR VST 6 Z A 3 T . AR B AEER I TR O E 35256 (CPET) W &4 EIS 1)
BESMIGRIEbRZ SR, RT3 EIS FREK, FHEr EIS X PH &34 5 K520,

Tk WA B E R, MREh . OREE S MO s SRS wR . RIEARR A7
%, WERASL EIS BESMIGIKTRE, RN RHBRFERLZHE Logistic [FH5-H4K EIS
FIBST IR R &, 3R Cox A7 MR T EIS X B3 Fls OS2 .

g A1k 161 44 PH #¥ . %4k PH b, EIS MIRAER N 18.6%. Hr, K4 EIS ) PH
FHHARLE EIS SFMIL, ArEABEMAEK O, (peak PerO2) « BKH VO/VE FIE{KA =
RIEAN LG IALFE(TAPSE) . 7E IPAH BB H, KA EIS RGOt . OAERE. REFHIKE
MIFIEE. VO/VE. TAPSE Bk kKA EIS BEIHEAR, VENCO2 A OLEET KA IIMAZEE .
Logistic [0l 45341 E7~, VOAVE & IPAH Hi# CPET MRS K4 EIS KM R . &a,
BATRIMFEYE. VO2IVE Fl EIS XX sl B I AfF 236G —E WIsZm, M CTEPH &2 BIE K BT Rk
ERTG 2R L

g 5 KA EIS 1 PH B, KA EIS 1 PH BRI IPAH B BLA 0 22 (138 S8R
O YJEE. [FBS, PEFESPCRIE VL B H AR REEEEM. Fit, AN CPET wl#E
SETETERIRIN EIS MG RIS R, AT # kA PH 3893 1% 1™ 5 F2 B RO VPAN T
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OR-03

P& a e ZR AR A5 BUR KRR

RE RFE R, RER LB R0O7. EHL i
L R B

B Mg e mh T2, M2 2R F 22— AT RAE—ERE L&l T2tk
FIHEIA O, HAMEMRIRA TSN E XK, g E 2B 2 CnFikinseiessg) , 5
TR I KR RIS E I e 2 B R B R, T TG, PRI 45 1%
BEMIFRAEIRIZE, BISET R,

FrE [EEE AR 2016 4E 1 H 1 HZE 2021 4 5 H 20 B, dlGKRIE HE CT Mishhkid
5 (computed tomography pulmonaryangiography, CTPA) & /X HH1Z 1 7 0 45 filifs: 28 83 5 AHFFE%F
%o 35 Bt 2SI B EANIHEBIAH, Hh Bk 25 6 (71.42%) , Pk 10 4]
(28.57%) , Hutbhlh 25 1, Fk (/D 23~JK87) %, FAFER 71 %, Mgk,
TSI SE IR B AT 12 4, TESMERT R 2 6, SERIBUEEAZ 2 6, SR N IRSE R 3 I,
BRI E P 384 5 s RS A A O 3], SN Sl O &5 A 1 At 584 5 51, P T RN AR bk IR g K 17 ], 45A%
PER AR 5 B 35 BIACEAG 45 4% i il ke 28 j 3 v T iR A, Horp B 4% 24 5] (68.57%) , &
P 11 ] (31.43%) , FHctbfih 2.2 1, F# (g 30~ K86) &, HAiFR: 66 %; P
5>0.05, P4 [aAFERAE DT B St 2 .

S5 35 Flfiisi% A ke A R, PAER 71 %, Bl 2.5 1. & IFEEERIE Rk
Wy 17 ] (48.57%) , KRAENFFEERIMGEIKSEE 10 F (28.57%) (17 $1/35 ) K3
48.57%, [HMEZ (10 f51/17 4> 58.82%, KAEAIFFEE NT-proBNP /K-F-3 5 16 ] (45.71%) ,
27 1135 5] (77.14%) FAZ, BHTER (16 6127 #]) 59.26%. fizstZ R ki 5 ik & A kA4
Tl FEE 25 61 (71.43%) . 134 (37.14%) HBEIT:, 56 (14.29%) HE K,

Gl A% G AR ZE 1 B & H R IRAE R B k3G 8, R AR AN (R BE R 3l bk v 1 DA S R AEAS
L NT-proBNP /KFi s, =FHRIEAME. Mgtk ST 2 B e T A
Fl GEAZ R Atk 8 S . IS AZ A AR ZE 50 2 R AR AERI, P A RS, 120 IR

OR-04
Clinical and Imaging Risk Factors for the Persistence of
Thromboembolism following Acute Pulmonary Embolism

Weifang Liut. Sheng Xie?. Min Liu?. Feiyan Chang?. Tian Liang?. Zhenguo Zhai?
1. Civil Aviation General Hospital
2. China-Japan Friendship Hospital

Objective Predicting the progression of acute pulmonary embolism to chronic pulmonary
thromboembolism disease is essential for the surveillance and improving the long-term prognosis
of pulmonary embolism. So we aimed to explore the risk factors of chronic persistence of
thromboembolism after acute pulmonary embolism.

Methods Cases with newly-onset acute pulmonary embolism from November 2016 to November
2019 were retrospectively analyzed. The clinical characteristics as well as the serological
examination results, treatment strategies of acute pulmonary embolism patients were obtained
through the medical record system. Imaging parameters on computed tomography pulmonary
angiography images at the onset of acute pulmonary embolism were measured and counted.
According to the presence of residual embolus after 3 months of regular treatment for acute
pulmonary embolism, patients were classified into chronic pulmonary thromboembolism (CPTE)
group or non-CPTE group. All data were compared between the CPTE group and non-CPTE
group. Furthermore, logistic regression analysis was used to investigate the risk factors for the
progression of acute pulmonary embolism to CPTE.

Results A total of 77 cases were included in the study. There were 43 cases (55.84%) in the
CPTE group and 34 cases in the non-CPTE group (44.16%). The results of univariate analysis
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showed that there were statistically significant differences between the two groups in risk
stratification(P=0.005), protein S activity(P=0.018), the ratio of sum of residual segmental
pulmonary artery diameter to the main pulmonary artery diameter (Sd/MPAd)(P=0.039), Mastora
score(P < 0.001) and embolus location(P < 0.001). However, there were no statistically
significant difference between the two groups in treatment options (P=0.381). According to
multivariate logistic-regression analysis, protein S activity < 55%, Sd/MPAd=1.97, and the
embolus located in the central pulmonary artery were independent risk factors for chronic
persistence of thromboembolism following acute pulmonary embolism.

Conclusion The protein S activity, Sd/MPAd on computed tomography pulmonary angiography
at the onset of acute pulmonary embolism may suggest the progression of acute pulmonary
embolism to CPTE.

OR-05
SPECT VIQ BA& 2 B % B Hrxt iz ik A RRRI iR ARG T
CTEPH BT B R TRIA 55 R sl bk = I 520

BERERE L. DRI, IR 23456 AER L. L, MR 23456, R 23456 FANHE L
1. H AR B B
2. " ARG BRI IR S S BURE DR 2 A
3. P AT BRI
4. [ S PR P 2 v Ly
5. r [ BR 2k o e WP R~ B T e
6. FE S IR i R AT 72 H

B sk N IEDIRA (PEA) J& 1677 18 1% A i ZE PRl 2 ik & k. (CTEPH) M Ei6T7 ik,
WIAIK TG 50 2RI, RE R ZHUEE TN PEA FARF 245, H 16%~51% HIARJE &
HATR R A E K . I B SPET- %M. PEA AJS rPH AR AR AR 5. FEARF T,
BAVEH B EAE (SPECT VIQ B4%) XF CTEPH H3# 1) PEA JTRGIATITEAS, JHags TR
Ji rPH EE IR FT AR AN SCRRE, DUE AL B T AT AR 2235 .

F¥E W2 PEA FARK CTEPH B, HFHFARM. BEHTALSEERBA
AR (RHC) il SPECT V/Q &4%. %I SPECT V/Q RAZ K FH i M Hr [HEH A 15 B, VIQ VLD
WEH]. FEmair (Begic iF4r) LLAAEH HERMES Hybrid 3D-Lung Lobar Quantification %k
e s M VIQ ANULELH oy AR E 7t T FARET. JEIRIRSE. RHC MR /155
LK SPECT VIQ AL &SRk, eAE rPH B 570 rPH B KW VIQ BIE R % 5.
gER I 24 LEE NH. SPECT VIQ 454, B4EFER I B A, VIQ AULHELT B2l
Begic V¥ 4> LA & VIQ ANULECEH 4r b, IGIKZS 4, B4 NYHA O IRES 2. N BT i
= (6MWD) , LLK& RHC FH 3 4 BANG ) ik T (SPAP) F1-F-33 izl ik & (mPAP)] 5330 H &
EUE (R D, FHEFES mPAP Al sPAP HiRIFAH > (B 1« AKRGHWH AR, 9 &A%
& (37.5%) fE1E (PH, S53%A rPH EE M, XELEHH 6MWD %, NYHA GIIRes
&=, Begic ¥4 A1 VIQ AILECH A ELEE R (£ 2) &

48 SPECT VIQ R4 H TV PEA FARKM, PEA RJG SPECT VIQ SAZ AT & 1 ili ifi 7t
FARRENEE, I DURBUEIR UL R MR B 15 S8 08k, ARSI VIQ BAGE &
S MTEE AT DRGSR R E R, ST EL, TRARE AR TR S5 rPH.
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OR-06
Impact of prolonged nocturnal hypoxemia on pulmonary
hemodynamics and right ventricular function in adults with
obstructive sleep apnea

Zhihua Huang. Zhihua Huang. Zhihong Liu. Qin Luo. Angi Duan. Meixi Hu. Qing Zhao. Yi Zhang. Xin Li.
Lu Yan
Fuwai Hospital, CAMS & PUMC

Objective A general association between obstructive sleep apnea (OSA) and pulmonary
hypertension has been established. However, the unique pathophysiologic contributions of OSA
toward pulmonary hypertension and right ventricular dysfunction still represent an understudied
area. Therefore, this study aimed to investigate the impacts of various respiratory parameters on
pulmonary artery hemodynamics and right ventricular performance in adults with OSA.

Methods Consecutive patients admitted to our center for evaluation of possible pulmonary
hypertension and OSA were retrospectively enrolled. During the same hospitalization stay,
patients underwent type Il respiratory polygraphy monitoring and a subsequent right heart
catheterization. The levels of nocturnal hypoxemia were indicated by the time percentage spent
with oxygen saturation below 90% (T90) derived from nocturnal pulse oximetry during respiratory
polygraphy monitoring. The severity of hypoxemia was graded based upon the tertiles of T90,
and clinical characteristics were compared. Univariate and multivariate linear regression
analyses were used to determine the significant respiratory parameter associated with various
right heart catheterization metrics.

Results Of 205 patients diagnosed with OSA (43.4% male and 56.4% female), the prevalence of
pulmonary hypertension (MPAP=25 mmHg) was 65.4%. The predominant form of pulmonary
hypertension was pre-capillary pulmonary hypertension, accounting for 55.6% (114/205). Among
various sleep parameters, T90 was the sole and the strongest independent factor that was
associated with mean pulmonary artery hypertension (mPAP) (beta=0.467, P<0.001), pulmonary
vascular resistance (PVR) (beta=0.433, P<0.001), and right ventricular stroke work index
(RVSWI) (beta=0.338, P<0.001). Patients with prolonged T90 tend to have more impaired
pulmonary hemodynamics and right ventricular performance, as reflected by the above
parameters. Even after adjusting for age, gender, body mass index, World Health Organization-
functional class, 6-minute walk distance, N-terminal pro-B-type natriuretic peptide and diurnal
oxygen saturation, T90 remained significantly associated with mPAP (beta=0.294, P=0.002),
PVR (beta=0.249, P=0.014), and RVSW!I (beta=0.268, P=0.014).

Conclusion Deteriorated pulmonary artery hemodynamics and right ventricular performance
may be associated with hypoxemic duration rather than the frequency in patients with OSA.
Assessment of OSA with insights into prolonged T90 may aid in early recognition of impaired
pulmonary hemodynamics and right ventricular dysfunction.

OR-07
Atherosclerotic lesion of chronic thromboembolic
pulmonary hypertension is associated with prolonged
disease duration

Jixiang Liu. Ziyi Chang. Zhu Zhang. Wanmu Xie. Zhenguo Zhai
Department of Respiratory Medicine, the First Affiliated Hospital, Nanchang University

Objective Atherosclerotic lesion rarely occurs in the pulmonary vasculature due to low pressure
and high flow. However, the reason of atherosclerotic lesion in pulmonary artery of patient with
chronic thromboembolic pulmonary hypertension (CTEPH) remains unclear. Therefore, this
article aims to discuss the clinical characteristics and significance of CTEPH with pathological
signs of atherosclerosis and further explore the unique metabolic pathway of atherosclerosis.
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Methods From December 2016 to August 2021, we included patients with CTEPH who
underwent pulmonary endarterectomy (PEA). The presence of cholesterol crystals and foam-like
cells by HE staining was defined as atherosclerotic lesion. We divided CTEPH patients into
groups of atherosclerotic lesion and non-atherosclerotic lesion matched by sex and age.

Results In total CTEPH population, 27.2% of PEA specimens were found atherosclerotic lesions
of pulmonary artery. It can be seen that compared with patients with non-atherosclerotic lesions,
patients with atherosclerotic lesions had a higher proportion of previous symptomatic embolism
(88% vs 56%, P=0.012). However, there were no significant differences in
hemodynamic parameters and cardiac function of patients. In addition, none of the three patients
with chronic thromboembolic pulmonary disease showed evidence of atherosclerotic lesion.
Comparing the matched groups of patients, it was found that the atherosclerotic lesion group had
a significantly longer disease duration than the non-atherosclerotic lesion group (8.0£6.5 vs
4.7+4.2, P=0.039). However, it was not associated with hemodynamic parameters.

Several key metabolites were elevated in the group of atherosclerotic lesion, like indole and
choline. While several metabolites were decreased in the non-atherosclerotic group, like
isobutyric acid and serine. The results of metabolomics showed that atherosclerotic lesions were
significantly related to glycine, serine and threonine metabolic axis involved in aging and energy
metabolism.

Conclusion Atherosclerotic lesions were secondary followed by construction of fibrotic clots,
significantly correlated with prolonged disease duration. Glycine, serine and threonine metabolic
axis may be involved in the formation of atherosclerotic lesion.

OR-08
Gut microbiota and the risk of pulmonary hypertension: a
mendelian randomization study

Yilin chen. yugin chen. jian wang
The First Affiliated Hospital Of Guangzhou Medical University

Objective Misbalanced bacterial ecosystem leading to altered metabolism is likely involved in
the pathogenesis of pulmonary hypertension (PH). Currently, evidences suggested that changes
in the composition of gut microbiota were associated with the development of PH in the
observational studies. We aimed to investigate whether increased risk of PH causally resulted
from the changes of gut microbiota using two-sample Mendelian randomization study to exclude
the influence of reverse causation and confounding factors.

Methods We identified quantitative trait locus as instrumental variables from genome-wide
association study summary data in MR-base. The single nucleotide polymorphisms (SNPs) of
genetic variants were used as proxies for gut microbiota, since genetic associations were not
affected by classical confounding.Microbial taxa affected by host genetic variation were proxied
by n single nucleotide polymorphisms (SNPs) from European totaling 1,812 individuals, while
microbial function was proxied by n SNPs from 984 European individuals including 636 males
and 903 females (age range 18-84 years). We derived SNPs-PH effect estimates for 285 cases
and 462725 controls from the genome-wide association study (GWAS) summary data in UK
Biobank (UKB-b439).

Results This study showed the change in microbial taxa and microbial function units associated
with host—-microbe intersection (MetaCyc pathways and Gene Ontology terms with at least 2,000
genes (GO2000 terms)) did not have a causal effect on the risk of developing PH (Table 1).
However, subgroup analysis indicated decreased risk of secondary PH resulted causally from
microbial function units per Z-score decrease (OR 0.999 95% confidence interval (Cl): 0.999-
1.000, P = 1.88x10-2).

Conclusion These findings show that genetically the decline in gut microbiota may contribute
to a reduced risk of PH, but whether it has clinical significance remains to be proved.

In conclusion, this study did not support a causal role of genetically determined gut microbiota in
the etiology of PH. There was suggestive evidence that host—microbe intersection, notably
MetaCyc pathway components and GO2000 terms was associated with secondary PH.
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OR-09
1 4 BEL 38 Ak s s s A o B A e 26 3 e ok L e
RS PPy B3R P 7 B SRR AT 5

Brdbr 3oy SR RS, kEEE . XK. ZE. WEHE. AR
VUMK AR R e

HE #ikiiieregEiE (VTE) & M8k FHIEEgm S INE (AECOPD) Rt B LTS T &
R . 2991005 v] B RBEE VTE BIRAZR, (Hb T xR H frsh = 0% AECOPD 3R &
FRERN VIE RAERGIEAGER, IHRSEF A K. A EaEEs+E AECOPD ff
B NBERIE 8 VTE KSR R, AL AECOPD {E % B3 VTE MIBGIMEA i T A.
Jrig 1. [ G AR CRERME) - RIFEIEEETEEE R 2018 4F 9 H-2020 4F 12 AR
YA AECOPD %, H4EA T VTE & AECOPD S35 70 MNIm I HAN IRZH . FLA 2 s 1
FEARTRL, HATHRNZE LZHEK logistic B34, iR%] AECOPD {EFi &3 K4 VTE WAL fE [
&, HEFN AECOPD {1 k¢ i k4 VTE ) logistic Hi8Y, ARIERRL [0 R % B (X #A &
HEIR Sy, @RSV ER . KA ROC ML K @ S ETMME AT SR ERE. 2. ATIEPERL
IR CRRNWAE) « i/ Caprini « Padua FIAHF LK) VTE KL ERNT 2021 4 1
H#& 2021 4 9 K AECOPD Rl B AT o5y, LIXLEL B340 A el H AR a4 . XL
SRR VTE MSURE . BRI B PRI E AT B M TN, R SR A ROC #iZR i
FUR L = A~ B3R 10 XU T e

gER 1 AN T 4480 % AECOPD 1Rt 3, HA{ER a2 VTE 356 i, VTE
PIRAEZER 7.9%, @ BHZE K ZHE logistic /i BRFE#=275 &, Pk, g%, VTE fisk. T
ek tiok . TR . KBIENAR. D-—84A>1 (mg/L) SR REME. HUE . A
£ ICU J&2 AECOPD ¥R i3 kA= VTE M fa Gk 2. 2. @5 | AECOPD fE:Bt i VTE KU
PEER, Hp 1000 k275 ¥, etk k. S MHPERREE; 2 20F: FEMK.
KHIBENA . WLBGES . AfE ICU; 3 WA : D-—HiE>1 (mg/L) ; 5 20TA: FEEbkihk.
VTE Jii . mRES<E o NKfEH, >5 pohmfadl, SoEfk AECOPD fEFi&# KA
VTE X&#E, &% ROC ik NmAily 0.837 (95% Cl: 0.817~0.857, P<< 0.001) . 3. 7EH(
MEPEIGIERT AR, Efad GETFARMRMEER) VTE KAEXRN 17.80%, XG4 N 3.13%, =7
Aot E X (P<0.05) . 5H4h, ARFFRMER L ER. Caprini 1 Padua P EX K ROC
#i 28 F m R 4 B & 0.798 (95%CI:0.755~0.841 ) . 0.670 (95%CI:0.613~0.727) Al
0.696 (95%CI:0.638~0.754) (Caprini vs AHff 5T &K, Paduavs AR5 EK, P<0.05) , F£H
AT 5T FT 4 1 B R T AECOPD 3Bt 885 R A2 VTE IHERf P B 4T

25 AW TR AECOPD Rt 8 VTE KA RS EAS 3R ] LU b 8 5 347 a1 50 )2,
A FS B AR 2 AR AR I PR Sz i R o6t AECOPD AE [ e #E AT ML I VTE i

OR-10
High betaine and dynamic increase of betaine levels are
both associated with poor prognosis of patients with
pulmonary hypertension
Yicheng Yang?®. Jing Xul. Qixian Zeng®. Lemin Zheng?®. Changming Xiong*
1. Fuwai Hospital

2. EHSERRER MY R AL RIBEE B
3. dEstR L M FHE BT TR

Objective The association between plasma betaine levels and cardiovascular diseases have
been revealed except for pulmonary hypertension (PH). In this study, we aimed to explore the
role of betaine in patients with PH.
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Methods Inpatients with PH at Fuwai Hospital were enrolled after excluding relative
comorbidities including immune disease, acute coronary syndromes, active infection, malignancy,
congestive heart failure and diabetes. Each patient received at least one follow-up through
clinical visit and the fasting blood was obtained both at the first and second hospitalization for
betaine detection. Primary endpoint was defined as composite outcome events and the mean
duration was 14.3 (6.9, 21.3) months. The associations of betaine and changes of betaine
(Abetaine) with disease severity and prognosis were explored. A restricted cubic spline was used
to explore the linear or nonlinear relationship between betaine and clinical outcome.
Student&#39; s t-test or Wilcoxon-rank sum test for continuous variables and X2 test for
categorical variables were used to examine the difference between groups. Paired-samples t
tests or paired Wilcoxon-rank sum test were for comparing the changes between first and second
hospitalization. Spearman&#39; s correlation (2-tailed), univariate or multivariate logistics were
used to determine correlations between betaine and clinical markers of disease severity.
Spearman&#39; s correlation (2-tailed) was also utilized for exploring the relation between
Abetaine and changes of the clinical indicator. Kaplan—Meier (KM) analysis and Cox proportional
hazards regression were used for determining hazard ratios (HRs) and 95% confidence intervals
(Cls). A two-sided P<0.05 was considered statistically significant. Analyses performed in this
study used R 2.8.0 (Vienna, Austria), SPSS (version 23; IBM Corp, 2015) and GraphPad
(GraphPad Software, Inc).

Results Finally, in total of 216 patients with PH including 140 pulmonary arterial hypertension, 61
chronic thromboembolic PH, 12 PH with multifactorial mechanisms, and 3 PH due to hypoxia
were includewere included and the median for betaine plasma levels in total patients group, low
betaine, and high betaine groups were 49.8 (39.0, 68.3)uM, 39.0 (33.5, 44.7)uM, and 68.1 (57.8,
88.7)uM respectively. High betaine was associated with poor WHO-FC [OR=2.349, (95%CI:
1.241-4.448), P<0.009], elevated NT-proBNP [OR=1.993, (95%CI: 1.026-3.870), P=0.042], low
TAPSE [OR=2.026, (95%CI: 1.087-3.779), P=0.026] and cardiac outputindex [OR, 2.390
(95%CI: 1.087-5.255), P=0.030] even after adjusting for confounders. Patients with high betaine
were over twice risk to receive poor prognosis than those with low level [HR=2.080, (95%CI:
1.033-4.188)]. Moreover, the decrease of betaine level after further treatment was positively
correlated to ANT-proBNP indicating Abetaine might be an effector of disease severity, and
dynamic increase of betaine was also associated with poor prognosis in PH.

Conclusion Betaine was associated with disease severity and might be an effector in PH.
Patients with elevated level or with dynamic rise of betaine heralded a poor prognosis.
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BHE M i CGntracranial hemorrhage, ICH) 3 & A= fifi k242 289 (pulmonary
thromboembolism, PTE) FIXEAR =, HEIOST ICH 4k & PTE HE KA AT i R EE AL .
AR T ICH 46k PTE B Il RFFE,  [FIIXE: Bt e s AR 2 7 FF & (low molecular
weight heparin, LMWH) #EATHUEERTT 1A 20 e AT 7L .

Frik WH T RS RIBMHR R 2017 4F 1 A% 2021 4 7 A S RERR M 8 26— R f e sk
FIECAR 2002 N 2V ICH MIFTE A, MIAARENTE ICH B2 5. Ellizhik CT &2
Wi PTE, HEBRFrAEA PTE KAAE ICH B TURIA R . AT 1 ICH 48 &% PTE £ KRR
FRERHLEE T R, FEBAERRI A B LMWH T P08 B (LMWH FUitd) i s AT
I HUE 25 B CRPUERAD AT XS LLar b, CABRRE R AR LMWH St A 2o iz 4
. BRMEIER A PTE #HE. PTE JET-BUACTZ RN AT PTE ANREMHER:, 2 4tEigts N
ICH it ARSI AN 4= [RIFET

gE R I 90 B A BN T . I IR 2 ) A SE R I (51/99, 51.52%) . gk X FE T i
il (35/99, 35.35%) FIAHME It (13/99,13.13%) , PTE MG =5 Bk fG (40/99,
40.40%) . HKfE (57/99, 57.58%) R EfE (2/99,2.02%) . 74 {5 EFH1ENBE 24K RIE FH [A]
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RSN AT, R B AT AT . 77.78% (77/99) [MEHTE ICH 5+
ArEfra] 11 REL LMWH {ENRIGHLEZG AT HLEHR T« LMWH Fi&tdl (N=61) FI KRBkt
(N=22) HIKREZHELEBIE LS FER, LMWH Figtddd 9 A, Kigidd 13 Ak4E PTE 3
J& . PTE ZET-EAEA AT PTE TCikBR4b, ZREBE LI E X (14.75% vs. 59.09%,
P<0.001) , T4 ICH R, HANBAL & AE Z M AR R TG4 % 7+

250 B HEMEH LMWH #EATH0EERT LB 1 ICH 4k % PTE #EK) PTE #HE, HAEIN ICH 3
JiE . At ERAL H I ANHE T K RS o
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MFF K5 BEREZEAR R BUG KR RIBT I

skaEH . FEEE . PO D). XKL SN, B B
VUMK 2 4R P B B

B B SRS 5 SRR ZEAS B TS 198 2 DA R S PR S ZE 3 Be A0 T2 1 fa B[R 3%

Jrik FBIEEGIN 2016 4F 9 H % 2020 4 6 A 1Y) K2 4ETE R B AR B () S e 22 5, ARIA
5% FsF ) ITIL375 45 7K P-4 B 2 RIS 41 (I 4%<2.16mmol/L) Al AR i 45 41 (145 >2.16mmol/L) .
FERIGIRG R FERIET %, REMIGREREARIE (BFFERIET. AME ICU. HYUES
MERIETT) o WEREEFEARGI . WARRMAAME. G HHE. MR E. BT ATEEE R,
EC A R 2H BB T R R , SRFH 2 COX [BIH A HR I a itk ik 224 B 4B T A1 AN B i s
M fERs R %

g g\ 803 Hl TtENiAR ZE LA, Hd 402 FiIAEREAR MG, KAFN 50.0%. (KIS 3 B
WAET: R & T AR M4 (10.2% vs 5.0%) , ICU ANEELHI (5.7.% vs 4.0%) Fl RS E
B (1.5% vs 1.0%) 07T AR MAG AL, 0 4% 41 i 4k f Btk 28 ™ B 454k (SPESD A& g 5
% (86.8% vs 81.3%) (P 3J<<0.05) . AHX T AR G2, A 45 41 i 5 2 & FF IR A 3
(73.4% vs 65.2%) A FEAK (35.6 % vs 28.3%) (P #)<<0.05) . Z[FHZHE COX 7 #r K
FK2110 K/ 4R E<100mmHg. BEEMR . MBS Dhae A4, /s> DR A NT-
proBNP T PRI 3505 f2 St il i ZEBe N AE T MO GG R &R . 02110 W4y W4 E <
100mmHg. I/ . WIS 8 ER NT-proBNP Fl . PRI 5 35 2 M ke 28 AN B9 S ik ST
fEk: A& . Kaplan-Meier 447 £k 4047, RIMESAEE SR MBHEEFEER, LA
%Y (P<0.05) .

g IR St ZE B ReE W, HEBREWRIEMEREMC. A, KIS HFARS
PEiiAs: 2E BB AR BEAE T AR RIS L fE RS R & .
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1Y R ALY 2 6 I B Sk = F Bl PRAFAE A 5T

AR TE L BIRE S WIIAR S, mik Y. XIRIE 2 SN 2. SRAE . MER . Rkt
1. EHESER R MY AL 5 22 st BR B WIS S EEAE LR 2 Bt
2. HHBERIR A MR AL 22 R Bt S &R
3. H ACHE R g W v L WP 5 FERE PR A sk v [ PR S R B PR S AT 7 e 6] S I W7 s AR 7+ -0

B @S agem P mE (FM) SIEshikEE (PH) BIIRIKREHE, A FM B KE2IE
J7 PH $2 4L LK

FiE WesE 2015 4F 9 A % 2021 4F 12 Hifiieh FM I 16 i, Hh&4H 0SEMie &3+ PHIW
BESH (PHA , A& PH M FM & 11 41 (JE PH 4D , LB — gk, ik,
CT Mizhhki&ss (CTPA) . LliZhEedadr. SIEFRIR AIRTT 2R, Il O X PH A1k
MAME
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g1 PH 4 E 5N 60~82 (70.40+8.30) ¥, 3k PH 4L HFEM N 26~85 (67.36£17.72) %,
PH ZHEH ZAFAEANE KM R, Ik S E, ik e RN 2 2R, 5
dE PH M LA Rl %227 (P <0.05) . GITZHEETEAS EoR, PH 4EHE PH 41 PaO2 K —%fuhk
PR P A AR, sk, AERNAER, AEASHMAEES, SRR EEE
P, AGIRESh BRI S, R A SR X (P<0.05) . 56 PH B, 4 8B i
PH, 1 #J9iE&ME PH. PH 4854 0 SE NS mPAP. flish kU & 5 s 4% i sh ikl 4
(sPAPTiI) f#{EIEAH% (r=0.882. P=0.002, r=0.944, P <0.001) , sPAPTi>69mmHg Tl
FM # % & 3F PH B E# W, ROC 4 #r i £ F A N 0.975 ( P=0.020,
95%CI=0.881~1.000) . PH HBHAEHEZ. Wi TUSER. FIURBCSCZEANRIT G, IR, H
HEALF AR WA B3Ik e R 258, 1697 SR AR .

2 FM 53F PH BB AMEKM . KRR ik 2 02 R BN L, sk 5 kA
IZE . SRELThAE MM A 0 R IR T %, AR IR S Wi s AN E ;s #5030 B T USRS il
FifkEE, 4 sSPAPTI>69mmHg A HRG LT & 5F PH; 24 FM &9F PH B, Iyish /1% 2 L&
MIMERT, BV RERNRE . FM &3 PH IGIKERIL S sk, Ihgik. s s RZFEE
AFEAESR, TEGIRKRIL. B OIEEA . WMThie5H 0S8 %2 SR T2 S50
FVATT 5 R B 3T X HBom L e R L,
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T RERH kI8 A5 B B A o BB 0 A

Az
N TR N R R

B8 oA s R EFE KIS SR (IVCR) I R, T8 IVCF A8 1 0 S A7 AR 1 )

Jrk [BEE BT 2016 45 1 H & 2021 4E 9 AR, B IVCF (S, 2 Sr 25l B 15 £
AT T

gEB JLE O\ 752 MUIVCF, ¥R R, BNFRERIEESS: X DVT  GIF S ke K& St mae)
N 52815 (70.2%) . DVT &3 PE N 126 il (16.8%) . {UiERTE PE Jy 98 5 (13.0%) . 752
o IVCF o, BUH 470 B, BUEEON 62.5%, TP B E RN 23233 K (0~530 K) . A
M EEER . AFEPNENER. A IVCF SEH R 2R HEA S ERE Y (P<0.05) . £H
H 282 # IVCF 1, Fi=Afr 5 a2 Mg (31.2%)  VIfAEE IVCF [ Mk
(28.7%) . fEis (27.7%)

g AFRFERBIER IVCF BANRIENIEFEZEF; IVCF MEUH ZZE & IVCF REGH
R IAMR . ERE . IVCF S, BNRERNIE. BNEMAIE, BRI FE ML A Bk 5%
IVCF, & EMPEAGKIARE B IVCF 3k e 50, $25 IVCF B %,
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PISK/AKT {5 E@ R 7E CTEPH X Rz EndMT S i4E B

WHIZ A L XA 2
1 =WITieE —BRbe
2. AR B RLR MY I 55— BR B

E B 3R] 0 NS UL - 3-8 (PI3K)/ 25 11 s B(PKB, AR AKT){E 53 1 o 18 M I e 1 it 3 ik
mE (CTEPH) KRB0k P 52 18] 78 i 4k (EndMT) [R50

T K ERBENL N IE 6 IR AN S a0 2l Seab 4t Ky At ke kB 2 v N lish Bk L% S CTEPH
SIYREARL, IEH IR DI B AR HKIEN . A ERIEARFRN SN 2 FH. 4 B, 8 A=/AT4.
W 2 . 4 . 8 FJaarmle ish ik 1. 438 KR sh ik, 5y 254k 72 00 4 fiti 3l ik 3 2
PI3K. AKT. N-cadherin fil E-cadherin HiJE&iAMN, WHF-RAEMERMN (RT-PCR) il
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fiizhik PI3K. AKT. N-cadherin £l E-cadherin mRNA (¥ &8, & ETIE (western blot) 2
SEMiEhK PI3K. AKT. N-cadherin fil E-cadherin & [ %k /KF, FERHATH M54 .

gE) SEIR A KRBk E S (mPAP) Fifitizh ik WAITA B I 8] 1 e K A, imi HLAUE S
FLIEw B, ZRBEAS I FE N (P<0.05) , SZi64 mPAP R tLxt Roxt R4 5, 25
HA% %% X (P<0.05) . PI3K. AKT. N-cadherin #i1 E-cadherin & %% mRNA 7£ [E#
Sof BB R & W 2H 2 ] ik L2 5 SEERH PIBK. AKT #1 N-cadherin mRNA F1EE (5 %54 it 45 i)
SER LI BT, i EL B 5 Bk R IE e A Bl . E R EAA SRR L (P<0.05) 5 25
“H E-cadherin mRNA Fl#& [ 3Rk b5 i 8] P SE K FL 3R 2 PRI, i FL AR 387 BLoah 197 1 5 6o 2
&, ZREFGII¥E N (P<0.05) . PI3K HAKIEE mPAP EIEM>% (r=0.903, P<0.05) ,
5 AKT HEAREEEMRK (r=0.897, P<0.05) . 5 N-cadherin & [k £ 1EH5% (r=0.926,
P<0.05) . 5 E-cadherin & H&IE £ M AHK (r=-0.894, P<0.05)

g BATE L F KR E K R i BRI i, REESREEENE TP AR LAERSR,
Il T CTEPH KRR 1% CTEPH KRR filish Bk Py fe kA B B B 98, Flish ik oy B =
RAETWHEZL, ENEERBEEN. KEMzK PISK. AKT #1 N-cadherin &iA &, E-
cadherin Fix[EME, KEM PI3K 5 mPAP. AKT. N-cadherin #1 E-cadherin B & 3 1A 414,
$E7R PIBKIAKT {5 Sl /£ CTEPH K RRUIi3h ik P 5z 18] 78 B 4k A 5 S EAE
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MUC1 deficiency leads to increased susceptibility to
cigarette smoke induced COPD-pulmonary
hypertension in rats

Yuanyuan Yel. jiaxin Zhang'. wenju Lu?. defu Lit
1. The Fifth Affiliated Hospital of Guangzhou Medical University
2. TP BERLR B 28— BE B

Objective To investigate the effects of MUC1 on attenuating the occurrence of COPD-pulmonary
hypertension induced by cigarette smoke exposure.

Methods Long-term cigarette smoke exposure was used to establish a model of Mucl knockout
rats and wild-type rats. By the end of model establishment, lung functions were assessed by
using Buxco lung function measurement system. The right ventricular systolic pressure (RVSP)
was obtained by invasion measurement. The venous hematocrit (HCT) was measured by using
micro hematocrit centrifuge. The value of right ventricular hypertrophy index (RVHI) was
calculated. The bronchial alveolar lavage (BAL) fluid was collected, in which the total and
inflammatory cells were counted and the level of IL-6 and MCP-1 were assayed with ELISA. The
lung tissue was subjected to H&E staining for the evaluation of alveolar septum disappearance
and the measurement on the thickness of vascular wall.

Results Compared with untreated rats, cigarette smoke exposure caused lung functions decline
manifested by increases of value on total lung capacity (TLC), functional residual capacity (FRC),
chord compliance (Cchord) and decrease on the value of forced expiratory volume at 100 ms
(FEV100) / forced vital capacity (FVC). In COPD model rat, the value of RVHI, RVSP and HCT
were significantly upregulated. The lung tissue sections displayed the increases on the thickness
of pulmonary vascular walls and the mean linear intercept. In BAL fluid, cigarette smoke
exposure caused the increase of total and neutrophil cells number and the level of IL-6 and
MCP-1. Furthermore, knockout of Mucl enhanced cigarette smoke-induced lung function decline,
inflammatory response, emphysema, increases of RVHI and the thickness of pulmonary vascular
walls in the COPD rat model.

Conclusion Cigarette smoke exposure could increase the expression level of Mucl protein in
lung tissue of COPD rats. Knockout of Mucl potentiates cigarette smoke-induced COPD-
pulmonary hypertension severity. This study suggests Mucl could be a potential target for
COPD-pulmonary hypertension prevention and treatment.
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PO-001
Mechanosensitive channel Piezol is required for
pulmonary artery smooth muscle cell proliferation

Jiyuan Chen. Jason Yuan. Jian Wang
The first Affiliated Hospital of Guangzhou Medical University

Objective Concentric pulmonary vascular wall thickening due partially to increased pulmonary
artery (PA) smooth muscle cell (PASMC) proliferation contributes to elevating pulmonary
vascular resistance (PVR) in patients with pulmonary hypertension (PH). While pulmonary
vasoconstriction may be an early contributor to increasing PVR, the transition of contractile
PASMCs to proliferative PASMCs may play an important role in the development and
progression of pulmonary vascular remodeling in PH. A rise in cytosolic Ca2+ concentration
([Ca2+]cyt) is a trigger for PASMC contraction and proliferation. Here we report that upregulation
of Piezol, a mechanosensitive cation channel, is involved in the contractile-to-proliferative
phenotypic transition of PASMCs and potentially development of pulmonary vascular
remodeling.

Methods Freshly isolated pulmonary arteries (PA, mainly containing contractile PASMC) with
denuded endothelium from rats are used as contractile PASMC preparation, while primary
cultured PASMC (from the same rat) in growth medium are used as proliferative PASMC.
Western blot analyses on specific markers for contractile (e.g., MHC11, TAGLN) and synthetic or
proliferative (e.g., PDGFA) SMC, as well as the marker for cell proliferation (e.g., PCNA), were
used to confirm the phenotype of PASMC. Expression of Piezol was compared in freshly
isolated PA and primary cultured PASMC from the same rat.

Results We found that Piezol, Notch2/3 and CaSR protein levels were significantly higher in
proliferative PASMCs than in contractile PASMCs. Upregulated Piezol was associated with an
increase in expression of PCNA, a marker for cell proliferation, whereas downregulation (with
siRNA) or inhibition (with GsMTx4) of Piezol attenuated PASMC proliferation. Furthermore,
Piezol in the remodeled PA from rats with experimental PH was upregulated in comparison to
PA from control rats.

Conclusion These data indicate that PASMC contractile-to-proliferative phenotypic transition is
associated with the transition or adaptation of membrane channels and receptors. Upregulated
Piezol may play a critical role in PASMC phenotypic transition and PASMC proliferation.
Upregulation of Piezol in proliferative PASMCs may likely be required to provide sufficient Ca2+
to assure nuclear/cell division and PASMC proliferation, contributing to the development and
progression of pulmonary vascular remodeling in PH.

Key Words: Piezol; mechanosensitive channel; phenotypic transition; smooth muscle cell.

PO-002

50 2 DA B H 7 4 S P i ML A e SRR R I PR AR 2 A7

XURML BTG, 6. KR T
A AR BB

B BEHE S HT 50 % LUR A il SV A2 A2 ZE5E - (acute pulmonary thromboembolism, APTE)
BEWIGREFE, CATSBhIG IR PR oF & = ANFERZE APTE, B2l APTE, /b 3¢ ARt
APTE JRizfli%i2.

FiE WM R ERRFE — W EERE 2016 45 1 H % 2019 4= 6 H{ERiHIZ N APTE, FiVuH7E
18~49 il % Z [Al ) 90 #ilh 5 4F ik . Hr 55 7 5514, 35 #ilZctk, “FH4FEs 38.319.58 % . 7 #fT
&4 APTE BB MIMER]. FE . R p . GREER. KRR, LR ERE. AR
BRI RIS S .

g8 50 H U T ESE APTE BE M EE D MAERREZRSA: EHENMCE, 5 26.7% (24/90) . FAR/
BIGIETT 24.4% (22/90) . FIRKE il 17.8% (16/90) . E1EMIR 15.6% (14/90) . W
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JAS 21.1% (19/90) . #yIfdlih 10.0% (9/90) . Bk IMA K FERERR S 8.9% (8/90) . K%
IR 6.7% (6/90) . #HfkALIT 5.6% (5/90) . ALKARE) 4.4% (4/90) . BIRLZEAEME 2.2%
(2/90) . IGRFEMFEA: W 41.1% (37/90) . EGIGMENDR 35.6% (32/90) . K# 30.0%
(27/90) . FRUR N HE 24.4% (22/90) . Jili#S & /B35 % 20.0% (18/90) . &Il 16.7%
(15/90) . K 12.2% (11/90) . LMKt 7.8% (7/90) . IR 4.4% (4/90) . filifgisr =
IRAE 4.4% (4/90) . R#4E CTPA fifi s S Ar ks 3 40 A B 42.2% (38/90) , % 57.8%
(52/90) ; Xl 78.9% (71/90) , Hfl] 21.1% (19/90) . CTPA H g1 2 2 I AL FE i fis ARk
63.3% (57/90) . ffizhfiki% %8 46.8% (45.6/90) . CTPA ALK 34.4% (31/90) . iliASgk/
K A4 46.7% (42/90) . LEFETAE 12.2% (11/90) 2, 4.4% (4/90) HEFMEEH C, Hr
50.0% (2/4) EH C KT IEWH. 6.7% (6/90) HEMEEMAFI, 4% (6/6, 100%) ikt
MG T . 1.1% (1/90) H3a e bR HiiA, faillgh SrH k.

g5 EENCRE. MG COIRNE R BRI E . B R R R R AR R 2 APTE I fa N IR
PRI CAZ I 2 W, TR AN 2 il A8 = BRAE i B i . AN ISR A C. BEIMEEIIL. HiComifs
ARSI AT BE S Bh I 25 5 42 1 5 4F APTE 8% .

PO-003

300 B Bl AR B I -8 R AR B K R B [0 s 23 A

FERRAE MRS, R
RYIY S5 DRk B= 5 RN T 6 L8 X e i)

B B ik e e FERE 32 B B T IR AR R ) AS IR g, A sE ek AN e A PH %, S EER K
MLl FRAS , RS PRI AL R I AR K ( deep vein thrombosis, DVT)AIH &} i i s 4 28 i
( pulmonary throm-Boem bolism, PTE). & #/E A& WG TSR 2 —, Bl T AT K A i
FE5E( venous thromboem bolism, VTE) ) &A%, & T G B F AR 1 EZHE K
Z—, WA NIEFUASE T BRI . Kk, EEYTEE TR, X VTE MG A% 240,
A IE I B A T AR S VIE IR, sHErEE &L VTE KR RS TSHH0
NI R TR B 37 Bl AR &R 2 VTE 3E— 2545 S i i ik i A 2 B I PR A 3 -

7 BB 300 BT FARIETT BT B D SR R b, Giit B FE AR PSS DVT
MR AZR In) AR 60 2 5 B 5 7m i A B i K A (9 B 97 S AR E . D- R ARk A A5 A
FlF AR AT G T

g5 300 B FARMEITEEA 60 BIEAFNKIKE, HAEZFN 20%; LHFITEE D- Rk
Rrll{E 1.8493+3.267ug/ml, HEEH N D-—R4A&KN 1.78261+3.218ug/ml (p<0.05) . ik
g4 B E R AR L D- R AHUE 2 IEMDS, KT 55 5 B FH BT Ik A i) kA4 2
N 15%; D-ZEARBHME (>0.5ug/mb G835 BT B F K AR R AR Z mik 62%, IR BAE K M
Fee ZE RN R T 255 % AIfEE. R T AR FARK E 205 RH 85 FEAR
IR Bk AR A ZE A BRI (p < 0.05) &

SR RSN K D- T IRARBR I 0B AT A R A ER K AR LR R s AFR55 & R TR
()23 d 3572 50 P09 58 2 FER BRIk A A% 28 K AR IR FE R R 2%

PO-004
R P 8 A 2 I PR A % T LR A 2 X

PP BT 5T

TR MR XIHEH . % &
BB BRI R AL st AL IR R B

BBy & bk i # ¥ %€ E (venous thromboembolism, VTE) £ 4% i i fik il £ & 1% (deep venous
thrombosis, DVT)AIJiili L4444 ZE5E (pulmonary thromboembolism, PTE). {4 i HE1E N VTE

12
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PEfE N, IR PE BITEIGIKRRI L 5@ B A ZR, BN IERN VTE & AR X
G R AN Z Bl VTE RS PP AL . A FOR B AR IR & 9 PTE B IR IR R IEAT 7
#r, FEEEXF Capriniv Padua. Khorana XS5 81x] i 38 PTE BTG 2 AT B 75

T KRB R TR, R E AR A MR A st iR R bE 2017 45 1 A 1 H# 2022 4
10 A 31 HizWer & Miite 28 Bl R 2R, DUBMEMR &9 PTE dAE hseatdl, PLss PTE 41
FRTRRAE, Ay BRSO PTE IR RIURE i FHIEECS MR & PTE 4H RS0 5k R A B 1
fiygEdE PTE R BIME N4, KA Caprini. Padua. Khorana KU PEASHERLG N4 BI4T VTE
RVt . N SPSS 22.0 #AEXEAR T Gt o0 b, IR R IR L S R RS, KU
PEAG ARG R ET 72115 ROC #i £k FTHIFN (AUC) , Ll P<0.05 I\ AN Z SEAAAES 2R Lo

R LR L PTE #ifil 275 ), HAUEMEMIR A I PTE ) 77 1] (28%) , BMEMR i
R DR R 5 L (29.9%) o FEIRIRRILTIH, MM EE PTE SIRREI & AR
WR: MR RAE 48.1%, i 32.5%, FEWE 22.1%, FEMIK 19.5%, EZIE R 9.1%, &I
7.8%, MijE 6.5%, FEJK 6.5%, LMF 3.9%. IEEMEMIE PTE SIGRRIMATEAERLR: FFIRIA
M 56.6%, Ml 44.4%, TFEMAK 27.8%, %Wk 24.7%, JEshiE N 20.2%, MJE 18.2%, L
% 12.1%, #Jk 10.6%, "Il 7.6%. HHEMEME G PTE SEME. OF. TEshi & T X
ARG T AR R i, ZRFAESTFE Y. Caprini K PEAEEA AUC=0.508 (P=0.872) ;
Padua A% iEfE#% AUC=0.584 (P=0.071) ; Khorana K& iFfEM AUC=0.549 (P=0.291) .
g0 ARFFR, SEMEME A PTE B difits 28 B IR R RIVE R B8, N RI VA
1) PTE JEMR. LUF=F VTE KU VPAb R AR bl B 1 E — e i iimE, 2 P E¥KT
0.05, TN EEAK. =&+ L Padua MBS PEALEEA AUC B &R, TIIIIME ey EF 0T s
BHEME, B Padua XS TERAERLST PTE KUBEAT TN,  R] Ak S AR AR A7 2 8 (A0 XU A A 7R
DABE A ROPPAL S M8 B3 PTE KU

PO-005

Jiiiid B I Ak 28 R I /MR IR D> B8 3B BRI IR

ESlEbe
HH R R 2 A R B

B B il 6 I MilAs: 2 J /s b B3 s R J R T i %

T B, 57 %, RS 1 A7 2022 4E 2 A 16 H AT REEEREL, B A LW R LM
SRE N, GNYE, TXNxMcl IV B, BafEME. . IR, T790M. EGFR-19del R7%,
PD-L2 PHIE”, T-HIE4 MR EER: 2017 4F 9 H-2019 4F 2 HATHAER e —4iG97, 2019 4F 3 HJE
Mo He, BEEMIZR T790M 58748, FULBAE e —43R77, 2021 4 8 H PD-L2 fallpAt:, Ttk
EBJeRYT, A 10 H-2022 45 1 H T UMEAG+2 D B e 4 AIGIT . PHY CT /niikhfa
o 2022 4 1 A 16 HIFWHHIAME, HIAIABE TS, AR bnZmk, (H5 oy, A & i,
FREZ) 1-2ml, GRS . SRR, RIKEL 17x109/L. KLl 2R &R
KMk T 2 Pk ZE . R IR ERER K AR T B, D-— 54k 5.76mg/L. T 2022 4F 2 H 16
FSC: b g KRS BE PR B, ABi#EfAk: T36.5°C P76 IR/4r R20 /4y BP120/76mmHg L
J AT A o IUBHPEARAE o VAT 2% FE M AT 2 N 2 /MO 2D e e i R, 1697 BT ARIR D BE
10mg bid /697 . BEVIESE, . RS . 2 H 21 HEE D- %k 3.13mg/L, Zfll
Mk ko IRERK . BRJE ERAK . BESRRK ARG 0. VRAh B AR, 25 R i MR kb 5 i
A K, HAHRRRIZEAMA RN . T UMFHFMRIDYE,  Soh I8 e 2 ,4000u,q12h" i
1HIT. 2 A 15 H 7 LAIAERIZR PTG 10T -

gR BHELEH D-RKAEME 1L.omg/ll, S, EWOEIRGEM, PE K, EEoERR, AT
il 1165 A I AR A 3

SEW il A I iR 2E A I/ NARIRD DT B A B A DA R SE, (R EEASHE B AV if /s b
YRIT b [R] B SHe A A RS 5 HE XU, AU R i, AR ISR AN AR Pk ) A A TORE, 7R A
A )R EAR BT, DA R SR AR B KT K
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PO-006

28 5 5t P ST T H 7 ek i I A e HEOTE A8 385 R I PR AR 0

K. HETUE. BE. QR @2
LA NREERE (R Rt BERRR S5 — IR BB )

B S8R S il A2 #2 2E 9 (acute pulmonary thromboembolism, APTE) 1R & Bt N A6
TR R, DR EIEREAXT APTE IR, MIVEAL TR, MYEILiZWifGsT, SGEE .
FE (Rt A3 T R B RS A — I B R 2016 4F 1 H & 2019 4F 6 H{EF7 /I 526 5] APTE 3%
R 7R, Hor 91.6% (482/526) APTE B irik e, 5.3% (28/526) BtM LT, 3.0%
(16/526) HzhHibi. XA x2 1. KRIE x2 /%, W4t Z B Mgit %k, s
Ui A G A BE N E TP AL NI IR s SRR I S SR A 45 3

GER SIAEAERIE R 18 O . WO, Ok . EifE APTE. sPESIZ1 43, PESI I~
V2% M. Hlsem s R SN B E BN AR T RSN, ERARITFE X (P
<0.05) . PEJ. =60 &, BN ALK APTE. JERHMEE. TARIGGIETT. K Bk
TERE B TG T R o K U 5 BRI BE W AE TR 4L NiEAT CTPA SRR HT, A1
T it 3 kAR FE  OU i 2 ik As: 2 1) B8 3 B N AE T ARG N, ZE A i L (P<<0.05) .
CTPA XERE B35 TG TC B W52 . 6 4% i B AIBE PN AE T P2 APTE B8 35 556 = A0 B 508 70 AT
RIL D-—{E. CRP. NT-proBNP. cTNT. LDH KTk K M M it%. i 2r 8 K FEARH
APTE BHPBLANIET RSN (P<0.05) ; E4HATHE. Pk BEIK X 78 B 25 1UE JC
ol . RIS 526 F B # R NAET AEEUD, ZRE ST APTE 78R B3 TG # s AR AL 2%
ReZE, FTLARAH I RELE R,

58 BENSET: APTE B A IR HAMm, WBMMR . 1Bt Olgm. D-— Rk, C K&
Fm N-Rumfa ke R s OIS E S T & FREE KT & Mo 8% 4 i&
KPR S8 APTE BE B AL TS EE RN K.

PO-007

88 15l A M A A SR SRR AR AH S BR  70- 4

M. 2. A% BT
A NREERE (FR RS2SR — IR BB )

BB AR Sk i ke 44 285 (acute pulmonary thromboembolism, APTE) HEHiktia)r 3
H Bk ] iR AR A G R 2R, S m e REEAExT APTE AR

T TR ERE S — B EERE 2016 4F 1 H % 2019 4F 6 H 199 il APTE £ 11l 7 %8 BL A0
BEVT %R, MRIE APTE B2 % /b 3 ANtk itAITfa, CTPA Blishik & & mie, ¥
FoNRA ML (n=88) FILMFA (n=111) . @i x2. KIE x2 K% . Log-rank 1&3625:4;
T e, LR AT R 2 B IR AR R HE A AE AR S

53R 199 Bl A A SEREIGR AN 15 TR B, Hodh 44.2% (88/199) 3 CTPA £l 2 fitiz)
Fk 9Bk A ke, 55.8% (111/199) H# CTPA $ERishhk i mAziE &, REFMEA RN 6 H.
Y65 J 59 Tk PN e 4% ot e ZELRD G It 4L HEA T I R B R B b, R B Sk N B A ke APTE 9 A
FEL ERIKACT . RIBARERR . ER VIE WHlm T EmEdamA, ZRESITHEN (P<
0.05) . FE#=260 %, B . BILE. O BRI, IR QR E . BEERE. 181k 28
PRGN (]S B B ms  WEsE. VTE sk, FARMIMGEHT. i) APTE. Ul
APTE. VAMVAITIEW AR S22 5. Kaplan-Meier VEZ:HIHEATT 3 AN H JEA BTG I3 ik
FRA MM R B H AL, Log-rank KIS R, SHEMARA B G, A B ur:
FLFE iR, HEHERIY¥ES (P=0.350) .

g0 X B BIKRAT AN AR RGBSR . B VTE B3 i E A SE s ik vy ik
R, FTREA BT TR M A A ZE PR B bk i R k2B, B B Tl -
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PO-008
Bilateral versus unilateral balloon pulmonary angioplasty
for inoperable chronic thromboembolic pulmonary
hypertension

Jianmin Lu. Cheng Hong
The First Affiliated Hospital of Guangzhou Medical University

Objective To evaluate the safety and efficacy of bilateral balloon pulmonary angioplasty (BPA)
as compared with unilateral BPA for patients with inoperable chronic thromboembolic pulmonary
hypertension (CTEPH).

Methods We reviewed 210 consecutive BPA sessions for 92 CTEPH patients, including 124
unilateral BPA sessions and 86 bilateral BPA sessions. Radiation exposure, operation details,
lesions characteristics and the occurrence of complications were compared between unilateral
BPA and bilateral BPA. 131 BPA sessions with a hemodynamics follow-up were included for
efficacy analysis, in which hemodynamics changes were compared. Logistic regression analysis
was used to identify factors associated with the occurrence of complications.

Results Bilateral BPA treated more lobes, arteries and lesions [3 (2,4) vs. 2 (1,3) lobes, P<0.001;
8 (5.5, 10) vs. 6 (4, 8) vessels, P=0.003; 9 (7, 12) vs. 8 (5, 10) lesions, P=0.01] in one single
session than unilateral BPA in a comparable operation duration and amount of contrast media
given. Overall, the occurrence of complications was similar between bilateral BPA and unilateral
BPA [9 (10.5%) vs. 12 (9.7%), P=0.83]. Hemodynamics effects didn’t differ significantly between
bilateral BPA and unilateral BPA in a single session [MPAP, -4.5 + 8.6 vs. -3.6 £ 7.3 mmHg,
P=0.52; PVR, -1.1 (-3.5, 0.8) vs. -1.8 (-5.2, 0.3) Wood units, P=0.21]. For the initial BPA session,
bilateral BPA also treated more lobes, arteries and lesions than unilateral BPA [3 (2,4) vs. 2 (1,2)
lobes, P<0.001; 8.0 (5.8, 9.3) vs. 6.0 (4.0, 8.0) vessels, P=0.04; 9 (6, 12) vs. 7 (4, 10) lesions,
P=0.02]. The occurrence of complications was also similar [5 (13.2%) vs. 5 (9.3%), P=0.80],
even in patients with poor baseline hemodynamics. Univariate regression analysis reveals the
number of lobes treated/session, but not bilateral BPA, as predictive factors of complications.
Conclusion Bilateral BPA may be safely and effectively performed in patients with CTEPH
without increasing operation duration and radiation burden, even in patients with unfavorable
baseline hemodynamics.

PO-009
72 BIER SR IRTT I S AR SR A B R
e PRI 73T

FH . HEE. KB RISV
LA NREERE (Rt BE AR5 — MR B2 )

B BB o M e 2 AR T I A e AR #2 2E5E (acute pulmonary thromboembolism, APTE)
BEIGREFE . JR)7 MG, #E— 8 APTE B8 1677 SRS Fk B4 AR 4 -

Jrid WAE R AR — MR R Bt 2016 4F 1 H & 2019 4F 6 AH2de1I{Ekt APTE &3 72
B, PCRANFENRTT 7 R EHE TG A RS R A%

ZER 72 () APTE BEATIHMRIGIT, BAKHN 70.8% (51/72) RZetEFslkiate, 31.9% (23/72) fifi
Nk G4 E A (catheter-directed thrombolysis, CDT) , M1 2 4] 3 R Gk A SR i
SHEAEFATINSNK CDT ¥697. 51 Hl RGPEF KA 86.3% (44/51) T8 2 4 2 B4V iy i3k
%71 (recombinant tissue-type plasminogen activator, rt-PA) 597, #IA1GI7 77N 50mg,
Fodr 6 {51 R HH B I ACE SR SE R 50mg YRYTRIE (2 5] 20mg, 2 5] 30mg, 1 fil 40mg, 1 {4
48mg) , 1 BIRIAR fim RSB 20mg; HAy 7 67 IREE AT, FIEVEE 40~160 AL, 23
Hiflizhk CDT H 73.9% (17/23) TIREEEIRYT, FIEJEHE 20~60 /i H4; 26.1% (6/23) T rt-
PAGYT, Hr 5 47&E 20mg, 11 5mg, FrAlzhk COT &3 7E ¥ ke i 2 A W E2 3 I AR R 2L
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A (ED BEhK A AR . 29.4% (15/51) RS ## k&G T B g b e d i R 5E, W
MBS S (76D  FEIE (6 1) « DiEsisjs (Af)D .« Ful 26D  wiRiE A p)
23 fiffizhlik CDT BE AWM. B 1 % (1/51, 2.0%) REGMEFIKIARBFERNIET AN, He R
H U B .

28 Himsh bk s SRE A BN BUERE T AR B, R G A R A H XU B B, T AR B ST
ARG MR KA RRIEIT G NIE, ERERL, REAGERIRIT TSR, X APTE i2ia T Re A
W o

PO-010
CXCL10 levels in diagnosis and improved hemodynamics
in patients with chronic thromboembolic pulmonary
hypertension undergoing balloon pulmonary angioplasty

Jianmin Lu. Cheng Hong
The First Affiliated Hospital of Guangzhou Medical University

Objective Chronic thromboembolic pulmonary hypertension (CTEPH) is a progressive
pulmonary vascular disease characterized by pulmonary artery stenosis or obstructions resulting
from insufficient thrombus resolution. CXCL10 is a chemokine contribute to the pathogenesis of
many autoimmune diseases and cancers. To investigate the levels of CXCL10 in patients with
CTEPH throughout balloon pulmonary angioplasty (BPA) and its correlation with improvement of
pulmonary hemodynamics.

Methods Plasma CXCL10 levels were measured in 38 CTEPH patients with 100 BPA sessions,
and 28 healthy controls. Correlations between CXCL10 and pulmonary hemodynamics were
investigated. Receiver operating characteristic (ROC) curves were plotted to display the
diagnostic value, and the predictive ability for perioperative complications of CXCL10 and
CXCL10 related models. Nomograms were plotted to visualized the diagnostic value, and the
predictive ability for perioperative complications of CXCL10 and CXCL10 related models.

Results CXCL10 levels are higher in CTEPH patients compared with healthy controls [36.5 (95%
Cl 25.0-51.1) vs. 14.8 (95% CI 11.1-30.9), p<0.0001], and decreased significantly after BPA
treatment [36.5 (95% CI 25.0-51.1) vs. 24.7 (95% CIl 17.2-36.6), p<0.0005]. Preoperative
CXCL10 levels positively correlated with mean right atrial pressure (r=0.25), systolic pulmonary
artery pressure (PAP) (r=0.28), diastolic PAP (r=0.33), mean PAP (r=0.36), pulmonary vascular
resistance (r=0.31) and N-terminal pro-B-type natriuretic peptide (NT-proBNP) (r=0.46).
Furthermore, plasma CXCL10 levels adjusting for age and sex displayed a sensitivity of 86.0%
and a specificity of 67.9% for discriminating CTEPH patients from healthy controls. Preoperative
CXCL10 levels, in combined with NT-proBNP, predicted perioperative complications with a
sensitivity of 100.0% and a specificity of 46.9% as displayed in ROC analysis.

Conclusion Collectedly, our study shows that abnormally upregulated circulating CXCL10 levels
in CTEPH patients decreased significantly after BPA treatment. In addition, preoperative
CXCL10 levels significantly correlated with improving pulmonary hemodynamics and NT-proBNP
as CTEPH patients underwent BPA. Circulating CXCL10 might contribute to the evaluation of
disease severity in patients with CTEPH and be useful to evaluate the treatment effect of BPA.
Comprehensive evaluation of circulating noninvasive biomarkers, including CXCL10 and NT-
proBNP, might facilitate the successful operation of BPA. External validation is warranted to
further study the relationship between pulmonary hemodynamics and circulating CXCL10, and to
investigate the origin of abnormal upregulation of CXCL10 in CTEPH patients.
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PO-011

D-= AR BN B MR W VTE j5 &£ PTE RFITNME

RN
RAREE AR B EE R (% Tk PY— 7S EER)

H H WL5E D-— RARK A0 B S MLt 25 Tk VTE J5 &4 PTE ITIIANME -

Jrik BEEL 2020 5 5 H & 2021 4F 6 H 1R R R 2= Bt 5 Bt = e I S e B I 2 R A B A
H KA FE KA AR FERE (VTE) iy UG A Pt Fe & i Ho At 15 50 B i AR 8 3% 94 5, Tk
LRSS 0.5ml Bk TR 0.4ml B2 FvEST qd 3t 5-15 K MAEMALEE S 6 H N2 KA
MAEFEZERE (PTE) Mi% N PTE 4AEHE PTE 41, A 4lEFE G0 AR, Padua 15 K T
Biiay7 Bl /MR . FFIhEE. B ThEe b LA D AT PTE A .

GEEL PTE 20 %6 (79.0946.78 %) T-3E PTE 41 (74.49+10.45 %) (P<0.05) , ili/5 D-
TRAAKTAE PTE A E & T34 PTE 41 (P<<0.001) , B M5tk E (16/6 vs 40/32) . Tl
Al Padua V¥4 fl D-Z 4k, TRBAATE /R IFIhAEE. B IRefebsrE A b LR . ks
55 1 D- - E AR IEM>% (r=0.266, P=0.010) ; Padua 37> 5Bl Al 5 () D- R4k 15 2 1EH
X (r=0.520, P<<0.001; r=0.236, P=0.022) , u#t/aH D-—FH/KFERERLE PTE £IEMH
% (r=0.512, P<<0.001) , ROC #h£k Fififi A 0.849 (P<<0.001) , I&FEA 1026.5ug/L, R
W% 90.9%, HEFFE 72.2%.

9 Wi ShPUE 25 TR VTE J& D- AR T2 75 kR PTE A 5w i A E -

PO-012

526 451 s P i Lk SR Bt A8 ) s PRRRAIE B U 70

M0, 25r . R%k. LR, R 1
LA NREERE (Rt BERRR 25 — IR BE )

B Bt Xt 526 6 2 Ml Ae 2 %E5E (acute pulmonary thromboembolism, APTE) 3B &35 )
IGPRAFAE . fERG R & L TG 007, $EmIGKEAEXT APTE FHAR, JlbiRi2iRiE, &% APTE
Ti)e

7 [FmPECEE 2016 4F 1 H & 2019 4F 6 A 7ER R RER B — Bk (LA NRERD E
Bift 526 ] APTE &, b HPER. FEly. FEaom. BRNE. KR, LREHRE. ¥
GRS VR TT RN S A

g8 526 | APTE 155 48.9% (257/526) , ik 51.1% (269/526) , WAKF-IER
63.5+15.1 %, B THER 61.6216.2 %, LM FHER 65.4+13.7 . 82.5% (434/526) N
HiR4AE APTE, 17.5% (92/526) NFiH &4+ APTE. 20.9% (110/526) %k NAE WM. 16 H
s i e AR PR . LA IR R G (1 il b 64.1% (337/526) . 48.3%
(254/526) . 27.4% (144/526) . 526 ] APTE & FE Kk R RZIAPER A, & 74.0%
(389/526) , Mk 37.8% (199/526) , Lzt 29.4% (155/526) . R4l CTPA ifi e 1L
B EE D NEHEE 51.0% (268/526) , HdtAl 49.0% (258/526) ; Ml 67.3% (354/526) ,
B 32.7% (172/526) ; £ifl] 90.5% (476/526) , Ll 76.4% (402/526) . CTPA HAhi%
2RI AFER I 47.0% (247/526) . Jilishfiki s 46.8% (246/526) . ik A4 33.3%
(175/526) 5. 67.9% (313/461) HEH A IR &k I #2 7E i (deep vein thrombosis,
DVT) , 5.7% (24/419) BE OLHEEGFAE ST QIITIIE, 13.7% (34/249) HE A LB
RORAOLEELR, AOLESEOCENRIVERT 1. 526 il APTE EERIEER 5 )E, 5.3%
(28/526) ANE G, 52.3% (275/526) NHifE, 42.4% (223/526) NiLfG. 98.5% (518/526)
BEEZPRIRTT, 94.7% (72/76) APTE BEATHERIAYT, BN 70.8% (51/72) RGMEi#K
W, 31.9% (23/72) Wizhfik & maliate, Ho 2 B8 EH KRG IR s A FAT Mish
ik S8 B AR TR T . 91.6% (482/526) APTE B iFiEHibe, 4 5.3% (28/526) BiHNAET:,
3.0% (16/526) HEhHR.
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g BAEOMERI R FCEIERR . WIRRGE . SPEMR SRR N A & APTE Efa A
. APTE i NImPRR I 1 ZLRIFIR A, O3l % . o m Ee A ST QIITIIN 1.
JitiAE A8 = R AIE 1 B 3 Eh /b . UBEIRTT 2 APTE R AN EERI7 k. B 3 el R B AR %
VTE, 552 APTE IR, mTDURYEALIRGS APTE XU . #VEtk VTE Tk . KEHZ K APTE.
¥iatk APTE J697 -

PO-013

SRR ST SRR

MREBR. fRAli
A S PN

ke ZE——UUER K % T !
2022 5 2 f, ®EHRIZ T —AL 32 SRS, HIEEH A ke 28 = BAL AR i, IR
A, WHEIK CTA SBonZEMBIK T34 28, G MINIRTT & fE N, BRE M.

PO-014
Fe T ek BN A SR AT O 18 Mk A A ZE 4k i3 ik o
BAE B RER BT

Borcgg ty wkAr e, ke BRM 2 XER 2 FER Y FEE S EER S, IR S, 43 BIRE 2 ER

1,2

1. ALt A B 2
2. " R GF BRIE RPN S S BLRE DR 2 A
3. PR 2E R e SR A R A WE TU R

B 12t 2k e s (CTEPH) WIRAEREZE L. G IK S Z R R R
Wi, HARALEI A . HETAA CTEPH kA 32 5 5 8 ik A 1 55 % i L5 25 0 o,

REAHEEKSYS, MEER. AR EABELERAENT, YIPHER CTEPH BEMHES
IER, MIER A IR R CTEPH IR WL

Frid AW 235 5l CTEPH &3, FFLMRAEES. MERIULAC 1500 i@t ig, REESME MFE
A, $2HL DNA, 3T DNBSEQ “F&#47 PE-150 Eil &5 . T PLink. GCTA #HTHE i &
BHl KRBT KT, IR Mg R T AT AL T, TERER IR E M SNP A A
(P<5e-8) .

g SR, L35 5226670 A SNP f7 55, WHBEATSE T, A B 105 AN 8 P SNP
fir 5. HAr, Chr7:32082298[b38]C:T (BETA=0.091; P=7.98e-12) fiJ PDE1IC #:[H I, w[fE
5 HERAS TR M EEEAHC;  rs201164756 (BETA=0.186; P=8.27e-16) i |- NME7 %:[MH
b, ATRE SER KA R KA OE: rs2023615 (BETA=0.0384 ;P=5.53e-09) fi T C4B [ L,

Al BE S AMARA N T B SOE S ERAS R B E SIS OC;  rs1714920 (BETA=0.143; P=2.42e-21)
7T MAP2K3 J:[H b, WA Re 5 Je K1 f i o MO #2 A 9% s rs73183035 ( BETA=0.159;

P=8.40e-32) fii T~ MUC3A %:[H I, WIREE MR HEE . HhAh, AHEFT R IR A T2 [l 8] X
) SNP @ & szm H FE TFTHERNMIIGE, 25 CTEPH ‘I kA KR . H
#1,Chr14:75002490[b38]C:G(BETA=0.121;P=7.85e-13) L.t 7 /£ PGF FL[X, I fE5 il &%
HH%; rs377271128(BETA=0.068; P=5.68e-16) LiiffFfE FGF21 LK, nJAEZ 5 fii i & [ A 40
Mo S E AN CENEANAD . RRET4EANAE) AR RS A AR

S50 AW IE I DR 2H 2 0 BT R BRAMAA S T B S A8 IR DA R SO 5 SO A S PR L i
AfE2 53| CTEPH FIRA K EIEFE, A CTEPH HLHIHT S H2AtH Bk
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PO-015

— {5l i A 2 5 5 L A S A B R R B 4R

BlAAR L, HRE 2, RIX2, B2
1. WP B T A BN REE B
2. R R AR R

B 55 1 Gtk %5 I SMARCAS Hi ke B JE /N it fitee R ], 3 i % SMARCA4 i 2k A %5
i S PR e R R B A

Fik WHER AR BB AR %R, T Pubmed. Web of Science %5#6 & ¥ & LA
“SMARCA4" and ”"Lung cancer” 2% [ SCiik, HEAT [ il 45 o

R P HERHEE, AL 404F, L4032k, RAMBRE 3 A, IR R AN,
At Ja T UL B 51 M 5 2 Uk R A B, B s B T RS E AS, i 2 o e A S A R 4 B R Ak
o BEPIERS, WA VUG & F AR sk, HIRFAPUEZYHFAE, B RAHRR i %
P s RORA 9%, 03.30 sEdEftishik CTA $&7R: LA Nhal 8RB, MR B K 5 it R B
Gk e E . T UMK TREZRPUEIRIT, BT 30 ik 7 4% 28 T0 32 56 4 MR R ot Bl s AR
T 03.31 56845 PETCT fufr: £ FAHEACH 7o B s a1k, GO i X 22 A M AR S5 1
gEkk: FRACBMEMR R, AT A O X 2 R R v R K . A IR i K 2 AR TR T
FtsZ IEASK, KR4, AR EESRAG. 2. ZRMHMIREE SRR G . 3. mAREXZ K
;e WEEAIRK. N D HEEEYEMR, T 04.02 FRR S N B RG, A A AR R TR
KNI TR, R BMWMNE, 4o aEatbs Rum ot Z M, A rfek
SMARCA4 R IR AR, T4 A AR R I A #r . s b ss S CK-Pan GEir+)
S-100(-), SOX10(-), Vimentin(+), CD56(-), Ki67 (50%+) , CgA(-), TTF-1(-), Syn(-),
P40(-), NapsinA(-), CK5/6(-), P63(-), SMARCA4 (i4r-) , CD34(-), Catretinin(-), WT1(-),
LCA(-).

28 SMARCA4 SRR/ NH M fiidie, & T —Fh 2 IR sl i T I (S b R M T, R R AR
RAEZL] 5%-10%, K2 50% 1M A7 7E S IEAH S IR RAE, % TP53. KARS. STK1 4,
R U R T AR e R AR MO, G g ARSI G 40 g B 25 R N SMARCA4 G
o, RV YIRS, MaAEE AR, R LT AN 3 8 G0k 20 i Ja sl R 1) S % Am 4
EGFR. ALK. ROS1. CMET Z:¥)EH BRA, PD-L1 —f KLk, SMARCA4 ko7 e H Al
TWERIT AR, BT WIRs)EF AR, XS TT AN BURR, BAFINE, SRR
H, PR %

PO-016
AF 77 RAEID PRI 25N Sk R K kAR SE0E 1A R A
LR H S S RIS
WIRLL, £

P K A R 22 B B S S R PR e

HE BRI RA R T ZRURID LG T 248N S0t 5 ik AR AR ZEAE A R0 AN 22 4 1 1 st T
TR

FvE K F [ o B AR BE R SR 45 A i i, HESRIRIRIE 4 4F (2018 4E 1 H-2021 4 12 A)
W2 R kK (DVT) (ERe# ¥ 1850 41, b H ARV HLIGIT M A EIL 861 ], 5
46.54%. WRIELEAVEG M TARPUEIRIT I %, WANE T ZRURIDIR RGO T 434 -
SR IR PALZ TR 10mg qd 3821, HAF1=270% 173 #i; =80 % 61, 90-99 %/ 12
fil, 15mg qd 84 %, Hr>70%, 40f; 280 % 154, 10mg bid 148, Hr>70% 23
#il; 15mg bid 69 % , Hrh=70% 184l; 20 mgqd 694, Frh=70% 224, ¥4 10mg
qd /5420 mg qd 104 , HAF=270% 3fl; ¥4 10mg qd 5 15mg qd 13 %1 , HAF=270
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% 6 fl; yrfE: HZ4<<3 H 580 fl, Hrb 2 HlHBlEMML, 1 FIHBEE, 524 EWI0 KRS
Yiurke; FH%53-6 H 334, FZi>6H 17361, AZ>14 16 %1, J5 2 HEHBARBIH AR
RN ; RERBE L EEFHRITIE T — @ M7 BB B IR0 P R 8 = 36897 5 8097 3%
M VR . Horb 1 4] 89 B EMAR M B F ks AP 10mg qd 697 1 JA Ja ik i fs
MR, 1 AR MR B IR E kiR, Bt Xa RFIEIREERTE BT NI, BRI FI&
W% 15mg qd 1 MH JE AR, BEV RS R HIUH R MAE; 1 4] 77 2 Lotk S i is AR
YWHER 10mg qd ¥697, RIT 43 RIEARIEAR, $i Xa K70, HIREmRIE, FRBERRD I E
v 15mg qd, 1 HJE I %K.

5% T ORI BEE R EPUEA T 0 LR VE D, MR S A PR S B e I R 5 AR AR R 4
GV M gh T AN PLER T 7 R ARG 207 FAEAFRIRFE R EHAE A8, T e B H
IR RIS PERE S IA B FFE AR BTG O], 456 Pt Xa A BE 548 FIRARSLER, 57 Bk
— I KRS B S () R A S5

PO-017
7 4832 Zhot Fitv 3l ik e PR Y6 7 1 P B e PRI 5T

R RRE . AR UKD L B - 5 AR
B DN

BB o Hri e e i iliah Bk s (PAH) B OB TR, BT 058 10 il 12 3l i 56 (CEPT) K 1 1
JE I8 B SR FEIS BAL T 0 PAH 3 Ol D) Be A 2% S 18 Bl &= 1 200

FvE JEEL 2021 4F 1 H & 2022 4F 4 HFHERERIR S HIE XN R R Bt & 006 HE 9 2590767 (1973 15
g R PAH 82 (PAH 4, n=20)F1% BefAfs R R N(ERF 4, n=20), NHRFHLE CPET
. PAH ZH7EHET CPET 1 & 6 28T (6MWT) )5, b 10 BE ML AL I 0 34 2892
RNIZ B FEE A (n=10)F1%F M4 (n=10). s EEH K CPET sl 2 MRk A50% Ty 2 5k &
BT, TEJEA REER A 29906 T (R AT N 8 MR 1~2 MRk E Ak J5 1 RS
Zr-- Ao EFEIRE T IO MMThREN € (B F SO B E); S5 PR, R YR e 1E 4
EEE 3 ming JELA 30 W/min AT ARG IEZ) (B AT )3 min; AR4E B H — I se R B
i 48 ARV B E 5~10 YK/min 2 [8], 32 kE A 3~5min ik BRI B IR IEED, Eaksnn
SR I BN (EF AT II%)5~10 min. XTRAZL 8 JANYEFR R & e mZiayT, AN Tiesh g
THi. 8 FJG, PMAL¥FEXRIET CPET &l & 6MWT. fif E&Ei T CPET. 6MWT DL M4
W&t R, WA OMERT. BahifT ML B7EY, JH&A SR L&, LRE
JT A RITHE, HIEWAMLIL, PAH AR E. A EREHABMI). HMERFEVC). £
AW SR B(FEVL) . & KB EMVV) . LA M (AT). WE{H 0 % (HRpeak) . W Uk 4 J&
(SBPpeak). U&AH f1 i 3% (WRpeak) W& EHH A F(V Ozpeak). WE(H MKk (V O:/HRpeak). (K
OFE (COpeak). WEfH 73 8B <& (V Epeak). WA M<K — % 1L /) [k (PerCOzpeak). B Jik
AN E (SpOzpeak) . 15 48 SRR IEE T & (OUEP) ¥ 41K (P<0.05); i 2.0>F (HRrest). 1
AR TR SRR U (Vp/Vipeak) . A AR HE B S RCR R4 (LowestV E/V CO2). %
Pt HE B S AL (V EIV COzslope) ¥ 7t 5 (P<lag0.05) .

R 12 FigsghFEEEIT a5 RAM, EahREEHE—FH IR AR & g = E
(FEV; /FVC). AT. WRpeak. V Ozpeak. V O:/HRpeak. COpeak. 6min 17 & (6MWD)J}
1 (P<0.05); izHEPrAESIER IPAQ. FEEHWER SAS. FuglMeyer i3 U Re il e &K
TV SRIrartbi, B iEE4HIEITE FYC. FEVL. MVV. AT. SBPpeak. WRpeak. V
Ozpeak . V Oz/HRpeak . COpeak . V Epeak. PerCOzpeak . SpOzpeak. 6MWD Jf /&
(P<0.05),Lowest VE/V COz. V E/VCO.slope F#{K(P<<0.05); SiayTaitbir, XM IRIT S M
FEV1. MVV. V Ozpeak(ml/min/kg). VO/HRpeak [#{f(P<0.05).

g BT ER PAH BRI T REEOEH A A K CPET Klts S0 M4 igs EE R
A LLA L PAH BB O IIREfE &%, $Emn PAH SBFHWIZ 3Nt & 17 K MM BT s
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PO-018

CABIRR R R DB BIR R DL 2 1 41

I
AR T 55 7N N R EE B

B B 50 1 11 LU RS 58 SRR I A SR A BRI A ZE TR I PR ARe A, BRI AR ZE (W12 2

FE g 1 BICARRE 5 RIS R DU R ZE IR R . SEIR SR A, R EMSTE
iof, T SRR )

R 5, 28 5, M 3 RURBE&Z, FE0zmk, WSRO N, B A7 20 i A
2 5-7 M. 1 HWAHT L. BREF FH DS A RE, JoRagm K eh. &k if
We 21 RN 5y, AR 0. MR SRAEE IR, ST, MEEERIGRZ, MEH R
PE, 2GS, WP R, S R RS, R A AT R R B EE i, A C RS, R AR
TCRHPEARAE . Padua #2755 M AS R XU . L% : WBC 12.64x109/L,Neu 8.63x109/L; C-RP
61.29mg/L; D 5k 1.16mg/L,FIB 4.75g/L. ‘EALIEH o BIREISRAME . WE CT R/
i S N 1 RN S 1 Y B U S W < B b v O i e S P (S 2 O N SR E R s N
M REHEFRATNE AR, 454 D ZBAW . M, SUzBEN VTE BifsiifeisT Wils
PWaidr PTE mEWRE, TLAEHE CTPA, 4RGN AG AN EarBe. F oM B & Nt s
FoR B sh ik B o SE R B A . 4T 58 S A iE. ENAL ANA. ANCA. CCP. BA ML % .
DAEEH . BNP. DULEE. BhAs R IR 5% .. USRI T %, IVEhrEa 7 ke %€ 5
SRR BT, HErBEvid, MARBERK M.

I PR AN BE IR A% 58 38 4710 il 8 e JIU B % opf 22 W8 v 0 () Bl A ZE MT B8 s W) LATIORL B — HLRi2 itk 38,
BE TSR T EEEA . 7EMBR N 2 J5 FBHE AN ORI A A 1 12l HARs o327
SEE M. oA, RRINELZ, RS CT P38 bR 2 it BRI, D —RARE R,
it —2 CTPA K& RIUNMEEATE, HATARRIERE —BaOEB . AT —5 8 3k &I
ZH IR BIE RS KIRIZ ROHRE . T30 55, IRAVEN AT BE 2 RN AA a2 . i fil
%, MHANEFETME, KRR RN ERE, Fi AR EANFEE, SR 2 R
€, RUILTERR TAES, SFRAERN, NMZSEHEHATEEN VTE Bifs 9, %R A i fFE
i, R R SE A A £, TR e ZE AT R, BRI IRIZE.

g X THAWAN, BZ™EHATRE N VTE BifErmss, & Ee 245 it mrae, R 2

RS,

PO-019
Establishment and characterization of pulmonary artery
leiomyosarcoma cell line and mouse model

Lin Liu . jifengli. yuanhua yang
Department of Respiratory and Critical Care Medicine

Objective Pulmonary artery sarcoma is a rare and aggressive mesenchymal tumor originated
from pulmonary artery with an extremely poor prognosis. Without cell line and mouse model,
the research on it is limited. In this study, we aim to establish a cell line and mouse model of
pulmonary artery sarcoma as a biological base for further research.

Methods Using tissues from apatient with pulmonary artery leiomyosarcoma after
endarterectomy,primary,cells,were,isolated and,cultured.Cells were verified by immunofluoresce
nce of a-Smooth muscle actin(a-SMA), desmin, transgelin SM22. vimentin, osteopontin and h-
caldesmon. The mouse model was established by subcutaneous tumorigenesis and verified by
immunohistochemistry with the same markers of cell line. Cells at passages 3-6 was used in
vitro experiments to explore the biological characteristics of proliferation, migration and invasion.
The gene expression of the cell line and animal model were analyzed by PCR array.
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Results PAS cells were successfully isolated. Immunofluorescence staining of pas-01 cell line
indicated that a-Smooth muscle actin(a-SMA), desmin and transgelin SM22 were strongly
positive. Vimentin, osteopontin and h-caldesmon were positive. The model of subcutaneous
tumorigenesis in mice was established and verified by immunohistochemistry. The growth curve
indicated that the tumor grew slowly in the early stage and explosively in the later stage.The cell
line showed the characteristics of self proliferation without contact inhibition but with no obviously
enhanced ability of migration and invasion. PCR array analysis showed that there were many
abnormal,expression,genes,including the genes on tumor growth,inflammation and other function
exist inpas01. The abnormal gene expression in the mouse model were similar with those from t
he cell line

Conclusion Here we established a cell line and a mouse model of PAS, which may provide a
useful toolforfurther,research on PAS. The gene expression detection found a variety of abnorm
al gene expression in both cell line and mouse model,

which may provide some clues for further research on the mechanism of PAS.

PO-020
VR I e N g 2 P 18 e o A e 2 A% A 5 ok oot P A
TR SRR R B 20 A

K R B
T AR LR AR P AL U B R B

B AuFFlE i dl e 12 v e ie =G s ik sk (CTEPH) B8 (1) 20t M A S SR8 BH AR v
RSN R NARIGTE CTEPH ABER N, B 7R 5 2 B8 e s 771 45 8 0 L 77 T 3k
g AE 2012 4 1 A % 2021 4F 1 H i A E R 2= B Ak s s BH 25 e R IR 5 £ D PR SR HIGE 1
CTEPH 3. AAniE: Fike218 ©; /A4 O RERRME KT E225mmHg; i3 /)%
g, OIIRENT IV 9 sedE Ak MRS . MRYE SR R SRIG L RN 2 4. O
4. W25 mPAP RI%210mmHg: W25/ CO FF&: MiZhj5 PVR F%220%F1 (50D WZ5)5
MPAP<<40mmHg; @B : ANl 2 L EREE NI . FERRbriE: TG 2/ 3 AL
REVEFE TR FHE A RS R R R R YT 3 A Lk

M AN [ NARKEPH Y CTEPH 3 F SRR Hb /R 5% 7 R 5 B CTEPH B AL GeibyT
(BPA BFE R Z59)) IT 3o

g3 1. 4t 68 LEEFPANLT AR, FWHEW N 59.6x13.2 &, Vil 3 ik ¥ 3 K N
47.5+10.8mmHg, “FHEEVII A 157.84115.3 %5 2. HopavEE#E 18 6, BAM:EE 50 4,
PIZH N TR LRI PR IE C I B 22 5 3 WAL AR AT G 3l 14 BeE Lot 4 2 5,
MR HRBR 5L S, IEhlk-FI s ks 10.448.3mmHg, FIVE4LH HAIT G, IWEhK-F & ik
9.1+8.1mmHg; 4. WAHANBEMEATT E O IR tr S LRI F 2 5, PN 8P T BE B o
3 43.8+85.0m, MIPENBPATIE B OGS 48.2472.3m.

g T Sk A VARG B CTEPH 5835 18 A SR R Hh /R B w7 205 2t I e oz X 6 B
CTEPH B ML GG YT (ishkERFEY 5k s R SFE 259D RS2 5.

PO-021

AZE BN S DVT KRR T B T HI AL A

POESC, EEE. Wit S, SEW
& T S L BB

B 8RR A FI (5] 5 DVT K SRR 3 B 1RO IMA S AR SC DI RE R T 30k, 9 g
XS Sk DVT KBRS 2 RS K% T R PO 52
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T KRB NIRFARMA,. DVT A, Ko FHRA. AFSEH (75mglkg) « KT HEP+
HRE PR . W S D- 58k, BB B 1+2,  IL-1B, caspasel, HZKET TF [
&8 qRT-PCR R ik At 4120 HIF-1a, NLRP3 mRNA 365k, U8 MAe JE idd T sk
fik, Sy AR 2H HIF-1a, NLRP3 HHRERL; skl ifigig! HIF-1a, NLRP3 &HT
Fik; Western blot £l T iz gk F it gL HIF-1a, NLRP3 & RIS,

23 DVT 41 D2D. F1+2. IL-1B. caspase-1. TF /KTFEZETH (P<0.05) ; &LAZ44HKRM
M2 FF KPR (P<0.05) , K75 FHRMA+O R REHRAL, K5 FIFRMHE. a2
BEHR Y . H5IRFRAME, DVT 4 FIEE K22 NLRP3 mRNA FIRIEKFHEA R (P<
0.05) , RLZHH KR M T IEHIKFIHZ NLRP3 mRNA IR IEKFEH K, R4+
HEEFIEHRG, Ko THERPE. aZrEaRe .. KR FETEK HIF-1a A1 NLRP3 & HREM:
TR FEWFIME N P, CAR A B ) BRI /8 B IR 0 R VR . 6% B o0 BT iR

BFERA FIEEK HIF-1a FRAMKERE, BEMEHAERE, SAFHRSLEE (10D) HIBEFAH
<BAHGHITH<AZESERTH<HRBITH<BERA, GEREENMAHAL HIF-1a Al
NLRP3 2 [ BH 1 3Rk WL T Flive e vl oy i A8 il . (R F AR LB RIE, AL i 5
BFARLILLE, FHEYII R L, SEr a2z R E LR E 2R, (HY DVT 4K
PEAN PR 2D . Western Blot &0 R i df ik A2 41 HIF-1a A1 NLRP3 2 (K1, DVT 451§
FARAWBEARZFEE S, %ATHE DVT AEE, HIF-1a Al NLRP3 45 [ &5k B S,

G R 5 G B AR e R — 5

250 BEE MAETE R HIF-1a. NLRP3 [fRiA/K P28 N, D2D. F1+2. IL-1B. caspase-1. TF
KRR, A A FE 2R FES . 3R HIF-1a S R E/ME NLRP3 JiE 4k & ik b
T ARAEATIRAS & SRR K AT ) SC8E . 2P BE (A AL 5 B4 HIF-1a, NLRP3 3R
KPH R, AREPRERG IS T ZEN DVT KRIGITARL XIERGEST DVT R H IR TE T
o

PO-022

Bk = A AR Ik 38 BBl k- 2 TR AL RESE 1 41

BN Tl Fad. FURE
IR TR B

) bt L B 2 ke 2 A 00 I 5| G2 b 30 ik &1 Fi 14 A5 -5 S ifi v Bt R 20 1 28 25 i PR
fE R Azi6 e, DA S A AR, > iR12 .

SER BEME, 738, BUmILE. BERFR S, 2021 4 2 H 24 NPi. 2 AATEEERBS W
“EFRKRE. alkkET (B D, BEEFKBIEATFRIGIT. 2 AREEZHH I, Wi,

ABEE R CT (B 2) $&oR Al @ gt A, fREOREREZSI, BaTH B, A5l i)
JREA, FEEBRKIE . BB A, OB, ARE T E41E 9.91%10M/L, C RN
1 199.48mg/L, B#45 % )7<0.25ng/ml, #E:F%. IME R51. &54% TB-IGRA &R AH, B
ABERA R, RIS T 38°CH| 39°C, TERDREmEr. KL FEMEEARYT 2 k. il CRP 3
Tolf#% .

TULLE AN CTPA (Bl 3) , /R FINMKI)ZE, PRIk, Azl ko e Bk s, %
2020.12.30 Madfsng CT /mAREINE, 5 NIishiko SCHZE, 4 F Ml i b ZE Mt 3 ik 7 52 3¢
fic o

BE PR R . R BGSRIT R, S G BTN I BRI SCRC A N B0 ik A 2E

xR ML NAESEIE B, R AT R IR AR s S FH 36 2 B m S AR ek, T Rk Je
T F 8mg HK 2 VORIV JRRIEREEIERJERE, M CRP BIE R, HBEEWEIRA M, EshE
M RPRE R T e . TR 3 RSk E LR ML A E &R E R, FRERTIRIT, BRI
BHWNE (K4, BEEYT 3 AJE5ET.

23



B A 2 B DY Jee 2 il 8 5 M s 2 R e UCRE B - — J R B I 3 2 R 2 1L W 4

PO-023

JEUR P i I8 AR 1 45 3 SRR >

=z

il

k)
TEDUREE I R B2 e

BB F b7 S5 R Vb 1A R IR REIR . RAAR 2RI REARIE . VR T T R LTGS2, D
mlf ARSI RED T

gm0 SR R i A AR B R RIS W SR T I RE I AT, RS A A O SR B g5 R ST R
SR il LS PRI R 5. B lung angiosarcoma” “ pulmonary angiosarcoma” “fii . & AR 7 A<
A 73 7E PubMed. ZE%. H [ERIPOEEE FErh AR, I DY 1992 4F & 2022 4.

R BEY, 2%, HEWED 2 AR, IEMERHR AT 2022 4203 06 H AL
DURZ I B E R 5 G EREE AR, A4 C T 51 3 Mg RS2 Nt s g . &5l i
i, RGN 30 mEERIEE CRIFER . W L VRIT L TR D) HLEBRE BRSSO R R PR I
JESCHR, 3t 36 iR, b 5B 2541, 4« 114, 18~81 %, V¥ (52x17)% . JR A MEMiImE
PR I R EOIR 2 BRI % . il B . PRIRR MESE, RUAR SR DL R B R A T B B,
PR BB I RE OO . RS A M T RS . B S WA T 4L S G s AL AL
. HATIGR LGB e YT ik, FARVIGE FEFBE, Rl B RERBOTRIED )7 #e
FEAR R i R R B A # . 0TI I R TG F R BUR b R 1 3, AT T2 L B 4k S
BT FEL WHAYAEEZR. B, PR, EWiaIT 7 SCERR D .

g5 FURMEMIMAE PR AL, PR TAEP NI B IR 455, PSS RBE mEl, &
HERHEESW, SRR, EMieT, ERAEY .

PO-024
Prevalence And Risk Factors Of Pulmonary
Thromboembolism In Patients With Acute Exacerbation Of
Chronic Obstructive Pulmonary Disease In
Qinghai Province

Yan Wang. manxiang Li
Department of Respiratory and Critical Care Medicine, The First Affiliated Hospital of Xi'an Jiaotong University,
Xi'‘an, Shaanxi 710061, China

Objective To study the morbidity of pulmonary thromboembolism in patients with acute
exacerbation of chronic obstructive pulmonary disease in Qinghai province, and to find out the
risk factors of pulmonary thromboembolism in patients with acute exacerbation of chronic
obstructive pulmonary disease through case-control study, and provide basis for early detection
of high-risk patients in clinical and timely diagnosis, prevention and treatment.

Methods 1. Check the medical records of patients with acute exacerbation of chronic obstructive
pulmonary disease in the Affiliated Hospital of Qinghai University from January 2014 to
September 2019, and collect acute exacerbation of chronic obstructive pulmonary disease
patients were diagnosed in the Affiliated Hospital of Qinghai University from October 2019 to
December 2020 Data to study the morbidity of pulmonary thromboembolism in patients with
acute exacerbations of chronic obstructive pulmonary disease; 2. For October 2019-2020 In
December, all inpatients in the respiratory department of the Affiliated Hospital of
Qinghai University underwent Padua score and blood D-dimer measurement, high-risk patients
underwent deep vein color Doppler ultrasound and pulmonary angiography to find out patients
with pulmonary thromboembolism. Analysis of risk factors for pulmonary thromboembolism in
patients with acute exacerbations of chronic obstructive pulmonary disease.

Results (1) The morbidity of pulmonary thromboembolism in patients with acute exacerbations of
chronic obstructive pulmonary disease in Qinghai province was 6.26%. (2) Patients with acute
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exacerbations of chronic obstructive pulmonary disease with pulmonary thromboembolism group
and without pulmonary thromboembolism group had no significant difference in altitude of
residence, body mass index,smoking or drinking,diabetes, hypertension, and pulmonary
fibrosis (P>0.05).There was no significant difference between the two groups of serological
indicators: pH, PaCO2, APTT, PLT (P>0.05). There were more female patients in the pulmonary
thromboembolism group than male patients [21(58.3%) vs. 15(41.7%), P=0.019]. The levels of
PT, INR, FIB, MO, and WBC in the group with pulmonary thromboembolism were higher than
those in the control group (all P<0.05), and the levels of TT, EO, RBC, and Hb in the group with
pulmonary thromboembolism were lower than those in the control group (all P <0.05), but the
values were all within the normal range.The age, CAT score, and mMRC score of the combined
pulmonary thromboembolism group were higher than those of the control group (all P <0.05).
The  morbidity of  pulmonary  thromboembolism in  patients with deep vein
thromboembolism,coronary heart disease and tumors were higher between the two groups (all
P<0.05).The arterial partial pressure of oxygen and arterial oxygen saturation levels in the group
with pulmonary thromboembolism were significantly lower than those in the group without
pulmonary thromboembolism (all P<0.05). The levels of C-reactive protein, procalcitonin and
brain natriuretic peptide in the group with pulmonary thromboembolism were significantly higher
than those in the group without pulmonary thromboembolism (all P<0.05). (3)After univariate
analysis, there was a statistically significant difference between the acute exacerbation of chronic
obstructive pulmonary disease with pulmonary thromboembolism group and the group without
pulmonary thromboembolism showed that the higher C-reactive protein level and lower arterial
oxygen saturation level were independent risk factors for acute exacerbation of chronic
obstructive pulmonary disease with pulmonary thromboembolism by binary logistic regression
analysis.

Conclusion (1)The morbidity of pulmonary thromboembolism in acute exacerbation of chronic
obstructive pulmonary disease patients in Qinghai province was 6.26%.(2) The higher C-reactive
protein level and lower arterial oxygen saturation level were independent risk factors for acute
exacerbation of chronic obstructive pulmonary disease patients with  pulmonary
thromboembolism.

PO-025

P I e ISR g 94 P A 3t ok vt R 9 51— )

T XIS, IS
KB BERE R 58— PRt

70 BALMERIESNE M 2015 4 6 Hatis, T4 LR S E R AL SAFE ke S, 2k
SR IG AP, 2R A ke ZE VRS Ik e, PARIIEE DT . FUBRAYT, IR kit
IRT A, WIS N XEAER M . 2022 4 A I BLRPIR RN B AE SR> L XUT Bl BNP 385,
A PEIR, 2022 4 3 F &I Scl-70 Hiiksgfith. AmEapuiksginte, 5 &as 4 H I 5]
fikm I ANERSL, BE5ZR ALk IEA L, TRIITZHEE.

PO-026

P Mk o A SR SR I PRARRAE : 2 4F 15 BRI 704

PR ERIE BRIG. FH. BRasr. 2t REH . Bath. T8/, &
SENE IR LB B

B /W2 bk AR AR ZERE (VTE) B 3 BIR RRFIE S G IG R 2 LA skt VTE BRI IR i2 Fl
w2,

Fig B BT 2020 4 1 H & 2022 45 1 H S A IR TEFBCIGENE CT iish k& (CTPA). T
JE B O P A X ARI2 0 15 1] VTE B B B0k 20T VTE #6112 B8 IR RR L, i s A gh

25



Hh AR 2 2 B DU e e i 2 5 I LB 0 2 AR 2 U B - i [ B i i A2 AR 221 W 4

R B R . RIT 55T A i 22 (PTE) faifk Wells P73 F JBOR S Ik LA 7 B
(DVT) Wells PF73r b AT I AR 1T Be 1 VAl ;

gE 25 i VTE B ,5 Bl B R R 528, 2 Bl& - A Bom i 5% k. 2 BIRZ . 1 6
DRI B JBCFE I 7 T B HE R B 2% 15 B GINZ0 4. 15 1] VTE F835 (11 ARE IR AR i) 4 32 (36.16%6),
H RN (29.94%)  FEI K X (29.38%) . % IfiL(24.29%); LA B/ XM T 5 fi ik 55 11 s (38.98%) A% fifi
TR (20.90%) A WARAE; O HLEI LA ST-T 20748 8 3 (49.15%), vk S T QIITIIEL, QIITII
4%(35.03%); L3k D- %R <0.5 mg/L #H1X 5 5.65%.31.07%I1 B # sk <45 B 1E% .15 #] VTE
B A CTPA K2 PTE # 14 5, LIS/ 2 ik Bl Zh ik S 7 S2 i 368 351 Bl B B2 R
iz e B b 7 S R R K A A e 2oy DVT % 3 1, LUE#e Ik A2 LA E ke 22 W,: 68.3%. IR K
A REMEVEAY B 8,67.23% ) B T e k4R PTE(PTE faifk Wells 174322 41),38.98% 1) 34 Al At & 4=
T DVT(DVT Wells 4322 43).15 Il 83 B2 A 1a 97 3 4, R aifitin st 11 491,14 Bl a4 H
B, 1 BISET .

S8 VTE I RRILICR: 51, % T fa b 8 35 1) 2 5 L 045, I i 2 W i R, B AW PR vT REPE VT
i B2 I N 5 T Ae s bUstia T AT IR M AR AR

PO-027

18 14 FHZE M o S E M E & H B S e ZE B L D-

“RiE. ABBESERTE 3. NEE LET-1). FE4F0E
B A EN =9

R BRady. BOXE. XL BREEA. T REEH . 8. R AW
SENE IR T BB

HE Wit D-—Fi&DD). AMMENF L 3(LDH3). W HE 1(ET-1). 4R (-PA)
7t AECOPD £ - - Hi ot itk 22 i3 v (R A8 A B I R B

Tk JEHL 46 5] AECOPD 4 - B St il ke 2 £ 38 (ke 2 41) S[R3 17192 1E (A JC 78 38 50
(WHHE4), AECOPD 351 Sk itk 58 B 1 O 15 0 MR & 18 il, whfE 15 4, w&ifG 13 fil,
%fH#4T DD LDH3. ET-1 & t-PA #:.

ZE ] AECOPD Jffifite ZE4H 3% MjE D- R4k, LDH3. ET-1 K t-PA /KFHE & T X HE4AH,
AECOPD Jf-ilit2 2 = fE 4l B 10 4 PR SV S & AR B b fadl, ZRIH G2 E L
(P<0.05), ROC HiZkE/x: D-—%fk. LDH3. ET-1. t-PA £t AECOPD Jffifite 2 i £ T A
(AUC)Z3 1%y 0.813. 0.777. 0.766. 0.765.

45 /£ AECOPD &t &k it £ 5% & DD. LDH3. ET-1 & t-PA B BT &, BEEIHIEEMR
SR WT TR, AR B T AECOPD & 3 v fifike 22 11 5 12

PO-028

&2 THRNTFRAKDES RRES TR SR 25
BT RUR KBk ML T REFR R 20 AT

FRIE, HKE. £ BRI, ash. 2@, REA. BRIEh. A %W
SENE IR LB B

B B BT S ilAe 28 B 5 45 TR IR AR BEXRHE ST R Rt D) R e b (1) 52 ).

JiEE EEL 2021 5 01 A ~2021 4 12 ARBIGA Y 12 51 2 Mk 28 3 12 R BE LB 3R35 4 1k
MBI 5 X IEA S 6 4 WA L5 TR T AT R BNIATT AL 45 TR T RF RN 7 SRR D BEA T,
FLA LI PRI T R &t Th REFRFR.
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g8 9T 1 R MR SRR I & T 2 (P<0.05); 5 1697 A b, PR AL IR T S I
SRR} (PT) ¥k 38 43k AL % Wl ) [R] (AP T T) A B\ E K (P<0.05), 41 4 £ 11 [ (FIB) 7K 1 B 2 B AIK
(P<0.05), M %241 PT. APTT #HE K T X} 41 (P<0.05),FIB 7K - S A% T % I £ (P<0.05);

g K0 TR SRR BER T Sl 28 I RIT R0 B s T B AR T IR RN, s
MmIae.

PO-029
USP18/TWIST1/miR-214/mfn2-dependent mitochondrial

fission contributes to Relm- - induced
pulmonary hypertension

Yan Wang. Limin Chai. manxiang Li
Department of Respiratory and Critical Care Medicine, The First Affiliated Hospital of Xi‘an Jiaotong University

Objective Pulmonary vascular remodeling mediated by overactivation of Resistin-like
molecule B (RELM-B) and twist-related protein 1(TWIST1) has been found to be elevated in
patients with pulmonary arterial hypertension (PAH), which in turn leads to downregulation of
mitofusin 2 (MFN2), resulting in abnormal mitochondrial fission. However, it remains unknown
whether MFN2 - mediated mitochondrial fission and which upstream targets of mitochondrial
fission mediate RELM-B-induced pulmonary arterial smooth muscle cells (PASMCSs) proliferation
and migration leading to vascular remodelling in PAH. The aim of the current study is to address
this issue.

Methods Primary cultured PASMCs were obtained from male Sprague-Dawley (SD) rats. We
detected mRNA levels by gRT-PCR, protein levels by Western blotting, cell proliferation by MTT
and EdU incorporation assays, migration by wound healing assay and transwell assays.
microRNA inhibitor and small interfering RNA (siRNA) transfection were performed to block the
expression of target genes. SD rats were injected with monocrotaline (MCT) to establish PAH.
Hemodynamic parameters were measured by closed - chest right heart catheterization.

Results RELM-B dose and time dependently resulted in MFN2 reduction and excessive
proliferation and migration of PASMCs. Our study has been demonstrated that USP18 directly
interacts with TWIST1 and removes ubiquitin from TWIST1 in its catalytic activity-dependent
manner, thereby protecting TWIST1 from proteasome-mediated degradation. TWIST1
upregulation induces the expression of miR-214 in PAH. Inhibition of miR-214 function by anti-
mMiRNA oligonucleotides attenuated RELM-B induced downregulation of MFN2. Furthermore, we
found that pre-blocking of RELM-B-specific receptors restored RELM-f induced upregulation of
USP18, twistl and miR-214, and downregulation of MFN2.

Conclusion Taken together, our study indicates that MFN2is down-regulated in RELM-
B induced PASMCs and mediates PASMCs proliferation and migration. Meanwhile, RELM-
induced increase in uspl8 upregulated TWIST1 expression by reducing the ubiquitination
degradation of TWIST1, and subsequently inhibited MFN2 expression by promoting miR-214
expression. These findings may lead to new targeted therapy for pulmonary arterial
hypertension through regulating USP18, TWIST1, miR-214 and MFN2.
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PO-030

B A S S i 2R 1 e TR PP 0 B RE EL OB ST

We i 2 12, w2
1. 8RR
2. i AR

B BT 2018 4 A [ il M as A8 2805 1296 5 Tl 48/ 1S VE A3 2se, i TS 2019 4 ESC
SRR S s A

Frig RIS 2015 4E 1 H & 2019 4 12 H 5tNE N IRER 2 242 % (Acute Pulmonary
Embolism, APE) AR 8 1 Tk o 0T USCHEm 51 Bk N 9 AN VT 20 EAT T 2 RE VAl 1
Fl SPSS M1 #E S5 M 2 B AME AL BB AR, 43 B AT 2 2R TAERRE i 2%
(Receiver Operating Characteristic Curve, ROC)Jit5 ik Nl (Area Under the Curve,
AUC) ; M Medcalc 4 EEEFIANIES AUC £57, H R #4F survival fi. survIDINRI .
PredictABEL it 5 % B 7 2545 %0 (Net Reclassification Index, NRI) K 224 ) 5 o 3% 15 %
(Integrated Discrimination Improvement, IDD) .

R BN NHER AR ST 626 6] APE BEIAITFL. 2018 4+ Elfili AS A ZERE 1276 5 i i
MUSIESr . 2019 4 ESC 8 G IE0XT APE Hi 30 RAET-H M AUC Kk N 0.782.
0.749 (P<<0.05) , WMIPor¥mI Tl &5 jm$f. S Medcalc BRI AUC, ZR T4t
HE Y (P>0.05) . f#f] R #M1HE NRI & IDI, 2019 4 ESC #5F i/aE vF4 % 2018 4F  [H fii
AR FERE L 1R 5 AP 16 58 75 W0 MR % 4 NRI #2771 44.4%[95%CI (0.091, 0.753) , P<
0.05], ¥ IR /3 2 PSS R FH4E4] NRI $2F+ 58.6%[95%CI (0.161, 0.917) , P<<0.05],
BB IEHE R BB SE R4 NRI FEK 14.2%[95%CI (-0.249, 0.08) , P>0.05], IDI {2
1 3.38%[95%CI (0.032, 0.036) , P<<0.05].

g0 2018 AEH [E I ML AR FERE SR 5 B FE R TS VF4r . 2019 4F ESC 874 Tl J5 V43 35 AT T
APE i3 30 RILT-HAt, Hi# AUC BUK, EWHFZERLAIFE L JGEX TRk FE 4
JERE T AR R B PR TE . ST AUC K/, TG 20 2 e s A B Rl oA S S FE AR
TEAH T 2018 4+ [El i i A2 42 FERE 12 ¥R -5 Tl 6 B TG VF 7 R ILELLT

PO-031
FREF AR T 21 X Stk s K R R
TR F R ALHIBR 5T

S, MR, SR, R
IR R 28— BB

B Rer4egnm st K7 21 (Fibroblast growth factor 21, FGF21) &40 FGF W5 % H % 5
Z—, IRATEIRTIARE 7 R B B A A AR R . R SRS (acute lung injury, ALD A
SPEIpIR 38 45 & 1E (Acute respiratory distress syndrome, ARDS) s A fifi i < i 5 e e A A i
BN ERAIREZBIBIR, & RMALBIRINE. ATH T FGF21 X LPS 7% S il 45
I DA St 400 B ) 5 3 S 1 B (R
T ARG LB AERUNER (WT) o FGF21 F:[FRGFR/NR (FGF21 KO FI A i fik P iz 41 e
(HUVEC) AWFFEXT 5, R LPS & 7/ U 4L 43 57 B mi R A6 7R AT Py e 40 P g B A A 7, it
ANEYERE i T FGF21 S EE i Y FGF21 (F BT FGF21 T-1l, 5T FGF21 Xt LPS i %
(1) PN B2 B B A e 75 LA et A FH DA BT TE RO AL AR
SR KT, 5 LPS ISR, i R ANENES T FGF21 3% T LPS % SR
B W0 A PR R R IS L, AR LPS dE s AR LIRS Sz IR TE i, 7 H FGF21 i
TSRS R M Occludin (IRIA; 7ESRZTH, £ FGF21 it dumk/> 7 LPS i&
B FITC-E R IRA>, IFH FGF21 18 & 4 il 17 B2 %88 1 Occludin 3Rk .
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g AWHARY] FGF21 W LAKGE LPS & M4 2 R AR IS L A Z0S IR 16 00, B LR
PHLEIE FGRF21 X 53 4 H occludin F R4 E AT 5%

PO-032
A subgroup reanalysis of the efficacy of Bufeihuoxue
capsule in patients with “long-COVID-19”

Yugin Chen !, Yue Xing!. Tingping Wang?. Jingjing Qi®. Xiaoging Jia*. Xiansheng Zeng®. Jianling Bai®. Yu
Deng’. Jian Wang*
1. Nol affiliate hospital, Guang zhou medical university
2. Department of out-patient and emergency, Wuhan Institute for Tuberculosis Control, Wuhan Pulmonary
Hospital, Wuhan, Hubei, China
3. Department of Respiratory and Critical Care Medicine, Xiangzhou District People's Hospital, Xiangyang, Hubei,
China
4. Department of Respiratory, Third Hospital of Baotou City, Baotou, Inner Mongolia, China; eDepartment of
Respiratory and Critical Care Medicine, Xiangyang Central Hospital, Affiliated Hospital of Hubei University of Arts
and Science, Xiangyang, Hubei, China
5. Department of Respiratory and Critical Care Medicine, Xiangyang Central Hospital, Affiliated Hospital of Hubei
University of Arts and Science, Xiangyang, Hubei, China
6. Department of Biostatistics, School of Public Health, Nanjing Medical University, Nanjing, Jiangsu, China
7. Department of Radiology, The first Affiliated Hospital of Guangzhou Medical University, Guangzhou,
Guangdong, China

Objective Coronavirus disease 2019 (COVID-19), caused by severe acute respiratory syndrome
coronavirus 2 (SARS-CoV-2), has persisted for over 2 years, with an increasing number of
confirmed cases. Approximately 330 million individuals have recovered from this infectious
disease worldwide.Studies have provided greater insights into the long-term effects of COVID-19
on the human body. Those who continued to experience several symptoms even weeks or
months after the initial infection with SARS-CoV-2 were classified as “long COVID-19".In the
early stages of the occurrence of COVID-19 in China, traditional Chinese medicine (TCM) was
repurposed for the clinical management of COVID-19 in the guidelines issued by the National
Health Commission of China (Diagnosis and Treatment Protocol for Coronavirus
Pneumonia.Bufeihuoxue capsules (BFHX), approved by the Chinese Food and Drug
Administration in 2003, were manufactured from Astragali Radix, Paeoniae Radix Rubra, and
Psoraleae Fructus. In this study, a further subgroup analysis of the data was performed to
identify the potential effect of sex, age, disease severity, and the presence of antibodies against
SARS-CoV-2 on the efficacy of BFHX.

Methods All patients with COVID-19 from five hospitals in four provinces throughout mainland
China were recruited immediately after discharge.129 patients were randomly distributed to
BFHX treated group and placebo group. Both groups were treated with BFHX or placebo for
three months. Next we divided the BFHX and placebo groups into eight subgroups according to
sex (including male and female subgroups), age (including subgroups of age <60 years and age
260 years), severity (including subgroups of critical and non-critical cases), and the result of IgG
neutralizing antibodies in plasma against SARS-CoV-2 (including subgroups of antibody-positive
and antibody-negative). The evaluation indicators included measurements of chest CT, 6-minute
walk distance (6-MWD), and fatigue assessment inventory (FAI).

Results By the second month of treatment, the 6-MWD improved significantly in the female
BFHX-treatment group than in the control group (FAS: 49.70+42.68 m vs. 7.63+81.91 m,
P=0.0138) (Fig. 1A). It improved even more by the end of the third month (FAS: 53.81+52.51 m
vs. 13.18+57.71 m, P=0.0046) (Fig. 1A). However, there was no significant difference in male
patients between the BFHX and placebo groups after three months of treatment. In subgroups of
ages, significant improvement was seen in BFHX-treated patients older than 60 years in the
second month (FAS: 58.79+56.16 m vs. -5.8+101.36 m, P=0.0195) and the third month (FAS:
67.00£47.43 m vs. 13.33+54.52 m, P=0.0025) (Fig. 1B) compared to the placebo group. Patients
younger than 60 years in the BFHX group showed no difference compared with those in the
placebo group. BFHX effectively improved 6-MWD in both mild and severe COVID-19 patients,
as opposed to the placebo group, whose 6-MWD declined over time. A statistically significant
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difference was observed in mild patients by the second month in those treated with BFHX (FAS:
41.49+60.72 m vs. 8.23+75.97 m, P=0.0201) (Fig. 1C). And those patients with severe illness
showed an improvement after three months of treatment (FAS: 52.42+42.46 m vs. -2.14+36.11 m,
P=0.0112) (Fig. 1C).The results are similar in the subgroups of plasma neutralizing antibodies;
BFHX showed a therapeutic effect in both antibody-positive patients and in antibody-negative
patients. In the patients with positive neutralizing antibodies, the BFHX-treatment group showed
a significant difference after the second month (FAS: 48.71+£58.21 m vs. 15.80+76.07 m,
P=0.0262) and the third month (FAS: 52.27+63.71 m vs. 18.57+61.36 m, P=0.0133) (Fig. 1D). In
the patients with negative neutralizing antibodies, the BFHX-treatment group showed a
significant difference after the third month (FAS: 27.62+54.18 m vs. -13.06+47.84 m, P=0.0410)
(Fig. 1D).

FAIl scores were significantly lower in female patients in the BFHX group than in the female
control group after two months (FAS: 98.6+25.1 vs. 109.9£21.3, P=0.0369) and three months
(FAS: 82.3+28.8 vs. 105.9+23.1, P=0.0007) of treatment (Fig. 2A). Although the FAI scores were
lower in the male patients treated with BFHX than those in the placebo group, the difference was
not statistically significant. In contrast to the 6-MWD, the FAI scores indicated that BFHX was
more effective in patients younger than 60 years at the third month of treatment (FAS: 87.1+32.3
vs. 102.0+24.5, P=0.0008) (Fig. 2B). The FAI scores were significantly lower in patients with mild
illness treated with BFHX than in those treated with placebo in the third month (FAS:
84.63+£27.98 vs. 102.17+25.10, P=0.0014) (Fig. 2C). No overall significant difference was found
in the FAI scores between severe illness of COVID-19 patients treated with BFHX and placebo.
In addition, patients with either positive or negative neutralizing antibodies showed statistical
difference in reaction to BFHX treatment. A significant reduction in FAI score was observed in the
patients treated with BFHX for three months (IgG-negative-BFHX vs. -placebo: 83.85+20.09 vs.
100.88+23.56, P=0.0486; lgG-positive-BFHX vs. -placebo: 86.75+29.49 vs. 100.23+26.72,
P=0.0272) (Fig. 2D).

After three months of BFHX treatment, the change in whole lung volume in subgroup of aged
below 60 (FAS: 334.07+800.80 cm3 vs. -83.54+611.11 cm3, P=0.0170) (Fig. 3B) and the
subgroup of severe patient (FAS: 916.30+1045.93 cm3 vs. -52.98+512.35 cm3, P=0.0376) (Fig.
3C) both showed a notable increase. Although a more significant increase could be seen in the
subgroups of male (Fig. 3A) and antibody-positive patients (Fig. 3D), no statistical differences
were found. Meanwhile, treatment with BFHX was associated with decreased mean CT value in
male patients (FAS: -9.14+46.44 HU vs. 17.39+41.00 HU, P=0.0405) (Fig. 4A) and those aged
below 60 (FAS: -15.84+48.39 HU vs. 7.53+39.75 HU, P=0.0313) (Fig. 4B).

Conclusion Bufeihuoxue capsules have potential clinical advantages for COVID-19 patients by
showing improvement to clinical symptoms, exercise intolerance, and CT recovered. Patients
with positive IgG neutralizing antibody showed more benefits from BFHX treatment suggesting
who should be paid early attention to during the convalescence of COVID-19.

PO-033
FGF21 Relieves LPS Induced Acute Lung Injury through
JAK2/STAT3 Signaling Pathway

Mengsi Cai. Lugiong Cai. Xiuchun Li. Junwei Sun. Yaxing Zhang. Xiaoying Huang
The First Affiliated Hospital of Wenzhou Medical University,

Objective 1.To explore the expression level of FGF21 in the lung tissue of mice with acute lung
injury induced by LPS.

2.To explore the effect of FGF21 deletion on lung pathological damage and inflammatory
infiltration in acute lung injury induced by LPS.

3.To explore the effect of exogenous administration of FGF21 on lung pathological damage and
inflammatory infiltration in acute lung injury induced by LPS.

4.To explore whether FGF21 protect acute lung injury induced by LPS through JAK2/STAT3
signaling pathway.
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Methods In this study, C57BL/6 mice, FGF21 knockout mice and human lung epithelial cells
(BEAS-2B) were used as the research objects to systematically study the effect of FGF21 in
acute lung injury induced by LPS from the overall, cellular and molecular levels. The role and
mechanism of occurrence and development are detected:1. Construct the FGF21 KO mouse
model of acute lung injury induced by LPS and explore the effect of FGF21 deletion in ALl
induced by LPS through the pulmonary function of each group of mice, wet/dry ratio of lung
tissue, the protein concentration and cell number in the alveolar lavage fluid, and the
histopathological changes observed by HE staining. 2. Construct the FGF21 KO mouse model of
acute lung injury induced by LPS, and use CD68 immunohistochemistry, gRT-PCR to detect the
expression levels of related inflammatory factors to explore the effect of FGF21 gene deletion on
LPS-induced acute lung injury lung tissue inflammation infiltration Impact. 3. To explore the effect
of exogenous administration of FGF21 on lung tissue pathological damage induced by LPS by
detecting the pulmonary function, wet/dry ratio, protein concentration and cell number in alveolar
lavage fluid, and HE staining to observe histopathological changes. 4. Detect the expression
levels of related inflammatory factors (IL-6, TNF-a, IL-13, ICAM-1, VCAM-1) by gRT-PCR to
explore the effects of exogenous administration of FGF21 on LPS-induced acute lung injury lung
tissue inflammation The influence of infiltration. 5. Predict the mechanisms of the effect of FGF21
in LPS-induced acute lung injury through differential expression analysis and gene enrichment
analysis. 6. Construct FGF21 silencing BEAS-2B cells, and detect the effect of silencing FGF21
on JAK2/STAT3 signal pathway by Western blot and Immunofluorescence.

Results 1.The effect of FGF21 gene deletion on the pathological damage and the inflammatory
infiltration of LPS-induced acute lung injury

1.1 Pulmonary function: Compared with the acute lung injury mouse model group (LPS), the
FGF21 KO acute lung injury mouse model group (FKO LPS) was worse.

1.2 Lung wet/dry ratio, protein content and number of viable cells in alveolar lavage fluid:
Compared with the acute lung injury mouse model group (LPS), these indicators of FGF21 KO
acute lung injury mouse model group (FKO LPS) increased.

1.3 HE staining and lung tissue score: Compared with the acute lung injury mouse model group
(LPS), the lung tissue of the FGF21 KO acute lung injury mouse model group (FKO LPS)
showed more obvious alveolar structure collapse and inflammation, and lung tissue scores was
higher.

1.4 CD68 immunohistochemistry: Compared with the acute lung injury mouse model group (LPS),
the expression of CD68 immunohistochemistry in the lung tissue was increased in the FGF21 KO
acute lung injury mouse model group (FKO LPS).

1.5 qRT-PCR experiment: Compared with the acute lung injury mouse model group (LPS),
FGF21 KO acute lung injury mouse model group (FKO LPS) lung tissue inflammatory factors (IL-
6, TNF-q, IL-1B, ICAM-1, VCAM-1) expression levels increased.

2.The effect of exogenous administration of FGF21 on the pathological damage and the
inflammatory infiltration of LPS-induced acute lung injury

2.1 Pulmonary function: Compared with the acute lung injury mouse model group (LPS), the
pulmonary function was improved after exogenous administration of FGF21 (1mg/kg and
3mg/kg).

2.2 Lung wet/dry ratio, protein content and number of viable cells in alveolar lavage fluid:
Compared with the acute lung injury mouse model group (LPS), these indicators were
decreased after exogenous administration of FGF21 (1mg/kg and 3mg/kg).

2.3 HE staining and lung tissue score: Compared with the acute lung injury mouse model group
(LPS), exogenous administration of FGF21 (1mg/kg and 3mg/kg) improved alveolar structure
collapse, inflammatory cell infiltration, and lung tissue score decreased.

2.4 CD68 immunohistochemistry: Compared with the acute lung injury mouse model group (LPS),
the expression of CD68 immunohistochemistry in the lung tissue was decreased in the group of
exogenous administration of FGF21 (1mg/kg and 3mg/kg).

2.5 gRT-PCR experiment;: Compared with the acute lung injury mouse model group (LPS), the
inflammatory factors (IL-6, TNF-a, IL- 13, ICAM-1, VCAM-1) expression levels was decreased
after exogenous administration of FGF21 (1mg/kg and 3mg/kg).

3.Bioinformatics analysis predicts the possible mechanism of FGF21 involved in LPS-induced
acute lung injury
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3.1 Differential expression analysis: Differential analysis of transcriptomics sequencing results
obtained 693 differentially expressed genes, of which 461 genes were up-regulated and 232
genes were down-regulated.

3.2 GO analysis: In the biological process of GO, differentially expressed genes are mainly
enriched in aging, inflammatory response and cellular response to LPS; in terms of GO
molecular functions, differentially expressed genes are mainly enriched in binding to calcium ions
and cytokine activity Binding with rRNA, etc.; in terms of GO cell components, differentially
expressed genes are mainly enriched in extracellular matrix, cell surface and nerve cell body.

3.3 KEGG analysis: KEGG pathway enrichment analysis results show that differential genes are
mainly expressed in cytokine-cytokine receptor response, MAPK signaling pathway and JAK-
STAT signaling pathway.

4.In vivo, the deletion of FGF21 gene promotes the activation of JAK2/STAT3 signaling pathway
4.1 Western blot experiment: Compared with the control group (Con), the p-JAK2 and p-STAT3
protein levels in the lung tissue of the acute lung injury mouse model group (LPS) were
increased; after FGF21 gene knockout, the level of p-JAK2 and p-STAT3 were further increased.
5.In vivo, exogenous administration of FGF21 inhibits the activation of JAK2/STAT3 signaling
pathway

5.1 Western blot experiment: Compared with the control group (Con), the p-JAK2 and p-STAT3
protein levels in the lung tissue of the acute lung injury mouse model group (LPS) were
increased; after exogenous administration of FGF21 (1mg/kg and 3mg) /kg), the protein levels of
p-JAK2 and p-STAT3 were decreased in a dose-dependent manner.

6.The effect of silencing FGF21 expression on JAK/STAT signaling pathway in BEAS-2B cells
6.1 Western blot experiment: BEAS-2B cells were pretreated with si-FGF21. Compared with the
knockout control cell group, the protein levels of p-JAK2 and p-STAT3 in BEAS-2B cells
increased after FGF21 silencing.

7.The effect of FGF21 overexpression on JAK/STAT signaling pathway in BEAS-2B cells

7.1 Western blot experiment: The BEAS-2B cells were pretreated with plasmids pcDNA-FGF21
and pcDNA-STAT3. Compared with the transfection control plasmid group, the p-STAT3 protein
level of BEAS-2B cells was significantly increased after overexpression of STAT3; FGF21
overexpression decrease the expression of p-STAT3 protein level in BEAS-2B cells which can
also reverse the high expression of p-STAT3 caused by pcDNA-STATS.

Conclusion 1.The expression level of FGF21 in the lung tissues of mice with acute lung injury
induced by LPS was significantly increased.

2.The deletion of FGF21 gene aggravates lung tissue pathological damage and inflammatory
infiltration induced by LPS in acute lung injury.

3.Exogenous administration of FGF21 can alleviate the pathological damage and inflammatory
infiltration of lung tissue in acute lung injury induced by LPS.

4.FGF21 inhibits the expression of JAK2/STAT3 signaling pathway which may be an important
mechanism for reducing acute lung injury.
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g A\Bbija B HGIREUHTIE T, RIK<100mmHg, TLAIRFRALAHBNES, AHIERN
WG R P A A T 8N, SORZE, BREEGEZWE, 6350 R SN IIRERERAT & /MR
WG, APANESIL, ME CT (B 1) DA SR N E, R ARG nT ge e o, BRAM R
PR, se iR —ARNF (MNGS) v WLPEARNE AL Fe ki (5% 40, s T 15236bp %
A, B 1.21%, MIXERE 39%) , 2Wirs ik, A Z R 0.1g, 12 /MR, B
PP N SR AR AR £ B3 SORE SCRRIRTT IS, IR BUURES. KB RS febrir i, HES
BRI, S ATEE 100-200mmHg, i CTPA (K 2) #RXUMZ Ktk 3, Afiti Rz, W
NGB AULTED S5 Dk AR T Js, HRBR At SR IR, By A 0 A B M, 28 R ST o A s 4 il A ZE 12 W
AL, AR PR R PUEE, R R, FETE R EPUE, R, RS
300mmHg i ty, FithtasE, T LA,
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PO-036

DA ERAEIR A E BRI ANCA MM % 24 H1IE K5 H7

WRPE L. ATENAE 20 RIEAE L. BHIBERY
1. HER R B 55— R B
2. R ERRER - MY I 2 — B

HH: ANCA(antineutrophil cytoplasmic antibody)fH <M % (AAV) J&—3H & Gk,
PN 2 F4F e ANCA RHFAE[L-2]. Hn] B 4 55 MRS, 1 LA R GURE IR 52 1
AAV BERE YRS NI AR, EiR2IH. « ASCHE RS DR N E BRI AAV
HIEREFAE, 3BT AL AAV.

Jrig: WA N ERLR A 8 25— ERUW R R4 2018-01-01 & 2021-12-28 M EAIH 2 T
IR N ERL, RZZWN AAV IR BIEE 24 6, UEEZ 24 6 85 1IG PR B 0 FRRIE AT 4 o
T o

G 24 BIEET, FER 6875 ¥, HLl 21, MPAL7 il (70.8%) , GPA5 fi
(20.8%) , EGPAL fjl (4.2%) , ANCA BIPEMSCHEIME % 1 4] (4.2%) . 24 FIEFHF, Y]
SRR B 18 B, ARSI GeE 13 4] (54.2%) , Mgt 161 (4.2%) , Fils&vE
A (4.2%) , SREY IR LB (4.2%) , [A)FEERTRG 2 6] (8.4%) , IEIRAFAIM 1
F 4 4. 24 B AAV HEEDIZWIZERZ W 18 #i (75%) ; HAhZ ZGLIE RS2 BN 22 4
(91.7%) . 24 {55535 MPA 17 51, GPA 5%, EGPA 1, K425 ANCA FHPEME % 141,
MG CTAEZR AT I, B (75%) . MHYEEST (25%) « SCREY K (12.5%) .
ELEE R (29.2%) 8] M AR A s RO (3% 5 8.3%) e A I, HARBLWAT S (4.2%) .
fiAsk (4.2%) « 2SI (4.2%) [FEFEAT L. 24 61 AAV &R IERTE 7 LAGRIT . 13 Bl HE T UL
BE B OB R A A BE L, O BT LA 2508 B BUGRTE T - 4 AR DR 4k il i ik g . B e vl
MODS %¥T".

Zi: LAAV 2—F DI Z R ME %, Mt 22 . HIEREIETCH BA 2. 2.5 0F0 R
GUIEEIZ TP AR AAV B3, BEEIRTCR R, e Ri2E. 3 8FEEEZ . Wz
G, REPUBRISRAMER ZFEEE, TEY AAV 1JRE, 490858k ANCA fllE AAV
MR SR I e bR, TR DER7r ANCA BRI E . 5.2 KGR KN AAV [FFEZ —. 6.AAV T
FREPE IR G R I, ABASRE — SR E: s 45 1 s S B3 T HERR GPA AT RE;
B) Jo3 P I A1 Ak 1) BB 3 TR 5 R MPA SIS BT g S U AN (A FE R R A M G 2 1 2, WA
BT IRIE S, 75 EGPA TRE. 7 RERIERON ARSI W7k, SHEIT SCRAME M /AR
s B89 Aok T LA I i A B A

PO-037

AECOPD BH RAEN VTE WK E R 5T

AN
VU N =4 s e

HE) COPD (AECOPD) &N B 7E kb I R A ik A # 285E  (VTED) ISR &, B
R &G R, RNTR . A BIEFST AECOPD B ki N VTE WG HZE, HohT
R ) S (T e (=

FE 99N 2017 4 9 A Z 2021 4F 8 A VUJIR =AU EE i ffi2 AECOPD [P{ERe s UKERsm 5.
ABERPRER S ARTE . SEES R E . 097 TUESAHRIRIR TR, DURAEREN VTE B Enl 4,
RRAE BHE N RA AT IR . RAMOIEEAR t 16560, K TG it i3t T o
K. WETRRR I E TR A R XNEE, FHiT2 R &K Logistic A5 #7 .

R mAYN 5711 5] AECOPD fFFi i, A 451 filEH KA VTE, KINEEN 7.9%,
BETHR 8.6%, i TAERE N VTE 41 (2.4%) . KRR A = LB N L KK Logistic
FlEAER, 5 RRBERSTS & otk KHIEMNR. . Mifige. TRERkihsk. 185 Thae
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Gy IR RBG BRI, D R (mg/L) . KR E CRAB(MN R TS 256 11 it S ASBh AT
B DAEEEA =R, OIEEEEE = RIER . OAIEEE P E =R W CT M
FE AR 4 5 I R s 2 AECOPD A Re el kA VTE Mg fafG i 2. BF R ek
7K 3.36 (95%Cl: 1.30~8.72, P=0.013) . #¥53% CRAB [HE 2.61 (95%Cl: 1.37~4.97,
P=0.004) )] VTE K& T Hald 2 & VTE G il K & K B EFK 2.43 (95%Cl -
1.83~3.21, P=0.000) . D-—-%k 1.07 (95%Cl: 1.05~1.09, P=0.000) .

g F>75 X Lotk KIIEMNR. Mhige. RifEZE. NEERIKih TR S ThREA AL EHFAR
LORIG FEUKM. D R (mg/lL)  EIEFE CRAB(IMN ik & 55 M5 [0 i 2 AN BT ) B 0o i
FRA =R, OIERBRE =R O B = RIER . W CT M. 28 H
WE 57 I 2 & AECOPD 35 B 18] & A4 VTE oy fa e % .

PO-038

i 285 S i S8 TR Bl JRAT LA ST

XA L BIEEN 2 Bk, ML
1. VTV B T 4 1
2. M BRI EEE R

BB e Ak LS R, R R R L R, Wil A2 %€ (Pulmonary
Thrombo Embolism, PTE) & &M WK AE2 —, PTE &30 2 iR gomstie, i
HRIETR; A ARIIRER PTE KA IR B E MRATEME, M PTE & FEME 7301+
TS H MR .

JriE R 2014-2021 EVL P94 E R JAER b X %5, USEREH N PTE, LK PTE &It
FEAET R N e AT %, K H EXCEL2007 1 SPSS22.0 B #E47 S it 70 #7

g5 2014 1F-2021 4, VLV 20 NEKEICHE ML X ot ks PTE RT3 2057 1, Hr
G 115 B, 5 5.59%; PTE #ifil P46 74.06213.52 %, PTE & I/l V35 4E 6%
65.49+12.07 %, PTE LT T4 KT PTE &I # (P<0.05) ; PTE & w4 5 1
tefsl (73.91%) w1 PTE Jfil (60.62%) (P<0.05) ; HLHEZEF, PTE FET-#8# 2 UURE
(61.93%) NF; PTE &M KR (31.30%) FIEHRIKAGR (29.57%) HL¥, P
AR, PTE W R ERAER T (57.71%) , HICHET BANM (40.93%) , 1fi PTE &
FEEAET- 2 KA T BEIr AN (67.83%) . PTE WT-HEEREiZMIER L =2 (50.56%) Al
TR (36.41%) N PTE &3l = REITT AL B tus A 81.74%.

2 g2 PTE RAENGKREZER, PTE T EES PTE S IFME T B EERMATRHME LA ZE
St AR B FRE TR WG, BCLEME S 28, NiEY PTE &0l & fa AR F ity
T,

PO-039

ke 2 15 R R AL SR 4 2

LI BRadh . EREA. BREEG. BRI &I, fRER. REN. TP EH
SENE IR LB B

B 53 BT il 2 1 175 IR S 3 B AR

Tk IR R R 5 fe HORE PR S RHE 2021 4F 3 H & 2022 4F 3 H #AEIA{E RICUL00 4 3 5%
W5 100 44 RN FLEAT BB oy M, FERT AR IR BARPR . AR 0 B S
R s HEAT R B 04, RN AE RICU R A w3 . EE Iz 8h i I RCR

R KRN, MR, MEEEIRAS . BN . S, JERESE B3 R ANk MR i B
THAMEZ IR M2 (RICU B RAMEZ I & T s ) MR RN OCmdrEE, R
RIS 316 B 0 BRI A 2 XU
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g5id i 28 3B FRE IS E)
PO-040

Fii s Bk e IR RE IR IG T 25 I T & T A SRR B Bk R R U 2 A

Tk MR
T AR B B e b S B R e

BB RGO 0T 50 45 50 il 3l ik s He S8 1m0 25 90 ¥ 97 45 715 9 FH 5% I 3)) Bk & JE (sarcoidosis
associated pulmonary hypertension, SAPH)#T R4 1P K 2543047

FvE MR SRR R PubMed %042 . Web of Science #4%E. Embase ¥4 7 . T4
B (CNKD « 7 8dRFER 2022 4 3 H 31 H, SREUMSIIK & R M 254907697 SAPH [k RBEAL
X R FE X BB 9, 3R REONHERHETRT e STk, $REUF A Bk, FIA RAG & AT 2804 .

SR gIN 6 FWtA, 3t 75 GIEE N, ZERHrahR RoR B R A 250 A T DARR
SAPH ## 6 /4B AT IR %4 8.47m [95%CI (-15.05, 31.98)], [AiN A 2 SAPH A7
JR B a3 2.98 [95%CI (-0.74, 6.07)].

g R AW B — s SAPH B IRIRTEIAER, (H TN Rl b, 25
ROMTEE R ST RN, KT sk s SR 25909897 SAPH 7 Uz att, AR EEL
(I R BE AT R 70 1 500 S F

PO-041

b B B FEE IR 12k A 2 1 LR SRR

fRaENG
JR TR 27 I o B

PR W I ) g DR M 2 B V7 v RO AR SC DR S

T3k [l Hrpeey 2019 4F 1 H-2021 4F 12 H 1A SCIBOE B VAT R 28 8, B A
(7 ) B m DR e B 3 RE IR B A BN 2 A 28 R, ARYE AL SR A
ANFERGYT T35, 6 e I R 45 R

SR BT AR, SN R S AR NIRRT, TA RS R e 2E
B TENMEIIEERIE COT Y7, TR, AR HUG; 1R VEimie % S
WINEBHE R LGB AR, SFENMARFRIF COT 69T, Feoduktiayr WU g S AT
BPA 77 A BRI B ik T, I EREVT th 45 S ISR AL AT IE IR YY, BATEGE CTEPH FilS,
A3 1)t I RS 16

S50 R AR 28 B AR A FI N ) &, S5 A ImAER . ARRZE L SR 208, B IRYT
Siligs Al Is—WaTT, AR08 CTEPH BN L.

PO-042

= e 222 W B BB TR R

LR SEN ¢ &
138 ST AR — N IRBERE Gl SCEE e 28 = MY s B2 )
2. T AR YN R R B

HE Sl 282 —FA] B8 fE S 2L Ar OB, RIS HE T AN A R I AR . H TSR] 9
WH EEIT A T — REIR S ke 282 W B, 32 B T IR PR BT e & Tl D- — 23R 1A K
PG R ZE AR RENE, I DLSE S A PR DU A 26 JB S, IR IR, AR BLEA S A H
PLo7 BaE IV . B H Al F 092 W8 B S AT 0 A A SRR A BT 17 M5 Ao v i A 26 12
IRV R o, DA S G A PR DD i 28 B R S 2 T AR I RO
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J5¥ Standard S22 AR G R TIAMEZ (clinical predictive probability, C-PTP)Et& D- ik
AKFHATEWE R . HAT, IWRTEER (C-PTP) , HEI&HKAE SN Wells P45 .
Standard WJFAPEZWEIARAEN C-PTP P4 “PE AnJRE"Hl D- 5% /A2500ng/ml, =# C-PTP ¥4
“PE THE". AADD &iR#fi C-PTP BtA D-—RM/AKFIHAT 2 E H . AADD [1IFHPEIZWiRdE Y
BHFRE25 & C-PTP P4 “PE Alfg” H D-—5%4£=2500ng/ml, BEHFEH>50 %, C-PTP ¥
S“PE AA[RE"H D-RAME2E#x*10ng/ml, (# C-PTP {F4“PE FIRE"; A& NS WibsiE.
YEARS S EH IR T K LAE T & (Deep venous thrombosis, DVT) . I Ifl ol ffike % &
A BEZ W RS L R A 9F D- 2 4A=21000 ng/ml B E DL B 1 Ak ER =AM bR i E £ H
D-=&4k=500 ng/ml G35 NFAYEIZWbR#E, B NPIEZWbRfE. PEGeD HiZZMRYE C-PTP
A D-ZRAEKFIATSHE N . PEGeD HIBHMEIZWitaER C-PTP PFA X" H D-— 5%k
21000ng/ml, % C-PTP iF4r“ X" H D-—%{£&=2500ng/ml, & C-PTP iF0“mM " Ak
FHYEIZWARAE . APEPS SV RARIE WS 1S PEPFIRGE B . O BRI AT PR R M5
WEEIT . B ZE . IR, 4 I NHIEh . MR <95%. /N B A Al sk B T B K
il PE A vl B2 W5 2 7 AT R8s AR A 20 B I PR TI0I A 26 70 4 AN

g5 Standard F%: BUBME 99.7%; R 42.8%; ME 34.7% ; KiEE 0.1%.

AADD: UM 95.0%; #5571 51.0%; %F 46.0%; KiEF 1.5%.

YEARS 5k: HUBME 98.4%; FF5R1E 63.6%; RE 42.9%; KiREK 1.2%.

PEGeD &ik: UM 100.0%; Fiith 69.9%; MK 65.7%; KizZ* 0.0%.

APEPS &ik:  HUEME 95.14%; FEFME 72.1%; XK 60.9%; KiR%E 1.3%.

g0 R G Z T FER 0T, O AT AR A2 ZE (1 38 H T PEGeD Wi BLE L, AR
THEBRMEE AT REME R B, X IXE A B A ST 4T CTPA K fr, FIahSMEE D-—FIAKTF K&
e PR TR ABE R 3 AR A5 00, IR AT 98> CTPA A& A ik B N

PO-043
CABGYRE . Wil B, RN EERER R R MR e IR MR A
SRAE 1 BI3FICERE

P, ALICE . . Tk, whik
DRI = NREERE

FE R E e R MR i 25 A 4E (Idiopathic hypereosinophilic syndrome, IHES) J&—Ffi 28 I ()5
Wi, TEHEBRHABZIR S 2 W . LA IEMRr AR R EZANRE, B0, MERS. WPIRIEM
B W7iE . a0 s E g R R AT Y 2, RN IR, PRSE NG . 2 BLIR YT 7 R o
WER o R R o a0 I S AR T DU A S B e . A A i RE G T B8 IR BR AR
PUHATIBIT « BTG BPUR 5 R T X Hofh a7 o R N I e B . FEARSCH, ARG T —MFER
PR YR I 4 A AE R, AR . eI, YR (oA R EER, B R EIGE AN ALIE,
I kA %€, WAAERH, JF IO BRFR K AR TE i, 2 B0 R R RO &4
RG o ZEF R T RN R, G AR B R 0, A A g R PR 4 i sk 2 AR
1E#

PO-044

18 14 FR 28 41 i B & S A ZE BB U E PR

BRE. SH4E
e JR IS R R PR TR 5 DY s e

HE R PEHZEMERTON (COPD) SRR RS H W R R BULREM, HMERIEFEUE
HIMThRE SURIEAL, IR R A4, CHAZME Rt %E (PE) KRR, HhnT COPD &
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fEFE KM EREZ, K COPD &3 PE F1 COPD Ifi FRAERAL LA A I PR AR P = e etk , 0
AL E AR U H E

J7tE 2020GOLD FHrifE i COPD & 7E 2tk RAEM W I Iy = BeIRES . AR IR, PE &
COPD RIRIIMAL G2, M KAk ifiie 2 COPD &3f PE ML G IR &R . W, KGN
PRy Bl EAUE COPD R EAMKINE, i PE RAMEZEERK. #HFi, COPD K4
PE #E%AE 3.3%-29.1% A%, Hm kXS COPD KAE T £ MR & S BN RIER N . AR
PR EN B354 AR RTIRES S E VI OE, ZFH A RIS . ZRER 7 IL-6 BT EmT
X PAAZ AN A A, AT 4RGN I LIS A o/ NRGE PR 3G I BL . TNF-a f) 55 35 3Rk ml
JA B YR I B AN B I IS A TR R T N R i, (b v vt . [RIR, IR T S B I
IRl FIR8E & AR AR, W BN T HIF & ARE/IMA NLRP3 HETT 51 & 45 B SSRE Bk SN, 3 i af #
TR . X EE GRS R I COPD K& PE MR, RN theh S S e kR B K i,

g5 PE W WLIGIRRBUNVE R XE . P B9, (E T = BRAE S Z R e, BRI PR T,
TSRS IR R WAEE . KIS BGE S (CTPA) 4R 55 58 0 3 &0 R S5 R, Il R A T
COPD &3 PE 2Widtded—2k ik, HarlmmKiZWm H D-— %4k, BNP. W45 8 548 bk (]
et T, (BAERERMEZE. BUBEAR EE RN E. 2404 (RDW) , JREZ (UA) , LA
REWIRL: S (H-FABP) | fEA B ST 1o (HIF-10) , FIIKE, FAEBEERE (Hey) 25X
SEFE bR Jr AT A AE bR A, AT DU S0 I P AR, IR Bk PE (Wfak sy
Z, MEEWEE —EWESME. FHMXEIH RIS Padua W4 & Kaprini 114, Ri#E24
Sy AT SRR COPD K4 PE K, o3& FEAH T4 S AITMIG R 2 75 75 ZR BUFS 1 Bt
Jiti. Wells vF4rF1 Geneva V¥4t o] F KA B RHER: PE 2 W7, BUSEImL 50%0L I
PEGeD HiL & T COPD & PE MBS L, L geit ki K1 K 3k TR .

458 PE /&2 COPD RAEFET-HIEEIFRAE, (H B Al A 51 R PR e s KU A =R B G P bt
S, B ANAMEW ISR IE R TR . PR EE IR, BRI BT W
BB, TUIREEEATR AR SR EV B A E TR SRS, BE R
XIF COPD &7 PE HIigyr +or B, RIARA]. V2B Alya T 2k COPD &7 PE FilJG i
HIPIEH .

PO-045
PA R R Do IE AN B B BN SRR B AL RSB REAR PR B
Bl E—Hl

L B BT L KBER L MM . TR PER
1. PR3 — B
2. WPHEERI K

B, &, 61 %, WA 4 A XURE/KM 1 HTF 2020 4 6 A NFREEREIR 5 f6 HREEE 224
SECFESATAE 200 KEDRTHHBL, RE TSR, HEiie T MR B AT IR 3l ki 52 A Wbtk 2 ik
SR, GTPURG. FIRERYT, BFERERE G, ILEHFERR ZERisEE . Bk
PLUEH A, Pa>Axy XUR BRIV K . IS0 8 CRIEED) : POz 54.7mmHg, PCO>
37.1mmHg, PO2/FiO2 260.6mmHg, NT-pro BNP4253pg/mL, 24 /NijREH 0.17g, O HL BRI
IR SEAR R K Vi-Vs SRR Q 3, ORI RIishkE PASP 64 mmHg, 4154 67%,
OIER/NEARTER, E CT SRR, IR R, CTPA BRAMlite%E, 4AF4I7. it
BRL BIRmRK . FIR. S OLIhERIRTT, BEERE R B2 EEERTR R ET 2020 4F
7 AR EL, NT-pro BNP FHEZE 11224.4pg/ml, 24 /NiFPREEE 0.55g, FAE R R L&
AR, S S R . RS RS SO B AR, REIR NS SR K i, A
A DLEARRE R, S0EE A HE 6%, 1b367~ NT-pro BNP. 24 /N RE S, A AEAE AR S
MR S B AE . Ml ke e . U A RO ARG IR R & H NT-pro BNP ##4: /%
AT, FROIHERTRE, OUUERFEE AR, 5O =R BRE, &% H kb
AVEER, RANMLLL S, B BRI AN M A A D B e P A B R Y, 2 [ A PR UK T L e PR AR
BN M B E, MJRGEERER AR RN s N BB, MR R AL GRT L R 4R
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PIRIRA YR IETE R, k Ge@PTE, A Je@prE, NERZGEMmE (LK 1D , B4 CTPA R
Jefifi B B s kAR TR TR L, mi s B IhRE . B TUBIAERI, ARSI T
PN AL BUEMREAVE S IR A S AR 28 . BFFH S EMRAEL (BEATE BRI T 0=
Bz SRR T .

AL BRI AE AR R DU R YT B 1 S BERR R R B TORR 1 4 B 2 48 B R T 3 AR 20 4% ' D e P 14
PR MR R G, R, AR IR, W] RO g . AR 2 MR IS AE A
FRFE, RESERECH . ACELRE 1 4] AL RS RAR sl i, PR m AR EE X%
TR EE R . SeE TR -

PO-046
Genome-Wide Association Analyses ldentified Novel
Susceptibility loci for Pulmonary Embolism

Haobo Li*. Zhu Zhang!. Haoyi Weng®. Yu Zhang!. Wanmu Xiel. Peiran Yang?. Xianbo Zuo!. Zhenguo
Zhait. Chen Wang?
1. China-Japan friendship hospital
2. Institute of basic medicine, Peking Union Medical College
3. WeGene

Objective A large proportion of pulmonary embolism (PE) heritability remains unexplained,
particularly among the East Asian (EAS) population. Our study aims to expand the genetic
architecture of PE and reveal more genetic determinants in Han Chinese.

Methods We conducted the first genome-wide association study (GWAS) of PE in Han Chinese
through a discovery dataset (N=9,475 individuals) and a replication datasets (N=9,456
individuals). We assessed the genetic association of identified loci with PE severity and
generated a polygenic risk score (PRS) for PE risk prediction. Pathway enrichment was also
performed to implicate pathogenic mechanisms.

Results We identified 4 independent loci (FGG, ABO, FABP2 and SP6) associated with PE, of
which FABP2 contributing to lipid metabolism is novel. Patients with T allele of rs1799883.1 at
FABP2 tended to have higher disease severity (OR 1.42, 95% CI 1.31-1.54, P = 9.12x10-17).
Similar result was observed for patients who carried two mutations of rs2066865 at FGG (OR
1.37, 95%CI 1.26-1.49, P = 4.33x10-14),rs582094 at ABO (OR 1.31, 95%CI 1.21-1.42, P =
1.08x10-10),rs4794202 at SP6 (OR 0.22, 95%CI 0.15-0.34, P = 3.53x10-12).Additionally, we
conducted co-localization analyses to assess the probability that the expression of genes near
identified GWAS signals mediates the PE associations observed in our GWAS.

An ancestry-specific polygenic risk score (PRS) was constructed using 302 PE-associated
variants obtained from the Han Chinese population. Individuals in the highest 10% group of PRS
had over five-fold increased risk for PE compared to the general population. Interestingly,
pathway analysis indicated enriched association signals in the metabolic pathways. Gene Set
Enrichment Analysis analysis revealed that glycosphingolipid biosynthesis was associated with
increased risk of PE.

Conclusion This study identifies 2 new loci associated with PE (FABP2 and SP6) and provides
more evidence for the essential role of metabolic pathways in PE pathology.Our data provide
new mechanistic insights into the genetic epidemiology of PE.

39



Hh AR 2 2 B DU e e i 2 5 I LB 0 2 AR 2 U B - i [ B i i A2 AR 221 W 4

PO-047
BEEYE B FIZH 1S 1 i S M Fifi s ik s R i 7E
KLV EY)

RS I ARAT L KT XU AR L iR 2 BIRE L. FIR?
1. H AT EE R
2. PrRIEERL BT

B B @A RS B A RS P AR A% 2 P I 2 Bk v R 8 0 DG B AR A B )

FriE M GEO Hidis o EHUM T Il 2H 23 5 N 4 45 (GSE 113439, GSE130391) 11 5t % 5k 4H
Bl . AN 15 Bl FExt iR, PLK 15 5] CTEPH H4UFEA .

W, T ERREERE (DEGS) Mifik. M5, 7ELid DEGs #', KM LASSO [RIIHH L, H
R Z AR AL L LA T (WGCNA) « Bl )it — ik iz O3 . a0y
FRIEAR B SER BUCT E s AA5 B2 Widn &4, AR HE SRBD1, TMEM263 #il URPT ik HH
fifE, ¥ 15 /> CTEPH FEA D iim RISHMMKRIBA, X LR dHM =72, 317 GSVA ZH
RS K IR =AML ORI RTINS . [ CIBERSORT HikLbi: CTEPH i AFXTHE
YH ) G 25 A PR R 0

2R ik, RAEmiEEfR S el T 404 4 ZF A K (DEGS), 3034~ L, 1014 Fi. HATE
WGCNA, LASSO, Logistic A LA 2] H AR R TAA X, AL EH T 34 biomarkers
VENBRATHME R R . RATRIL 3 4 biomarkers 7 CTEPH ZHZirh B2 Fif. B4ak, 4> 5%
it 34 biomarkers #£47 ROC 2041, Z5H BN, A 03 DK #R B A 50 A0 T 14 &

FERZE LR 3 /> biomarkers g2 51k, HATRYIE SRBD1, TMEM263 fil URPT Kk
fifE, ¥ 15 A CTEPH FEA R RBHAMERIEH, W7 T REEEES . Hoh, BATK Lk
EAMZOIER BTN & AT AT AL, 5 hub gene-miRNA LA K TF-hub gene M%%, J H. 5l
7 SRBD1, TMEM263 #1 UPRT HITELE IR [ 2540

g E5E K DEGs, @ik WGCNA, ##[FIH. LASSO FIHMNLAR Y Fikd G, MER
R SHANCEE] 3 4, FHES A RERIEMMEAT N, XS BT B R IR
X SRBD1 H&{EGIAER RSN FINFHIFS VTE %, HIMNAEEE TMEM263
UPRT it Z AHSCHLHIAT TE . %552 B0 = ANJE DR AT REAE IR 2 T A TS AE 0bs B0 o

PO-048
Integrative Analyses of Whole-transcriptome Sequencing
Reveals CeRNA Regulatory Network of mRNAs, IncRNAs,
MiRNAs and circRNAs in Pulmonary Hypertension Treated
with FGF21

Xiuchun Li. Chi Zhang. lanlan Song. Xiaoying Huang
The First Affiliated Hospital of Wenzhou Medical University

Objective Noncoding RNAs have been shown to play important roles in hypoxic pulmonary
hypertension (HPH). Our preliminary data showed that HPH is attenuated by fibroblast growth
factor 21 (FGF21) administration. Therefore, we further investigated the whole transcriptome
RNA expression patterns and interactions in a mice HPH model treated with FGF21.

Methods HPH model was established to exam the function of FGF21 in mice. Whole-
transcriptome sequencing was used to screened differentially expressed mRNAs, miRNAs,
IncRNAs, and circRNAs. Venn diagrams were used to screen for co-expressed mRNAs, miRNAs,
IncRNAs, and circRNAs. GSEA, KEGG and GO were applied to do functional enrichment
analyses. The ceRNA regulatory network was constructed by Cytoscape. Finally, we used qPCR
to verify the result of core ceRNA network regulated by FGF21.
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Results We found that exogenous administration of FGF21 could effectively alleviate the
elevated pulmonary artery pressure, right ventricular hypertrophy and pulmonary small vessel
remodeling in mice. By Whole-transcriptome sequencing, differentially expressed mRNAs,
mMiRNAS, IncRNAs, and circRNAs were successfully identified in Nx vs. Hx and Hx vs. Hx + F21.
Through intersection and predictive analysis, 47 dif-genes, 5 dif-miRNAs, 113 dif-lIncRNAs, and
11 dif-circRNAs were downregulated in Hx, compared with Nx; these co-expressed RNAs were
upregulated in Hx + F21, compared with Hx. Moreover, 321 dif-genes, 6 dif-miRNAs, 520 dif-
IncRNAs, and 7 dif-circRNAs were upregulated in Hx, compared with Nx; these co-expressed
RNAs were all downregulated in Hx + F21, compared with Hx. The results of functional
enrichment analysis showed that MAPK signaling pathway and epigenetic modification were
enriched and may play fundamental roles in the therapeutic effects of FGF21. A ceRNA
regulatory network was constructed with miR-7a-5p, miR-449c¢-5p, miR-676-3p and miR-674-3p
as the core. Then the quantitative real time-PCR validation results were mostly consistent with
the results of whole-transcriptome sequencing.

Conclusion This study provides potential biomarkers, pathways and ceRNA regulatory network
in HPH treated with FGF21.

PO-049

MGP ARtk EERRERE

DR B8 12, MR 12, &P 12, ME L2, ERAE Y2, BRI 2
1. TR R KA 5 i s PR B
2. IR RH R Al R BR 2 i

B R ER y-REASEMREA (MGP) £ lizh ik & 55w o i E0% 2 7 HLH] .

TFE AWEFAIH MCT 155 SD K A il ik s sh a2y, R AR S 5 Al sl ik~ LA g
PR Ak R A A, WSSl s A A0 B A R Y B 2R . Al MGP JE PR 2 B BRI IR
g3 1. MCT 55 SD K 3 It e itish ik = R sl . S5xisatk, KH Western blot
K AL R R MCT 4K MGP S H R ESS T & . 2. e, S5xTHRAMLE, (KA
BN AN Ish i LA G 5i ae 7 TR RE 38N, 7EMRA 24h B MGP & H W3R & K,
48h. 72h i MGP & A B2 & fl AR A [ 3 i A& fE{R%A 24h i MGP mRNA FHX Rk &
P2k, 48h. 72h B} MGP mRNA FHX 2 1A & E RS [l (38 i Aty . 5 25 8o i ZH AR T,
MGP & #%ix 5 PCNA FEARIEET & SHMEXRAME, MGP ZHUTEX PCNA EAREE T
F% .

2518 MGP il eI (et KBk m IR R AR e, Filt— BRI IT.

PO-050

HARE BT %5 5T B SR8 15 B DR 97 1B A R LML BT 52

INE . MR SRR
IR EE R 28— BB

B T K% WEE(alantolactone, Ala)& —FiRKIRHIMRUEY), BAMRMBEMPLRENE. M, X
T Ala it F 2t t G RPER MR T AR EEMR Ala G875 SUE Ik £ h
(lipopolysaccharide, LPS) 53 2t il 5 2 HOR4 /E I EIHL A o

Fik ¥ C57BL/6 /NERBENLS Con 4. Ala ZH. LPS 4HF1 LPS+Ala 2, it HE 4t A iiisH
ZURLE, e VERERE (BALF) w8 FREE A S i, ifdlgid MPO 1Al CD68 4
PGSRV Ala X ALL /N EIERER; 43 7lidid gRT-PCR A1 ELISA KA Ala X LPS
BRI RAER T (L-1B+ IL-6. TNF-a) Fik/K-F RN . #E LPS i3 RAW264.7 B4
AR, HJeiEid CCK8 e 4 iE M e A& 4R 253K, it qRT-PCR Al ELISA 43 Ak
M Ala % LPS %S EWAR AR T (IL-1B. IL-6. TNF-a) F£ik 50 W KN, )58
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SPR HARF > TR TS Ala X STAT3 ZE AR &5 G8; B Western blot &l
LPS X} p-STAT3 J B STAT3 1A [N A FE IR 0t L K F IR ]y 4 s86 40 4Hrh Ala b LPS il
B p-STAT3 K[ STAT3 Rk B ILIIFEM s I8 4 i S e D Y R FL Ala %) LPS Hll¥H
RAW264.7 B4 p-STAT3 k% S ALHIsEm . thah, @it ®RIiE STAT3 EAME Ala iEid
] STAT3 BRI T T LPS 521K 45 [ o

g Ala B EWE LPS 31 ALL /NS0 3845, i/ Tt & BALF 1 i4n s H
AR R FERB N . 406 7 BfZHZd MPO IETER CD68 fIKIA, R & AR, HhAb,
Ala 2 ZEHH LPS ArEl ALl ZNRAT RAW264.7 B RE4H A 4$RER T (IL-1B+ IL-6. TNF-a) [
K5, IFEFEMEIE. Ala it E LS STAT3 EEAIMEH LPS S %46, M)
STAT3 B IS . HAESE Ala i 4] STAT3 MMM ED> LPS 51 E 1) 25 K1 (172 A F 4y
W o

258 Ala BT 0] STATS JE S FBGE W A FEXT LPS i35 S 10 ALL /NI RIER, A il 45
9 N, A G BTE ALL IS TEZ59) .

PO-051
Adenosine A2a receptors improve hypoxic pulmonary
arterial hypertension via mitochondrial ATP-sensitive
potassium channels

Lihuang Su. Gexiang Cai. Lin Zhang. Zhimin Cui. Xiaoying Huang
The First Affiliated Hospital of Wenzhou Medical University

Objective Adenosine Az, receptors (A2aR) in the vasculature mediate vasodilation. In the cell
and mitochondrial membranes, ATP-sensitive potassium channels are inward-rectifier potassium
channels. These channels are highly sensitive to hypoxic conditions and exert various
physiological and pathological effects via regulation of the biological membrane potential. The
aim of this study is to explore the effects of A2aR on hypoxia-induced pulmonary hypertension via
mitochondrial ATP-sensitive potassium channels (MitoKate) in vivo and in vitro.

Methods Using wild-type (WT) and AjsR-deficient (A2aR”) mice; hypoxic pulmonary artery
smooth muscle cells (PASMCs) were induced by a 24-hours hypoxia exposure. Mice
and PASMCs were treated with the AR agonist CGS21680, MitoKare blocker 5-
hydroxydecanoic,acid,sodium,salt (5HD),,or,MitoKatp agonist,diazoxide.

Mitochondrial morphology was observed by electron microscopy. The mitochondrial membrane
potential (Awm); invasive hemodynamic parameters; right ventricular (RV) hypertrophy
index; pulmonary arterial remodeling index; proliferative and apoptotic indexes; protein
expression levels of AxaR, Bax, Bcl-2, and Caspase-9; and release of cytochrome C from the
mitochondria to the cytoplasm were measured.

Results In vitro, hypoxia induced the opening of MitoKare. The up-regulation of AzaR might
reduce the opening of MitoKarte, and the blocking of MitoKate or activating A2aR might promote
mitochondria-dependent apoptosis of PASMCs. In vivo, compared with WT mice, AzR™"
mice displayed increased RV systolic pressure, RV hypertrophy index, and pulmonary arterial
remodeling index. The expression levels of Bax, cytochrome C, and Caspase-9 were higher and
Bcl-2 expression was lower in AR mice than in WT mice. CGS21680 treatment in WT mice
with pulmonary hypertension (PH) could reverse hypoxia-induced hemodynamic changes, RV
hypertrophy, and pulmonary arterial remodeling as well as abnormal proliferation and apoptosis
resistance.

Conclusion This study showed that an increase in A2aR and blocking of MitoKarp alleviate HPH.
Furthermore, AR induced the mitochondrial-dependent apoptosis pathway and inhibited
PASMC proliferation by blocking MitoKatp, thereby alleviating pulmonary vascular structural
remodeling and reducing HPH. This study further elucidated the pathogenesis of HPH and
explored the mechanism of action of AzaR.
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PO-052

T B BRAUR I Rk S i AR ke AT T B Sk E ARG T—H

WU RS TIER. R A T, AN, B, FAR B, Bl
JPEBE AR B e e

B TEMRIVREZ PP W) RAEME . 3 BAAA B 5 15 I U3 R T AS: A 2 1 s B AH
Fe o FRATVHRIE — 517 B R VLIP R S i o i 2 4 SR (1) LR 5], BB K T RS TES
W ARV PEPUEE IR TT 5 1538 A & AT = i 3 BUR MR 5, &7 8 3kie EARIGTT G
H AR R 2 A o

WBINA: —% 42 SILMEERE, WYESESUR. =271 6 R7T 2022 4F 2 H 25 HfE FEF
KM BRSP4 FarA“TERIUE", KIAZEYNZ S, 20214 7 A
TR FE AN IR KA B AR RN B L IEZATE N E RS, J5 1 IR RE PR N 22
HERIT. BET 6 REiGsla HIAe, B2 2 HRURZ 1. A48, FEBO, RO REE TR,
Pengng, b B, TR, Mg, ABEErik. KR 36.7°C, Bk 78 W4y, RN 22
RI5y, L% 148/84mmHg. FIAfREIR 5 RIAH, PA] [E Jo b BRI, GOESE, P2 Uik, =9l
Wris X [ SR AFE 28 . BRI TG AK M. dBhfe&: ¥ #M: HGB: 133g/L, RBC:
5.63*107M2/L, PLT: 310*1079/L, WBC: 13.63*10"9/L. CA-125: 120.2U/mL. D-Dimer:
5.79ug/mL. NT-proBNP: 9345pg/ml; CK. CK-MB. [MiEHESE A T ML Hkk i B IS 5
IEH A C EM 81%, A S M 52% Mk < 5 #H: PH745,
PCO2 25.0mmHg,PO2 67.0mmHg. pANCA. cANCA. FiUBEIEDIR. Pilbiik. HiwsE DNA
PLRBIIPE. OB GO SRIEIRE. Bk M3k ZE TR 20
FEWAE AL IEF YO . BUF B R MR AR . CTPA: Wil b2 )5 Bt
i fili R JE R B e iR I B ik R SR SO AR 2 . S W SR I A A SR P fE
2K NI FRK A AR BT, 3. T E RVIE", S8 TR 50001U Q12h HEt e A 4
Kk, ALEIEY; 1 ARSUHAMRDEE 15mg bid 1697, 4R EE DB EEAm, BB Mk
IrPER %, SIS 99/58mmHg, 7 HGB: 89g/L; (% HAMRIDHE, FFlkmiEgis K. &K
NHEABSRR S E ARG R AL, W ITCS2 M, 51T 1 5 Ak s bk 2R 5 & [ W i
SRR, RS K+ I 3 B SR SRR BE B ia I T I e Bt . SBFH IV 25 KR R
13l e I, V5 B e AR BT I 5

g T EIRIUE T R F KA AR ZE M fER R R . T8 BRVUR 6 YT I R v AWk 5 2
T8 100 Ty R 1 3000 %o 5 B T 7 A LA e FERE P R AR AR OB . hAh, SRR R IBK S A4 ZEE 1
BB U R o 9 0 A i R PS5 R R A b BIE 5 S i XU A IR 20 1 B 2 T Re i el
I IH . ARG AR, MR RFA R A kI EE S WEMEmIG, HIEFEZR
N AR T B — Sk P A A SR B B R R 32, T oRpE R & Bk = R F B, Ragidt—
L

PO-053
FIAYD BEBOVE H . 1 5
BB

WSEYEE R B A X PR BB

iR 1 PTE SRR T — Mol Hytltinyy it i th i X RG: 5E i, BRlk PTE JRY7 S8 2% o

TR A JF PTE MBS, B EE BEHIGITERR T 29009 LMWH BRAERIDEE. Hfiid
Yo ESR B Xa K5 ln, Mo R DUIRpUEEZ, BRI R bR g PR Ak Dy e L I
FEB BT g M 2 e 1, AR B R0k, R IR AR AR . o I Brbr il bt
E(NR) , AZEWin. 5HAMGYAR TR /NEIS, ERSIDIEAIAAE A . AT
BUH A B SR AR Bl f A 25T LN e, KOy HI2S 346 A, HIZi)a 8 ~ 30 d I &
i, MY JE 30 d WHILEAZN 45, 76% , KA LA BN B AR H I
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AR, WAGES M OB H - S OB, B B R E R
(i fp s BRI f EE i, R AN, E AT R AR R AL R U
Fe diE AR Ko AN MBS FARGINE,  HARiayr U b B & 5 AT Kt B I 2 S5
HAt i BAE AR YR T KRR TR WEARROURE, R2HE HRIBIT IR B IRE SR
KA, BUE IR IET ISR S, 1-7 d ke B el s, LR RY], SFE R
AP IEFECR LS, i 7 d A&7 TR R AT

PO-054
& o RFEF] SR 7T Ish ik s B BT RO 2 £ LR
RGNS Meta 5947
L

B VERN—METFIR R 2RI, SRS AEIRIT sk & & (PAHD 2 AR 4EFE R &
Sr&s . mEE. B ETRAE W TC O AN AR R ORI AT PAH 6T A AR 2 .
BATAT T RGN AT Meta 04T, BEFMEK. . SFEFSRIAKE PAH J6T7 F A 20 A
A,

FEE NG PAH G2 2 HIBEHLRIG AT AZI BT 5, U WHO IhfE /> 2% (WHO-FC). 6 7847
PH B (6MWD). N-Kim ik aT4A (NT-proBNP)/KF-. A0 53 E(RAP). O fIF $8 5 (CH AR & i ik
AN (SVO2). AT Meta 7B KPPl w1 R4S T PAH &l 73 2 52 .

g 13 DI L AN . AT I A R Ik ol B 2243 6MWD (MD:24.20,P = 0.0004,1? =
10%). NT-proBNP (SMD: -0.42, 95%CI:-0.79~-0.04, P=0.03, 12=77%) . CI(MD: 0.47,
P=0.002, 12=76%)f1 WHO-FC(OR:0.564, 95%CIl: 0.457~0.697, P<(0.0001), {EX} RAP &
SVO SEH T B . fERIET T, WA rRM, K. F. SfER RIS SEE 6MWD.
o 45 50| B ) ) SR A RS AT 23 CI(95%CI: 0.15~0.46, P=0.0001)#! WHO-FC (OR: 0.589,
95%Cl: 0.376~0.922, P<<0.0001). fER]RMAMIEITI 6 ~H W, 6MWD. NT-proBNP #i CI
WA BE i, 1 WHO-FC 184 ¥ (OR: 0.614,95%CI:0.380~0.993, P<0.047). #Rifi,
25t 6 MH UL ERE RIS IETT, 6MWD. WHO-FC. NT-proBNP il Cl %4 &2 Mk (s
SR MD: 42.2, 95%Cl: 13.28~71.12, P=0.004, 12=61%; OR:0.557, 95%Cl: 0.440~
0.705, P<0.0001; SMD: -0.33, 95%Cl:-0.65~0, P=0.03,12=39%; MD: 0.41, 95%ClI:
0.27~0.55, P<<0.00001).

g 5. miEAL, R E RIS WA TR VT AR . TR IAR X T PAH 197 380E
Z BT RIT R R A BT AR . WBI7 AR fE, AR TG R BAEH , X FhE R A
AR AR . BeAl, SRS B TR, X PAH SR (17 RGEEH 2, X 8 R AT I
IRAMRAR TG BAA EE 48 T 2

PO-055

BT FEAR A YT ¥ 7 18 BELAT-& S R 31 ik 8 s O RCRH7F I

% ke
VU118 A2 B B

B HE: PRTTBTFRAR AT 0 18 BELA & Il Bl K s e S8 8 I s ik icde [« W Zh BEFEAR . Mo #r
TRFR JORER T I .

Tk Jrik 14 2019 4 9 H A 2021 4 9 H T IRBERFANI b A T2 B2 9 120 118 B I il
K T 1S A Bt Bt Ja BB AR W Fo B, ARFERENLE 7835 s S 4L, #% 60 fil.
xR BB R AT AR YT, WL AL AE X R A A R v T R A i I BT FEARABT T VR YT . BRI A
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YRIT AT G B W sl Bk 4e 1 (PASP), fifiThAgiEds: PEF%. FEV1%. FEV1/FVC. MVV, 3l
M5 Hr$8hs: PaO2. PaCO2, #JEfibs: CRP. PCT. LT-6.

g . WBITET, W4LEH PASP WL, ERLAIMFE X (P>0.05); HITE, MEL4 PASP
(37.18+0.54) mmHg RT3 N (46.23+2.37) mmHg, ZFA gt X (P<0.05) .

BITHT, Mgl PEF%. FEV1%. FEV1/FVC. MVV . PaO2. PaCO2 tt#, R4t
B (P>0.05); JBIT)E, MEEHEH PEF%. FEV1%. FEVI/FVC. MVV . PaO2. @& T X4,
PaCO2 ik x4, ZRHSiT%m X (P>0.05) . JEITHI, PidlEE CRP. PCT. LT-6 ZR7 KL
Giit ¢ X (P>0.05); JAIT ), MEAHEH CRP. PCT. LT-6 T XIB4L, ZRASZI#ENX
(P<0.05) . MEHEIBITHKF (98.7%) =T MEH (87.5%) , ZRHGit5E X (P<0.05) .

P BB A R R BED, Z RIS E L (P>0.05).

g 25k BIFRARAR YT AT A RS B & I S ik & R B3 1 PASP,  [A) B2 2 FEV1%.

PEF%Z it REfatbr, MK CRP. PCT. LT-6 ZXKAEKR /KT, SMREBTHMEE, JIFLEAR
RN, HEFIRR R .

PO-056

Fiii s ke s b S s K E A SR IFTIE R SC R E R B £

WIS WA L, AR 1L B 2. A 2
e P
2. 1l RHE A

B Mlish ik s & —Fh B A A P, RN R A AR, IR A H R, sk E
PR R B AT, B AT AT 2 R AR [R B R RN AL i AE AL o AR 0L i )
FAEDE B4R, 404 GSEL13039 i) mRNA-Seq $i#5, SR A [EIZE R il 5h ik & & 2 5 ish ik
AR A 3R R DGR AL A

Jr¥E FIF R # {4, Cytoscape BAFRIEYIE B2ABAR, 44T GSEL3039 ¥ (4153 18k i
PR ZEE Ml Bk i R PRI B Bk e A B B8 3 AN R I 30 ik s PR E R B s Rk FE AR, DA RCGR BTG
O R 0L/ 05 1A o B 04 2 I B A A 0T D W) mRNA-Seq 4558, ik 22 A2
it sl ik A 1) OB BE R], JHGFh K 2 R It Bl ik s e R P i R i iE . R realtime-PCR BRiiEAS
) fili 3l ok v K BB Fp i 10 AN IEE R OCBEE R, BFE 3 AN L MIEIE A K WASFL.
ARHGEF1. RB1, f1 7 AN N FEILA ILLIR1. RHOB. DAPK1. TNFAIP6. PKN1.
PLOD2. MYOF.

ZE8 WASF1. ARHGEF1 Al RB1 £ hypoxia+sugen5416 (HxSu)i -5 i filizh ik i H A B gl k42017
Sk B E%E FiH, RHOB. DAPK1. PLOD2 1 MOYF fEHEish ke & B8 T
W, S5EME BRSNS R 8, 1M ILIR1. DAPK1 Al TNFALP6 7E HxSu 7S (K5 ik & &
WE R, 5EMERETE SRR

25 mRNA-Seq FTATIN (1) 22 7 3208 2 IR 75 R A R W realtime-PCR HAR#EATHAIA, 3R15H1
B & SR it — 2 ST B ik s e LA AR T SR AL TR R .

PO-057
FALR B P BB BT S M R R B R A TE
Frii s Bk R K R A T AR

THEE. M. RFIE
HE R R S R B BR 2 B

B 4 /MS USRS R (CaSR) CU#iHe s e Mliah ik vy e & A2k R (RSB 4 1o AN ST B T
fEUERH, SPEEE ST CaSR MU & Mk = fe 129/131 SEALIE Ry ¥ 18] —Hid, f## CaSR
KA HREMEGE. CaSR ik 51 PASMC g Ca2+ik & &, - CaSR H & RIFEH N,
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e T — A IERBIAES, ff CaSR iE MR, &4 RMsKE L. AR B AR EE
LI NBE[] CaSR A A2 ik e s Be 1297131 Fy ) ATk 2 705 B8 53t i 50 Jik va 6 K Bt B A
hie, CARARTHT A0 TR FEAEThAE. 'BAEThAE . MiE4s B 1R B A & B A 52

FE KB T — S 20 mg/kg Sugen5416 J5 B T 10% 02 KH IERE O i7: 3 &, RE
HRAE IR EEDEFE 2 &, E#H) hypoxiatsugen (HxSu)ffizh ik & EaA , 8 ZR AL T
B, R, Rk 3 . BRRIME, SR MRS58, FERIA PV-Loop i/
O AOTEE. FRLIHEEIT SRS, FASPUEGTII BRI M EDTA Pt 2= K& WK
BRAT O E S 2 mL kI . A TCHTEE 1 B 2SR A P A IR S R 2 /T, B0 JE S I
TR, Bt 5L Ca2+ik/E . EDTA HilkE A4S R ML T i MLBGEHAT 1L #040#
g AN B PR AT 2 PR HxSu KR D EFsk R BIE 71 (EDP) .« 475k RIE-BR K R
(EDPVR) FURZiRKIAE J1-BR KR (ESPVR) , FHmH g% (EF) 5 s Ueds K% /1
(ESP) Flbofii & (CO) LRFHW . ZWMAH AKX KR OTEE. HIhae. BIhae. 1
TS 25 IR P RN 5 2% 8 b 28 JE B RS

258 FALMNEE R CaSR 2 Ahh F I  t ZER 129/131 fEt A JIk BE WS 15 25 o il s ik v 1 K IR,
FIA O PR AR ZE Thae, Xt 2O Thae. FFThEE. BIhRE. M S TERm . X ek B nl 22 R fi
Sk R B AT PR AL T RE L T (0 1 T SRS

PO-058
FALR B A OB I B T A S R R B R A TGE
il ok e F K R A L D g

WU, AT 49
R

H K 4 SMS USRSz /R (CaSR) T A2 Il s fik e e R AR R R IS8T AW T I AT 1 T
fEIERH, 2MEEE 5 S CaSR s & Ml = iR 129/131 AL R > T 18] A, fif CaSR
KAEBHEREAMEE. CaSR i )& 51 PASMC i Ca2+ikfE T, il CaSR H & IFIAE N,
e T — AN IERBIAES, ff CaSR G MRS, &5 RMshikmE. A5 AR EdE
LI NBE ] CaSR 4G i DR B2 129/131 13} K /2 75 Ae % et M 3 ik v 16K BRUIR A 0
hie, CARARTHS A2 O hEE . FFAEThAE. 'BAEThAE . Mid 45 B8 1R B AL & KL A 52

ik KRBT — kS 20 mg/kg Sugen5416 J5 & T 10% O2 (H B LA A iE3E 3 8, R)E
BRI R EDETE 2 &, EH) hypoxiatsugen (HxSu)fizh ks A, 8 ZR AL T
B, R, Rk 3 . BARME, SR MRS %S5, FEFIA PV-Loop Al 4
O AOTEE. FRLIHEEEM ERE, FASPUEGTI B2 R M EDTA Hrit i 2 K& WK
BRAT O S 2 mL SRk . 4 TEHTEF 1 B 2SR P IR = R 2 /NS, B0 fE Y B I
TEH TR, B2 H0L A Ca2+ik . EDTA HilbkE 4% S I th i L VBBEAT 1L $0 40 #7
gE R EAMNE FIE A E K HxSu KA DEFIKAME S (EDP) . #F5kRIE-BFR KR
(EDPVR) FURZi AL 1-BAK &R (ESPVR) , FhEH g% (EF) ; mixueds K% 7y
(ESP) flbvfii & (CO) ERFHHW . FWAS M KR OIEE. FThat. BIhae. 1
TE S IR TS R R 5 % i b 1) T B S B

g8 ZAM LA CaSR /b aE f il 2R 129/131 Rt P Ik RE % I 2 o5 i 31 ik v 1 K B
BIAT OEF IR AR 4G ThRE, Xt A2 0IhEE. FFThAe. B IhRE. MU INEETCRmT . X Sk B n] S A fit
K & R IS E I SR AR AT R L O (R SR
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PO-059

PIBEIRR S IE B E D) BRI IR PR 2

i 22, Fphk L2, J7RRY 20 WA L2, BHZEA 3. LT AN 12
1. RRHRSERBE
2. WA B AR - DA N R BB
3. AT AR AR EERE

B B Pk ARLE A IE(APS) S 3 Bk AR FAF R A R EY), B N AME SPUiE IR 256 1E 8l ik 5 ik
I 2 18] 22 S (I T 300, AR R YU IR 48 &1 K38 10 3l B K I A (90 I PR ARF 5, B I HUm AR 45
TIE A 2R TR AR, St — DAL B 7 S R

Tk IR 2018 4F 8 H-2021 4F 8 H U114 N R Belia iz Wit Be ik o S AEm 6, 1755
4 2006 PR LEAAE R B bRty s B bR, JEHEBR SIBUER 1, LI E IS A B
o AR SRy A K AR 2 (AT) S e Bk AR 4L (VT), WF 50 P4 R IR PR R 5, ) Hb Y 4L i AR %
BHZER . SR R SRR 36 4T S 150 M o

gER I ANDIIE S E R 25 B, HrPEa RS RE 14 6, RRIBRFTR 2 6], THL:
HAE 2 B, RGEMEmER LHL, X% LH, AMEAERERGR 5 6. VT 4 16 f], TRk
Mz 7 4, BN RERK S A2 4 4, FieZe 341, Ml ERk A 2 6, AT 45 9 4,
3 BIFELE N R shfkifiAe, 3 BIRE Eahbkinte, sk shanfik. MK EE % 16,

WAL 4ERY . BMIL /MR, D-2 %Ak, LDH. #M&k C3. #ME C4. $i B2 HiE A ik,
CD8+T k4l /K P G 2 5 -

K AR 2H B I3 1gM(P=0.04)  IiEdi-O i Hifk (P=0.02). M+ CDA+T k41 e K1
(P=0.01)%J7& T3k ke 20 %

ZEW Bl IR LE O E B b B AR 4 3 133 IgM. LS HTOBERE PR, LR CDA+T k4
KPR T IAR A . %R INZ IR TREARE D, RRIETHEEERFEAR S ATHE LR FUI0E

PO-060
AR AL BE R B & I i sl ik = Ik P AR A
B AR FE

(G
I K2 B

H K 45T 5 7 B% # 7 B (fatty acid translocase,FAT/CD36) % fifi 1 ik = & ( pulmonary arterial
hypertension, PAH) K EBLA K A Mitizh ik N 52 4 i (human Pulmonary artery endothelial cells,
HPAEC) 11 Fl S L mT RE 1 AH KL -

J5iE LS 20 15 PAH 35 DL K 20 B IEH NG, FH ELISA Al 3 b w4 i CD36 ¥4
Z.

218 E Y HPAEC, Filid & (i EIiVE M E R PCR WiEH Ja%, CCK8 SLum A il4
LR, I A A 0 24 P P

3 H A fig(monocrotaline, MCT) 7 3K R PAH #5278, @it CD36 01l 71 R A I -N- 35 511
V% B2 i (Sulfo-N-succinimidyl oleate sodium, SSO)T-7i, #¥fli CD36 X} PAH K i U fitiTh g
S HAHRARR BRI 5

48 414k K Western Blot, 552K RUALZU& N R 4 ) CD36 ¢ RiiF i o T HIRIE.
R 1.PAH B i+ CD36 Pk ERER T IEFH, ERAS¥E L.

2 K5 PAH BRI, HXFREZAAHEL, MCT AN RVSP FiE/KF- W m, MCT 4 CSA &1
B, MCT 4l RV/(LV+S)EE i m, MCT 4 MTHIT B3, CD36 #iHl7I1EH PAH KR 2 )5,
5 MCT 4iMitk, SSO 40 RVSP. CSA. RV/(LV+S). MT+IT &3 L.

3K BOThAESE BiR: 5 Control 4LMIEL, MCT 41514 $02 % F#1K. 5 MCT 414k, SSO 4,
S I B3 R R
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4./F HPAEC W Rl e Yeid 3Rk . s B8, AIhAe s s i G 4 ik -

5.0 D RE S0 45 BBAERY, SRIMERIBA4IARLL, CD36 iRik)E, AT R BN, 0
TR B EPRK, TR CD36 SE ] T 4T

5400 WB =246 S5xtHEZ4IAHLL, CD36 mik4l PPARS. PDK1 FRik/K V&% i, W FABP4
FKIEKTFEETNH. SRAME, CD36 id#Fik4 PPARS. PDK1 FRiA/K V& F(E, H
FABP4 Rk /K- 3% & T % I 4 .

6. K RIS b Szt 5 Control AL, MCT 4 CD36. FABP4 %ik i Z 4L, PPARS.
PDK1 Fix&E# LiH. 5 MCT 4iMitk, CD36 #lfil#]4l CD36. FABP4 KiA L 4k, PPARDS.
PDK1 F®iA & E L,

2 1L.PAH B MG+ CD36 “FIRE R EIK T IEHH, EFARITFE X,

2.SSO FihnE K, PAH SR, RVSP. CSA. RV/(LV+S)HI MTHIT B8 Fif, O F5 L2408
FK, OLINRET ZE.

3.CD36 if Fik v] i Z 4] HPAEC H85H, it HPAEC P12, i CD36 & #H HPAEC JHT:.
4.CD36 X KB PAH i+ H AT §e5 H i FABP4- PPARD-PDKL {5 51 B #H K

PO-061

E R FRMEARTE ICU S ke 28 58 & o BN A BT A

XN
B PH T B B

B W 7855 Fh A S I . RS UEARAE ICU fili s 2 58 3 FL S b (.

Frik B ICU 2019 4E 1 AE 2022 4 1 A% CT Ml & &2 fmish ki 2 (PE) B 76
9, Fe KT AR AR 28 29 ], AEKTHIAR 47 1. [l 23 A Fk e T4 N ICU I AR drfRAE(FRIR ., O
B, PR . WU ), S R AT LA, R S L4 A (PO2 F1 PCO2). C RSB
(CRP). WEZE I T(TNT). B BURINAK(BNP). D-—RARFE IR, 47 O 55 ik B A I O 8 Fik
(CVP) FHH IO IRFERME . KA X R 50kl

SR BT S BKAR FE R 0 A . RIROI R i TR T RT A IS AR TR T R (P <<0.05); KT ARl
He2EHE CRP TNT. BNP CFEAE KT 641 235 71 (P <<0.05), 4L 5 1 CVP 2
FHi (P>0.05); /R 55 AT i 2 WR A =ML IR S CR A Sl I =5, O v B R I o
EASE S RNITIEusLS

G ARE B A A AR, 45 A B PR 55 LA A ) T itk 26 1) 2 i CRPL TNT. BNP
AR TP T BE S T 11 4

PO-062

1 Bl =B R 35 A M/ MR IR AR B3 & B SCRE >

SRS BRI XU RFEM, 7T RN, ERE S R
AR T IR XN IR E B

VR K LA TR 7E I PRI 57 TR 3 UK, TR IS TR AR, IR E R IWIER, (RIPEEST 2
G, EPERFMEE, T IR R AR, R 25 T IS TR [1], R g2 T
AEPEUMBER . ML/MOR/ S, SR AR, 7 B AT A fe 2k, 5 MO0 o 34
B LR B, AR SO — R D MU T S RO B R, RS0, S HRA
STAY R R 8%

BE B, 69 ¥, LIREIGHIGIK 30+4F, SRINE 10+ AL VRN, BEAA R I ER L,
LRI 160/90mmHg, K C RS T H Smg 8Kkl R, 1 VR IR R 3
B, AN 8, 5N 3 S R UBZIA, T BT 2 R A R T 2
UL A0+4E, 2940 S/H. AMUE, TG, FNZGYLEE, S TE R, AR E .
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M. 36.8°C, Hk# 107 /45y, WL 22 YR/4y, [JE 143/80mmHg, SPO2 96%, 1= 168cm, f&
H 70kg, MBHRE, S5 RSB, KE, DELKA, FRRE, SURIERSE, KE &
TR, OESE, RELAE, RTCER, SUFEAM. ANGERE: B CT: FAME, XU
BE R MM . S04 PH7.36, PCO2 71.0mmHg, PO2 64.5mmHg. AFEHfi2Hr: 1.1 &
WPIY 5 vl 2.4 1 BH FE PRl S e e 2 000 28 3. @i e« AR E VPl VTE AU PPl

Caprini W73 7 70 (WThEeRE 14y, Fe 2 47, HENR 170, MERFEHRZER (15.79umol/L,

KT 15umollL, > FriE 3 45, WA PHEKSE, ABE Y REIG TKIEFZE 0.4ml (Fif%: T
RVE K EMNT ORI A IR AT D B FIESHEER — R TS fAe, [ OR$7 76 AR
B 4.5 #4i% g8h PGy, —RNAH 0.25 FHl R — IR, FHAREMARTER 2 Ik, HIRE R
HIR4N 40mg B MR —IRPLRS6ETT, WMEWES, HRWENREE Fad: TR | XK
AR T HEE 2N AR AR, FEERCE AR WA TR, O R J1E T (R E
40y, TERERHE SEREEIRTT, R TR A MRS (B D RIMAEAER (B 2) , &
12 RIM/MRCF A 10%1079/L, 28 11 RAFKREZR, TIRMIMERR & B2 FiES AA2-11, (/MO
EFF, 15 Rif/MR FFEZE 1*10M/L, & AR 23T TR, RERMmBHE, 25 &7
I, BEERMEEAERIEIRTT, E2RETMBER 450, 2N, R/, W
IMRTEH BT E, ERESE 16 RIS RMEE T, WM /MGRET T, E5E 20 K/ 7
% 105*10M9/L, 2 IR E B IEHE UL, MRE & T EKOC AR, M D RIS 8Tt &,

Uy Ja Bt

Wit FFRE S M/ (Heparininduced thrombocytopenia, HIT) 2l b s AT 5 S5
BRI /AR S 5 IR 2SS, R BN — 1 M B RE P /R k2D, 40 BB AT RE AR AR TR . A 4R
H HIT PR R A FRARL 0.3% (ER) [2,3] & 0.6% (HAM [5], IAREITMN HIARAZE,

MRS, WCRAITRILI4], HIT 28 1B &, [ BUAdER N S/, RIFRERES

ANBR, i REEETTRD, HIT-1 B2 —Fh i BE B i M O RE R /MR D i, ERF R BB S 2-3 K
W, WL, BEAER, TR EK5,6]. TR NGEN SR, M/ MBS 2 ERRE o
WAL, o BRI I/MRR T 4 (PF4) 5FEERITE -PF4 (H-PF4) K TEEY, FHEA
PUERM B, KAE—RIVBRERN, P~ EaZEERkER ( 1gG ¥ , BEHE H-PF4 B
IgG-HPF4 E&Wt45& R /MR B2k b, SEU/MOSTE . BEE, /MREEFE %, 545t
o TR B I R G i A S EUNARTE B [7]e 2/ T B 23R 2R 1) 50%ER LA B, IR
L HIT-2 8, I HIEHERF R B#EE 5-14 R kA, Bl 3 MHNEGMHEFER, FXEH
JHF 2 J5 JUAS /N B /MR k2 [8], i /MR TRGE R BE A 100x109/L LA R Bk LESE bR /b 50%
DAL [9,10], [RIEIARF £, FFZRMAHGESE 3 REMREE T FFE. HIT-I BH =FaTge R
s 1 EARERREE /MRS GBI 1 HIT Pk, 20 i /N B 38 ok 7 & i 4t
&, B 3) I/ FUIAR TE R APLAR, FRO8 HIT fARE SR (HITT) [11,12]. M/MRisb 7%
Sl AR AR R/ G AR . BRI D RETCHE SR 2 M /N AR BRI D, W R

HREANHIEE; 3 /NRBIRE N, W25, PUOBEIESEAAE. FURIRIIRE FUBEESS . ity i) I /MR
Wb, T T RFRER L, HIT s kA ENMHE 100 KA. BHET HIT wIGHEBRZEcE,
HAEMKEE IR RIS S AR SE IR A AT, I PR = Bl 4Ts VR4 A1 HIT Priss il iz W .

HIT — B A RSV b — IR A DN, B HE IR R 5 F 2R B B P, A 8 1
INRFBE, JER GRITE 11 KD ERKEF R FES, ERZERBIF R E S RS
HOHIT, 4 RIEAEHFRAEEH, W2 IM/AMRAESE T REERE; X M/ MR T FER T 2R E )
50%, f&HIRFZ, FHFUCNIERTFREPuE 2, T REE SRS HIT B3, AHEER VKA (FF
HIT S AR AR T e N B AR T A, S BUBRSRIE AN B RIAZE[L]D » BRAEIL/ RT3 &2 1
W CGEEZEDIL 150%10M9/L) o X HEL HIT fRIERTE R 83, HEERTIn M BEA LA - €, W
fERE e (/MRKT 150%1079/L) ] # kR BRI ID BE[L], HIT A e & britia )T
4~6 J&, HIT fElAeTEspiatiasy £/ 12 &, M/MEEE HIT RIRADHERAE . G & E A
i . IR AR (i FARD AT, BT E MM IR E (<20x107M9/0) B
[13], A REREAE R, G 8 /MRS, A MRIGIE, EFEWERTE T, HEIaERA
A AR XS, KA/, ERERRE 4 RIVMRIKEZIIER, 167 SRR, B X T 1
ANERE R BRI HIT 5, A —E f B /MR, iR 209

A BEFEEBT IS E 3 RCEA MM, EAME, KREM, /R4S TR, BT
X HIT AANRAE, REELFHZWT HIT JH5 BRI &R S 0 s, Ji 22 &by
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HMFER W5, N 2 AR 5 25 W I 2™ /A, /R BN B, B SEAR R HIT FIRE,
Lt s 2, G B jE R

PO-063
2 ik 12 i 31 ok v R 7 32 P

TR, BpiligR 20 XA L RRE L
1. B BE R
2. PE BB

HH flizhksE & (Pulmonary Hypertension, PH) J& DAl 3 45 Fy sk Thie oA, 5l e
BH A AL R h kR T e, 36 S 806 O S IEE M E YL ZESE, RASHAOEERER
TS EhfikiEsh ke (Pulmonary Arterial Hypertension, PAH) J& T8 — KEMish k& &,
T — FPAR T 2 WL PRI, 22 Tl it 92 1 B 6 AT 3530 ki A Ik A s 280 i v e, 25 189 I B0k
RAFETIR, BRI PAH FSy7 7 Rl R g, W F/KFEIABEKFEIAS T EE R, (H
TEAER, Wshikm ERZE IR R W, i — AN E PR 0 8, FEAREM. i,
Il AR AIE 52 )5 2 4 BRI 50 05 T A WHEA R

FHE BN TV AL RIER S, RGHLESE T YR T PAH KA R RE ML FIIE R
9T AW

SR 1.0 FHEMESBAE SRR A B T L 4% R 2= 10 PAH R IE F ARG, {2
T B ik M 3 ik v DGR IEIER N

2. O E- BB RIS R AT DR, AT O IR AR AR R (1) R R 3R

3. HET MG ) AG REE A PR (0 RS DAl s, A B T PPl i M AR B, i e MR
YBIT T E AR TAR.

4. Z B BEALRT R ARS8 1 T R 3 it 30 Jok vy S ) 245 06397 A2

GEW EA O IhREFERS FINLHE] L Wi S TR B AN s 1R R B B 4> T IER . R SR E . BT
BUVRIT IEMRREZ AN AT, ARV E Rk . PLa2 I EARME A TH
PAH Jf & H B A A5 BLShRE S RS T B . AWbs &Y. B A B 2R3 R 4 2425 O JE O
BRI AL, R TG P Tl 2h ik s 4% 40 2E (S R RS AR TR B, (RIS MEE 22 R B . KRR E K
[ brACFBEAT & O A DA, @ RREIC RS, LA, EWbREY . SHEARE AR
HE RV YIREAE, % PAH BT R R R S A BB E L.

PO-064

UM MEE: 2T sPESI But R AR EEA
K HE VPAit R Re ) o A58 Bh TR

PR, EWE
REERA BB

BB IRERE I HIEE (SPESDH 544080 %5 (RDW) X} S kIR & fa il i 28 38
1 VPl S A BT AR GV S TN ANAEL, e — 35 B E S FE G Stk A v S i 44 28 J8 38 TS PRAG RL e
DURRR AR5 5 S0 1 AT Bk 1) M 3l 77 4 Ae e i, TS0 YT 77 A0 3 SR mE S AL

FrE WA 2019 4 1 H—2021 4 1 A Hila] T R R RS2 0 R B P 5 fe B RHE B 4 & A\ HE
PrUER S e m e £ 91 B, KIEHIIZIE 1 FN R B RAEXSFH M NG AR 18 4.
XTREZH 73 ], ECARRPRAIANIG IR SRR 225, ZIRE Logistic [B1H 73 4R 2R g S N7 52 i AR
em a2 B E KN HUE A R IMCIGRIE r. 2H ROC HiZkiT5 RDW Tl 2tk & fafitide:
EBHEMEA R REEWE, KiELE 3B NS 8 RDW &K F4H (RDW213.85%) 30
A RDW /K41 (RDW<13.85%) 61 %, L lIfR &Rz 4075 b L sPESI 4041
B S e e 2E R i RDW 4L1R) 22 5% K A T) RDW /K2 ) bl s fa it i 2E R 35 Y sPESI
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HiaZ5F. isH Kaplan-Meier o Mrikfis A7 Lk, 43 7°%H Log-rank #&36 tb# A H sPESI 41
K RDW A 261124 5. ROC HiZk P4 sSPESI. RDW B K £ S FH of 2tk 3 v £ itk 22 s
TG VAL AL R M 22 5%

R 1VUEA RAEBERE RSN B EMR . 1BYE0EE. 1BYENR . sPESI Y421 HIELHIFE
=, RDW. NLR. LDH. BUN. CRP /KFE x4 (P<0.05) . £[K& Logistic [AJ45Hr~
SPESI } RDW & 2t s falifie 26 38 1 S N Pl A R A2 Tl 5 7. 34K 35 sSPESI g &
FHNE Gl (sPESIZ1) AULEL (SPESI=0) , 458 /RmfGan RDW /KT & TR fa
(P<0.05) . Kaplan-Meier ‘Ef£ 2k Hr, mfadlEdE 1 FENERARFMHRERN 36.6%, 1K
fE2H N 6.0%, Log Rank fuit 2 A 45 E X (P<0.05) . [[#f, RDW &K G411 sPESI
P21 LR S T RDW KK P4 (P<0.05) o /K PAHEE 1N BERARFHMRERN
56.7%, {X/KF4HHN 1.6%, Log Rank fui sz m AA 4R L (P<0.05) . 4.ROC HiZks#r
7~: SPESI ] AUC A 0.739 (95%Cl: 0.617-0.861) , {7 E N 0.50, UK N 83.3%, 457
[N 64.4%; RDW [ AUC &y 0.884 (95%CI: 0.816-0.953) , #fEFE N 13.85%, UK N
94.4%, FrRJE N 82.2%. sPESI Bt& RDW ] AUC 4 0.905 (95%CI: 0.820-0.990) , HUm)¥
N 94.4%, FiFEthN 82.2%, HIEESE SPESI W1 AUC. BUBME JRs 714 .

258 1L.RDW K sPESI ¥ r] Aoy f2m & Fll otk i fa ke 28 S KA TS, 7 3 Be & I R 5
St EE e B A KTEA R BAE &M T aE /1. 2.RDW N—FiET sPESI A & 2 oot
UV v e I A 2 RR A A TS RS VP4l e 0 TR AR B TR, IR IR B 3REL, (AR I R R ¢
*o

PO-065

SRR R RERE R

FRE

AR TR DN IR R B

B 2t g (APE) &R 7 )2 s R 2 .
Jrk JEHL 2018 4 1 H~2022 4 1 A FIRBEERCHTS I 183 f Stk ilite 2 B N FE Xt 4, (el
PE AT A B E IR ZERE, MRIRER o ErrdE, i EH o NKEH 117 1, +Efad 66 4, L
B 2 — I PR BT BRI S5 = 8 kR, K Logistic [BIVA53#T k47 Sk fiide: 28 B Gl E 2 R &
i, KA ZAE LEMZ 58T BNP. JUESEA 1. caprini W0 & =& BEA X SbEite 2 B 5 G
W73 2 VP A A AE
R mRy . KIWENKR. PRGNS, FARIEBT . FERE. O3, O F S e iiee 28 B 3
mfER E B EM I FEfad B /MR AEREUKTFEEJRTREY, FEfEd BNP.
TR, caprini YR BEE TKGAL (P<<0.05) ; Logistic [HA40Hr &8 BNP. JUSEA I,
caprini P£4r 2 SbE ke 2 B |k o E oL E R N R R ZRE LIEMLZL (ROC) o
BNP. WUESEEE | caprini P70 &k =BG VAL SEN S 2 B E fa S ZEmE, eIt~
1 (AUC) 434 0.751. 0.533. 0.698. 0.855, —HEEAHITEEMMEN &5 T BNP. AL EA
I caprini PF7r . —48 45
g0 mi . KIWIEMNR. TSR, FREBT . BRI, OHEE. WO 5 S %S5 E
EIER Y B B A CE, BNP. WUSEE A | caprini P28 7KF & S e ik 28 5 G 16 2 2 AT fG
KR 25, BNP. WUSE A I caprini tF43 /KX @b Eiae 28 fa 16 4 )2 5o — e I PR AN 5 .
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PO-066

U o il 31 Pk et s A R )40 1 1

L Xy T G 2
1. BB R
2. PR KA A

B 1. FR )W 6 A 2 R it sl Bk v i R R (PAMRIAE s 24 ik H b2 A

3. /NEBRIR R HAREE, JEATIGAUE, SRR AT 6 7 0 i 30 ik e e R R R ) T AL

Frik 1. KA BRI B Bk AR

(1) 1%%F [ S HE 5, 50mg-kg L, BARVEST, )R S B,

(2) B# ke SHRA2 N 500 EAT N 26um B 2GR, 71E 1mglkg?.,

2. PIFREEAY, TERCBLE R AT a0, BRI AL, A 1 AXTIEA, 4 2 IEd,
H/NE 10 R TR R Wk &, &% 24 /N, HOE IEH R SE 48 /N, JLHEAT 4 %S i
BB, AR, A 1 XA, H 2 AWTEH. 12 REHEIRA: MbsA, fldHL, O
WEHZE, — P e . —BEAF . WSS EOE R/ Ilish ks Ext b, i Sk 1
P&, Caspase-1. IL-1 fEIMIEHIIRE, MIEMALHRI&E,

3 RN BRI AT LR 7, 07 328 T 63 05 - v () A e R R

4. SF/NEREET B AREERTER, PR R U N BREEAT M3l Ik v e A A R W T, B ORI AR
AL A OIFEHS, —RMASEEY A —RGAA. FRE 12 RIGEBRA: fmbsA. gl
g1, ONEHASE . P MALEE T R — R AF . WSO E RN sh kR T, I
K9k 1 &8, Caspase-1. IL-1 FEMIE IR, KAEMMMELS S E.

2R 1. WEd/NRONEE AN, ahficE e, mE%KE I &2, Caspase-1. IL-
1 EIE R IR AT, AR AT 20 2rb & B s ont HEZEAER

2. BEFEYIERE W& 4/ RO VIR E 555 B2 72 S 00 B 46/, Ihsh ik B . M R5kR 1 & &,
Caspase-1. IL-1 7RG IHREE, KAEMHL &= S IRAMIL, SEADERER T Z 5
AN,

g5 1. ()T B B mT DAYBkz P /) BRI B0 ik v i AR (1) 9 3 e o

2+ 1% H bR EE RITE W i sl ik s e R R R R R B T HNRIVER . (HA R ME— A SRR R .

PO-067

Fiivke 2 & FF AR L B2 ¥

JEEE. BRI
HH R RS A R e

H 8 TR ke 25 Mt s Gu it (s W 5 1697

T EE R, 24 %, NS 4 K0T 2022 4F 1 A 29 HAFERE 22k, eI 5 RAKE %
HWL, AT, BRH, BREEIEZYA (AEATE WG, Rk Apfk: T
36.7°C, P: 86 {k/%, R: 22 X/4y, BP: 128/70mmHg. XU SZRH, &E & TR, 1
W BRI, O RIS, R [ SO M OB BE R, DU ) WLk B %, R ERAE (-
) o HMIEREEEM CT AR A TR TRkt R8RS, bl e 7 DANRSL PG ot i 2
11 4.59 Q8h FUEYLIAYT KBRS ADIEVRTT 5 B BRI AR W B lr e, R 2Bk, 5%
FMRAGE: M0 pH: 7.42, PO2:156mmHg, PC02:39.9mmHg, Ca2+: 0.94mmol/L;
M M: WBC: 6.7x10"9, RBC:4.61x10M2 M & H: 142g/L, M/MRiTH: 242x10M9; Pk
P& A= 2% 18 B A BE USRI SR IR R Wi, R RN AT, ANFRBRITAR ZERT RE, 3% 58 FAH A
A VS A+ AR E . hs-cTnl<0.02ng/mL, NT-proBNP: 111pg/mL; il A4
KIH: “4EAR: 6.84g/L, MIKLAL4EEN ) MM~ 4: 15.6mg/lL, D-—%{k: 1.6mg/L;
OEER: %k EKRNER, EF: 69%, — =42 ERG: M CTA: Zltizhik3:T. ZHz)
Bk by RS ABEIEKA . R SOR EE S SR AR, B RIS kR g, U b R AR
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TEMIREFILREE. 1. MegE (RGEA) 2. MEsERge 3. JEsfim o, &) , &
FERGERER ICU, T LA AT ZAN 6000U Q12h 1THiAHAYY, PURUY B XA T, 1) B
A IRIE, 5 B IR T AT, I RS Ja e N P R iRy, IR R A RIR IS PR,
[ ) 44k 4582 1 DADR 7 PO AR ST IER S

GER BELPUEE. DU R ESHEVR T R R R I AR, IR H B

g iRz, BOARZFRR TSR, NYaskiiE amliige, w454,
BB R AR G, (EURIATRE 2 o B M 3 F, fEPURISEIT G RE
BIEF B ARUF Y, MARKEIT R IR T 38 I3 e, B/ BATT A B b 2 IR AR 3 it 9
FIiL W, R T MR TT .

PO-068

fiish ik & 4 1 5

TEoCu by NiRg g2, Dy 2, VRIRERS 2, #DUR 2
1wl AR EEBE
2. TR A4 BRI A Je S 18 K s e

B 9 il OGS Bl sl bk e s 5 JF il % 1 /e 2 R i in 2 46

J7i ARSIl TR 2 I AR e R BE B e 1 1 RS A MM sl ik v s B8 2 AR 7 0 ) 5 JF it S5 4%
1017 =58 N EP R R E WS SRR U RN /Ae S

SR ZPIUEF IES R RS BEGERRE, SeRO0. AOERSE . KRR EER S
RAEBBK s, T s EE -+ PG 3t S+ F] R A S5 B AR 3 ik e e ¥R 7 R e IR e, e b A
BRI G, G+ R+ 2% T B BUAE AT R B R RO, A AR TR AE
NG G

G5 Bk e 5 Il Sl A% 8 i 7 I A b B o] RSO R R A AR A, AT T
B AR IR PR A vy e 2P 0 29 P, AT 3 80 sy P RE DR 2

PO-069

— B fiie 2 B E WIS A K R HIZTE B %

TKANCLL R Rk SRR
DR AN S

B sk AR 2 — MO AR, Hm AR TC R 1, S A SRR L, H el
AR FEEE ], RIMHRE . ReRER, HEBEADS T zaoma ey 7%, Z0%
5 S vt i 0 ik AR RO AA R o

Jiik WAVERA A —BIRIE it ke AR 28, ZHUBHGIT RORAVE, JEAT izl ke ZEmER . sk
PEANAR”, AR5 B Z NSk N IR (TR DACAIRD .« RS0 iish ik AR EE4T 11k
I TBUT S ABFERATTERIRYT . ARSI K AR (2 . IR T 7R T SCIRE S SR .

R CT. MRI. PET/CT. (Lo SR8 2 R PG il sh bk PR (2 W B — e 3= 1R, (H
AW T BB SRR, AT RIRBUS B S 30VE . I8 A B, B
W, ZTTEA R — DR . H BT BIHRE R T JEA TR AT YT BLENRYT, IR
ST TR AT G —britE, A6 YT 7 S0 Bl s ik AR s AR A RS AN E

S50 T L 2 IRR W T AL HE I K AR 1) 012 W7 b RORTE iR T 7 SRS, RN LR
I I PR AR o, Al R A 12 W A A 2 ) S8 v 75 1 T 5 T sl Bk AL B AT 255
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PO-070
M A B 22 S AR S B O T S 6 T T 3 ik i i 78 R AT
ZEM —RLEFMA Meta 1

T £
g T AR R B

B 1EN— R AL N R 2R 505 (ERAY , H AU 6 T VPl i A 38 88 e 37 AF 54
N EEHRIT Rk EE (PAHD B RER . AT T —T RSN A Meta 2347, B1E
PG At ERAs #6315 H S HIGTT PAH B 104G R 22 4 1k

J¥E iEidHE PubMed. Embase fil Cochrane Library Z5%(#5 )%, Ll“bosentan or ambrisentan’.
“macitentan”1“pulmonary arterial hypertension” Jy 87 %F 2022 4 1 A G T H CEREH TR, $2
B R X ERMEE . KREFMS . HAEREF—RELE. R, PHETRERE 6 2 PiT iR
(6MWD) . WHO 0 IhfE4r 2k (WHO-FC) « N-ZK 3 s BU AN AL AT /&K (NT-proBNP) . IR 5]
J1% . B GRAE fE R SRR ARk . 8 Review Manager (RevMan 5.4 fiiA) #E47%dE 2>
¥, PLP<<0.05 NH G5 .

GERL IO, RIRAHTIRIN O RFSE, ¥ A 408 5] PAH . RATKI, 1EpAHEg 22 440
AN E EEVRYT 5, 6MWD BRETA R38N 20.7dm (95% Cl: 10.35-31.07, P<<0.00001,
12=0) . ##: 6 MHIE, ZRIWIHRUAEAFE (TAPSE) BEE 2ecm HAWA MBI IE 5 5 1t
(95% Cl: 0.38-3.76, P=0.02) . H/¥ logistic [F]JH 5 #7&7~ WHO-FC 5 0.498 [ & 3% (95%
Cl: 0.257- 0.962, P=0.038) . #Rifi, ¥ EIH B2 ARG 3o B B B30 17E 7 75 500 PAH 3%
NT-proBNP. ~F¥JtighfkE 4G EFO IR SETa bR T B . dhah, ofr R IX Fhig
iR ITE PAH B35 th 2 m] DAY 52 1)

5 Uk AR $H Bl e N AR S 3 B BB I I YR T T 3 2B PAH B3 1 6MWD AT WHO (0 I fig
a9, RIS, AT R — B At . (HIX PR T X NT-proBNP. [Lif3) 7725 7 0 8h
BT A ik — RS .

PO-071
7 Ll P PP 7 8 R 2 X Bl ik A2k A 3t ok v s K B A - T
M ) SEIRT 5T

IR M R, IKER. TS, BAR. BAFRE
T AR LR AR B AL U B R B

B O3 EEE T IR ZEX B T A (MCT) FSmshikEmishikmE (PAH) KA
Dy EE R T REIIFEM o

JriE 30 RfEM: SD OKRRBENL D N IEH A HRA . PAH A4, PEARRZEA, M4 10 R, FE-F2%E
KB T LAER IR VG A0 1< 28 30mg/kg IEREIE ST, 1EH X HRALAT PAH AEAYZH 43 7 F LLEEAR AR 7], B
HAZ—Ik, F9: 3 FEd T s - Mg an. grosiBls8: A5EEE
(RVWT) . A=REKENE (RVD)  EZEMmMOMKEE (ED . =RWIHAWLEAFE (TAPSE)
FEMARBLDE (RVFAC) « =R HAGEMEEE  (s&#39; ) £ EBARY\ ) pAF
(RVAVSL) KA ZEW Y m B4 (RVFWSL) . H4URM2s5. M/ sh ke 5 g
(WT%) . A0 ERS (RV cell-D) « RIFLF4ERFA D% (CVF%) JoA = i E1E%
(RVD &

g8 (D HIEHEATRAMLL, PAH 4 WT%. RV cell-D. CVF & RVI#i1 (3 P <0.01) ; £
BAR. AFEIE (3 P <0.05) , AEHARMAZF (P <0.01) . @ 5 PAH ALk, vHil%E
HARR WT%. RV cell-D. CVF & RVI J#fik (3 P <0.01) , HA=ETLHERKILE. A=)
AR (¥ P <0.05) 5 FRSERIEFSBALG I EER (B P>0.05) . @ MMM A
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FEEMBH CVF. RV cell-D ¥J5 WT%E IEAZ% (r=0.9072 & 0.8007, #J P <0.01) ; TAPSE.
RVFWSL 5 CVF. RV cell-D [Al&A RifFMHxM (35 P <0.01) .

g0 TUIRZETTN PAH KA ZWEM, ThaeR LURE, FORFEI-REN PAH KA EL5H.
e LA R 1E -

PO-072

& FIHRFERSA R IR T S MR I ROR &t
BRMLIHEE . RAEME SRR HIR

LZIILEA
SERHTIER N RER R

BH S ZE 2GR fE 2 FEmEN—F, I B RAR &SGR MEIRR, P&k R s HiriE
J7 7 SRR TR R SRR PN B2 3767, o0 0T B35 5 i Th g LA K 98RE A
ERio-ATR

J7k 2020 4F 1 H-2021 4 12 A AR TR BRI M B, 7EIXABY BB Uscia 1 98 il 2t fit
Fe R B AR TEN G, g IR B R A BN A AT P 0 2, X IEZH 49 1) 8 5 2K o0
TEFRSEIERBEERTT, LRHEEEZRS TERRBRAGRRDINGTT, oA
R ST B RN TR . SRR T K LB S KOS SR AR s SR B R AL TR, BAR R
MR AEFAR T4, P<0.05.

g8 K0 T EFREECA PRI PG YT 77 A8 0% 58 N = 200 o B Bk D e, (R kI RO
RIS, (R BRAR 2 S B I R R, T BB 38 0 ™ B () R R0, (e ol A 3 1 B S P 4 7t
AR B IBET K

PO-073

B A B2 40 RS 2 B T 10 B BRE IR M ke A 2 1
Fiivsh ik s B e A Ok e IR I LA

AN 12, g 12
1. BB RS I R I SO EE
2. AL 91

B T sh ik N 4R E iR ST 1a (HIF-1a) S8R P 5 9S8 R E F & HIF-1a
eV A #e ZEVE IS Ik = s (CTEPH) RAE K @ B9/E LA .

Tk IR T i

WM El: CTEPH Flizhikdl4UkEAS, 1IEw XTIk IREA; CTEPH flishiik i R 4ifie; 1E
i 0] R ZH i 3 Pk P Rz 44

DI WARI

Dt sh Bk 4RI : CTEPH fili sk H B il sl ik i oy BRI B AR LR A, 1E 5 HE AL EX E e i
VIR Az v i 20 Rk 4 21

) Ak, EMEIAE CTEPH ffish bk 4H 23R AR IE & X B AU S Bk 4L 23 b 174E. HIF-1a ik, [
I AFFESR AN AT M (ERKD , EZRIAE T 2 (elF2) , C/EBP [AE&EE (CHOP) [
Ko

)EHENZL (western blot) : $2HL CTEPH filigh ik 41l £UR IE # 5 @i sh ik VR A, 4 BilG %
CTEPH & Mizh ik 28 B A AL ik 2R, HIF-1a, ERK, P-ERK (BERRALAHALA
WA E A , elF2 F1 CHOP [&Rik=.

MMAEEFE: FMSIIKALINGE, £597 CTEPH B35 Rt B &85 (1 N B2 41
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SR LS RE s G 2 VAT I /IR - P9 Bz SRS B IR 7+ (CD31) A PE AR R 7 (WWR)
a FHENNBIEEA (a-SMA) , #EEE (Vimentin) 4K A,

6)5 [ F1 RNA $2HL: #EHL CTEPH RN IE 5% I it sh ik Py iz e 25 (1 A1 RNA, 437 western
MEABE AN (PCR) 77 XA CTEPH F1IEH xf 4148 fg b HIF-1a, ERK, p-
ERK,elF2,CHOP [k & .

TVRELEEE: 230K CTEPH S Iz ik P S 40 B A ik 0 BRI 20 ik 9 B2 4 B g A7 IR S Ak 3, 42
HUZ0 2R I AT mRNA, #8301 HIF-1a, ERK, p-ERK,elF2,CHOP [fj3Rik & .

)AL gy: 1 CTEPH ZLANIE XS Rt sl ik P9 5 40 ff o % L BRI HIF-1 3R/ miRNA, T3t
HIF-1a Ik, 25 KA S N western A1 PCR ¥l ERK, P-ERK, elF2, CHOP
2RIk =AM .

238 HIF1a £ CTEPH S & WAL A b RiEF 5, HH HF-1 @LEm p-
ERK/elF2/CHOP 8 i 521 4 i W B, #EmifE CTEPH [k Ak e it EEAEH -

S50 HIF-1a 381 P 5 W S0 CTEPH & 28 % Fe b g B8 B E

PO-074
B9 % R GAC TP 37 By b BOME 83 7 B I A e 2E
RE R I RSt R 5T
. R

IR R = PR b

B 0T S S 0 G R Sk S5 B 6 e D EORE RS R K AR AR FERE (VTED A AU B I i
HCE I

JrEE B EREE 2019 4E 1 HE 2021 4 1 HEAEMYE (ICU) H3 89 ], ¥ 2019 4£ 1
HZ 2019 4F 12 H ICU & 53 # 45 Fo8H 4, 2020 4F 1 H & 2021 4F 1 HREUE 3 9%
A% ICU B 44 BT . FPLLRA Caprini M X SRR EA ICU B3 3T VTE K&
P NG e, &ifE, FEILRC ICU B FRoRULEC A BB, RfE B E F IS SE AT
TR S [E8 < (10 [ERR 2 L i i ) /B2 1T =T e < o s [ < =i 1 O i i D S /B
B KM Z 58 s il G e e FiE 1 . ThUs 3 FIREIK b, WEitid
AR EERSHIN GANABRENEENT. BELERFE. H%E L O THREE) 8 VTE.
NI R AR

gR] T ICU BEMEE 12 ] (27.3%)  HfE 23 %1 (52.3%) , =fE 9 (20.4%) . i
3 A Jam B B A s T 1 S AT, B 1 FJE & T T T (P<0.05)
TPHTH 1 K 3 FJaRE KI5 M4l (t=4.662. 6.074, P<0.001) ; T-Hi4dl VIE &
HF 6.8% (3/44) LT H M4 28.9% (13/45) (1=7.349, P=0.007) ; T4 T m & 4 %
31.8% (14/44) LT H 4 53.3% (24/45) (t=4.209, P=0.040) . Tl k4 VTE 3 i 2
BlEfa. 1, HhZrhoUEEstEE 2 6. % 161, NERCUT 161, ¥Eheam 1460,
KA B2 16, YONRERRK AR AR 2E . WA 13 § VTE B AniEZE 5 . Skl
6. iz 1. He 16, NERCURED 4 Bl MIEReED 5. R &L 2R 4 B,
Horp ke gE 4 ). PRE KRR ZE 9 .

£ ICU BE P IRE KIS 28 R AE S m TIie%E, HZ N VIE Efa. K Caprini HiAs KUK
PEAG 52 L 2 G T 4 38 T A R A BURE R T I ER KA PRI VTE AR XU, RIS PR
i Az, (E1S ICU S8R RHE S, DABRAR ICU B3 3vk. 3R . [RI bk fo ik BT Tl
BB AN
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PO-075
Guidezilla FEK B SREY K FEERIT
KB RK K msh ke A 1 61
R—M. E&E. FEERE, g, WA, BIRE. B
MR H AR

KBRSl Bl K w] 3 S fiah Bk Bk 4=, JOREVE B AZG DAl 9 3 i 3 30 DA o JE 4% 1
WNE . BREEFEIRRIE ARSI 8 A R I 28 B i Zh Bk A NIRTTHOR, Hafe i 22— 48T M ZE R A2 1Y)
TFil. ASCHRIE T —FIFH Guidezilla SE K 58 FIBREE 5K S8R IT KBk K Fr BUIR ) Ik 4 1 18
&, AEAMIE S NBTTIRICE 2 20

PO-076

— I T PG B He B BR — il 5 R MIHIFIE RSk R E
EITHRIIT R ZEMEN I Meta 44T

ESCNE Y
it T AR R B

B FisiikmE (PH) 2—FE K. SRR, JET- R W m. B EalE 5 R Hmdk 5]
(PDE-51) #&—F 20 II6 7 Sl , SRR 785 5 i hoi 1B 0T A B il . A Scil it 4y
HTFI B PE UL e PDE-5i 71 J5 s A itish ik s 238 16 6 8D ATIlEE 2 (6MWD) I3l /1%
SR WHO LINRESN S (WHO-FC) Ay, LR 25910 2 BEAN KON, AT PF-Aik SR FH ) B2
W B ¥ PDE-5i {7 ROF1 22 41 .

J7i iEid R PubMed. Embase. EBSCO #1 Web of science F1 A C.& & 1 515 R 794 5,
[ 7E Open Grey KA H A AR RS UOCHR . KO SCHREE 225 &5, KA Endnote J/F LB E A .
el 52 0 H JE MR RS SEES . HLBIRF L. 2Rk B4, 5 BA S EE & X AP B 1 ek, HE
BREhPsEae . 5. REGVEINE . A SO HEREA RN WA K. X T BT
NRCT K NOS &EFRiHATCHRVESr, 27 2 WA SR 8wy X T RCT KA RoS2 & X1
Wr3CiRke KA STATA 12 ST S A EE, 45 5% ] 52 RO AR R 3047 P

g DI 10 DI RRIET CBFE 1 DEEYLN IEES, 1 DEERENLO IR ES, 8 IR\t
O, ANEE 376 N. Meta M4 R E R, SR TEIUG 7S 28T RGN T 34.61 K;
PRI K R PR T 3.58 mmHg; i & BH 71 B#(K T 126.06 dyn-s/em”5;.0EFESL (CD Ftim
0.36L/min/m2. [F I K H] Logistic [al 473 #r &I WHO L Ijfe 7 2 (WHO-FC) W & B3
[OR=0.1124879, 95%CI & (0.0786171, 0.1609513) ], HAJ7RFEAFAIA K N TE W B 481t 24
ZE5t

258 R AR B E 4 PDE-5i yay7 PH, WBHE.NGE B HWIEshAe /1. Miish /124 WHO 0 If
REr 0%, H5EBM PRGN S, FIBEPGIIE % PDE-5 jAI7 tish ke s R
SN
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PO-077

I /R S FR AR5 30 fik e ™ B B AR SR

XU T, BRI 2. KT 2 FEERS 2395, AU 2345, i 2345
1 MERR IR S
2. I HERK IR S — BB
3. IS A S
4. [ R OP AR R T
5. 1 IR i BT 9

B Wishfkm AR, SEIRET, &40 SERENEWIHzEhKF5E=25mmHg, Hk
WML Ko B A A WA . IR VL SRR LA I T A o L /N DA S PR R 24 o
i 7% R ENMRIER, S 55N, WSS R ffass. M MRS G Al R B I & U
iR KRBT RER TSR T2 5 MK G R0 R AR A SR T 2 ks
M/NRECH « RANRARAY, R S0 AL 30 5K e I 155 VP A 77 T AN

T AN T T IMERNR S B S — BB 198 filish ke kB35 5 114 5 {d BEXT R 35 (1 I R Bt
BE i 7B S RO RS I A M I N AR DCHR bR S S P A KR 7). B BUBAIRIK. A
O BRI Z AR KRR, XTESA AR/ R A Shapiro-wilk test 5 56H IEA M, # & IE&D A
MR IR ¢ K30 0T, S5 RSB br il ZRoR . B WA SAG, WERA Mann-Whitney
U test Kr 30007, SR AHAE (WUahifalfE) FoR. P < 0.05 MAZERA G 8 . X TiEs:
RIS B (R L0, A5G B0, TSRA Pearson #H3<230 41, 70K Spearman #ETHH
KorHr.

gE R il B bk i IS 2H it/ T B B 2K T IE 447K 7 [180.0*109/L(137.0*109/L -219.5*109/L) vs
237.5%109/L (211.5*109/L -268.5*109/L) , p<0.001] . Il /N ¥ ¥t H 5 “F ¥y Bl 3 bk & /1
( Spearman&#39;s rho=-0.209, p<0.01) . B R H R ik ( Spearman&#39;s rho=-0.154,
p<0.05) . £ 0JFJE 7] (Spearman&#39;s rho=-0.166, p<0.05) 2 FAHIK. FI M/ NMRAAR
5 B MRk (Spearman&#39;s rho=0.152, p<0.05) LEIEHI, S5 TFHMshHKE 1. A5k
NEREMKKR. D- KRS B BRI (Spearman&#39;s rho=0.220, p<0.01) . 4Lk
71 (Spearman&#39;s rho=0.228, p<0.01) HEIEMIE, SHishhkE LR EMAEKR. 4%
HIRSHEsIKE ST B RANRIK. A0 BENB TR ZEMK KR,

W BNk s B I AN A I AR B b, e e E AR A R ARG, TP LM R D-
RN I B ik e e B AR B RO E AR G

PO-078

SR i I i 3 ok R s R i PR L0 AT

a5, R4
LT 3 7N R B

B B 7 A1 EeAi il & It 20 ik s R A I R4 R

i A 2021 4F 1 A% 2021 4F 12 HITHORAM B B i 25 7S BR B 2 M i CT BRIk
SRR 68 BIfERT R, N RaiE At (42 B BRI sk s R4l (26 B , LR
WZH B IR R TR

g AN G I PH AUEE WK T RAC ST HE4 (P<0.05) . SBdifili& I PH 44 =R
B, AEATERE. EWENE. A0E ETNR. GOEEARES R T RASEY KEH
(P<0.05)  XAEYHKIESI PH AW ZH Mk E (Pa CO2) & T 4> g k4l
(t=9.021, P=0.004) , WHREFK pHE. ok (Pa02) &k C kRMEH (CRP) /K¥-#E5
VISt E L (P ¥>0.05) . Ml CT WA Bon, WA ERERRIAL0 278 Gt m X
(x2=17.163, P=0.000) .
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S50 SR AU R T RE 2 tH B B MRS 2 B Y PH, Sl & R sl ik s e AR, AR
LRI, PAE TR % W

PO-079

vl ik i I AR P ML/ MR KT B9 3246 R WL 9

MRt o XBUs 5. KT L EEREE 1234, A alif 1234, FPE 1234
LT HERRE AR 5 — B B
2. WPR S | o B S =
3. [ SRR M A T e
A, ] TR A REAIT 7 B
5. [T HIBERER MY s 55— B= B

B ffizhfikiE & (pulmonary hypertension, PH) 2 LA af ik [ 77 0 i L8 BE 7320 47 1 284 v s o
B RERIGIR A, SSBRBRNAOEREEI0T: . HAFME M K4, mEEH,
RNEFNMARTE o Fe 3T AR 70 32 BH i 2 /AR G L B, K20 50% 1 A% 40 i £ i 1L 45 &%
Ge oA NI, BRI, L /NERCEE i B ik e s v R AR A S AT H AT AN B R o SOAS STHULAE S
B ik e i 2B H I/ INAE P A8 A B FE LA

T ARWFFOREE T N RN R 24 8 25 — BB 231 Bilfilish ik e B B S 114 g BRI IR
BERE, 4B PR 2H M) R ISR K T8 A R SR o SR P BG4 2 TR RS P 7 2 A ) of 24 v 412 o
/IR AE L 7K T (CUSABIO, CSB-E04745h), i T4 414 85 K H shapiro wilk test #6363 1F
A, HRIESSMAMHEBEMSIFEAR t /85, 2&RAYHREERR. RS, WRH
Mann Whitney U test 73, 258 H A g (PUfialEE) £, P{A< 0.05 #iMNA S5
g it bk R A B A0 A I AR # H R KT IR 4H K (184.00%107N9  (148.00%1079-
220.00¥10"9) VS 237.50*10"9 (211.50*1079-268.50*10"9) , p<0.001) . Ay HAHHIM /MR AE Bl
R0 /R R B s, FRATRSIN T 33 s PN B ik e T AR, 20 1S if A A ZE P I B ik
mEEES 27 HEE ALK R R /MR AE Sz (thrombopoietin, TPO) /KF, & BURE & Ml 3
ik R BB TPO /Ky 219.72pg/mL (10.56pg/mL-438.42pg/mL) , 181k it ke Ad ZE 14 il 2 fik
R B E KF N 63.53pg/mL (48.57pg/mL-242.94pg/mL) , 1E# AIKFA 326.28pg/mL
(22.81pg/mL-425.85pg/mL) , =F Z[ETLGIH %R (P=0.539) . D-ZZRMAKKNTE 5/
WRIHFEA K, HATRIEEM D- R KF RN 1219.35+32.19ng/ml, B & & T IF ¥ 1H (68-
494ng/ml), IXHETRIRATEE /N AT BRAL TV FERG I ARAS

Shve izl ok e R AR AN A i b L MR B R D>, AT RE S /MO FE RS A OK

PO-080
The role of LDHA governed glycolysis in interstitial
macrophage in the pathogenesis of Pulmonary
Hypertension

Na Wang. Jing Hua. Xiangyu Chen . Chuancui Wang. Yingqun Ji
Shanghai East Hospital

Objective Pulmonary interstitial macrophages (IM) induced inflammation plays a critical role in
the process of pulmonary vascular remodeling in pulmonary hypertension (PH). Switching from
oxidative phosphorylation to aerobic glycolysis had been reported as a metabolic reprogramming
pathway accompanied with the inflammation activation of macrophage. However, the effect and
mechanism of IM metabolic reprogramming in PH remains unknown. We conducted investigation
about the relationship between lactate dehydrogenase A(LDHA) governed glycolysis and
inflammatory reaction of IM, and the effect on pulmonary vascular remodeling and PH
progression.
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Methods C57 Wild-type, LDHATfl/fl and LDHALysM-/- mice were exposed either under normoxia
condition (Ctrl) or constant hypoxia for 4 weeks plus weekly intraperitoneal Sugen 5416 injection
(Hy/Su) to conduct PH model. RVSP and RV function were measured via right heart
catheterization and echocardiogram as hemodynamic parameters. Pulmonary vascular
remodeling severity was analyzed by pathohistological stain including H&E,
Immunohistochemistry (IHC) and Immunofluorescent (IF) stain. Pulmonary IM were isolated by
flow cytometry and protein and RNA were extracted for further analysis. Mouse pulmonary
vascular endothelial cells (PVECs) and bone marrow derived macrophage (BMDM) were isolated
per instruction, and were cultured either under hypoxia condition or with CM stimulation for the
mechanism study in vitro.

Results IM infiltration increased with the severity of vascular remodeling, and elevated LDHA
expression within IM were noticed. Myeloid specific Ldha knockout prevented Hy/Su induced PH
and vascular remodeling. In vitro study, BMDM inflammation was stimulated by culture medium
of PVEC under hypoxia condition. Both increased pro-inflammatory cytokines and aerobic
glycolysis were observed, which were inhibited through myeloid specific depletion of Ldha.
Conclusion LDHA governed glycolysis is a requirement for inflammation activation of IM, and
was critical in the pathological process of pulmonary vascular remodeling. Myeloid depletion
of LDHA could ameliorate the progression of vascular remodeling by inhibiting IM inflammation
with metabolic pathway and might exert therapeutic effect on PH.

PO-081
fiite BB PURE D-—REEREARNERAE

R ET. KR RIRST. LAY
CEEWN U VR IR

B i B s g e, ariie € B ikt s D- RS E A SRR, U — P BhilE IR
RA TSI R

J7¥E WS 2015 4 1 A& 2021 4 3 A T85 B R E b 1L BB 2 ik 28 HBE U7 ) %2 /023
AMAL BRSTENEE, WESPIEHEREAGER. LR=Ms. W CT #4%. Hi7E B5Hx
okl it BEEPENRITE 1 FN D-SREES N AR REEO, NEPERITESE 3 M H .
F6MHAL BIOMNHUUKSE 12 MH D-RAERREWKE 1E% (R R BT 2 47 o

R AWFidt Nk 1002 Ak IS . PuBHAITIE, 8 1R 12 A D-RARK R 25508
33.83%, 16.17%, 13.67%, 11.46%, 10.84%, 9.70%, 7.45%, 5.83%, 7.57%, 7.32%,
6.82%F1 5.41%. JliteZEEEPEAITE 3 NH D- R R E T E R BT AR OO & R
25 1 R PR B 1 18 (46.72%0) « Lt 2 77 B AN L B (14.60%) it 1 H Wllud FR(10.22%). iE
WL HE(5.84%) S A I HoAh 3 30 D- AR T w5 (7.30%) . filiAe JE B E Hrktin s 6 N H D-—
SRAAATY S v ) SR R R LA AR U R A R AR A5 1) ) () SRR P i B (55.91%) - Bk 24 71 & A Bl ek =
(11.83%). & H/EYL(9.68%). Jii[FIANHH(6.45%) K D- B FHE(5.38%) . Milite 2 B H Bt Tr
%9 ANH D-ZERARAY R T R R T T AR & TR AR AR R R R (39.13%) « Btk 24711
BARE(14.49%). D- R FATE(13.04%) £ IF YL (11.59%) & J5 K A (11.59%) . fiiide: %€ i
EPUEHAIT 12 N H D-Z R 58 T 00 SR PR AT FL AR A B I A 4 1 1 1 2 98 (35.4296)
AL (22.92%) . PLEEZG 7 BAS L B B (14.58%) . D- — RARMEBH 1 (10.42%) M & 3 Hifl S 8
D- AT =1 (11995 (8.33%) -

g itk EETELLPENRITE, Vs BH D-ZRIEARIKE ER . EhEE 1 FEN S
B, FE D- RGNS W R R & B F AR R e 0B R . Pt 2R =4 2 Bl
. GIFEG. EPUk 3 M H A D-ZRERE SR E W T 1A H AT AR, mbukt 9 4
HULE D-Z 5 F FHE R W1 D-— AR A7 7E AR BH 14
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PO-082

—IRTF 1999-2021 FHEIR B+ B XS 5 ahkE E
e PR 6 T [B] B 1R 5

T £
g T AR R B

BE MizhfkmE (PH) 2 —FEILgm, HipmERam, TEEE. AR BT Rk E
FOR R & B KA 2 5 il 3l Wik e e RS 70 T 22 57, 4R 36 Rl i 3 Bk s o s R 3k 6 S ~F-
M 2

FEE AT T 1999 4E % 2021 4E7E“ClinicalTrials.gov” FyE 5 T i s ik e & il R iR 56, 3
R THRER, HhaEs5EE. TR, WG, Mishke K2R, S, o
Bt W RIE 2 55 N ORI FRFE

g NILTIE T 203 MNMEA KA RIIERIm S bk R, G 23,402 42 5%, Hi 67.8% K
. BT R, KA IRARIRIEE T RIEER (84.2%) , ATl (95.6%) , 5%
A AR 525 (59.6%) LA WHO 2— K38 PH ik (76.3%) 5. H 2007 4Lk,

ARG R B EEOY . [, 252Kk 2h ke 5 i ke v B R ) 80 H WA g m, (=
Pz T RIEE K . ANE R IEE FKIAT BG5S 75 KR E 2K R E R T ik AR R
M FEXTETFEARR . SR T BIRRA% 7 (P<0.001) . 4, S5KkEEFMLL,

RIETEF TEZS5IIRKIRK (35%) 65.6% vs 28.7%) MM KRG (Z5%H
93.8% vs 53.2%) . fE A A KIEEEZZHMIERREH, WHO 5 =K3E PH Bt 5%IER
#® (PPR=0.69) ZfH%, MERAGRKEFERSHMIERRKES, WHO B— K% PH W&tk
Z5%EH%E (PPR=1.28) N &. SREEZAFRMZ, KEPEZRK WHO 2—K3 PH
JLE R Z5 1 ik R RSP fisiss (P<0.001)

S8 OB E AT R MBIk s I R I8 U7 T R #5462 R, TR R A [ 57 it 30 ik v s i
RIS 5 BRI N, BAATEARF AR — 2 R, (HREH E R Z 0 ri
PRAREG AR o s[RI S R0 P AT B B S AL 40 B R ik [ R U

PO-083

BORE A R ARSI RK R T B KB Rk R — )

B IR-BIA S AR L TR A 12
1. WA HIX 5 = N IREE B
2. LgAZE R R A e I B < R e

B B 352 e e PR T KBl ik 8 P st ik s s (K129 7K1

Jiis R 1V E P () RBIKRFEIRIIRARI, SLIREME . AR FRHE. 16I7RIE. TUEH
VRS 5 T BEAT o 491 o S SRR >

SR ZWPEFE B FROARERE. R, AR 32 R R E SRR
AR

S50 KBk A T EUI B bk e e R LS AR R, PR RN 2Bl S o3 SIS 52 RAH SRR BT
IR IZEIRIZ R T RENE, X AR LR A A AN WY R BT R i 3 K v 1 75 25 R8I T E
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PO-084

DB MLEE |1 GRZ HF & T e bk fie A 2 Ak 2 1 5

PR VRN VACIRE NI (20§ S RN i) e
1.3 AR XN IR EE B
2. WL KA BR 2 e i AR 1 R e

BE FREE, HIAWHRERSS. ZK, M3 D-RE&FAm, FiieMieiE. DVT, LEki
e AR AR R R, RTEGEEEEREER, fFRlRFERES, BRBTERAE, FHE
PUBEMLEG NS08, gk o v @ U7 2 RS I B B2 W, DUET 5 826 7 AT RS, PRAK
DVT Alr s iz #fa 3

TFEE 1ZSCRIE T 1 IPTEE AR 11 520 A 5 s i ik AR 2 A 2 il i 2995 191

ZER 20 BB UREl. KA ERNEL, EARSUN BB K, SUN BRSO L@, O
W IR R B = R SO R B bk TR, G5 A3 D- RAK TR, St 2T b,
ZATHIBNK CTPA $on£ kiMite%E, TREKEOQZEHESGE CEED »~ N BN
MARF. £#FH DVT A tkMitegE, mMmshiEAtaE, 8N ICU P EIT 4 75 2 % i
WARIRIT IR G I, JRP BIPUBGEYT o SRR B RPUEEIES N1 v 535 PR, 5 FE Pkt i
NI SkZFEFRE. Hudt—2P4T NGS RFEAN R IAAERRRAR, #i2 NPrstiig 1 sh=5E. HE
Ja RN R IDHE . BT E VCAH B A &i697, BRI E . BSOS, HACSEDu B ML
B 035 1 SR PR, 20 NGS AN AIE S s A& M HTse i 11k Z 0

g8 bR R EREE, BEAHERERS S, 2K, MK D-—FiEAE, Lz, DVT,
T Bk e IR B &, FEHEAEERRNE, filREREE, HFRIGTERAE,
WA EPUBEEG N BhZ0E, WA R @ v AR A2, CMET 80 T AT,
FFAK DVT FrE i a3

PO-085

SRR AR B B B ThRE AL K SR B R b R A 1 L

ET . JuERE, kT, W, BRE
 H ARG BR Bt

B irett PE B, fRlRdEmfa B mfEh T ope ol A RH &, TS PE S
AP (acute kidney injury, AKD & A TB 0.

Frig EmEgIN T H R UFEERT 2015 EE 2019 SEIRNRE, Fi#d218 B ettt PE ARt B, WE
HNC2EVER, ERPOR. VIE GRIRE. R AEmiRiE. Go2E. el sEaa. HeeiH.
WM AE SRR, IR T 3 N HBEYE, WCERE VT HASET R AR . SO B TR AT e T IR &
BE U7 B A S M LEFE, T e S ThRE s &SR R E 0L, {4 MDRD A {5 & X
& Ihae UEHMED , FRH KDIGO fErbriE e AR 14 KN AKI KA CIf LBy s B At
1 1.5 £, SANEIEN 7 RN KA BX 48 /N I L A& 26.5umol/L) , T R AER KA AKI
BEWREFE . (R TRI 05 bhE R AR R A AKI BB AERIER . Hi & %R 90 K
AEE . IR AR 2 ST . ARSI T Rk 2% PE mrfa/AE & f i i UET AR 40 15 itk
TS, WS VIEHEAS S . K Spearman AHC /M FIZR1E B 40 MR R kw6 PE 3
A% B BA ] ML 7K P 5 sSPESI BF5r FLC LR A5 78 AR B A 5% 14

gERL L 269 4 HBEMAAN . HhEfa PEL7 A (6.3%) , JEmfa PE252 A (93.7%) . 1.
M WLEFAREAE DL SaAEE R fE B EER G 90 RIMALEF A Lih2anpE 1, &G PE BE41E
% 20 RIMALEF HBUEE, 76 40 EAWRE IR EEEEHEAAES 8 RIMAUET HIEHE, 76
30 REGMBERLIKF. 2. AKI KA FRE 14 RN 36 A (13.4%) KA AKI, mfaEsEd
AKIl KAEFN 35.2%, JEmfadEd 30 ARAE AKIL, KAEF N 11.9% (FeEfadd 11 A, HEfE
H 15 N, KEH 4 N> « REIRKAE AKL B HE PR RIERS NN 16.7%F 1.3%
(p=0.0002) , 90 KIHIEE 5N 2.8%F1 1.7% (p=0.6609) 1 Fe A Hiifn & A= 51 4 8.3%
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1 3.0% (p=0.1637) , 90 KiHMKRAEZFS AN 0%F 2.4% (p=0.4242) 4. HHFSHTER, dE
mfa PE B, AKL KA 5 ANBEl NT-proBNP /K P Al CK-MB /K F 2 1EM %K (5 NT-
proBNP r=0.413, p<0.0001, 5 CK-MB r=0.163, p=0.0148) , ARtk WLEFE 5 N BElf NT-
proBNP 7K*F-. CK-MB 7/K~F-. HA.LENE T sk NE . 8 A O ahllsE sl ki i 5 1EAH
% (5 NT-proBNP r=0.248, p=0.0002, 5 CK-MB r=0.138, p=0.0302, 5 F [k /M z
r=0.886, p=0.0188, 5filizhfikic4i & r=0.225, p=0.0257) , AFiit eGFR 5 A B¢l NT-
proBNP. CK-MB 7KF-Fififizh ik 46 & 2 i AH ¢ (5 NT-proBNP r=-0.397, p<0.0001,5 CK-
MB r=-0.149, p=0.0194, SJlizhfkis4E/E r=-0.248, p=0.0138) . £EPE[EIALERER, ABEH
JILEHE 5 N BEl CK-MB 226PE55 % (B0.28, 95%CI 0.03~0.52, p=0.0294) , A[ill eGFR 5
il 5 kWS 48 1| 2 2k 5% & (B=-0.33,95%Cl -0.64~-0.03, p=0.0334) (K 2) .

g0 S PE BE LRI ML S I — i e s, JESTE PE BN UL S, 2
TR LT M B TRt . e G PE B S IIREHERR S O R GG s AR A B K E S HE
PRAETEAR M . AR TR fa PE B FIRE R E AL E Thae ol DARRARAS R 100 KU K&
a3 2R,

PO-086

25 4 A1 U 5 S IR A SRR 8 2 I PR AR 70

FURH4R JEK . IS
TR R R T B

B TR R, Bk 2 44541435 (Connective tissue disease, CTD) i kA itk
Z&(Pulmonary thromboembolism, PTE) XK 2% THE. AW B1EH CTD &7f PTE B 1
ISR, I PTE XS B FRG 12 W PTE $2 fLim K48 34K -

Jrig AW ICE EEE AT 2018 4 1 H-2022 4E 1 B #AEIKGA T REERNR 2 S ERL K 87 BIFF
4 CTD Wi, %2 PTE Jf583 CT lizhfiki&ss (CTPA) BUBUH M RIGESMERE (VIQ) B14
AR, RS AL PTE 408 PTE AAIE PTE 4. LIPS E 2 (8] N D220, LA
P G WS IR ARER RARTE . S5 5 I S0 A A 45 R IR IR TR 22 5%, 0 #r
CTD &Jf PTE BEMIGKREFE. K2 RE TIEFFE A2 (receiver operating characteristic,
ROC k) it5 D- kXt CTD H & PTE Wi il FAE . MU AR 7 .

GEEL 1 KWL 87 B, PTE HILH 46 #ilH#E (52.9%) , Hrh#4: 37 41 (80.4%) ,
B 9Bl (19.6%) , “FHFR N 55.11+16.57 ¥, 60-69 M NFI L. T PTE 41t 41
wlEE (47.1%) , Hrbh&t 34 61 (82.9%) , B 7] (17.1%) , FIHER 53.02+17.7 %
P 2H BB TR AR A T T 2 R B4t %= L (P>0.05) &

2. CTD &3 kA PTE Hibl i s R IR AT (e O¢, ISR 5 4200 R CTD B#HE 5 K4
PTE (P=0.001) .

3. CTD &#F ® 1 ENE AL KAE PTE (P=0.02) , PTE A 15 # (32.6%) #=FE KA
PTE W#JiizWlr CTD.

4, WHBETEIRARRI (] PRI IR MRS BdiE. M. PR, M O, RRO Kk
fE (P2 Uik RUNBAXFRIMK . RS &) Jrsf b2 s kgt & X (P>0.05) .

5. CTD &3F PTE HHEEHESIEE. SO2 M/ Mg PTE 4 %¥{ (P=0.021, P=0.011,
P=0.035) ; D- ~®fk. C & A UL PrO w8 di R BH M F 85 (P=0.000, P=0.044,
P=0.011) (P<0.05) .

6.PTE & JF I DVT LRk R PR S 1ER B4 £ T8 PTE 41 (P<<0.001) . WZHTEIH
FRPEM . Bl g . PSRN . Ml sh ik DA AORIE S RS IRRE T E R LS E R L (P>
0.05) .

7.8t ROC #hZk i3 D- R T AR (AUC) A 0.761 (95%Cl: 0.66-0.86, P<
0.001) . X CTD #EHFKAE PTE HImAEZWIGFAEA 2397ng/ml BUR N 56.5%, F¢7ER
87.8%.
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29 1R LENN CTD B ¥ 5 3F % PTE, % CTD 52 W a7 & A TR PTE (f1k
A RS o

2.4 CTD B HBE AR N %, SO2 /KR, CRP AKFFH&E. A3F DVT. OoiAEPUIARH P
AR 2k R il e 5 1 7 4% PTE MR 4

3.CTD &7 PTE 3% 5 MBI MRS,  TRICHUEHG YT 5 75 7820 VRS H I Uy, il e AR
BITTR, FERIEYT R -

4.CTD HBH AL mEOIRAE, D- RS, ARFFRIY D-dimer>2397ng/ml Xt
CTD ## k4 PTE iz Wi B R &

5P KAMK PTE &, UHEFRMLrEEE, REISRIERR R E 5Pk R &g i
BEV5, LA CTD HIdwiZ .

PO-087
ATF6/HB/PDCD4 BB/ 5 MIF (R ftizh ik~ AL 40 a3 5E
T K it 1 228 R 5T

SETNEL. i
iRl o )

B E W4T #2405 §(Macrophage migration inhibitor, MIF) —F B £ fhE V)2 DhREFI £
MPEER A RE ¥, S5 TMBRIEE. 2. TRAGFE, HAEM3INKSE (pulmonary
hypertension, PH) &35 75 LR h T s, 5 PH MEFEE KORIEHLEI S DIA S, 11 MIF 5
T PASMCs 45 IE8 LUK IH /8 =5 38 (1 ELARH L M AN 2 . AHEFL B AR AR _E il i

ik KA EREFE SD EME K ERUEAL PASMCs, N qRT-PCR Il RNA 7K*F, Western
blotting &l & (H7KF, CCK-8 F1 EAU $# Nyl 4N i sssE, LR transwell PEASAHALIERS
SD MK RV ES B E A (MCT) #57 PH #8, R4 OSE RN E MRS %35,
HE 4eft. a-SMA Gy Ziibik. EVG et iT i =0 ERERE K s EIFRE, Kie7 Fuzdlibis
a6 PASMCs [958 .

g8 MIF IRE. WA fEst PASMCs 58, [FIF, MIF ] UEdE STAT3 R (i [a]
HE) , W ATF6 (50kd/90kd &) » BEJEflA 7 HIEEGE (Beclinl, LC3B Fhim. P62 T
F) , #t— 53 PDCD4 ¥ ik if ik 22t PASMCs 1858, i&#. #r i siRNA JTER
STAT3. ATF6 5l g dlFI S A B4 i, nTLAH] MIF 35 S0 B W I 8E . bEJE 1
PDCD4 [fF%f# L . PASMCs $85H. iLf%. tholh, SXTHEZIAHE, PH BIAUK BG4, MIF
1 STAT3 Wi tbiGtk, ATF6. HWE#i 7G5 . PDCD4 F[%. 4-IPP (MIF #0155
Melatonin (ATF6 FJFIHIFFD & CEERHIHFD Bnrdps MCT #5230 PH B8R PH 1)
KA, VAR A

g MIF 8 B0E STAT3/ATF6/HWR/PDCD4 HifE it PASMCs H4%E . LA M EE, $2R
ZRERAT RE A PH AT B — AN TE IR S 55

PO-088
MR EE 1 NanoSHP099 4% Ly6Clow B/ B W4 i 7 B
B4 DR HE AR A iR
EFHFE. MR
WL R 2 5= 2 e Bt i A it R 5= B

BH &kt 285 (VTE) , GF5EHE ke (DVT) Attt (PTE) , M™EEM AL
R . VYENKREMRTEROR, St BV A A LAk . VAR R b R B EAE . T e4E,
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B B ARYE i Ly6C Fis &> )y Ly6Chigh. Ly6Clow TR, R KIEIER . (R fhEH,
1M 5 % R AR 4T 4 B A S B TRk

SHP099, e LA Ptpnll ZwhtH G 2 R BEER A SHP2 H4F 3 7, vl i85 Mo e i
IRIE SR A N AR AR E 1, T H SHPO099 {3t ELMEZN AL M2 BUAR AL, 5 E W 41 il i 3Rk
MMPL12, BbAbh, 0255 5 A DR 7] &5 24 DL 3478 AR BIF S0 0088052 3 # D) 1

PUMIRE 259 SHPO99 & 75 ] LAUA TS Ly6C %/ e 40 i SV B 3% ok R #5 AR Y A s W 2
SHPO99 44k %k 24 i i 4 S B ILAS 96 )k (KD 8808 17 2 25 4 7097 38

g L ME/NR DVT B, A A N R DO B A AR TR AR, FCM K IF A I %
Ly6Chigh. Ly6Clow FEAZ/EMEAM VAR IE LU Mt miial, il Kie7 %mZdlih. HE
Yot Fi it Il 20 N R A AR kB0 E R 20 A i 2 23 P S 2= 4 i AR AL

2. ¥ Ly6Chigh. Ly6Clow H.12%/ 4 i SV 1E 47 4 s 4E 0 s e 5 e R T AR DG 2 1A it 2R
Jii. COIP. WB LLKf NR4AL J& 3N G 3R Mgk A 2 R ks, il SHP2 5 Ly6Clow H.
Wl B W4 24k S B S IR CIEBPB. NRA4AL 22 [a {115 5 5 S0 LI o

3. M SHP099 #Ziflgliifh, iz FTEARIEHIEL . FCM. IF 0 NanoSHPO99 i If #447 k- (1) ¥
) 1 B 6f AR N Ly6C A/ B VEAH B AR T 68 /1 SRR IR GL . WOk M fibt 24t & HE %
Btk SHP099. NanoSHP099 Il kA ff . MLm= . B /ER .

SRR 1. A% A 1 R A 5 B R I A PR JER O AR ) BELAS I A T AR E /)N 5

2. Ly6Clow Huiz/EWMRAMINV LR Ly6Chigh VA7 Sk B IR 40 M A5 5 42 )8 B MMP2.,
MMP9, 7 BhT ite o B 5 % i s

3. 7€ DVT #ifilrh, SHPO99 e & 45 i Itk Afe i3k LA VA

4. SHP099 AbFEHE fin/INF DVT #5284 i 2H 23y Ly6Clow BA% /[ 5 40T B IV 7 P32 1 LE 435

5. SHP099 1] Ly6Clow HUiz/ Mg 4 i M B - 4h B i S (K7 C/EBPR, IE M1 NRAAL %3
WEPE, MR HE Ly6Clow TF 4,

6. SHP2 %8 R kRt tk, MmNy Ly6Clow HtZ/E RN W R L6, SHP2 ik
A% B MEAT I EE % T IA) Ly6Clow WEREE 1L ;

7. YPKEZ R ik CREKA-DIl-Lipo@SHP099 (féif% NanoSHP099) , HA mI 51k N4 %
A, HSEIOG IR K A PR S A s 40 B 1 T B R R 45 24

8. 7 DVT £ifirf1, NanoSHPO099 i Ik N Ly6Clow FtZ%/E M4 i W fEs5 4k, itz SHP099
R R S I IS VS S iV 52 Dy e 5

9. TEfER IR AL, NanoSHPO099 i i#kftiZH 21 Ly6Clow Atz / W £ i SV 454k [F] s 89 in CD4+.
CDS8+ T 4R, %R SHPO9Q 4% 5 1 25 [T IR FN-470 afi e ) X EELAF FH o

Z58 CREKA-DIl-Lipo@SHP099 JIg Jiii 4 = 2 #E [ il 42 95 bkl S P A FH - TR P8 SR A/ EE W 4 i A 4%
3 I ARV AR S R K R ThRE s TEIRT & I AR S R BT R RO T A PR X E 7 230

PO-089

R Gt BB AR K Mk A SR AEAE R R R R E W AR R AR

Wrbi. SERNEE
REERA BB

BHE EikiifeiesE (VIE) fERBREE AT EFET R, o G IR Bk AR 2 BSR4 A4
FENE, IR AL R R ILF . VTE AHSCKE R R 7 D fral 75+, 285
SN K IR ThREE R (LOF) . (&R TR IIRE3k S (GOF) . 7 [E & 75 1% 40U HIF
FITEEER, WEEAN, (HHT VTE Bsife sttt RAFGRS SmEMREZE IR, X
FU B TE Z G0 5] e K LA A FERE A OIS DRI AR S 7 S N T 119 A 26 % G 5 LA T s PR A DG A2 o

FE FATRS I 7 2000 4EZ 2020 4F PubMed #1 Embase ik o LR R (3T VTE A
DR 5 SN R 14 R AR SR A BURIE 9T o FRATTR SCHRAR 8 5 o 400 1) DR 1S (R Th BB e 2 o e kIR 7 3
RIThEEFRAE 0 N BBy, E 54041 T SERPINC1, PROC, PROS1, THBD LLK F5,F2 HEH A
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SR SLIR ARG R, A ] R R AE DG SR R A R AR B 3L 10 RERABIIE L. o
SERPINC1 fEM I #5848 Ay rs2227589 (893C/T) , OR fH N 2.31 (95% CI 1.09-4.89) .
PROC 7EV I # S RAEN ¢.565C>T (p.Argl89Trp, R147W, rs146922325) , OR fE A 6.91
(95%CI1=3.42-13.98) . PS Tokushima (p.Lys196Glu, K196E or K155E) J& PROS1 HHf 5t fx
LA SRR, HiZRA H AN B AR NEEFR R, &AW N E RO E . wE LA I

4, ORH N 2.80 (95% CI 1.48-5.32) . 54b, {1 HERAH AL e A 14k 21 3E 22 55 5Tk -
TP E R KA e FV Leiden (c.1691G>A, p.R506Q)H F2 G20210A (rs1799963)7E k.
PNRER 53 i g Hp AR I 2, AR A P SO AE B AR B K IL T FV Leiden 5 VTE 1Y
M. MAELE VTE AR AT 5.8% () F2 G20210A 24 & 11 0.2%4E 4 1.

g5 FATRGERIE T AR J7 N AR AH 2 3 DR AR S5t 1R R A 2R i 2k DAL gt ot 0 s X1 1 22 (R T
PR VTE AT E WAL 22 G R 2 . oK 2 BUE Bt R 7 2L R D RESRAF LU A R L, BN
5 VTE §5MH%. (BAEXR SRS, AR B 545 R st FV Leiden Al F2 G20210A 5
VTE MIAERME . i — AN Re )5 RO AR S, AUAE TE AR AR 7 N2 8], i A
AET AR INE K2 8. Shah, S E 5 22060 i ke 1 AH 5 38 RS 5 = A2 % 1) SR At T
R —NRE . Fik, T IAS F E ST OB B R A S S VTE A 2R RIS
MHSESAEFR S X TR EX A — N2 RIEESK, I 00 75 ZEEA R R 3T .

PO-090
AURIDIEIEIT 95 & Fp K MLAR B 1 2B 1 Bl

Wi
P AR 7 I 2 e B o s I e

B FRDPEE—FEE Xa B, ek, AvFIHER, FEREdH, ®AREE
W, O PN AR A 9 AR DS BT AR B R T IR R K AR IR BB R A 2 — . AR
MM, El B e AR . SIE. BFIhReROR . BRA SRR, RIS, £ HF
FRYDPRIT 5 AN R FE R (U o 1T ek 2 75 R ik B TP IR IR T 2L, WJEHIF FLIESE . A SCHRIE 1
BRI P T b AR B, SRS K AR, [ AZ RS sh v i B I b stia 7 i /g, N
B PUAERTT PR AL R SE B A 00

FiE WEEIRIKR TR BE Lk, 95 %, WS TS S ETmaE I FREEFER, E 2 AT
2020-09-17 FU“EHEMH R WAENFE . 45 G REAR L, ABTiZW: LZEMER; 2.0 KM OER
WIS O EEh) ; 3R EME R ML 4. 86 58O IIEEA 4 6. EIER; 7.
B AE AT ; 8 HFEVIBRAEIRE: 9.4 M KBEE KMk (R )E); 10N LHiRT(ORE); 11003 3)
WK (AR E) ANBEfafE: BT ANEREN. AEEREHIEY, A&A 34.1g/L, NEFIE
O OUNEHERRZ 113.5ml/min) ¢ MR M08 E 101g/L: HEifl fuli: D %k 26.34mg/L. A
BeiEfli: Morse BRI XS PE/>245 73 #£59 FRAIL B3R 1Fr=3 fh,  IAe KUK Padua ¥4 4 73
AR % CHA2DS2-VASc #4557 43, HAS-BLED 43 3 43, HHiEHAITHRAE, [BINHEm iR
K, RTPUERIT. 09-20 B3 UG R A, RN FEBIIE I, 7 D —%/k 64.97mg/L, ¥
A A MR K AR, JTURFERG % 10mg qd HTbiRTT . MRS BE— F 3 oK H B
EHIM, W D AR RIEET TR, 11-04 KR IER, D K& E 7.55mg/L, MAIHkDIE
MR 34.34ng/ml, MU BRI K. 4R IPHE 10mg qd Hiktiair. 11-13 HE
LM G ke v e, AR ZFIE N 15mg qd VEIT. 11-24 SEIEINE, HOUMERERGES T

DINEEANE SRR, | B, D-—k 11.70mg/L, I8 FEHEHE 7 UM A2 & ke P 1
. TUTCRIRFIR MU BIE S, ks e il B 1R, #PiRpusys, 4kekRlfib ¥t 15mg qd
1BIT . 11-30 REUAMI/NGBAL A ER K AR TR, il CTA: M ESIIKSZ ARG, S 4850 B BE i i
ARk, 12-9 HFRYL, OFESEMIFE, THMEN, &M H%: APTT 88.8 #2, APTT57.2
¥, D =%k 2.75mg/L, F#E PT. APTT iEK S5{FHEFHRA K, e EHFIRPIE 156mg qd,
15 PSR, FNARYEAER KL, HEATUEMIRIEYT . 12-11 F AR VY 0k 2 1EF
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R SR EE AP FIREM A, R ENsER = dehr, B iEETieE PT. APTT.
TT S5 BT AL E R, FMRIPHEAE 1. X BN EREL R iE R TR, BEik,
BRI DR PR MR DR TS B O R YD 2 A A R TR R bR, TR EERREA
I PR B2 R — 2Dt 5T

g W B E A BRI W AORE 23R, R 5. IANTHRE T IEARIZ A e B ANk
BEPUBEHG T . SR B A AR IR RO AR 5 R R IDEFH B T M I g I [T
AT BEIE N H i XU o

PO-091

Pk R RIS RHGTT: BAMEF LA

Kl ek
Hh ] P 22 R B B AT R B

B i3k R 2 —Fh 2 W SRR = s, R T Hs W AR AR AN RN YT SR 2450
SEW . A CIRIE BAMNERL KL 21 F Kl sh Bk AR SN EHE T 45 .

J5E 2000 4F 8 H & 2021 4E 8 H, AHtadt 22 ) CFER 44.6+13.0 &, Tk 11 61D Miishhk
W R B AMRFFEARATT . 8 Bl (36.4%) ARAETRIZ NIMKe 2SItz bk P2 . BIIE > Hr 22
Bl 2 ik PR R IR Bk, FARG R K VIA G AL

B FARITXEIFLAIRYIFE 6 B, % 16 4 5 BT Mz bk R A Cpulmonary
endarterectomy, PEA) , Hr 2 filEE RN ATMZIAKE #. FARIET: 341, HARPHEELE,
{ENLRME, A SESET; REFBINFHBE. K5 14 2 EEEZHEGIT. 19 4 EEL %
BEVT, CFXIBEVI R 23.5¢17.6 H (1-54 A) . BEAREHAAGFE 36 A, K5 14, 24,
34, 4AFEBRBAELERNNN 70.1%, 56.1%,48.1%F1 32.1%. PEA A Jq B EFI 417 e T ehal
MR TIkR 3 (37.0 VS 14.6, p=0.046) ; AJ5Iohilizh k& T & vp AL A7 B & TR A7 i3 ik =
JEfE#E (48vs5 H,p=0.023) .

g Ish kR RS RIS Fe 2, S BTG R ZE . S AT R IR SO A R
i 21 Fik A R B A 7 R il Bl ik i - P R AARRE R A BB s R im WA T )

PO-092

— /5 i 3l Jik 3= T o R R A5 R IR AR

RER. HEE. HRW. EuE
HTSEYEE R HA X R BE R

B —hr 76 & BFELMERI. Ui XU BRI B, A Befa AT B s ik s, - sk
CTA fos Ak £ E R S0, W5 EMtEZE, 4 FIFtein T n Rz CTA SO N2
e, 55 A P o A 9 A S 3 Ak PR JRE S5 AR S5 HEAT 4001 o

TiiE SiaBFEIRARIL. LRERE. MRRHESE, RN ECERE 5 PET-CT Sl i %
bR At — L W .

SR BFIERIRITE E MBI CTA 3 A bk 3 S AR WAL, HREHAbER AT Re,  dnfili
M AR, BIEFIRLEE PET-CT M, HEE RGN EGT ARG S iae, 8
B e A DUIRAMRD I uktia Ty, — HJEdRBE R AR .

58 11205 e e 28 N ERNTERG YT 5 E Al CTA MR W R, #7558 S5
HAtpomi A4, I AR S R AR B A% B S A AR AT — P S RS I
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PO-093

LB EIEAE S ETA ik —f)

WRELL. ZF%H
Hh H AR B

B B H ARG BB = SR, TSRS O E R AL EBEGEREE (LVO)
TEMTENIK N ERIBLFA (PTE) H e

T g B AR BB — 04 5 S A IR TR, bl A R B 5 R SR X

R BE P, 51 %, FURPEREXMESEEEI 15 4, NE 5 RIABL. 2005-2012 F4551d
WM ZE . ANBLESE— OISR WMshilkEE, Aoy K, Wik s, =R E
S, A ZEWAThREAL, OSBRI, b FPEMEER: W Rzl RERIKAR L5
W o FEAM L R K LA T R AT RE o OO B S R RE A AL BE R B, BT IR i AR DL B f
¥e. CT Mishlikisefer: & CTEPH, A0 b SR AY), Al b ilidEsEnT 6. 205
PR = A2 VA 545 Il 20 Fik o B e AR FB AIE, B FRFTEEAT 28 RO A R A, 48R40 309
HAL, FBREIMAR A RE, #2047 LVO KEIESEA = O0RM AN . T 2020-11-17 1Tfizhfk
MAEWBERBA, HOFMARFERAR, Rfnf A0 0RFENVNERIBRIHIEE, £ 1*1em, K
JERE A E A, SRR S SWHERT. RS EEAE 03K, A EM~SHK.

g8 HOSMEZ, TR, R, FREFKIE. Chiard WA S THERMTT, “E5H5%
¥R ZEBS, Echo ZLHE il FIRA BA LIMARME . IRK TAEFERELE—EFESEEZIHHERE,
Je R AEARE VIR EY, A 5 A% A 7E JEAR v DD TR ERAS (1) 00 8 75 i SUAG 2 Jd ok W 5%
A N IR EENG DL, 7T UK A O S BBk T W A — B ni2 Wi i, B mE N A
SR A M, GRS IR PN [B] 7 AT IR A B S 5 0 R U T3 S I R M S A R X . R O
HETE PTE R AR5 KIEEHEEH.

PO-094
BRI AU 11 RUAR S 3l Bk /= I — 1

R e
I Pa B AR 25— R

B, 29%, ERDEILEME 9 H™F 2022 4E 1 H 28 HAPRt. £ 2021 4= 8 H HILH #i&3h
JERMEIE, SPHATEDR T, SRR NAT H R AR SR DR IR T, TR R M. 2022
1 AWIREEIRINE, RumAlrE, HEESIZR. B TSRS R A, B AR ] AR
Mo, OHESE, P2 JuiE. ABEseEsh KA CRIED « pH 7.337, PCO2 74.10mmHg,
PO2 37.40mmHg; NT-proBNP 2088.70pg/ml, D- %1k 24ng/ml, O 8 7w il 5 bk & &
(PASP %) 62mmHg), filiThfE~ FVC 0.77L, FVC%pred 25.13%, FEV: 0.72L, FEV:%pred
27.08%, FEV1/FVC 93.40%. M CT “FHAEARIET . THEIT+LEIFRAHBIES. JErRIK
L3897 . R ALES P, B3 PaCO2 %% 50mmHg A4, PR IRISGE. ofrEsE: W
i CT “PFHEEAIER, MTife Atk E IR M RerEng, || BInpI s, 8RR, PR
WS . EHANEIEE, BN, B 2019 FHIW R/, 2021 4 4 AR
WACF TS, tEkm. WP R E, BRERRJy, EPERMR], 2021 4F 8 H HILE TR AAE. 63k
. WA RGEM. SUEIALG 2 %, VUBEERALY 4 %%, miiLl 5 . BERGIE SIS
ME, HOFERN, REMEER, TR BTG, BEHIACT . haill. el
T, WG M SR i A2 T B LDH>CK, fEfEIiZsANm 21, MiThReZHmm &, ZEm
WU RS IR AU RT R K. 1 — 20 58 3 KRR LN AZ WE 7R 2 AL LI K I, 28 18 & 10k
A2 WUHREDR Z 86 ZAVEIERS F . DUATE R IR IR 4 (PAS) BHTE, LR ELZH: R
I RPURE B A U EE O . S & BRI W o SR A0 T 2Y(GSD 1T ) izl ks & (3 5 &), 2018 4
bt BB B e 8 R K — R R R, B BRI LTE /) 2 % B EERHE, SEU™E
PRI T RESZ A0 W o vy DA K I 0 Jk v s
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GSD I B fiiizh ik e s T RE F IR ILIC 73 AR m Th REJRR 5162, 35 WA QI 2 AL 4R 5 i IS P9 B Tl g
BEAG . LAE 1 WLDh RERRERS &5 50 o ML WAL 24 08 5 B50™ EE 45 S PO A28 R h 2 sl T 7 8 B
iz bk k. GSD IR MERERE . Fi)5 2%, &IF PH MIEEH LT IPR . O 3.
FIRR e NBE . NIRRT A St e s R E R . SR TS

PO-095

— oL I DR R % ML PT84 2 1k

B REM. 0. BRAL FKA
TR R B BE RGBT B /N R )

—% 64 &AM R R AT A A B B iR s R IR . i s AR TR I . i
Bk CT M EH (CTPA) Sonth EMishk (PA) SE4FH, FEA A S i sz g5 f o ks =2
PERIBE FORBAS. . PETICT B ER, 784 PA UUAITSLRRAEF, FDG UM IN. &M
VEVER NGS Kl H 5 B N 0 BT B R FE R R 81 28 2 Bl sl ik P9 A 4EL 2R s B s /N e - b
Bz T PRSI BFF B (NTMD (13897, (BFREHTRIRYTY . ki — N HE, EEME CT &
INBGYRAR R E R, HTPL NTM 697 L DA NRE R BRI, FFHIENMNEA T
FDG I, DR/ N0 s T R SRR T Iish ik o AN LS SCHR HP iR 17 g BR Ml 3l ik o 1 55 UL/ 4
AR N ARTG, AR S N F NTM B3 01. 12%95 B3 B U5 T i3 ok 64 Fr 8 1
15 5 IR AN AT 5T

PO-096

25 4 2 S AR S R i 3l ik v s B s R -

Bt

IR P = 24 K2 R s = e

B o 44 A e s ik s . (CTD-PAHD R A2 3 K I PRAFAE

Jrk I T 2011 4 4 & 2021 4F 4 H AR B G o 22 25 K 24 B R s e B R R 60 44 45 4 2 21
Joa AH SN Bl ik v R IR R PR, BT AR, M 31 B SARAEE

g8 60 1] CTD-PAH B FI4FER (40.1248.45) %, Hrhictk 42 i (70%) , 5t 18 4
(30%) . RGMEMLE (SSc) PAH KAEZR R E, A 42%. RAEMLAHIEN 26%. T/RLEEGIEN
15%. JE&PE CTD (MCTD) A 10%. ENMEKRTT RN 4%, JRREDUBIEDUALESIE (APS)
N 3%. IR EDCN L (78.36%) . AN (70.45%) . WM (63.52%) . £ 45 f
(75%) HEFETHIENS

g 44U (CTD) R—HEL ARG 2B EZRNE SR, ek, mEEk,
R W RS, it s ik s R (PAH) A2 sl WL R I, 45 46 41 SO0 AH I Bl ik =i & (CTD-
PAH) jEJikaZE. dEEIR. BUE % . @i AR 10 4 CTD-PAH B#H 10, KIHZIFAT
AR, RGMMILEE (SSc) « REMARIEM T LA MEALS] CTD-PAH KIRT 3 7, K,
BETE CTD (MCTD) « ERBMERTT £ (RA) « THLESME (SS) . JREMEHB e AL & 1F
(APS) %8905, 46K PAH WIEH L. #f CTD-PAH #=Eh, HFHI S wEE, A{EN PAH
BEMESERER . 4545 239 B3 A ST 3h ik i e R 2B 548 i, AR 98 R I G I PR 3 3000 g e
AN RZWREE, (2N B R I R T s T A AU B IR, RRRYT SR R T
=
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PO-097

TR e A KT AR EST 1 41

VEScut L. RIETVE 2. hEE 2, VRRRES 2, IR 2, TR 2
1yl N R BE
2. WK 22 15 2 B B T A 3 5 15 e

B F) il PO i 2 5 K AR DR AL 1) R 3 S 2 T

T3 A SCIRIBHTL R~ Mt IR AR 1R R BE B SOUR 1Y) 1 481 FitAd: 28 685 1A e 300 1) 5 51 DR T AR 8 2 F) I
KRB MR E LSRR TR

SR ZhEE LR ERIGEN, SEMAIER 1 MR, it CTPA SoRPIltizhikE: 1 k%
KBk B K7 SCA 2 RSB, BRI PR TR e Ry d R S 2 R
W JE RAEE TR, XURA B SRS . — AT Sy, Skl CT HRBRMN t i, Skl
CTARRAMKIANEEZE, T2 AR+ EE ISR, RREHEELM CT 5, RR%H
5 RIHCKBESIAE, P/ AIFIEMRD TR DR, ZREHnE, KEH 15 RIKEE H A
&, BEEBNGETT RR TR FIR e, JRERER AT

ghik ke 28 BE R AR T B 2 R GUAEIR T S HR BRI A T, MR SRR R RR I, SE/ N E
Jrhadlkt, R NERCP A R, RN R AR, SIS EBRIT R

PO-098

— % K R e R R e T 4 Lk

B AREM X3 FRAL PR
TLDUR M B B GO 2R /N R B

1 B 72 % Lok B DRIT I PR e RO 6k R AR B i 12 B B . IS AR e IR A B BiE ek . 8 4
B, W D52 1 e IR B IK S S N AR RN E Je B [ B A B 3R, f A sk AR AR 28 . e, B
B8 R BEN  ah BE S  E A Rk

ABEI AR, AKIR 36.7 °C, 03 74 k/4y, IfiLE 110/60 mmHg, FEIRER 21 k1455, RIBEUIRSS
NEMBAE 89%; WIS LR KM, TS, TIRIEWE; OIERE R TERIER, TR,
PR S35 oK e A Ak 7 o

ZiRad: BE NG D-TREKTN IR, DEMAERTENR, SRR PUE. RGP, &
H C AMEA S FWEIEF RN . G 5 S e KA . O 88 75 G 7 SR s o0 i AL 3
K/NIEH, Torl Wbk, WA/ D8EZRIR. skt EyLIZE S B (CTPA) 7w XUl fii
FINKN 2 K e i, BERIE /T N ZE WA FE IR D SR i A B B B 2. &%
HIE St 30 Fik 9 e 0 R R TR A 2 A FR AR AR 2E . BBUBFATAMELFEARIGITY, BE RN,

FEORAMRIPEEH e FEPUBHARTT 45 K5 B BRI, B & OB RAORNRNA G
EANR G MR, TESUTRE IR EAR, 20N EINMT FARBT . REO0HEN
o BRSO RN . RJG=ANH, I PR X i B s
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PO-099
TG B2 TR0 7o e I B L 77 ) 0 A L e e A i 0 ik
s E R A A

A FEF . . WA, mE. B BIRE. N
Hh H R R B

B CA IR ZR N A S fabs (A5 M g BH ) (PVR) , {H RS NIE ) 5N PVR
TR ) 25 PSS B it Bl ok v e A o FRATTAOAIE 70 (%) BRI B S 17 A58 1) 8 75 i o %o 3 0 0 sy i I,
EFH7) (>1000 dyn-s-cm-5) (P18 e te 2L Bk &k (CTEPH) B A

Frik BB AT 4 O SE R A SO AR A RS 3 K2 WY CTEPH &3 127 %1, A IlEL s
KRR (LVIDD) , ARG =R i 25 . Blish Bkl s i &7 ok B R 2 . I A O 55 IR 5
fiti 3l Bk W& 4 [ ( SPAPEcho ) . filfi 2l Jik &7 5k £ ( mPAPEcho) . ¥ sPAPEcho / LVIDd
mPAPEcho / LVIDd 574 0 S E &R PVR (HRETAHICHES B X ki /5 LR AT 3260 % TAE
ik # (ROC) , Fiill PVR> 1000 dyn-s-cm-5. 4B EL#c 49 {5147 fifi zh ik i 42 Py s 34 i A
(PEA) B HIARFT KA G ML 8 7725 Kt 75 508 .

258 mPAPEcho / LVIDd 5 PVR 2% KM: (r=0.51, p<0.0001) . sPAPEcho / LVIDd 5
PVR FIFH L7 (r=0.61, p<0.0001) . sPAPEcho / LVIDd 21.83 il PVR> 1000 dyn-s-cm-
5 MRS 83.3%, FrRtEA 66.2%, HiZk Fiifi’h 0.827, p<0.0001. REA:Hf7itEls TRV2
[TVIRVOT Titlll PVR> 1000 dyn-s-cm-5 #iZk FH#A 0.637, p=0.034, HHZERAGITFE L
(R R 2R 0.14, 95%Cl, 0.00-0.27) . PEA RJ5 sPAPEcho / LVIDd & mPAPEcho /
LVIDd & %% B fk ( p<0.0001) . SPAPEcho / LVIDd & mPAPEcho / LVIDd [ F [% %
(AsPAPEcho / LVIDd 1 AmPAPEcho / LVIDd) 5 PVR FF&% (APVR) HEEMFME (r =
0.58, P <0.01; r = 0.69, P <0.05) .

£518 sPAPEcho / LVIDd - Tl s i i 7 BH 73 1) CTEPH B3 G ImIRANME, 7T LAME N S R 1 77
EHT PEA RHTAARE PVR Al .

PO-100

Fiiv Bl ik R B DL B LR SR R

Pigs. Fig
N BERER 2 B R 5 — BE B

HE Fizhfike L (pulmonary hypertension ,PH) &2 R K S8 —2m XK, @ Est it
MR . HAT, MG RIRTT Jik. FRAR A SO0 AR I B 1% 2 I H N 0 1Y) 2 BORER A ZH 27
FRERAEAE, T8 PAH SRR ( BEERURT MCT #E7Y) ASfit P BN S50 14 7™ 25975 BE 245 1
(HT BRI AR) ,  (EOUE A7 AT DAKEHE A5 PAH 58 22 (105 B4 HE—3dE 7P L 7 ]l ey il o
HAL, HEIAEEN PAH R

FriE ARIE SIS TR GIE N PH BIRAL, @Al E, MESERE A 0 EIR ) (right
ventricular pressure,RVP) A7 L ZENEEFEE[RVI(LV+S)]: ALK 3% 2 RHEER €, Vi
1T H&E FH 92 7 6 G L Ak il 2H 2 s BEAR 4L

g ERT, SR, ISR, BE, RERAERBMMERE, £EKREMR
WA, AR, RERERSG RN, RELT, W, MCT, RAEAHICHBNNKEE
K, EHKH 60 mg/kg F RGNS W FiES, 3~ 4 BERENPAH, &, &, K

oo, BYECE, mEEEA S Eh ke, R 2 W, RERPTRAERE shikE, P50
FIKEIG I —%, LR, Sugen+{R%, M EBMshIKE K, KR, MR, SRER 20
mg/kg SU5416 J5 12 1 GkE B EE 3 i, FRARMzhikde 4, Mot =kl s, B8R4 s 8 i
4, FRIK, mrRekA
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gEid i A AT Sk R R A B BRRRAE, AR RERS LN I K R R I AL R S A R A
Ko PAH BRAITIRECHI T M. HATCAISERL, sugen 5416+EREM A n HIL PAH 1Y)
SR MRS, (EABE I AR PR AS . MCT w] 30 MAR PR A M 2 A . (R, JTR eSS
SR LA B IR R AT ARA T4k 8255 7o LRI AR rf, JRATAT BURYE SR 46 T R IE ¥ f7
& A,

PO-101

AECOPD &3 VTE it B &L TR R & 4T

WAL TRE. BKIL. ER. S iR
VUSRS AP R e

B 181k ZE PR S LN (AECOPD) (8351 Bt 1) A7 7E B ik e AR E(VTE, AL HEIARER Ik
AR AN A JE) i v U, HURZE VTE JERTsem g s, M EE v SEE. A Gl a8
AECOPD &9 VTE Bt B JE T el 3, NIGIRFEIRHIE T 3 B TS S A s

ik 99N 2017 4 9 HE 2021 F 1 HEW 7 R=HERK AECOPD BB, ks It
TBEOL. AIE. LR =R TG KA REMRIIRIR IR, AR BF E T T Nt
MM, BLRERSNE, NE S XNREZFETZHE Logistic [BH5Hr, Kt
AECOPD & Jf VTE &BE LT AL fE e 2 .

gE 474 5] AECOPD & 71 VTE i35, FET-/H 33 61, SET-% N 6.9%. UL P {H/NT 0.05 Abs
HE, BT B SR AR (P = 0.014) . &gy (P = 0.003) . MixfEZE (P =
0.002) . M&FKH (P = 0.001) . FANMES (P< 0.001) . f@H'EIEEA4(P = 0.042)%
6 MHZ T RE S AECOPD &3 VTE B bt A% mfEnl (P =0.121) . &k (P = 0.646) .
i (P =0.476) « SCUEYIK(P = 0.304). Nikilkitisk (P =0.683) . i (P =0.067) .
WM R (P = 0.401) 2% 5 AECOPD & 3f VTE JET- BB X R (P > 0.05) . KHHBEFEES
T A Geit24 2 LR BN Z R & logistic [B1JERY, 45 5 R B AR AR OR {H°A 3.615(95%
Cl 1.233-10.601), fixif#%E OR i~ 2.837(95% Cl 1.181-6.815), MH4&#KE OR {i N 7.928(95%
Cl 1.888-33.291), A EIHLIMIE S OR i}y 2.862 (95% Cl 1.28-6.4), 1EME'EIhAEA 4 OR 1N
2.688(95% Cl 1.055-6.846). % [A % Logistic [B] )5 7341 45 S w5 PRl « A €. A 4 200
HRIPWEES . 1BHEEDIREAESE 5 MIERARITFR N (P < 0.05) , mftia& st
=X (P=0.083) .

£E1 AECOPD & IF ik AR AR ZEREAT: e £ AU TR Ay, M A) R Mo « A2 . A4 AR
HRINES 184S R4 42 AECOPD &3 VTE BE LTI fEf K % . # AECOPD %
It VTE B N SRR A T R . 2 . TSR0 B S IR A &SI . %
e NOE S TEEr, RERDANME S, CIREK AECOPD &3 VTE BT
K, BEHE.

PO-102

ETHEIRAR VTE RSP KRBT 7T

JIMRE L, TRHINT 20 gRAT 3. akTt S, ECE AL 5K O WIS, #ERAZ T, IR 3. TR 3
1. AEECH AN B A e v [ PR 22 At B R G 2t e e
2. AL AT AN BR 27 e/ T [ 5 2 B e B Atk = W T i
3. H A BRI S i SRR RS 22 B
4. AEETBUKELEE Be P 5 f SO DS 2
5. EHBEERR AP R AL m % vt BE e
6. | SR

B #k e 285 (Venous thromboembolism, VTE) igtf% XU R = A E RS, BRTE
B[R VTE JRRS DA AR TR 32 BEAR M G 5 AR, ML) ) BRI e R N B o . X 4%
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GiEET GWAS 437 ) VTE 223 DR UG F8 AR T A, RN BN sl &I 2l i VTE 23
DR JRUBG VP SR, SR TN VTE KU TR Sz ALRE 71, AR THRIE VTE 25 .
ik ET R EE 35 4 VTE K A6 105 45 (76 451 VTE 3 [ 29 il FEGT IR 435 PR 20 00 %
W, IR N (REEAIREFZE/NT 0.05) MIThRgsh e fr S L R 4 i, R £ &
BRI TIE VTE B3 25360 DR TINECR A B s g%, 2R3 F 28 EH. Lasso [HIH.
TR R BENLARAR SIS, 99 NJE ST I S B AL DR e A XUBS HE . M VTE RS MG 1A
NT Ve VTE SRz ALRE ST, R e E DGR NS (99 B e H e R 1) VTE #34 K& 90
e XD AR TR, YEAS AT FEAS [ A R O T AR, I 5 CRIE AR # i NS
P VTE RS PPA AR R AT X L

G TP 5 ANBE VTE U367 25 FV Leiden S48 IR MG 5 G20210A KA KA H, O
TE 1) VTE BERLLE AT FL I B DOBRFEA R P R R, B VTE KR S2AE RHAIE #28F i
1 (Area under the Curve, AUC) {H N 0.688, HE i NFERA% AUC 5N 0.523. T H[ETY
% 35 AN VTE KRR AN 2, ik ss VTE M6 35 MEE ZRER, MWaEm
CUENY VTE 2L R (SERPINCL Al F5) o NMHANFEINLES S S Sk R B IR VTE K R BB
NBEBABI AR I, AR VTE R REBEHEFEUR B8 BB B A — 8k, H i
PEJGE I T CRER VTE BB, Horb, BEALARMR S AR 0 TR0 5 R e f, 78 v B U
VTE K &1 AUC 125 0.988, H.7EH E SR N iz 8L iF AUC 154 0.904.

50 AWEAUESE T VTE 8% XU R B AFEMERE 1, VTE SR (10 AU 35 R 5 2 A0 DX Foitm) 44K st
T INGERRAERAE; SCBL T T m@ 2N EEEN VTE 2 58 KRS A5 d AR A HESYS; 1%
EH T VTE F% L0 B3 s e H e IR I B 8 s XU, BT 32 BRI PR R F 5

PO-103
PR35 #7115 2 A S R0 o 035
m%%%ﬁf%@ﬁ

B B PRI PR 5% 68 75 1025 2 I Bt v i S PR it ZER0A Hr is

ik BE Lt 65 %, TSR GE. AR 8 4F, INEIEMETE 2 KT 2022 £ 02 H 11 HA
FERBEAEN R AR SMER . ABEE: T36.6°C P95 Ik/4 R20 k/4+ BP127/91mmHg
O TR WP RAE, X E o] W b R E,  DUR LK i e e &, SURNEILT 4 2. D-
TRMRIER, ECGR: SEMEOHE, THACE. kil CTR: MW ZKER. ABE2k: LineRm
2 BB VERRZE 3mSR 2 K hmifE 4. g% . TE2EEBR. PHEBE. BRME KA
REERIT . B#F T 2022.2.13 08:30 RIAMIKFZ B /£ M, YRS B RE B IK
BP74/46mmHg P128 /X/4r R32 k/4> SPO2 75% 5%, H7 ECGx: £S5 ST AL, T%
B+ S EIREREEANTILE, 09:05 HILMAMI A RS R BIHEA, 2N, OFH
Ko MENAH . LR 2HLE, CRFUR ML R, BRERHBIFR, B FIRE 1mg #E, <
EREIYIMES, 4 2 48 e BREIKE A 08, BP80/M45SMMHY, KSR . AR,
TR IR B MR KIAENAR, AR SR MR R DUEMER T O Bl
R, DHEEAC RSO, S5 0IEEBAEmAmEE: M E mfE, FITERE
FEVEIRIT . THFZ 50001V TG, 45 TR & EEE 10mg 2min #E, BTE 5§ 40mg 2h NN,
11:40 SERLFIKIERE . BE M ELEE, W2 al##iR, BP110-140/70-90mmhg(Ii i i& 14 5 =N
H1), SPO2 95%,12:00 ¥ N ICU 4k&:hut. . FlR. 0. PHFEEEERT. 2 A 14 HIEH
MAEVEMEZY), 2.15CTPAR: XU N2 KMtizhikie2E, 2.16 %S FE HMBRIFRAL.

g BRI, TR, SR, AEaIEriRE b, 1 HEBIEED, KE R

g0 BRI AR MR ¥ATEE, SN, BEEREERFOIEE,
PR A DR R B, HERR AR O SO S, SLEVAT FREN VAT, IR Ay, B
3 RAFHIRER
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PO-104

ik ZE SN BRAT B ik P AR PR --Jo 913 5 I SCHR R >

e XS
R LR RS I 57— BE B

BHEY, 57 %, LUFMPIRIAE 6 4, EAME R, 1€ 3 RHEEUR BT ESZ 400 KA1 MG, 4
Bedifh: P2>A2 XN AN . fiizhik CTA K. 2 Fishik oy X2 K mshikie 2E . SEgn s
Kd: D-—JfK 0.46mgl/L, FRETUSIREYIR WAH . WO s B JEAE", T LB IRy D P
5mg qd” fuktinsr 34, EIMAEIRRZEE, EEMEIK CTA SRt BT, Emiz&
. Tizihisitede”, TRLIREh RS 0.6ml, KRVES, q12hiGT7, RORAME, 17 O0RER A
e REMBIKEE (KA EL) 44mmHg) o [HThRER AR 55 5 PH 28 1 il od < D Re A
SR RE AR OB . IEPRS WA L itk gE, 2. REMZIIkEE? CTEPH f5B, SRRk E,
JefE4E T DU “EIEMEN 3mg gn”, “FRIPEE 15mg bid 3 5 20mg qd”, AR T A B 2%
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Pulmonary Artery Dissection—Case series reports
and literature reviewed

Qixian Zeng!. QunYing Xi?. Qin Luo!. Zhihong Liu*. Changming Xiong*

1. State Key Laboratory of Cardiovascular Disease, Center of Pulmonary Vascular Disease, Fuwai Hospital,
National Center for Cardiovascular Disease, Chinese Academy of Medical Sciences and Peking Union Medical
College
2. GINEAPEE B

Objective Pulmonary artery dissection (PAD) is a rare condition with high mortality.
Comprehensive analysis on PAD with various underling causes has not yet been done. In this
reviewed, we aimed to analyze available data on PAD in literature and PAD cases records from
our hospital were also collected.
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Methods Databases including Pubmed, ScienceDirect and GeenMedical on PAD in literature
using the search term “Pulmonary Artery Dissection”, “Pulmonary Artery dilatation” and,
“Pulmonary Artery rupture” were reviewed. Besides, PAD records in our hospital from 1995 to
2021were also collected. Basic information including PAD underlying causes,
patients’ demographic characteristics, PAD location, treatments and outcomes were collected.
Results One hundred and thirty-five PAD cases from literature and ten PAD patients’ records
from our hospital were collected for further analyzed. Underling causes of PAD were classified
into 4 categories: congenital heart disease, PAD caused by aortic dissection, other associated
disease, and causes without pulmonary hypertension. 35% PAD cases were congenital heart
disease associated, which is the most prominent etiology. Other underling causes included
idopathic pulmonary arterial hypertension (12%), and chronic obstructive pulmonary disease (5%)
that might cause pulmonary hypertension;trauma or cancer that might not. Median diagnosed
age of PAD with congenital heart disease was 35, which was younger than PADs with aortic
dissection, other associated disease or those without pulmonary hypertension, which median age
were 45, 53, and 56.3 years respectively. No sexual difference was observed in PAD patients of
congenital heart disease and other associated diseases, while male predominance was noted in
aortic dissection group, and a female predominance was observed in PAD patients without
pulmonary hypertension. Intimal tear in pulmonary artery trunk was more common than other
distal part of the pulmonary artery, associated with pulmonary artery dilated in most cases.
Outcomes of PAD patients were poor, 44.7% (21/47) and 48% (24/50) patients in PAD patients
died in congenital heart disease and other associated diseases , respectively.

Conclusion PAD can be caused by various etiologies and congenital heart disease with
pulmonary hypertension is the leading cause. Dilated pulmonary trunk is easily affected, followed
by proximal right and left pulmonary artery. Overall outcomes of PAD patient remained poor,
despite aggressive drug resuscitation and surgery intervention in appropriate cases.

PO-107
Sequential Therapy of Nadroparin and Rivaroxaban
in the Initial Treatment of Patients With Acute
Pulmonary Embolism

Wei Xiong 1. yunfeng zhao?. song liu’. he du3. yanmin wang!. wenjie li’. xuejun guo®
1. Xinhua Hospital Affiliated to Shanghai Jiaotong University School of Medicine, Shanghai, China
2. TV 2R T X R Y = B
3. [AIGF R M g bt v iR B e

Objective Sequential low molecular weight heparin (LMWH) plus warfarin, LMWH plus
edoxaban, and LMWH plus dabigatran regimens have already shown effificacy and safety in the
treatment of acute pulmonary embolism (PE). The effificacy and safety of sequential LMWH plus
rivaroxaban regimen in the treatment of acute PE have been understudied. Therfore, the present
study was performed to clarify the topic.

Methods A retrospective study was performed to explore the effificacy and safety of sequential
therapy regimens of subcutaneous LMWH (nadroparin 86 IU/kg every 12 h for a week) followed
by oral rivaroxaban (20 mg once daily for 3 months) for the management of patients with
established acute PE without hemodynamic instability, compared with those of nadroparin plus
dabigatran and nadroparin plus warfarin.

Results The number of patients with total resolution of PE were 238 (80.1%), 220 (78.0%), and
166 (62.6%), in the nadroparin + rivaroxaban, nadroparin + dabigatra, and nadroparin + warfarin
groups, respectively. (p = 0.001) The prevalence of DVT at the 3- month follow-up visit was 18
(6.1%), 14 (5.0%), and 11 (4.2%), in the aforementioned three groups, respectively. (p = 0.559)
The NT-proBNP level (pg/ml) at the 3-month follow-up visit was 122.5 (97.4-158.9), 131.7
(102.2-166.3), and 357.8 (275.4-433.2) in the three groups, respectively. (p = 0.001) The D-
dimer level (ng/ml) at the 3-month follow-up visit was 387.3 (310.9-465.2), 432.5 (382.4-489.6),
and 854.0 (721.5-993.7) in the three groups, respectively (p < 0.001). The number of patients
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with major bleeding events was 3(0.9%), 6(1.8%), and 18 (5.5%) in the three groups,
respectively (p < 0.001).

Conclusion The regimen of sequential subcutaneous nadroparin at body-weight adjusted dose
for a week followed by oral rivaroxaban at a dose of 20 mg once daily for 3 months is effective
and safe in the initial treatment of patients with acute pulmonary embolism.This fifinding may
provide clinicians with more options with respect to the initial treatment of patients with acute
pulmonary embolism.

PO-108
Optimal authoritative risk assessment score of Cancer-
associated venous thromboembolism for hospitalized
medical patients with lung Cancer

Wei Xiong '. yunfeng zhao?. he du®. yanmin wang!. mei xu*. xuejun guo?!
1. Xinhua Hospital Affiliated to Shanghai Jiaotong University School of Medicine, Shanghai, China
2. LTIV 2R T X R Y = B
3. (AR A B e b it T A s 2= e
4. BWGTACSIMERL X A RSSO

Objective Cancer-associated venous thromboembolism (VTE) is common in patients with
primary lung cancer. It has been understudied which authoritative risk assessment score of
cancer-associated VTE is optimal for the assessment of VTE development in hospitalized
medical patients with lung cancer. Therefore, the present study was performed to solve the issue.
Methods Patients with lung cancer who had undergone computed tomography pulmonary
angiography (CTPA), compression ultrasonography (CUS) of lower and upper extremities, and/or
planar ventilation/perfusion (V/Q) scan to confirm the presence or absence of VTE during a
medical hospitalization were retrospectively reviewed. Based on the actual prevalence of VTE
among all patients, the possibility of VTE were reassessed with the Khorana score, the
PROTECHT score, the CONKO score, the ONKOTEYV score, the COMPASS-CAT score, and the
CATS/MICA score, to compare their assessment accuracy for VTE development.

Results A total of 1263 patients with lung cancer were incorporated into the final analysis. With
respect to assessment efficiency for VTE occurrence, the scores with adjusted agreement from
highest to lowest were the ONKOTEV score (78.6%), the PROTECHT score (73.4%), the
CONKO score (72.1%), the COMPASS-CAT score (71.7%), the Khorana score (70.9%), and the
CATS/MICA score (60.3%). The ONKOTEYV score had the highest Youden index which was 0.68,
followed by the PROTECHT score (0.58), the COMPASS-CAT score (0.56), the CONKO score
(0.55), the Khorana score (0.53), and the CATS/MICA score (0.23).

Conclusion Among the Khorana score, the PROTECHT score, the CONKO score, the
ONKOTEV score, the COMPASS x0002_CAT score, and the CATS/MICA score which are
approved by authoritative guidelines, the ONKOTEV score is optimal for the assessment of VTE
development in hospitalized medical patients with lung cancer.This finding could be conducive to
the assessment of VTE development and thromboprophylaxis for hospitalized medical patients
with lung cancer. Alarge scale prospective validation of the present conclusions is warranted in
the future.
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PO-109
Efficacy and Safety of Rivaroxaban for Extremely

Aged Patients with Venous Thromboembolism:
a Retrospective Cross-sectional Real World Study

Minmin Chen. Xiaohong Fan. Wangshu Dai. Li Nie. Shanshan Li. Chun Wang
Nanjing Drum Tower Hospital

Objective Rivaroxaban, a non-vitamin K antagonist oral anticoagulant, has become a widely
used drug for the treatment of venous thromboembolism (VTE) in adult patients. However, few
trials explored the efficacy and safety of Rivaroxaban in patients over the age of 80. The complex
condition and basic state of elderly patients may affect the anticoagulant efficacy and bleeding
risk.This necessitates further real-world studies of Rivaroxaban across elderly populations.To
investigate the efficacy and safety of Rivaroxaban in aged VTE patient population under real-
world conditions.

Methods We performed a retrospective single center study involving extremely aged patients
with venous thromboembolism treated with rivaroxaban. The sample comprised 120 patients
newly initiated on rivaroxaban diagnosed between January 2018 and January 2020. Patients
were followed up for no less than 2 years. Collect basic information of patients, including
combined diseases, CCI, body weight, renal function, etc.The effectiveness outcome was the
disappearance of thromboembolism. The safety outcome was the incidence of major bleeding
events. Comorbidities and complications were recorded throughout the entire study.

Results The efficacy outcome occurred in 114 of 120 patients (95%) and the safety outcome
occurred in 12 of 120 patients (10%). Increased hemorrhages was observed in patients with
infection (15.15% vs 0%; P=0.0015). Patients with Charlson comorbidity index (CCI) score higer
than 6 points exhibit higher bleeding rates (14.06% vs 3.51% P=0.0438) and lower thrombus
cure rates (87.1% vs 100%; P=0.0062).The risk of bleeding is equivalent between dose gradient
with loading and without loading.The risk of bleeding is equivalent between malignant and
without malignant.

Conclusion Patients with infection should be more careful of bleeding events during rivaroxaban
therapy. CCl score higher than 6, which predicted none ten-year survival, indicated poor safety
and efficacy of rivaroxaban.

Elderly patients may be more recommended for treatment with initial unloaded
dose. Rivaroxaban is also safe for elderly patients with tumor venous thrombosis.
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PO-116
Incidence of venous thrombotic events in patients with
different types interstitial lung disease

haishuang sun*23, Min Liu*. Huaping Dai>®. Chen Wang'?3
1. 1Department of Respiratory Medicine, The First Hospital of Jilin University, Changchun, China.

2. 2Department of Pulmonary and Critical Care Medicine, China-Japan Friendship Hospital; National Center for
Respiratory Medicine; Institute of Respiratory Medicine, Chinese Academy of Medical Sciences; National
Clinical Research Center for Respiratory Diseases, Beijing, China.

3. 3Chinese Academy of Medical Sciences and Peking Union Medical College, Beijing, China.

4. 4Department of Radiology, China-Japan Friendship Hospital, Beijing, China.

Objective Background:The higher inflammatory load and coagulation cascade in interstitial lung
disease (ILD) may be closely related to venous thromboembolism (VTE). Nevertheless, studies
of pulmonary embolism (PE) and deep vein thrombosis (DVT) occurrence in ILD are limited and
the results are inconsistent. The aim of this research was to investigate the incidence of PE and
DVT in different types of ILD.

Methods Materials and methods:A total of 5227 patients diagnosed with ILD were retrospectively
included from January 2016 to March 2022. The incidence and risk factors of VTE were
assessed in detail. Diagnosis of PE and DVT were performed by CTPA and ultrasound,
respectively.

Results Results: VTE occurred in 131(25.1%0) patients, including 16(3.1%.) with both PE and
DVT, 50 (6.7%0) patients with PE and 81 (15.3%.) patients with DVT. Hypersensitivity
pneumonitis, connective tissue disease-associated ILD and idiopathic pulmonary fibrosis (IPF)
had higher VTE incidence rates of 35.3%o, 34.2%0 and 32.2%o., respectively. The incidence of PE
and DVT were same with 15.2%o0 in IPF, while in connective tissue disease-associated ILD, a
higher incidence of DVT was shown compared to PE of 23.3%0 and 5.4%.. Among the various
risk factors, age 280 years (OR 4.562, 95% CI 2.339-8.899, P<0.001), IPF (OR 2.161, 95% ClI
1.175-3.975, P=0.013), respiratory failure (OR 2.342, 95% CI 1.512-3.626, P<0.001) and
varicose veins (OR 3.657, 95% Cl 1.054-12.696, P=0.041) were independent risk factors of VTE.
Conclusion Conclusion: Our study provided the first detailed epidemiological analysis of VTE in
Chinese patients based on various ILD subtypes. The prevalence of VTE in the total ILD
population was 25.1%o, with DVT 15.3%o higher than PE 6.7%. HP and IPF had similar incidence
rates of 35.3%o0 and 34.2%., respectively, followed by connective tissue disease-associated ILD.
Advanced age, respiratory failure and varicose veins as independent risk factors for the
development of VTE should be closely monitored.
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PO-117
Low-dose anticoagulation successfully treats acute high-
risk pulmonary embolism with brain metastasis and
hemorrhage of lung adenocarcinoma

Guofeng Ma . kejing ying
Sir Run Run Shaw Hospital , school of medicine, zhejiang university

Objective Pulmonary embolism (PE) with bleeding is more difficult to treat, especially in brain.
The usual therapeutic strategy is non-drug therapy such as intervention or surgery.

Methods We report a 68-year-old female who developed high-risk pulmonary embolism with a
history of brain metastasis and bleeding caused by pulmonary adenocarcinoma.We tested the
EGFR mutation and EML4/ALK rearrangements in blood, which showed the EML4/ALK
rearrangement was positive. Once getting the test result, we performed the treatment of crizotinib
250mg twice a day. About ten days later, the patient developed chest tightness, shortness of
breath, limb weakness, unstable standing, and edema of both lower limbs without obvious
inducement. Then she went to the emergency department. Laboratory tests showed an elevated
D-dimer level (>10ug/ml, normal range, <0.5ug/ml) and N-terminal pro brain natriuretic peptide
level (3028 pg/ml, normal range, <900 pg/ml at her age). The arterial blood gas showed type I
respiratory failure. Computed tomography pulmonary angiography (CTPA)
showed multiple thrombosis in both branches of the pulmonary artery. Deep venous thrombosis
was negative by ultrasound. Antinuclear antibody, rheumatoid factor, and anticardiolipin antibody
were negative. Other laboratory tests showed the normal troponin |, antithrombin 1ll, protein S
and protein C levels. Echocardiography showed enlarged right atrium, moderate tricuspid
regurgitation with mild pulmonary hypertension, the right ventricular systolic pressure was
45mmHg, and the left ventricular ejection fraction was 69.7%. The systolic pressure was 75-
90mmHg when the patient admitting to the hospital, which need dopamine to maintain. The
diagnosis of high-risk pulmonary embolism was clear, but cerebral metastases with hemorrhage
was contradiction for systemic thrombolysis. After full communication with family members, low
molecular weight heparin calcium of 0.2ml qd was given as the initial dose. Then we slowly
increased the low molecular weight heparin calcium to 0.4ml qd on the premise that intracranial
hemorrhage was stable by the cerebral CT.

Results The patient’s clinical symptoms turned good and the blood pressure was normal without
vasopressor support. Then we reviewed the CTPA about two weeks after admission, which
showed the thrombosis had been dissolved in pulmonary artery.

Conclusion We report the successful case to remind the clinicians that Low-dose
anticoagulation is a possible treatment for patients with brain metastases and hemorrhage from
lung cancer.

PO-118
% HE T PR SR v st fok vl i K A I 6~ L4 P 184 3
SHET-RARER R

WRsf. ZRIG. ERIE. BRaath. F3. REH . 2@, &, fXE. T
SENE IR LB B

] BR PR 3 A X AU S A 5 K v s A S 7R i A = 28 P4 P B e LA AR 20 LA

JiiE J7ik 20 FUERER R XA BN 2 2H 75795 70 2ty v 4. BERAE L xR A B 22 JE 72
# 5 Ko Hrpginyrd. BMAH ., EGARRURE TRERR TR 2 4, T8 3 &L
ST R RBEAC ATy T 3 malkg #EE 2 J8, ZEGIA KR T4 FAEBEK 3mlEE 2 J;x0
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PAP) ;& il IfL 8 T2 45 22 Ak A I A O JE B4R 50 RV (LV+S)  EREJEE H4MERE o
(WT%) FIEBEAN G I SR E 2t (WA%) K ML - Caspase-3. Bcl-2 ff1£ L.
R LA E m PAP fil RVSP B & & T4l (P <0. 05) ;Z#iR7741 m PAP #1 RVSP
AR ZH % 2 R FK (P <0. 05) 259677 40 m PAP Fil RVSP S5t fRZHAH L Seit 5 2
5 (P> 0.05) . 2R AR ZEFIHMBIKk b Bel-2 FRik 55 MM LR A5 (P <0. 05) ;%
YIGIT 4 Bel-2 A RE SHAA . wRFIAM LB MK (P <0. 05) . 3AEAIA . 2RI 4H
Caspase-3 Fix 5x R4 EL R (P <0. 05) ;254077 4. Caspase-3 Fis G, R

FIAA A& (P <0.05) .
Sh0 I AR IR TT R I S X S AR LG B kS LR B R Bel-2 (ERIL (2 #E Caspase-3 RIS, H
305 988 AR B AP I v s K BRUASE R It 3 Jok s 7, 7 20000 2 it 1“5 B 9

PO-119
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B Atz ks & (Pulmonary Arterial Hypertension, PAH) [R5 BRIE S T 4 3k ) | 32 2
) W 183 A% 2P A A 1 It 20 ks s A R F v BOE T3 FR A — 508, i 45 I e B SR WL A W 4 A i
BNk s ez va IS AEAE

J¥: L (pulmonary arterial hypertension) AND ( (pathology) OR (pathophysiology) ) DL
(pulmonary arterial hypertension) AND ( (epigenetic) OR (epigenetics) ) 7& PubMed ¥
FRIT 5 R CICER, Tk IS 45 K1E B

SR PAH & — KM E M EE AR A B, SRR BRSSP E K E T (mPAP)
225mmHg, gk E<15mmHg, il % /) >3.0 Wood #.47. PAH TEIfGK A 55,
F SRR R AT PR IR R AE A 0 % 5 By 9 D0 A D RE B RS AL 0 J) 3830, & S BB
Y. PAH J&— ML i Mo, i BERHIE 32 BRI M NSk e B A, HORR AL
ZMrFIE . IERENN PAH EE MY R EAFEIUR PAH MO FIBEIIE Y IR 1%,
L REGIEIE ., — A B BER S (CGMP). W R AIHT AN R, ARl ik e i S8 i T A 98 A
£, 5 FRRELFRUAY) 59%. KM IHEHE DNA R, JE4IS RNA [FJRIE. Bt
JRE I L) S S M R T, AT LGB A S DNA R A7 gk R Rk, 25 & ppE
i R AR R B AR B AR R . A A A FEBR A T AL A I ) DLE I 3 B 4
B WIRIThRERERS Sy NI HE— B EHE PAH RAERE, HH, RWBRAREERHERS
IRESAE PAH A Hh BAH B D7 T3 v = S A

SR RABAL AL T B T BE R AR T AU VRYT R AT, AT H ATA R PAH 23677 2.

PO-120
Efficacy and safety of Bufei Huoxue capsules in the
management of convalescent patients with COVID-19
infection: A multicentre, double-blind, and randomised
controlled trial

Bihua zhong. Yugin Chen. Jian Wang
The First Affiliated Hospital of Guangzhou Medical University

Objective As of September 17, 2021, coronavirus disease 2019 (COVID-19) has infected more
than 226 million people in a worldwide pandemic, with conservative estimates suggesting that
there are more than 204 million convalescent patients with COVID-19. Previous studies have
indicated that patients in the recovery phase exhibit decreased function of multiple organs. In
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China, traditional Chinese medicine (TCM) treatment is recommended in the rehabilitation period
of COVID-19; however, the safety and efficacy of such treatment remain to be confirmed. The
present study aimed to evaluate the efficacy and safety of Bufei Huoxue (BFHX) in restoring the
functional status and exercise tolerance of patients recovering from COVID-19.

Methods A total of 131 patients in the rehabilitation period of COVID-19 infection were randomly
divided into a Bufei Huoxue (BFHX) group (n = 66) and a placebo group (n = 65). BFHX or
placebo was given orally three times a day (1.4 g/dose) for 90 days. The primary outcome was to
evaluate improvements in exercise tolerance and imaging manifestations on chest computed
tomography (CT).

Results After the exclusion of two patients who withdrew prior to receiving any medications, 129
patients were recruited, including 64 patients in the BFHX group and 65 patients in the placebo
group. After 3 months of treatment, the BFHX group exhibited greater attenuation of pneumonia
lesions on chest CT than the placebo group (P<0.05). Improvements in 6-min walk distance
(6MWD) relative to baseline were also significantly better in the BFHX group than in the placebo
group (P<0.01). Scores on the Fatigue Assessment Inventory (FAI) were lower in the BFHX
group than in the placebo group (P<0.05). Although the rate of adverse events was higher in the
BFHX group than in the placebo group (9.38% vs. 4.62%), the difference was not significant
(P=0.3241).

Conclusion BFHX may exert strong rehabilitative effects on physiological activity in patients
recovering from COVID-19, which may in turn attenuate symptoms of fatigue and improve
exercise tolerance.

PO-121
AECOPD &3 PH B M GDF-15. sST2 HIRIEKF

EEEBUEFIHERB I
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WPHEERER S =Bkt Qv ARBBE B (PG BE ARk BE [FISF L vaEE fe)
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15(GDF-15). A& A KR A IR 2 B A (SST2)FRIAKT, MH 5 AECOPD-PH HEH)E
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1 BFL FE P it s S it in = I (AECOPD) 3 1E R T B, e sk B 1 —MOIm R IE LR TRl B
KRB AW OB E(TTE) R SEE R, HAll B35 Nl (s GDF-15. sST2 /KF. 4
TTE a4 RS PH ARG, F. mrgets, B, Prrget: PH gi N ¥4 AECOPD 4(69
Bl), Al EEME PH 99N AECOPD-PH 41(57 1), ELARWiZH i Nl IfjE GDF-15. sST2 /KF-.
22 ROC ik, & MZ FIf(AUC), LML INTE GDF-15. sST2 /K-F-Hilll AECOPD & # &
It PH R AE RS AR E -

Xt 57 5l AECOPD-PH i3 I F Rt K25 A Bl 1% GDF-15. sST2 7K-Fit47TAH et 0. dh—
% 57 A AT 90d IBETT, AR B R 75 RIS BEL I S InE i 72 90d N FRR AR, K
o APEA R4.(36 ) Fx RE4L (21 1), LA B3 1 IfjE GDF-15. sST2 7K°F-. KH ROC
£ 73 A 7 AECOPD-PH &35 1l 5 AS R W IfL7% GDF-15. sST2 AL HI{H -

LEBL (15 GDF-15. sST2 [1/KF7E AECOPD-PH 207 8] B F+ &, ROC {12k 4445 5 557w A\ B
1% GDF-15. sST2 /K X} #iill AECOPD 3% & PH $H —&{i. M AECOPD-PH £
fERE RES AN BER 5 GDF-15. sST2 /K-FIAH I oA 4 S B/ L JC B W AH G, P>0.05.
7 AECOPD-PH 4, Wi/ ARAIMTE GDF-15. sST2 /KFNH &, #RHEAR KK . MG
GDF-15. sST2 ME&HITIN AECOPD-PH B34 Wia AN KX ) AUC 4374 0.946. 0.701.
0.950, i GDF-15. sST2 il AECOPD-PH &35 i i A K i fe £ BIE 4 714 1309.72pg/mL .
59.10ng/mL.,

£kt 1i% GDF-15. sST2 nJREE N AECOPD #3543 PH B 1.

Ifi% GDF-15. sST2 /&1F{ii AECOPD-PH & A B il 5 M E B Fr
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PO-122
Sodium Tanshinone IlA Sulfonate Enhances the BMP9-
BMPR2-Smad1/5/9 Signaling Pathway in Pulmonary
Microvascular Endothelial Cells

Shiyun Liu. Jian Wang
State Key Laboratory of Respiratory Disease

Objective Recent studies have demonstrated the beneficial effects of sodium tanshinone IIA
sulfonate (STS) in treating pulmonary hypertension (PH) by inhibiting the pulmonary vascular
remodeling and suppressing the abnormally elevated proliferation and migration of pulmonary
arterial smooth muscle cells (PASMCs). In this study, we further investigated the effects and
mechanisms of STS on pulmonary endothelial dysfunction in chronic hypoxia-induced PH (HPH)
rat model, in primarily cultured rat pulmonary microvascular endothelial cells (PMVECs) and in
human embryonic stem cells-derived endothelial cells (hESC-ECs).

Methods In this study, by using the HPH rat model and primarily cultured rat pulmonary
microvascular endothelial cells (PMVECs), we systematically studied the mechanism of action
how STS protects the PA endothelium and the underlying molecular mechanisms during PH
pathogenesis

Results Results showed that: Firstly, a 21-day treatment of STS significantly prevents the HPH
disease development by normalizing the right ventricular systolic pressure and right ventricular
hypertrophy, improving the cardiac output. Then, STS treatment markedly inhibits the hypoxia-
induced medial wall thickening of the distal intrapulmonary arteries. Notably, STS significantly
inhibits the hypoxia-induced apoptosis in both the pulmonary endothelium of HPH rats and
primarily cultured PMVECSs, through the stabilization of BMPR2 protein and protection of the
diminished BMP9-BMPR2-Smad1/5/9 signaling pathway. In mechanism, STS treatment retrieves
the hypoxic downregulation of BMPR2 by stabilizing the BMPR2 protein, inhibiting the BMPR2
protein degradation via lysosome system, and promoting the plasma membrane localization of
BMPR2, all of which together reinforcing the BMP9-induced signaling transduction in both rat
PMVECs and human embryonic stem cells derived endothelial cells (hRESC-ECs). However,
these effects are absent in hESC-ECs expressing heterozygous dysfunctional BMPR2 protein
(BMPR2+/R899X), strongly indicating that STS may exert anti-apoptotic roles, at least partially,
via induction of the BMP9-BMPR2-Smad1/5/9 signaling transduction in pulmonary endothelium
and PMVECs.

Conclusion Collectively, this study firstly reported a STS-induced anti-apoptotic effects on the
pulmonary vascular endothelium underlying the STS-mediated protection of HPH. These results
strongly implied that STS not only exerts anti-proliferative properties on PASMCs, but also exerts
anti-apoptotic roles on PMVECs.

PO-123
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T A E R & Pubmed A 5% 1 1471 8 2R R 30 ik sy 4R SRR, 3EAT A4 A

R HurlmR L #har s e Rt T 1 B sh ik s, (ERF7E R I HAE 3. 4 RUflish ik
A — TR 1 BUE kSR (PAHD DA Bk i 4 A0 I8 88 58 0 = ZR BRI, AT 21 e
IR AN 4 B HoAth M PR ) BB L 9k 570, nT CARRAR MG kR 70, o a A s, o
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2 m ket ZEVE sk = I (CTEPH) J& T 4 BIfizh ke &, 32 BARRE 2 it 5 ik BH 2€ 3+ A HL
feinAs, A EU A A O, BAT, KA DL Eh Bk i DI BR R & CTEPH 897
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D135 2 ot MUV 00, 2 AR ML R A () 98 0 ) L RIS I8 48, 1T 28 RE AR AL
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P55 7 e T LAt sh ik e TR 2 1 0, KX e IPAH BE NG Z0 NIRE (n=12) . F1fE
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Mm% TMAO ¥ EE[1.11 (0.74-1.73) umol/L, P=0.006]F1{ &%t M4 () 1L 2% TMAO WK E[1.12
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50 0 T oA YT fE Bl S AR 2R R, TR B R MR A Uk S B i R R
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B SRR RS PIRIE.

AR 2 J8 8 iR AE I K R 3R I EN(E 9%-36%, K2 RIUNMG I R 2 LR . H AT EEXHm s 46
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PO-129
QRS duration correlates with right ventricular mechanical
dyssynchrony and risk stratification in pre-capillary
pulmonary hypertension without complete
bundle branch block

Bingyang LIU. weichun wu. gixian zeng. tao yang. ginluo. qing zhao. zhihui zhao. zhihong liu.
changming xiong
Fuwai Hosptial China Academy of Medical Sciences

Objective Electrical and mechanical dyssynchrony of right ventricle (RV) are common in pre-
capillary pulmonary hypertension (PcPH) patients and correlated with prognosis. We aimed to
explore the correlation between electrical and mechanical dyssynchrony in PcPH patients, and
further compare their capability in predicting risk stratification.

Methods We consecutively enrolled PcPH patients at Fuwai Hospital from April 2017 to March
2018, then classified them into low and non-low risk groups based on recommendations of 2015
European Society of Cardiology Guidelines. RV mechanical dyssynchrony were measured using
off-line softwares (GE EchoPAC version 201), referred to as RV-SD6. Electrical dyssynchrony,
represented as QRS duration, was measured manually from the chest lead V2 with electronic
calipers.

Results Sixty-six PcPH patients (average 35 years, 19 males and 47 females) were finally
enrolled, 37 in low-risk group, while 29 in non-low-risk group. QRS duration significantly
correlated with age (r = -0.32, P = 0.009) and BMI (r = 0.42, P = 0.001). Both of the two
dyssynchrony indexes showed significant correlation with NT-proBNP, while the correlation
coefficient of RV-SD6 was higher (r = 0.44, P<<0.001 vs r = 0.26, P = 0.039). Significant
correlations were observed between exercise capacity (PVO2 and 6MWD) and RV-SD6, but not
with QRS duration. As for hemodynamic characteristics, RV-SD6 significantly but weakly
correlated with CI (r = -0.34, P = 0.016), PAWP (r = -0.36, P = 0.013), SvO2 (r = -0.37, P =
0.008). Furthermore, QRS duration was significantly correlated with RV-SD6 (r = 0.25, P =
0.047). Both RV-SD6 (area under curve, AUC 0.75, 95% CI 0.64-0.87, P << 0.001) and QRS
duration (AUC 0.65, 95% CI 0.52-0.78, P = 0.036) had the potential to predict non-low risk
stratification. To be specific, RV-SD6>28.5ms had a 82.8% sensibility and 67.6% specificity,
while QRS duration>89ms had a 55.2% sensibility and 73.0% specificity to predict non-low risk
stratification of this cohort of PcPH patients. Multivariate Logistic regression analyses identified
RV-SD6 (OR: 1.02, 95% CI: 1.01-1.03, P = 0.009) and QRS duration (OR: 1.07, 95% CI: 1.00-
1.15, P = 0.045) as independent predictors of non-low risk of PcPH patients.

Conclusion QRS duration correlates with RV mechanical dyssynchrony presented by RV-SD6
and risk stratification in PcPH patients without complete bundle branch block.
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PO-135
Combination Treatment by HIF-2a Antagonist and P53
Agonist Reverses Established Pulmonary Hypertension

Han Yan!. Jian Wang'?
1. Guangzhou Institute Of Respiratory Health
2. T HIEERER A MRS —BRBE O NI L)

Objective Pulmonary hypertension (PH) is a progressive disease characterized by increased
pulmonary vascular resistance. Recent studies reported therapeutic effects of monotherapy with
either tumor suppressor p53 (p53) agonist or hypoxia-inducible factor 2a (HIF-2a) antagonist for
pulmonary hypertension (PH). This study investigated whether a Combination treatment by p53
agonist and HIF-2a antagonist confers advanced therapeutic efficacy against PH through a
precise modulation of p53 and HIF-2a in pulmonary arterial smooth muscle cells and endothelial
cells, based on the cell type divergent regulation of p53 in pulmonary arterial smooth muscle
cells (PASMC) and endothelial cells (PAEC) in patients and animals with PH.

Methods The SU5416/hypoxia-induced PH (SuHx-PH) rat model was used, along with cultured
human PASMC and PAEC. Western blot, RT-PCR, siRNA and immunohistochemical methods
were used along with echocardiography and studies with isolated pulmonary arteries.The main
methods are as follows:

AnimalsWe selected a commonly used SU5416 + Hypoxia-induced PH (SUHX-PH) rat model
(Dai et al., 2018b). The SuHx-PH rat model was established by a single injection of SU5416 (20
mgekg-1 body weight) and then placed in a hypoxic chamber, maintained at 10% O2 for 3 weeks
following by a normoxic exposure of 3 weeks. The treatment with vehicle control, Nutlin3a (12
mgekg-1+d-1, i.p.), and/or PT2385 (20 mg<kg-1+d-1, i.g.) were started when the rats were
recovered from hypoxic exposure for the subsequent 3 weeks. Measurement of right ventricular
systolic pressure (RVSP) and Fulton indexAfter Millar catheter was introduced into the RV,
hemodynamic parameters were collected via the Lab Chart software. Fulton index (a weight ratio
of RV to LV plus S) was calculated to evaluate RV hypertrophy.Transthoracic
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echocardiographyPulse wave Doppler echo was used to record the pulmonary blood outflow at
the level of the aortic valve in the short-axis view to measure pulmonary acceleration time (PAT)
and pulmonary ejection time (PET). RV fractional area change (FAC) is the diastolic right
ventricular area minus the end systolic right ventricular area, which is divided by the end diastolic
right ventricular area. RVFAC was measured via the B-mode image of the right ventricle on the
fourth chamber level. Tricuspid cuspid annular plane systolic excursion (TAPSE) was obtained in
2D M-mode echocardiograms from the apical four-chamber view. Right ventricular end-diastolic
wall thickness (RVEDWT) and right ventricular end-systolic wall thickness (RVESWT) were
measured during end-diastole and end-systolic cycle. Isolation of rat pulmonary ECs. Preparate
rat lung single-cell suspensions, the cell suspensions were mixed with Lung Non-Endothelial Cell
Depletion Cocktail and proceed to magnetic separation. Unlabeled cells that pass through the
column were collected. After resuspended, incubated with Endothelial Cell Isolation Cocktail,
proceed to magnetic separation.

Results Hypoxia-induced proliferation of PASMC is associated with decreased p53, whereas
hypoxia-induced PAEC apoptosis is associated with increased p53, via a HIF-2a-dependent
mechanism. Combined treatment with Nutlin3a and PT2385 is more effective by simultaneously
inhibiting the hypoxia-induced PASMC proliferation and PAEC apoptosis, overcoming the side-
effects of monotherapy. These are (i) Nutlin3a exacerbates hypoxia-induced PAEC apoptosis by
inducing p53 in PAEC and (ii) PT2385 inhibits PAEC apoptosis because HIF-2a is predominantly
expressed in PAEC but lacks direct effects on the hypoxia-induced PASMC proliferation. In rats,
combination treatment is more effective than monotherapy in reversing established SuHx-PH,
especially in protecting pulmonary arterial vasculature, by normalizing smooth muscle thickening,
protecting against endothelial damage and improving function.

Conclusion Hypoxia-induced proliferation of PASMC is associated with decreased p53, whereas
hypoxia-induced PAEC apoptosis is associated with increased p53, via a HIF-2a-dependent
mechanism. Combined treatment with Nutlin3a and PT2385 is more effective by simultaneously
inhibiting the hypoxia-induced PASMC proliferation and PAEC apoptosis, overcoming the side-
effects of monotherapy. These are (i) Nutlin3a exacerbates hypoxia-induced PAEC apoptosis by
inducing p53 in PAEC and (ii) PT2385 inhibits PAEC apoptosis because HIF-2a is predominantly
expressed in PAEC but lacks direct effects on the hypoxia-induced PASMC proliferation.

PO-136
IL-6 regulates GATAG gene promoter methylation by
activating the JAK2/STAT3 signaling pathway to promote
PASMCs proliferation

Xunping Wul. Jie Luo?. Lin Liu®. Jianxiong Liao*. Weijia Liu®
1. Central Laboratory, Guizhou Provincial People's Hospital, Guiyang (550002), Guizhou Province, China.
2. Office of Drug Clinical Trials, Guizhou Provincial People's Hospital, Guiyang (550002), Guizhou Province,
China.
3. Department of Respiratory and Critical Care Medicine, Guizhou Provincial People's Hospital, Guiyang
(550002), Guizhou Province, China.
4. Emergency department, Guizhou Provincial People's Hospital, Guiyang (550002), Guizhou Province, China.

Objective The defining feature of pulmonary arterial hypertension (PAH) is pulmonary vascular
remodeling caused by excessive proliferation of pulmonary artery smooth muscle cells
(PASMCs). Studies have shown a high expression of IL-6 and a low expression of GATA6 in
PAH patients, which play an essential role in the proliferation of PASMCs. The underlying
mechanism is still unclear. The purpose of this study is to investigate the relationship between IL-
6 and GATAG in abnormally proliferated PASMCs and their mechanism.

Methods The proliferation of PASMCs was induced by Platelet-Derived Growth Factor (PDGF-
BB), and the expression of IL-6 and GATA6 were detected. AG490 and 5-Aza were used to
intervene in the proliferation of PASMCs induced by PDGF-BB. IL-6-mediated JAK2/STAT3
signal pathway and the degree of methylation of GATA6 were analyzed. Finally, IL-6
overexpression/siRNA interference effects on PDGF-BB-induced PASMCs proliferation and the
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IL-6/JAK/STATS signal pathway together with methylation level of GATA6 gene promoter were
detected.

Results Abnormally proliferating PASMCs was induced by PDGF-BB at the concentration of 30
pg/L for 48h. The expression of IL-6 was significantly increased and GATA6 protein expression
was decreased(P <<0.05), IL-6 mRNA negatively correlated with the GATA6 mMRNA(P <0.05, r=-
0.705). Inhibiting the JAK2/STAT3 pathway with AG490, the expression of IL-6 was decreased,
the expression of GATA6 was increased, and the methylation level of the GATA6 gene was
significantly downregulated(P<<0.05). Furthermore, after inhibiting DNA methylation with 5-Aza,
the protein and mRNA expression of IL-6 decreased, the expression of p-JAK2/JAK2 decreased,
and the expression of p-STAT3/STAT3 increased, GATA6 gene methylation was inhibited,
GATA6 mRNA and protein expression were up-regulated and proliferation of PASMCs was
decreased(P<<0.05). In IL-6-overexpressed PASMCs, the JAK2/STAT3 signaling pathway was
activated, the level of GATA6 promoter methylation was increased and the proliferation of
PASMCs was increased(P <<0.05). After IL-6 siRNA, JAK2/STATS3 signaling pathway and GATA6
methylation were inhibited, and the proliferation of PASMCs was reduced(P<<0.05).

Conclusion IL-6 regulates GATA6 gene promoter methylation by activating the JAK2/STAT3
signaling pathway to promote PASMCs proliferation.
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PO-140
Blood cells and venous thromboembolism risk: A Two-
Sample Mendelian Randomization Study

Jiahao Hel. Yiting Yao'. Juan Li?. Yi Shen?. Guanli Wang?. Chunli Liu?
1. The First Affiliated Hospital of Guangzhou Medical University
2. The First Affiliated Hospital of Guangzhou Medical University

Objective Previous studies have shown that various cell indices are associated with a higher risk
of venous thromboembolism (VTE), however whether these findings reflect a causal relationship
remains unclear. Therefore, we performed a two-sample Mendelian randomization (MR) analysis
to assess the causal association of various blood cells with VTE risk.

Methods Summary statistics of genetic instruments representing cell indices for erythrocytes,
leukocytes, and platelets were extracted from genome-wide association studies of European
ancestry, by Two-Sample Mendelian Randomization. The multiplicative random-effects (RE) and
fixed-effects (FE) inverse-variance weighted (IVW) were used to assess the causal associations
between the exposures and VTE, The effect measures were the odds ratio (OR) of the risk of
VTE, which was normalized to one SD increment in each exposure factor. In addition, we
conducted weighted median (WM)-based method and MR-Egger statistical sensitivity analyses to
ensure the robustness of pleiotropic IVs. MR-Egger method can identify potential pleiotropy (p for
intercept < 0.05) and give corrected estimates. Heterogeneity was assessed with the 12 index
and the funnel plot. We used leave-one-out analysis to evaluate the stability of these genetic
variants by excluding one individual SNP each time. All statistical results are two-sided, and a p
<0.05 was considered statistically significant. The statistical analyses were performed with R
(version 4.0.4), TwoSampleMR (0.5.5), and MR (0.5.0).

Results MR analysis showed that red blood cell distribution width (RDW), mean corpuscular
volume of reticulocyte (MCVr), mean corpuscular volume (MCV) and monocyte count (MONO)
had a significant causal relationship to VTE. The results showed that genetically predicted RDW,
MCVr, and MCV were positively correlated with VTE, with odds ratios (OR) of 1.002 (95%ClI
1.000 - 1.003, P = 0.022), 1.003 (95%CI 1.001 - 1.004, P = 0.001) and 1.001 (95%CI1.000-1.002,
P=0.005) for each 1 SD increase, respectively; monocyte count was negatively correlated with
VTE, with an odds ratio (OR) of 0.998 (Cl 0.996-0.999, P=0.041) for per 1 SD increase.We found
no causal relationship between other cell indices and VTE (Figure 1,Table 2)

Conclusion Genetically liability to high- red blood cell distribution width, mean reticulocyte
volume, mean red blood cell volume, and low monocyte count are associated with the higher risk
of VTE.

PO-141
Arterial and Venous Thromboembolism Risk Associated
with Blood Eosinophils: A Systematic Review and
Meta-analysis

Shang Wang. Wei-Jie Xu. Ping Yuan. Lan Wang. Jin-Ming Liu. Rong Jiang
Shanghai Pulmonary Hospital, Tongji University School of Medicine

Objective Blood eosinophilia (EOS) is reported in numerous conditions, including allergic,
infectious, inflammatory and neoplastic disorders. Some studies have shown that arterial/venous
thrombosis disorders are associated with abnormal levels of blood EOSs, which emphasize the
need to better understand EOS count for predicting the occurrence and severity of
arterial/venous thrombosis disorders.

However, whether there is an association between high EOS counts and arterial/venous
thrombosis is unclear. So we aimed to conduct a systematic review and meta-analysis to assess
the association between blood EOS count and thrombotic events and adverse outcomes related
to such events in patients with various arterial or venous thrombosis disorders.
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Methods We searched the PubMed, Embase, Cochrane Library databases and preprint
platforms, using the core terms of eosinophil, coronary heart disease (CHD), myocardial
infarction, acute coronary syndrome, ischemic stroke, cerebral infarction and so on. Studies
comparing the odds ratios (ORs), or risk ratios (RRs) of EOSs with above-mentioned diseases
were eligible. Pooled ORs, RRs and 95% confidence intervals (Cls) by the generic inverse-
variance method were calculated. The quality of studies was assessed with different standards.
Data management, transformation of effect size, and calculation of pooled prevalence were
performed using Review Manager (RevMan) (Version 5.4, The Cochrane Collaboration, 2020).
Results Finally, 22 articles were qualitatively identified. Of them, 13 were cohort studies, 6 were
cross-sectional studies, and 3 were case-control studies. All articles were assessed for
methodological quality. We found that high EOS count was associated with acute coronary artery
thrombosis events (OR: 1.23, 95% CI: 1.15-1.32) and short-term cerebral infarction and its
mortality (RR: 2.87, 95% CI: 1.49-5.51) (both P < 0.05, 12 = 0). VTE events were more common
in the general population (RR: 1.01, 95% CI: 1.00-1.01), and especially among patients with
eosinophil-related diseases (RR: 6.52, 95% CI: 2.42-17.54) (both P < 0.001, 12 = 0). In CAD
patients, a high EOS count was a protective factor against 6-month to 1-year mortality (RR: 0.56,
95% CI. 0.45-0.69, 12 = 1%) but was associated with the poor adverse outcome of long-term
mortality (RR: 1.64, 95% Cl: 1.25-2.14, 12 = 58%) (both P < 0.001).

Conclusion Whether a high or low EOS count predicts an increased risk of thrombotic events
significantly varies among different arterial or venous thrombosis disorders. This meta-analysis
quantified this risk, which accounts for thrombotic risk and other poor outcome assessments in
patients with high or low EOS count. These findings are important for clinicians treating individual
patients. Future clinical trials are needed to assess the ability of thrombotic screening and
optimal strategy for patients with abnormal EOS counts and a variety of different arterial/venous
diseases.

PO-142
Divergent Changes of p53 in Pulmonary Arterial
Endothelial and Smooth Muscle Cells Involved in the
Development of Pulmonary Hypertension

Qiuyu Zheng. ziyi wang. kaiyang. jian wang
State Key Laboratory of Respiratory Diseases, The First Affiliated Hospital of Guangzhou Medical University,
Guangzhou, Guangdong, 510230, China

Objective The tumor-suppressive role of p53, a transcription factor that regulates the expression
of many genes, has been linked to cell cycle arrest, apoptosis, and senescence. The non-
canonical function or the pathogenic role of p53 recently has been implicated in pulmonary
vascular disease.

Methods For the establishment of hypoxia-induced PH in mice, adult male C57BL/6 mice were
exposed to hypoxia for 21 days. The hypoxic chamber was consistently maintained at a level of
10% 02 and low CO2 (<0.5%) during the induction period of 4 weeks.

Male SD rats were randomly divided into two groups: a control group and monocrotaline (MCT)-
injected group. In the MCT group, a single intraperitoneal injection of MCT was given at day 1 to
establish the MCT-induced PH.

For the normoxic group, cells were maintained in a humidified atmosphere of 5% CO2 -95% air
(21% 0O2) at 37°C, while cells from the hypoxic group were cultured in 3% O2 at 37°C for 48-72
hours. For these studies, all cells used were between 5-8 passages. To study the effect of FG-
4592, an inhibitor of PHD, on the protein level of p53 in human PAECSs, we treated the cells with
FG-4592 (cat. No. 10338, Advanced ChemBlocks Inc) for 48 hrs.

Results we report that p53 is increased in PAECs, but decreased in PASMCs, isolated from
mice with hypoxia-induced pulmonary hypertension (HPH) and rats with monocrotaline (MCT)-
induced PH (MCT-PH). The increased p53 in PAECs from rats with MCT-PH is associated with
an increased ratio of Bax/Bcl-2, while the decreased p53 in PASMCs is associated with an
increased HIF-1a. Furthermore, p53 is downregulated in PASMCs isolated from patients with
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idiopathic pulmonary arterial hypertension (IPAH) compared to PASMCs from normal subjects.
Overexpression of p53 in normal PASMCs inhibits store-operated Ca2+ entry (SOCE) induced
by passive depletion of intracellularly stored Ca2+ in the sarcoplasmic reticulum (SR), while
downregulation of p53 enhances SOCE.

Conclusion Differentially regulated expression of p53 and HIF-1a/2a in PASMCs and PAECs
and the cross-talk between p53 and HIF-1a/2a in PASMCs and PAECs may play an important
role in the development of pulmonary hypertension via, at least in part, induction of PAECs
apoptosis and PASMCs proliferation.
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PO-144
Copper-dependent death exists in hypoxia-induced PAEC
injury via FDX1 and LIAS

Hao Zheng. Yingqun Ji. Qiang Li
Shanghai East Hospital

Objective Pulmonary arterial hypertension (PAH) is a progressive disease with a poor prognosis
characterized by pulmonary vascular remodeling and lack of effective treatment.Copper is an
essential cofactor for all organisms, and yet it becomes toxic if concentrations exceed a threshold
maintained by evolutionarily conserved homeostatic mechanisms. Copper-dependent, regulated
cell death is distinct from known death mechanisms and is dependent on mitochondrial
respiration. However,whether Copper-dependent, regulated cell death mediates PAECs death
remains unclear.

Methods We searched the GEO database and analyzed the gsel63827 dataset, RNA-seq
transcriptome profiling of human pulmonary artery endothelial cells in response to hypoxia.we
analyzed the differentially expressed genes, and performed functional enrichment analysis of the
differentially expressed genes, as well as the analysis of the expression levels of mitochondrial
damage-related genes, and analyzed the key genes FDX1 ,LIAS ,copper transporter
Slc31lal ,whichinvolved in the regulation of copper death. We also analyzed Fe-S cluster
expression levels.

Results The decrease of PAEC cell viability was detected by CCK8 after exposure to hypoxia for
24 h. The results of the analysis of functional enrichment results showed that the response to
oxygen levels, NADP-retinol dehydrogenase activity, and extracellular matrix component were
significantly up-regulated. The expression of FDX1 and LIAS were up-regulated during PAEC
injury,while Slc31al was not significantly changed. Previous studies have shown that knocking
out either FDX1 or LIAS can rescue the cell copper death process. Studies have shown that the
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expression level of FDX1 and the level of lipoic acid metabolism are correlated with cell viability,
indicating that FDX1 is an upstream regulator of protein lipoylation and is involved in the
regulation of cell copper death. The Fe-S cluster protein level decreased significantly, and the
instability of Fe-S cluster protein may be an important cause of cell death. It is suggested that
copper death in endothelial cells may be a novel cell death mode by participating in the
regulation of Fe-S clusters.

Conclusion Copper ions are a double-edged sword. On the one hand, it plays an important role
in the body&#39;s metabolic process as a key cofactor of many enzymes; on the other hand, its
excessive content can induce cell death. In this work, we found elevated expression of copper
death-related enzymes and proteins in PAECs, suggesting that copper-dependent death may be
a novel cell death mode mediating PAEC damage.Collectively, our study could provide more
information for understanding the roles of Copper in PAEC,especially,FDX1 and LIAS which may
provide a novel insight into identifying targets for PAH treatment and diagnosis.In the future, we
need to explore the mechanism of copper death-induced PAEC cell injury.
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PO-148
Visibility, Wind speed, and Dew point temperature are
Important factors in SARS-CoV-2 transmissibility

Dansha Zhou. Yugin Chen. Jian Wang
State Key Laboratory of Respiratory Disease, National Clinical Research Center for Respiratory Disease,
Guangdong Key Laboratory of Vascular Disease, Guangzhou Institute of Respiratory Health, The First Affiliated
Hospital of Guangzhou Medical University, Guangzhou, Guangdong, China

Objective The aim of this study is to provide evidence for the influencing factors of SARS-COV-2
virus mutation by determining the impact of geographical and meteorological factors on SARS-
CoV-2 transmission, and the different impacts of SARS-CoV-2 variant strains.

Methods From January 20 to March 10, 2020, we collected the number of daily confirmed new
cases and meteorological factors in all cities and regions in China and Italy affected by the Alpha
VOC. We also collected the daily confirmed cases of the Delta VOC infection in China and Italy
from May 21 to November 30, 2021.

Results The relationships between daily meteorological data and daily verified new cases of
SARS-CoV-2 transmission were then investigated using a general additive model (GAM) with a
log link function and Poisson family. The results revealed that latitude was substantially
connected with daily confirmed new instances of the Alpha VOC, while there was no such
correlation with Delta VOC transmission. When visibility is greater than 7 meters, the propagation
of the Alpha and Delta VOCs in Italy and China can be controlled. Furthermore, greater
temperatures and increased wind speed reduce the transmission of the Alpha and Delta VOCs.
Conclusion In conclusion, geographical and meteorological factors play an important role in
SARS-CoV-2 transmissibility and should be considered in virus mitigation strategies.Highlights
*Meteorological conditions play a significant role in the Alpha VOC and Delta VOC transmission.
*Dew-point temperature is negatively associated with the transmission of the Alpha VOC in a
warmer context.

*The transmission of the Alpha VOC decreases with increasing relative humidity (RH), while RH
has a significant linear positive correlation with daily new cases of the Delta VOC transmissibility.
*The significant nonlinear negative correlation between SARS-CoV-2 Alpha VOC transmissibility
and visibility was first identified through our study.

*Improved knowledge of the effects of visibility, relative humidity, and dew-point temperature on
SARS-CoV-2 transmission can be used to modify indoor and outdoor environments to improve
infection control.

PO-149
The effects of choline in patients with pulmonary
hypertension and monocrotaline induced pulmonary
hypertension rats

Yicheng Yang. Beilan Yang. Qixian Zeng. Changming Xiong
Fuwai Hospital

Objective Pulmonary hypertension (PH) is a progressive and frequently fatal disease that leads
to progressive pulmonary vascular resistance, right heart failure, and even death. It has been
widely recognized that the detection of measurable and reproducible biomarkers contributes to
the improved prognostic evaluation of patients with PAH. Previous study demonstrated that
plasma choline might be a potential biomarker in cardiovascular diseases while its value on PH
was still unknown. We aimed to examine the hypothesis that circulating choline levels serve as a
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biomarker in PH, and to determine the effects of elevated levels of plasma choline in
monocrotaline (MCT)-induced PAH rats.

Methods During April 2019 to January 2020, inpatients diagnosed with PH in Fuwai Hospital
Pulmonary Vascular Word, defined as mean mPAP = 25 mmHg by right heart catheterization,
was included in this study. Patients with history of gastrointestinal surgery, metal disease, acute
heart failure, and liver disease including hepatitis, cirrhosis, alcoholic fatty liver disease, and
nonalcoholic fatty liver disease were all excluded. Fasting blood samples were obtained to
assess choline levels and other laboratory values. In addition, an animal study was conducted to
further explore the specific effects of choline in PH. Sprague-Dawley rats (6 weeks, weighing
230-250 g, Charles River, Beijing) were utilized and randomly divided into 4 groups after a 1-
week adaptation period: 1) a normal control group (n=6): rats were fed a standard diet and water
for 4 weeks; 2) a choline group (n=5): rats were fed a diet containing 1.2% choline and normal
water for 4 weeks; 3) a monocrotaline (MCT) group (n=6): rats received a subcutaneous injection
of MCT (60 mg/kg, Sigma-Aldrich, St. Louis, MO, USA) and fed a standard rat diet and water for
4 weeks; 4) a MCT+choline group (n=6): after injection of MCT, rats were fed a diet containing
1.2% choline and normal water for 4 weeks. Finally, the choline levels, hemodynamic
examinations, changes in organ-tissue and molecular levels were all evaluated.

Results In total, 272 inpatients with PH were included in this cohort study. After adjusting for
confounding clinical factors, the high circulating choline level was still associated with poor WHO-
FC (odd ratio [OR]=3.967; 95% CI, 1.444-10.901; P=0.008), elevated NT-proBNP (OR=3.275; 95%
Cl, 1.322-8.110; P=0.010), and decreased cardiac output index (p=-0.187; 95% CI, -0.706 - -
0.027; P=0.035). Moreover, high choline levels were associated with poor prognosis in total PH
cohort (hazard ratio [HR]=1.934; 95% CI, 1.034-3.619; P=0.039). The choline levels in the rats
increased in MCT + choline group, accompanied by improved hemodynamic parameters,
decreased right ventricular hypertrophy (0.50+0.05 vs 0.60£0.05), and amelioration of pulmonary
vascular remodelling [WT% (14.8+0.5% vs 46.4+1.3%) and WA% (54.9+1.6% vs 93.1+0.9%)].
The decrease in abnormal apoptosis, excessive cell proliferation, and restoration of endothelial
nitric oxide synthase after choline treatment further explained the amelioration of PH.
Conclusion Elevated choline level might be a consequence caused by disease and promisingly
serve as a potential biomarker in PH.

PO-150
Different Response of the Oxygen Pathway in Patients with
Chronic Thromboembolic Pulmonary Hypertension Treated
with Pulmonary Endarterectomy versus Balloon
Pulmonary Angioplasty

Zhihui Fu 2, Xincao Tao'. Wanmu Xie!. Peiran Yang®?. Qian Gao'. Jinzhi Wang'. Zhenguo Zhai!?
1. China-Japan Friendship Hospital
2. AL RT AN EE 22 R

Objective Oxygen pathway limitation exists in chronic thromboembolic pulmonary disease
(CTEPH). Pulmonary endarterectomy (PEA) and balloon pulmonary angioplasty (BPA) are two
effective interventions for CTEPH, but their effects and comparison of these two interventions on
the oxygen pathway are not well demonstrated. To better understand the pathophysiological
mechanism and to compare the effects of PEA and BPA on the oxygen pathway, we
retrospectively collected data, including hemodynamics, pulmonary function test, and blood gas
analysis, from CTEPH patients before and after the interventions (PEA or BPA), and different
responses of the oxygen pathway in patients treated with PEA versus BPA were revealed.

Methods Patients with CTEPH who received PEA or BPA from 2018 to 2021 in China-Japan
Friendship Hospital, were included in this study. Patients in the BPA group should receive all
sessions of BPA. Patients who underwent both PEA and BPA, or those without pulmonary
function and hemodynamic tests before and after the intervention were not included in the study.
Data on the pulmonary function tests, right heart catheterization, echocardiogram before and
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after PEA or the last session of BPA, were retrospectively collected. The follow-up right heart
catheterization, pulmonary function test, and echocardiogram were carried out at the same time,
6-12 months after the operation. Comparisons of the oxygen pathway in terms of lung ventilation
(presented by the percentage of the predicted forced expiratory volume in the 1s (FEV1%),
maximum voluntary ventilation (MVV%), alveolar ventilation (VA%), and forced volume capacity
(FVC%)), lung gas exchange (assessed as arterial oxygen saturation (SaO2), lung diffusion
capacity, partial pressure of oxygen in the artery (PaO2), and alveolar ventilation-to-cardiac
output ratio (V/Q)), oxygen delivery (derived from radial arterial oxygen content (CaO2) and
cardiac out (CO)), and oxygen extraction (defined as the volume gradient of oxygen between
arterial blood and mixed venous blood) between these two interventions were done.

Results 24 patients with CTEPH who received PEA and 53 patients with CTEPH who received
all sessions of BPA were included. There were no significant differences between patients who
received PEA versus BPA in most baseline parameters except in age (60.5+8.7 vs 54.0+12.1 vy,
P=0.024). Pulmonary function tests in the two groups both showed a slightly decreased diffusion
capacity of the lungs for carbon monoxide (DLCO) (71.8+14.0 vs 72.8+14.8 % of predicted,
P=0.778), maximum voluntary ventilation (MVV) (67.0£15.2 vs 66.6+14.9 % of predicted,
P=0.911), and a moderately decreased maximum mid-expiratory flow (MMEF) (45.1+18.0 vs
46.7+21.8 % of predicted, P=0.755). Comparably decreased arterial oxygen content (CaO2)
(18.8+2.3 vs 17.8+2.6 ml/dl, P=0.114 ) was found in both groups. Before the intervention,
patients in the PEA group had higher oxygen extraction by the periphery than those in the BPA
group (177.5+40.4 vs 154.8+43.7 ml/min, P=0.035). There were no significant differences in the
mean follow-up periods among the two groups (330 days (range: 108-1064) in the PEA group
and 305 days (range: 41-967) in the BPA group). Patients in the BPA group attempted an
average of 3.5+1.3 rounds of BPA. The changes of FEV1% (-3.4+£12.7 vs 3.11+9.0%, P=0.012),
FVC (-0.17+0.45 vs 0.09+0.29L, P=0.004), FVC% (-5.5+13.0 vs 3.5+10.5%, P=0.002), and MVV%
(-2.3£9.7% vs 1.9+6.8%, P=0.040) were significantly different between the two groups. Both
MMEF75/25, MMEF75/25%, VA, and VA% of patients post-PEA or post-BPA showed no
significant change. Patients in the PEA group had a significant increase in their oxygen
saturation (Sa02) (from 92.5£3.6 to 94.6+2.4%, P=0.022) and arterial oxygen partial pressure
(PaO2) (from 66.8+14.1to 73.8+£9.8mmHg, P=0.044), while those in the BPA group had no
change, which could be explained by a significant improvement in V/Q (-0.48+0.53 vs -0.11+0.39,
P=0.003). The oxygen delivery (DOZ2) in patients post-PEA was significantly higher than that in
patients post-BPA (756.3+229.1 vs 587.3£179.8 ml/min, P=0.005). Although the oxygen
extraction by the peripheral tissues in CTEPH patients had no change after PEA and BPA, there
was a significant difference in the change of oxygen extraction among patients post-PEA and
post-BPA (25.8+68.1 vs -6.3+58.0 ml/min, P=0.039)--.

Conclusion Impairments were found at each step of the oxygen pathway in CTEPH patients.
Partial amelioration of the oxygen pathway limitations could be achieved in CTEPH patients post-
PEA and post-BPA. CTEPH patients post-PEA had better performance in lung gas exchange,
oxygen delivery, and extraction, while patients post-BPA had better lung ventilation.
Cardiopulmonary rehabilitation may assist in improving the impairment of the oxygen pathway,
while additional research is warranted to investigate the effect of PH-targeted medications on the
oxygen pathway.

PO-151

25 4 1 JUW AR SRR 3h Bk = R K2R

R
V4 22 [ B 2 27 s

HHELME, DO ERER, J5HIUEshERR . A, 2 W g A AL SRR R s ik
IR, SEINE, 28Kk, sz TR, KBNS G SRV REE, 5RO REE,
FEAE R PANGHPRES, MBS, BREIFFRIMB TR, & Ta2RIERIT S BEERY]
WA, MBS MRS, HATH A A SR
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PO-152

GDF15 7E{ER K A2 B 70 i3k 8

P, R
W A B M R R R

BH 5k A i 2E AL i i 2E (PE) RIA B K A2 (DVT), £ 5%ZE 15%[K P B aAMNRHE IR B 1)
BEZHEW, AR GDF-15(4 KL ¥ 15) fEfifite 2 B v ol T s, WA STl
GDF15 TEZRFf K e A A 70t e it AT 25k o

ik LL“GDF15”. “thromboembolism™Z:{F No<iin], 7& Pubmed LAGZRAHI ST E > 1T
B,

25 GDF15 E{g R AR M P IEH JEHA 0.15-1.15ng/ml. —Iif#% 3000 43 A A4t X [a] i
FR, mEIiiEAKER) GDFL5 Al D- B 4 DX ik ifn e A% ZE (1) XU 34 I AH 5¢ . Hansen ES %%
SH ORI, TR FERR EAR Y, GDF15 {H s IPY /367 50(358 pg/mL)i¥3Zik# 5 GDF-15
1 T AR VU237 50200 pg/mL) A2k #HEL, VTE ) OR Jy 2.05(95%cl: 1.37-3.08). fEif—
TR E TR WM. BEREIT . KBRS C RMEM )G, ORs BEAMRFFAE, $&/Rm GDF-
15 /K5 VTE RSIGINAE G . X T2k 4: PE BIfERE B, GDF15 5 PE Mfal g, Hiif XU
INE M. —IUATHEERFTL, 9INT 77 ] PE {ERt B, GDF15 K-V @it S35 4 5 BBl
B AR LA L . GDF15 /KFFt Y DVT 3 e ™ E 2 & A 0%, Bl
ADP 75 S I /MR EE .

&8 GDF15 W REAUZ MAe ™ EARE e br, JFH & DVT IEIEMIRITHE A, (HHEP K ) B AR
H R — LA

PO-153
It is imperative to set up laws and regulations for natural
and free sports.

Hanyou Xu
Department of Internal Medicine, INTERNATIONAL LIASOM Hospital in Anji , Huzhou city, Zhejiang Province,
China.

Objective In order to promote the health level of mankind and Olympic spirit, the proposals to set
up laws and regulations for free and natural sports have been suggested.

Methods Summarized the modern developments of sciences and the life experiences. Created
the proposals that it is imperative to set up laws and regulations for free and natural sports.
Results As the modern science and technology developed, the radio controlling the space craft
and physiology of human being and man-made patho-physiology changes have been being in a
easy way like the hand movements of normal adult man. The man made radio control supporting
the athletes to competing up the best may be easy to do. Which must be false and sham.
Therefore, | hope that China and the world athletes should compete naturally in the Olympic
Games and any other sports compete events. But the laws and regulations for free and natural
sports have not been set up.

At this situation, therefore, | propose that every international and national sport administration
committees must set up the laws and regulations to ban any radio micro control physics
supporting athletes unnaturally. All countries and regions and all No Government Organizations
in the world must support the laws and regulations. Which like the present World Anti-Doping
Code and its developed regulations, principles, rules or laws. So as to guide and protect all the
sports events compete freely and naturally for really promoting unity, peace, friendship and
togetherness, health, and development, the Olympic spirit and sport spirit.

Conclusion As the sciences developed and the civilization of mankind developed. The people
have been striving for equality, freedom, health, peace, unity, friendship and togetherness. The
free and natural sports have been being the basic and central doing for the sports organizations,
administrators, athletes and the ordinary people. Therefore, It is imperative to set up laws and
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regulations for clean Olympics, natural and free sports. China, me and all others, countries and
organizations must support the initiative the author proposed. So the great world will be coming.

PO-154
The COVID-19 has been bringing our life enormous
changes as the secondary syndrome of COVID-19
pandemic. And the quality of life has been being
seriously reduced

Hanyou Xu
Department of Internal Medicine, INTERNATIONAL LIASOM Hospital in Anji , Huzhou city, Zhejiang Province,
China.

Objective In order to prevent the side effects of the secondary health influence syndrome of
COVID-19 pandemic for ordinary people.

More than two years passed, the COVID-19 has been being pandemic around the world up to
now. As the World Health Organization(WHO) reported that globally, as of 5:27pm CET, 22
March 2022, there have been 470,839,745 confirmed cases of COVID-19, including 6,092,933
deaths, 1,244,012New Cases in last 24hrs, reported to WHO. As of 18 March 2022, a total of
10,925,055,390 vaccine doses have been administered

The WHO Overview is as. After a consistent decrease since the end of January 2022, the
number of new weekly cases rose for a second consecutive week, with a 7% increase reported
during the week of 14 through 20 March 2022, as compared to the previous week. The number
of new deaths has continued a decreasing trend (-23% as compared to the previous week).
Across the six WHO regions, over 12 million cases and just under 33 000 deaths were reported.
Methods The author has summarized and described ten syndrome of COVID-19 pandemic for
ordinary people as the enormously changed life models and the seriously reduced quality of life.
Results The COVID-19 has been bringing our life enormous changes.And the quality of life has
been being seriously reduced. The first sufferings is psychological pressure and mental pressure.
The second sufferings is that the peaceful life has been being interfered and disturbed.COVID-
19 pandemic cause the losing of family members and friends loving. Masks cause oxygen
limitation.Economic and jobs losing. Transportation retarded. The death numbers have been up
and the birth has been down in China. The education has been being retarded heavily. People’s
health pursuing and hospital doctoring have been being more difficulty. The COVID-
19 pandemic has caused to create new life and working model. The proposals for cure and take
care the syndrome of COVID-19 pandemic have been suggested. And aiming to reduce the
health impacts by the on going COVID-19 pandemic and promote the health of Chinese and the
world people.

Conclusion The summarized and described ten syndrome of COVID-19 pandemic for ordinary
people and the proposals for cure and take care the syndrome of COVID-19 pandemic may be
referenced by other countries.

PO-155
B 2 TR B R M A R

B
WP 22 35 E BR LIASOM 2R

EHE 9 7B e R R Rl 28, 1 90 N AR BT, V6 9T T RE I B A AT 4 AL A5 R 1AE, PRIk,
2T RESHBIR G A K SRS A SR ROA X R, AR L2
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JitE ANEAREG PO, EARRAE G LR, AR R OB AR RMBNE, JEAR T
i AN 2 ) G B BAR DR TR MRS, AR WA 2o A 25 2L 250, AR AN 22 AR I i R
2o, RpEGE RO R R R AR R, G 9 N AR, 6T AT RE I8 B A AT 4 A 45 S TRUAE 14
HYnaIT i s, HSERA

SR MR 2T REGH AR N 22 SR T, 2T RE SRR &
ALK S R B S 2 SN T I R SR I (M N, BRI, RIS, 24550 A B
LRIV PR EN==C T D NNAEE KRt R 10 = O (31 RE ARG oo/ 6N AVETBE (A EDARE e 17 S 3% e M 1y
(f1, ENSHPERAPALIIG . 10 B AL, RALITIEEAN 16 R, SN
P25 8] ] A — 1,

MANZ R RN RCRIESE, AR5 259 Ui 91 -F5 AR PROF FE SR E AR H AT, A2 LR IR 34,

AN B HhL G S FH PR 24 3 S B N A i PRV I SR, PR 2GR & N, BRI AR
WS ET R, PAREEER], WE0T RIEAHBCAATE AR ARIEZ . BEIOT 5T ThaE, AT
i PR PR PHEAE, WEE R IR . ERFIRGERCG . AR AR N i AL _E
BUEMRAE, BORUIE, Ll ANENZmiE, BUCKEN ORI, WA AER . R INALZUE
MRS RGeS, S M ERGES TR Einam R, RAKEB . HT3AMWT, Bk
fretE. A DUBRA . T BRSO WUBEZE . DR TEAR T R EAR 50 45 B R IR fix
Ho BRI M, FRAAEE, BNk HTRT A ER AR O RO
Ry MRPERCTR . ORI E, RESR IR N SRS, ST YIS I, A iy
MAEH, FERER AT 25 P SRS IR 53 Rl SR o

ST AR, SR EN SR, EEP G HE, RGBT RO KB, ARkE
SRR EA S M AR MRS, OIS R RERG. MENDWRGE RAERN,

SESATIATAGRA R R, B SRR ANIRTTT, X EREELS BRI PR N 2L AU B BRI E R, B SRR
XPEREII 52 77, SEARH RSk T VAR 8], 25 RIFIER]: 222 5B A LT 2R ikt 5t
BB .

AT RIESHBON B 2", WA RKEE SR 2 2SR T 402457, DRI, TR T RIESHRIB & A ki
SRS 28 SRR A EL R AN —FH I RIE A, AR a < FRFA L BNk, BTSRRI,

S RYATT PURT BRR T B ODIEVR T AR K SO AR, R, R KRR R
iR, EPRIEREA RS (et N AR A BRI RE IR W A VR AT, Tt =AW s i, e B
BRI, I, ELEARF I, NS T RIESBOIE & A B SRS 2 IR T, BT
W R IR BRI ALE I 2 B AR S R NS S, R ARE B, S5 AT 4 LU,

f& . BRI AT R EOCE, —Bom AW R,

G MRIETEIT RS ARGESR. ZEEN B, RIS R P00 75 AL il ¢
TN, B AN FRE B IR JE BRI 1, N 37 T SR SR VBB 15 2B Bk SR B S 2 A 4s AR T
W AT LASE 500 AR U3, SO, ITRRARSET R 1R A R 167718 B I 21 AL %
JRIAE, PR R AR IS SR, A S R .

PO-156

1 5 i o . S A e 2 Ik PR 20

[FiR/2S
TERR T35+ N R EE R

IR SR A e I A Sk i ke 28 (I RIS IR SE 6 PRR SR B vk [BUBE 3#r 1 5 i O
SR 2 R I R BTRE,  B A SCHRIR T AR 28 5 AR A GBI, A SRR A 258 P T 7 44
Tt AR YT T R0 S s A e Dk A A 2 R B I TS P TR R AR . AR R R T A
SUEALA BRI 5 £ L 575, 25 DA P B Hh V59, JCH R IR A ik 28 38 SBT3 R R R
Yyt ven, B PRI 2 A i, e A2 S P P R0 5 2 K I A e ZE R o XU e vt AT MR SR R . &5 i
Jifeet £ S A 2 B A LR BRI R g e, L PRAR B AN W) D DR B R e W, i
JRHT 5 AN H itk I A, e B e A ke 2 2 BRI AR A I ]
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PO-157
PEAEEE M R ceRNA (INcRNA-MiRNA-MRNA) %%
HEN CTEPH BE 4 Fhnic fifE 5B B A iR

I X
Hh H R R B

B BT, SHimies ke s (CTEPH) 4 Fhr SV FIE 538 B 1 0038 M AN 4

AR B IS 20T A ceRNA (IncRNA-miRNA-MRNA) W4 ik s CTEPH &3 Fifgd
FENFEF 4> F AR AVE S IE s I 2 5

Frik BTHETEMRGIN T 21 5] CTEPH HE 1 25 441 il AR5 T FC A f AR xR . FRATTA 42 i
FEA PR HEEL RNA SRR S . SR)5, 1 BGlseq T & LAl H PE100 HiARS &4 B ESE T . B
Ja, 1/ RIESHH DESeq2 fuifiik 7 4 CTEPH HE M 5 & @R EIEH 2 HRI5H mRNA
(DEmMRNA) f1#F%iAH IncRNA (DEINCRNA) . 2 )5, ATX DEMRNA #4717 Thit & $A1
EAR - EABRMHEER . BATEHIT T IncRNA-mRNA H:EIE S H A1 IncRNA-miRNA-
MRNA W&, thah, FRATEXT GSE130391 #4E&E#AT T 2Wiatr. &5, HAIH 14 4
CTEPH &3 1 20 44 i £ B 2L K 14T TR SMNRAIE

gEBL L3R5 437 > DEmRNA #1 192 > DEINcRNA. BfiJ5, 3£15 T 205 XM AH HAEF ¥ DEmRNA
1 232 %F IncRNA-mRNA 5 %&. DEMRNA 7E#atb R 715 g, Rlhais. 164 IR
MAPK {5 5B+ 235 E . @it ceRNA M, R SOBP-has-miR-320b-LINC00472 [
— M RE. LW SR, LINC00472. PIK3R6. SCN3A #1 TCL6 Iz T (AUC)

5351749 0.964. 0.893. 0.750 1 0.732, £5%3KH, LINC00472. PIK3R6. SCN3A Fl TCL6 1 fE
#& CTEPH 78 72 2L RAR £ 4

g5 > T B R DO RN AT BE N CTEPH B & IRALHI R AL — 5 BT 58 05 1]

PO-158

FRIR PEALAL AR R I R SRR 2 1 41

XL 75
PLFR T 35+ N R ER g o B i i s

) RS BRIR RN LA i 28 5 9 S il 28 1 I RIS AE AR T o

J5i% [UEUE 7 At 2 T ILRH T2 N R ERBEPIRRH) 1 BB il LA i 5 O & S P e 2 (14 1
RBEEE JRai &3kt TR .

GER FRURPEN LA NN 28 28 AU S B B BRIy T W e SR vy R AR 27, S
IR FREEA a2 LHIEEENHIY), FRARTEAR T RTE R, D ISR OR AP 4 52 A, T 5
AL o BRI ATLA IR i 28 6B o SO0 1R N D U I R BRI DD RE . IAR 7N TSR
bR, JERBUTIVE R A, DRI BRI A, SO DU R SE, 2 IR

S50 W B PTMER B BRI E N LA AT 28067 S, (ELVR YT IR v 75 I 220 15 A A it 2 0 KUK
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PO-159
JES R ENG H:H RZBURAL M H I E 4010 E S TR
AR E 1 5

KR TR skIM. FETE . IR
Hh H R R B

TRALE W I B4 1B 5K (hereditary hemorrhagic telangiectasia, HHT) J& —Ff/b WA H e th
PR ARPE A R E R R[], FENRIRRIN R E Sl . 5 R IR E 40 85k S5 Wik
M ISR . T AIRIER HHT &AMk &R a 298 15%(2,3]. % HHT
B BN K = AR 2 B R 12 R A M I BN ik v (RIS P 3 22 - ARBIE AR 145 HHT & 3R Mizh
ik e R R AT BB 23 M, B R I s ] 1 23 B B mo A AR, BRI AR

—. IEPR B R

31 BB, FRIESIEAMR 2 9, INE 10 HR". 2 FEaritiRes 5 A HBEsh a5,
RN KM, A7 G2 fE, RTEM. I 10 B EE TSN 37 N 0%, 1€ 2 EHFHET
B BUe T UHERL, 8 Csh BBk 4 8 110 mmHg, CTPA 7xEMizhfk 5,
KNGS . BERERELM, 5 4 7% 4, LRI - L)LFEMpmES . ANGEAE: T
36.5°C, HR 85 X/4r, RR 21 {k/4r, BP 119/70 mmHg. kb & F6 i n] W/ NSk sk s (B
1) 5 WU EE, OF5F, P2>A2, ZRIEIX ] [E K 3/6 HURAE A, DU TCK .

. S A

Mm<43#r (Fi02 0.21) : pH 7.45, PCO2 30mmHg, PO2 95mmHg, SO2 98%. I #: HGB
103g/L, PLT 264x109/L, MCV 74.9fL, HCT 33.8%, MCH 22.8 pg, MCHC 305 g/L. JHIjfE:
TBIL 31.54umol/L, DBIL 9.32umol/L, TBA 34.3umol/L. Z&{Ei&% M55k . NT-proBNP. 4G &
He R BIh6e. BEMIIEeR W R% . Prxdrisil. & Ryuiail. Mosss Sk, O
RESER ST . OAEEBIRRMaIkE K IhzhikEE 5 A=Y R =2 kim GRED .
JHREJR AU AR W7 . BT B BYAEE%TEE K. IS vIQ Hf: K IW@SmmAL
fic. ALSERE: AO05KE 5/1(2) mmHg, £A.0%=EE 63/0 (21) mmHg, filizhikE 63/23(33)
mmHg, PAWP 7 mmHg. flifE¥F i 5.39 Limin, filifl & FH /) 4.82wood 847, flizhlikigss. A
Bk AT Bl KR (B 2). Skl CTA 7 K Al s ki 2 (B 3).

=. ik

MG ERLRIRHE[4] (R L, EEF LN TLRE ARSI, 1RG5 $a v n] W4 i35k,
1 T B e ko R WS Rk T, HIAB 2 W HHT RS PRl sh ik e s . AMEFERAG 75 : ENG
c.1195-1196del 7 SiHIZ &4 7 (B 4) o EEFEEANFLH, BN Lz Eim oy sy, H
=AU S REE B (B , WSS HHT.

VO, V97 T LS EREE BRIk . N TR KRR, a8k,

Fiv Wit HHT A% G ik B s E S R F e, S50 ERAHE ENG. ACVRLL &
SMAD4 %5, H.:dt ENG RAFR A HHT1 %, ACVRL1 RAFR HHT2 #[5], HoTHL#H 5 TGF-B
WESFHOC . HATWA HHT & 3k e s £ 2 R BRHLHD AN T 55—, HHT AR 2 10
kY, SECRENARL SR, PURL T S IRE) 5RO g, sk 7
WESEMsh kSR, BT AR BMIE Gk 8, 580 B ilmshik
JE 7752 T e B g B g A s, AR E R RN, 8 T B Rt s ke, HA
SRR i 5 R R MR B K L 2 ik v R TG Y 35 22 il [6) ks 3R SC ik B A4 o A T 1 At a0 ik v R 3 AT
7EF ACVR1 RA% £ b HAHX /D WL[5]. SBFHSA LSEREMIS N B E i Msh ket H
FERREMR ENG SR, [FIE HAAE 22 ERAEAE RN Bhaf ik, Al i) i sha ik o bl 5
FERRAEAReRE,  HEIN 5 RE AT 2 IR U YR AE P R R JE A Hh R T IORAE T o SR AR N il i B
B E A T = fEPRRES, R A G SRS &, O IR B4 S W =R TR, )
FERINEME TGS K S . thah e 2 S Fr 8t s s 7 ot &, 25
TRt B K R R A

R BRI, HHT R0, & IFERahhk s &R LG 51697 7 € B TR 8 2, SRS,
TG 2 o Ay B IE I o A1) B8 2 SR i R AR A3 BT
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PO-160

sl Bk e R BB e

LI FREE . L. RIREK
M BERF RS B 57— B B

By Al Ik e 2 i 22 Ao 200 AR 0 i 8] 51 R o 30 K s 57 3 P v £ — oo BE A DR A o sl i vy
FEAFAE 2 A S, X AR A B AR BRI R B D D REAN 4x . I 0 A6 il 0 ik v ) T
PRAEAR o A3 32 20 sl i e AR L iR A B IR A A e LA S £E 1R I T
RBEATERIR,  FE R0 TR i ik e e S8 S AR T IREEAT I I8

Tk AL Z Ak e A O A R SR AT ZR iR S ) e

R ih ke i A S AR MR BT AW AR S AR
ZIEAFEAR AR, RS [R] S UM Bh K vy i R 2R A D RE MR RS L LTI LB L I 5K b
B, R S AT S0 K e e B O S IR R AR R R o AR SO 2 AR AR Y R A A LA P LB LA
PR LR AT B4 .

Jiinhy ok i s PO A QA e 2 s M 0 ik v s A5 JB 5 2 AR A B AR SR B AR AF AR SRR, 2R RAE AR 4
SEACREEIE T BETEE T BL & AMP 8 AR 1 B S s Al s ik e e 45 1 B SR ARt AR U SR S il 2
AR AR AR AR

BT i 20k v e B E AR A, SRATTRERE T 2 /NE AR NIR T B . EL I PR R P S B L T
PRl BRI -1-BER . AR . FINERESY. BHH IS A, BRAE T
WA, A, FETHskE SSRGS MR E VIR, 0 e R EGa e 27 E
RN P ok v s KR T

izl ik i s R AR RO BRBR 1 RT LLE L 2990iR 7 th ] s el T3 AERRCR . TRlEE
A, IRV E DAL 4R 3R D 58k s8I AT DABGE SEEREIR .

g Mhshfike s BE AR BRRACH . &R, B R . RS
AR A AR LA G, DAVR YT SRS R VIR T I T R AU SR R i i s Bk e TR R A
KSR 73 T HURBEA 73 IR, W R B3R R I s ok v Pl B AR AT AE T J - BRATIAE SO AP S H 22 e
BL, WA BT A R Ik e A AR T .

PO-161

— B LA NUT ARk EHIE K26 LR ) %

BTG, A, 2. BRB. X
ML — A RE R

B @xr 1502 WS s a7 I R IR R FE ISR A =, SRR PRI T 245
LS e A FE TR TT B

T b 1505 L ST b e i 52 ALK 2R - (nuclear protein of the testis,NUT) J& IS iite: 2£9%
BRI AT A, XA SRR T 45k

gR BE LM, 33 %5, FNEW 2 BB, MdiEaE CT BoR: Afilip bk HHUR A 0% B 5,
R/NZ) 10.1x9.3x11.5cm, Al bt S8 I 2E, Al SCRE SRR A, A BBk,

LBUE BE . YR R RMEL BoR; SCRE R R A Il E i SE S B e e A

TRERH S E R PR R R, S AR R R TR NUT . JE—28 FISH(NUT J PR Ao il ik i
B NUT ZEFEBAL, NUT:>70%MMIR4IM, o] WAL 2555 . B2 VA G i NUT @£k
RS EERE ;s Ml NUT Je 2 —FP S IR R, H R e 2 iR T 3 ARkt BRI
Wk 5 45 T A S R I TT 5 B IT AN 5 R B R AR, R B RAE N, 9T ROF
iy PR; (HEE TR AR AR [A] S OR I P PR e fn e, sk DPIREE, THEEH, HE
g, BSEWE NRIKEIBMERCE 85-90%/ 4, BHEPIRHEA A, RBUFH I
R BE . B 5 A SC I A 7 45 7R D- R4k >35.2ma/L, 45 495 S B 2 R At ik ZE AT At
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i NUT C(carcinoma) & —Ff 2 23 U5 A B (1027 0 10 v FE AR 28 M S PE i odg, R 2 U R
(nuclearprotein in testis, NUT) JERFEHE, Fij52, Mt NUT R 2 0W6IHRkE, BEEZE, +
I 0S 2.2 H, &EFHRA TP J7 ST I MR B4a /0N, s i 7 IR R4, 456 IR K K AH
RSLIS AT R I R AR 28 BRI AT R R A IR N R R, TR e I
BIT RO ZE . BRI S R, B R I R v 1 A A ) AT RE DA PR AR AR I ]

PO-162
SRS B B BRI L8 R AR 677 18 1k A e M T 5l K
B 1 61O E >

T
YT — N RERE

B R 18 M i A% A4 28 % il 3 ik = K Cchronic thromboembolic pulmonary hypertension ,

CTEPH) WSEAR. ARME. i2Wr, BRIEMMLE HIE AR (balloon pulmonary angioplasty, BPA) Xf

CTEPH J&J7 34 -

7 [l b ey T 28 N IREEBEUA I —6 CTEPH i A4 BPA FARIIZIHITFE

gER AR, 4, 69 %, FMi]. SEONGE, BEAEEAEENTRR IR s, eERIEST 1 H,

HATI52. 17 CTPA K &iw: MishfikET, XUUBIIK &R o 7 S PEffe 2E . B O3 ER -

SPAP 74mmHg, Mizhfik £+ &2 A sk Blike . BEAAAE CTEPH, 4 TAURGTEE. HlIK

LRI R, BORME, B TATEREEIG L IR (BPA) 16)7 CTEPH, {H H 3 XU % & ik 25 14 2€,

BAT IR AL BPA, BEAREITERE L3R SPAP £ 4 52mmHg.

250 SRR 2R CTEPH i, RFAT BPA FARIBITY, BEIERUEGEWE, FUEL.

PO-163

FEE Y Sr3 i sh ik i e 18 2 4 B Fe i ) 3R B Lo i A S

E L L AMERR Y BIZ 28, AR WIHMK Y B X . SRR
1. [RGB e it i i s 2 e
2. BRELEA D O PR R R e B, D TRBTRE ST (IPEKD
3. LAl R BB, LT /N L RNk O I BIE T i

HE Wi EEIEsh 0 Lt sh ik 5 (PH) ISk fw IS ALC e A, DL He X 48 S B e Filg
(GLS) fhsgm, MIAIGIRIGTT PH St k.

Frik WEE PH B IRIREERE (NGt Mjish 2. @A L EEfRrs) , FRFIA ELISA
PSR B3 AR ALK H GLS1. ¥ SD KRB 4 4H: Ak 20 (C-N 4D | Uik
SHEZA (C-S4) . WEHEGHIAEFH PH (MCT-PH) H AWK (M-N 41> . MCT-PH HifikH
(M-S 41) . MC-PH KEIEEES MCT, XHRAES S AFMERLIK, 21 RGHEKEN
30-32°C vk, *F C-S 4. M-S AT 4 IRIK, 2 43%PIR, Fr4k 6 KRR IIZR. 26 27 RAT
FHOSEREARNESHALERLEE (RVSP) 0B &AM O IEAIZ. e 54K A O AE
EFH (RVHD |, FEXME. A OEHLUT HE Yett, 85 T WEBIEASAAL, Tl /N sh ik B
BRI MR E r t (WT %) FA 0= OV . ELISA 13RI & A il DU 41 il 2H 215
¥ GLS1, gPCR BIAMMIPULLAT. #5003 GLS1. GLS2 mRNA [k, f#H SPSS 20.0 #47T
B, LLP<<0.05 NH St L.

ZE® OPH B# M GLSL K TFEZEMTIEFRA, Hiclk PH BF M3 d GLS1 /KK T IEH &
. @GLS1 5 ODEMmMOIER. AOHHE. A0 L NS R O F B S HUE e,

M54 e O S EH 7755 R sh /)5 Febr o B AR G . @5 X I AL, MCT-
PH KE RVSP. RVHI. WT%. 7703 Co L0 Mo fE ki AR B B3 . [, MCT-PH K2
54 GLST & AP IR BT &, MCT-PH KEMZHZY GLS1. GLS2 mRNA Fik /K
FE, MAOE GLSL. GLS2 mRNA fRIAKFEEMK. @FEE )G, ARG L= GLSL,
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GLS2 mRNA Fis/KFEaTEE i, RVSP. O IL4H Mok % i AR 3 5 B iz, (H WT%H)
eI B

25 PH B E I12% GLS1 & /K I BAR T IEH X IRA, $RIRAT GLSL nIfELE & Ik B WAL &
RN — T A O I RE e bR . BN EEIIZXT MCT-PH KR IMLIRE) 1 S5 A O 3 F
B R EEEE A
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St e P B K LR AR ZERE P At B B R BV BR DL 7

IR
He2e i 48— A RIER

BB A R4 B 3 = F I B e K A AR ZE0E (VTE) A BERT S D716 R 00 SN AR, PAseE4E
Bt 38 VTE [RGB IR 2

Jr¥ DL 2021 4F 5 H 3 H-5 H 31 HifE 25— ANRERE R =R EE R A4, DL 2016 F
-2018 R HHERE EE AT HRA, BRI RS, WEEEE KGN, Padua I Caprini XU
Yo TR 1697 7 BEVEANIRR BoRE, AT AT AT B

g3 2021 4 VTE HIs iR KGN VTE & Sitpl e m (P<0.05) , {EREiAE VTE 2%
W% EJF (P<0.05) , VTE WEXRAGHT R (P=0.081) ; VTE XshS1HE S VIE KA R
X (P<0.001) .

g0 HArstipe N VIE 3R R, GETRERAN VTE sk, MR fmtE v, H

Py sE.

PO-165
Ferroptosis may promote Pulmonary Vascular Remodeling
in rats with monocrotaline-induced pulmonary arterial
hypertension

Hao Zheng. Yingqun Ji. Qiang Li
Shanghai East Hospital

Objective Ferroptosis is a novel iron-dependent form of cell death implicated in cardiovascular
diseases. Recent studies have shown that ferroptosis plays an important role in ischemic
cardiomyopathy, myocardial infarction, neurological disease, etc.However, whether ferroptosis
promote the pathological remodeling of pulmonary hypertension remains completely unknown.In
this study, we investigated whether it is involved in the progression of pulmonary artery
remodeling on MCT induced pulmonary hypertension rats.

Methods The sis-week-old healthy SD male rat were treated with MCT (60mg/kg) . MCT-
ferl(1mg/kg/day) for 3 weeks,We performed cardiac ultrasonography to measure TAPSE, right
ventricular diameter, right ventricular wall thickness, RV/LV+S mass was detected.We performed
HE staining on lung tissue and heart to assess pulmonary vascular remodeling, right ventricular
remodeling, and MASSON for fibrosis assessment.In addition , ferroptosis-related
protein indicators (Fth1,Gpx4) were further determined in total lung and heart tissue. In vitro,
We examined Fthl,Gpx4 of hypoxia treated human pulmonary artery endothelial
cells(HPAECSs) and pulmonary artery smooth muscle cells(HPASMCs , 5% 02,95% N2).The
CCK8 assay was used to detect the proliferation of HPAECs and HPASMCs.

Results In vivo,fer-1 reversed weight loss in MCT-induced pulmonary hypertension.Fer-1
alleviated right ventricular wall thickness, improved right ventricular hypertrophy, reversed
TAPSE, and reduced RV/LV+S in MCT-induced pulmonary hypertension. Our results
demonstrated for the first time that, Fer-1 significantly alleviated pulmonary vascular remodeling
and pulmonary fibrosis in MCT-induced pulmonary hypertension.Meanwhile,myocardial
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hypertrophy and right ventricular hypertrophy were significantly improved, and right ventricular
fibrosis was alleviated compared with the MCT-PAH group. We further revealed that GPX4 and
FTH were both increased in MCT-PAH lung and heart tissue.Also, fer-1 partly reverse the
phenomenon. In vitro, the results of CCK8 experiments show that hypoxia promote the
proliferation of HPAEC and HPASMC.We found that ferroptosis-related proteins GPX4 and FTH1
were decreased in hypoxia-treated HPAECs . However, the protein levels of GPX4 and FTH1
were significantly elevated in hypoxia-treated HPASMCs.

Conclusion Taken together, our results reveal a novel mechanism that ferroptosis may promote
pulmonary vascular remodeling.Moreover,the mechanisms of ferroptosis may differ in PAECs
and PASMCs.Therefore, ferroptosis shed a new light on a potential clue for the intervention and
prevention against pulmonary arterial hypertension.

PO-166
Circltgh5 W=zl ik-FE 4IRS 5
B ok A e 30 ok e . FR) 20T LRI

DN ANVAIRE
WL R 2 1 2 e Y s Al 16 R P e

B/ #RT circltgb5 7£ PAH KA HI/EH AR PAH K2 (76 PR bR &4 B v] Rede: .

JiE i PDGF-BB 4t#! PASMCs, 17 circRNAs —fQillF. f8iH] RNase R 4bF RNA Jz kit
divergent primer 17 qPCR &1 circltigh5 3. JEAL A8 K & e M AL R 7T circltgb5 7E
PASMCs H1{I5Efr. Sanger MIFESHT circligb5 IF4 J ARSI . UTEBR circltgb5 A&k, A&l
PASMCs M35 T8 T, RGN . RNA pull down+RAP-MS. 445
JU circltgh5 53t 4LEE NAFL M EAEH . Bid4{F 8. gPCR. western blot 5258, K7
circltgb5 5 miR-96-5p fAH HAEH

g% 1. Circltgb5 %2 PDGF-BB Hlli#U5 ik I H. & A AE 40 M 5 5

2. Circltgb5 /7 ZI7E N\ B HH i FE AR 5T 5

3. UK circltgb5 J5, PASMCs A58 AE 19859, U4 B 5% s

4. Circltgh5 7] UL 5HiA L E A NAFL 45465

5. Circltgb5 #] LAWK [ff miR-96-5p [a]4%1H % SMAD4 [k

258 Circltgb5 AT L@ NAF1/NRF2 %4211 PASMCs HE4EAT miR-96-5p/SMAD4 4% i1
PASMCs & 8 #4622 5 ) ik P il 3 ik v 1 11 26 e
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7B FUTL ) 7 fk ML AR T S 3 P

PR 1R
WS R RER A MY R B

HE B 7EHEm B B N UL E ik A AR, AmiSiR Rt 2% .
Ik G A d T E NS 2T MCVT HIBFuilt g
g8 MCVT e 2R RILFE SN, BATY TEASBERHAFN AZEZT . ME
RIS FIEAEACE IS R, AT RAE— 2B IRANRFE MCVT [SRIR, DA i il 45 7 45 B o
MCVT BIZWIRIZE G 50 IARREAR . ARAE B4 B A A5 S5 28 & I W o 22 5538 H LG I S 75 AT ) o
O e BhAKING, B AR B 5| B AL w12, A5G 2 MR AT RIS . X T O
MCVT i3, NEVIDGFEIFEY PE MBI, PRI MRS e 2 51T CT Mlizh s
(CTPA) LIHEER PE KA.

MCVT i N IHLEER YT M IEE 18, H K 2 B0 5 S T B #A O B 2% & PPN B8 3 1A% 3 Je X6
(Caprini ¥F4r. Khorana iF4r. Wells ¥F4r%%) KRS (HAS-BLED 34> BIMLIEFSE) J&
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WIBVRIT J7 58, T 5 BHUEE R g ik B8 DOBRPUER 259 CRRRR ANBEN. 75 450D , =
W 1 i A R A, CHEP ARGk 1~3 DN I RS R, TR AT IR AT
FE iR, BXTTRTE MCVT &3, BN e E A RN EE, WEEE AR ARG 1k
PE K.

g8 MCVT B T2 R ILF S E, BOSFEA SRR AZE T . bEET
AR R A K m, Al LAEE— DR NIR A MCVT [PRIE, LA I T 45 T35 B
MCVT WHZWiRIZE A s o IGARREIR . ARAE S 4 Bh RS B S5 45 & . 4 583 TG IR S i TR 1)
MR B PRKES, BEANSREEEENERRZ, S5 2MEEFBIEFRZE . XTOomis
MCVT H&EF, NETIFEHFEY PE M, #—PWRIENMAEN ke 21T CT shikiss
(CTPA) LIHERR PE R4

MCVT Ji N &R T M o E &, (H K 2 B0t 70 S 46 B B A R B 25 & VP Al i 3 i A% 2k e X[
(Caprini %43+ Khorana 174>+ Wells ¥¥7%) KH MK (HAS-BLED ¥4, B MMfEHr%%E) J5
WEVRIT J7 58, T 75 BEHUE R B Uik B3 DOIRPUEE 269 CRPBR ATERN. 55 24 508D , AR
W7 1 A R A, JCHAEPUARGYT Sk 1~3 AN RS R R, 75 R s VRl B Ia T

FlE R, HXSFRTE MCVT B3, HNeiE A P mEEE, WS H Mg a /L
PE R4
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F T AL ST i AR A FOME I PR AR AR 2 W Tl
BRI 5 N BT 5

JERRAR L. JUTE 20 B L. VIO T WK L BRI 20 SkEE L sRIb L ET L skAT L L B IRE L
Tzt
1. H AL BB
2. LU RH A IR A R

HE Ml 28iE (PTE) & — Pl fa S B 2oiE, DRI PR R B JC R S 1 10 2 I 12 B8R 2
H R0 R 55— T8 . AT 92 B3 T BRI B PTE, AP S A AT
(ML) ¥ PTE Wi, et H S54SR vl ReMEVE 2 T Rk, AP B PTE
PR 2 T HERVE CT ish ks (CTPA) N .

JrE AR TR A N H A B BERE 2019 4E 1 H £ 12 H[H5E2 PTE 17 CTPA [H & U
ARG B IRIRSE SR EWI S HOEAT R RIGIR PT R VE 2y, B46 Wells P43 BT IR
Geneva W5 & Years Wor. BiJE, FATKEIGKRATREMEVE D SALICTEbRAESS &, DABGIERL &8 2
T ReTe P alm R rTREMEVE 2 2 T RRE . RIS, FRATRIEAFIM ML Sy PTE Wil
B, BFEEANER U, AR EIE, K SART, BENLARAR, YORERE, BEEEIR TR, SCRERIEL,

Z R RGNS 8 FIANF 5L, I IR 34T P ER AR IR R R i, R RIE A ML 5
5, IS ML AR, Felid i s ML AR 548 Sellf R T REME VR 2 W sk e F- R s &
) PTE 2 Wi i A 2

ZEH ORI 661 52 PTE 23, Hrh 141 ] (21.3%) 4 CTPA#ii2 N PTE. IRATKRIN
D SRR AT i Al I R AT RE VR TN PTE [HOHERGEE M AP ETRINE, fol2 Years 57,

TN D B H 4 R A (AUC) H 0.517 127+ % 0.696, [MIMEFIE H 0.79 $#271 % 0.95.
76 ML BERUJ5TH, ARBFF9IN 454 BIEdE e n B, FIH 8 FASIF i &kt Ho i ik 5 2k
HEZHT 8 A AT 2, A NAHIE L3S D 5k, cTNT. ZPkImEBAEE. 0K, . T
JRe A I R A O SIS, R DLBE ML AR A O REAERG T PTE BOiSWr, S& L IBENLAR
AL AUC AJJX 0.813 (0.728, 0.898) , RHE AN 0.857 (95%Cl: 0.714-0.969) , KrRE N
0.709 (95%CIl: 0.611-0.806) , PHIEFAMIE A 0.490 (95%CI: 0.340, 0.633) , [HM:HM{E N
0.938 (95%Cl: 0.875, 0.986) .

0 AL GG R AT REVEVE > HH NN D SRR T 4 vy 4l N I PR T REVEDE 70 T PTE AR S
FAPETIOE s 3ok, AFFFRESH ML 2B TAE S rT RetE 2, X PTE 2WiZEa 3L
Rettd, A ERMMIRS PTE B3, RN MTEIREAR S CTPA KN .
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i R SCIRAA A % 5 I vk 28 I PR 0 A

RMEIH B
PN K2 B e JL B B

B i LSRRG (MPP) & FFtiie%E (PE) HIImPRFFIE AP S iZ AR A2 iR
HE 7.

JFeE Bl A M 2B B L #E S e 2018 4E 12 A & 2021 4 12 AWA ) 15 6 MPP &3 PE
BIL (1161, L 46D FIRKRRIL. LIRS, AAER SIS RE

23 15 ) MPP &3f PE B JLFER 4 % 6 H-12 5. 15 BB LIHE K 0k, S4E 6 6. M 4
Bl B 2 . mgai 14, I 2 . AREIE 5 61, A FFIFI R s HLGE SARTT 1. K
35 2 . FliR SR B 9 . 15 Bl LS D —RAOK A AFEFEE T (0.93-17.18
ug/mb) , 11 il C RMNEAFE (14.66-204.42 mg/lL) , HABEHiER (LDH) WHE TS
(375.0 -1761.7 U/L) , 3l (A% 75.3 U/L-113.4U/L, A EHZ [ 78.3 UIL-
1187U/L) . B RIUM AR 12 . REREAUR 5 Bl OEFUNE 5 F, OENEAEY 3 6. M
H5E CT ok, CTPA $/RIsh kel o Se Fe f dhdit, S Nhsh ke 28, R EG BRAESE 2 9. Ffishfik
FegE LA 56, 24541, 34 361, AIFRIRIE S B, iz 160, Fhliy 161, FTE EJLbE
SHUERGTT, H 1 GO E N EPUENRIT R A OB BT AR R IRTT, 15 BIE LY
IS I e, T BIsET .

g MP BGLELAIB AR ZE RS, XTI AL 22 Bon KIARSL AR . ATk, R RGE . #F
BB, IRIR AR, BSR. WSO, BEPas . D- BRI RIS I PR R AT Tk e PR R
Tt MRS, EE S ZE TR, REATHE 3 CT 8t CTPA K& U2, HIR 4 Tkt
BIT, R BILTUS BT

PO-170

PUREURE TBEE A Piezol 5k E

A T
N BERER 2 B R 5 — BE B

BHH MishbkE s — R AR . TG R AR FET SR 0O M B s, R T (1 9 et i 1
. FET U, BT —ME R U U S T liE SR Piezol TSRS FIEIYI G T2
Kk

T RSO M I A AR B, RSN 77 BT Piezod B 1R X6} il 2 fik v i 575 1
Wi, A )il 20 Bk v s ()08 ERATL A S A 237 S A SR 9T TV

R KESCIT AR 1) IR sh 7722 SR K B 2 AR W U B3R E B K 2 2) ECs A
WeBTYIN Ji8 5 Piezol B EEMGE, B W R KPTERF MBS /IR, TRIHEREIR Piezol; 3) Jilizh ik
SMCs FJ/FG AR I iy /e il 4 S YR o< 3R 15, H PASMCs _L#IAH Piezol 25l &7 46 10
REROIRTY, 4) MARBIY) I IaE s Piezol JHIB4L4lfiiIfAR; 5) Piezol Eif fMH0S BB & 2
75T 9% 2 P B LR IR FH B DG B

g Hil, Piezol MIEAINREFMEFEN CAEANFMHN Y b il . EH4WIT RS, Piezo
25 T2 BEMNAMERE, HEZMEREYIMES, THENEEMZAP L. {2 Piezo M &4H
B—REH, FAVEEIATE L s 25 B FIG R TC, I\ m SR A bk 3 HAH SR = 5 sh 5
I, CAFF R HT R RE 7 25 808 R IT Tk .
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PO-171
1830 k- i 30 Bk RE X i 3l ik i 2B B4R S22 i RO S i

ZLj]
ARPR A = NRER B DU )1 1 LA rpts

B ) WL AR B k-0 FK R 0 Jilr 31 Jioie: 2 5215 2212 W ) 52 i

JivE BIEE S T AREE 8 Fli KA e HA S k-Il s R i I 3, T S8 I S A
ARATITHERIG SR CT Kitizhk CT MG (CTPA) fd; MR TFH WG AR =R, 7
RATHRTUERBIKIES, (WG SCUESIK. MRSk, BIERSN sk, BaE N Bk ) K Jiizh
BRA NIE VAL BT ML 15 L, FFREAT AR AL AE A NVRYT o IRAEAH R NI R SR 22 K B R B
PPAS RS k- il 3 Bk BE A7 FE X CTPA Sl ik A N3 512 Wi ik ZE 1) 50

R 8 kI B AR kI 2= AR, MR AR LI E N AR ELS R : CTPA
K12 Wik IR Bk AR 2E; Jdpg s CT KA 4R SWmaI ki 2838 2 41, & 6 5 M
B CT RILRMENIKIEZE; MAEN NRBIIKIEFLLER: 8 Bl FH AR IKitsh ik, Hrp 2
BIFELEAN I B RK-FlTZhhcRs, 1 9] 88 A7 AE B B A M sh k-l s ke, 6 451 f 8 A8 S0V Bl k-l sl ik
R MEhBKIERCEE R T BB YA AL AR ALt LA 3h fk ] 2 sl s ke v A R R B

G50 ARBIIK-Flish o AFAE AT IE K T CTPA JMisl ki 5212 W i sl ke ZE MR PR S SR AE s e
PG5 CT A 2 Al FARAA AL AR S k- i 50 o F8 38 I Sl ik ke ZE AR VE (2 s AR5 CT X & JF R 3)
K- Il 21k 28 ) K6 o 1 A A T 3l I ke 8 A B B AR R 3

PO-172

HRT TR O iR DU 25 VI KB Tt

B
R PR R 27 JiY I 26 — R e

BB @ PR A0 AL CUIRPUBE P I, B TE VPN T AL UGB 2 M TE Sl ZE IR T
8

Fiik R O RBTEEZ ) (neworal anticoagulants, NOACS). NOACs I & 5 m 4 v Tk i 8 A
(B —H 7, KRS NOACS FIAE IR 5, AT LUK L 50y 19 2 — B it i Wi st 550 0 B 2 Xa IR 7440
Gl

GER WA CUIRPUE S AR A AE TR 222155 :NOACSs iR IR R L ATE 4h LAY, REfiEPLig K
FERBUEHER, S AR, 75N VI T RN, [FRf, NOACSs 133 1]
WA /N F AR, 7E B R A G5 A AR R I Th A K 25 Wb Bt B A . MR /b
RN AR /N AHEEAEMR, NOACs SIHAMZ WA BAEH 6L /b (1L CYP3A4. P-gP), [,
NOACs M HAEH 259 AT ¥kt ek 5 . NOACs (s S A EEH T KEZ B, HEARR
SRR PR PRREESUN O RN ZE ], XN T R A . ARSI = R T
NOACS FIHLEEIE AR TPt B Hyay7 a8« RONFIEAR N, PR AS 75 B0

ZE90 B CIRPTAEZGY) (NOACS) VAT KR A2 ZEVE B 1 22 AN RIS BAIE 3R 13 itk dnsik e
NG FIRIPPE, BTORVDIE T AR T B e A5 TR 5 ki 28 FAR(VTE) R 4B AL VD BE
T I A ME T B A LR BT B KA VTE, FURIDUER T IRER Bk A T2 B (DVT)
J% ik S (PE) WA TT S TS5 7 R RIARIDHE . BTORYDHE L I8 LU AR I FH T 0 e 1 s B0 8 2 90 4
R 4 Gt FE I R
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PR DB Y6 T Sk e 22 ) B A B
i
RIEBERER I 5 — BB
B LT S R TR A . BEE. . FEUR I SRS T 5

B, BEAIR ARG T IR AEH B

J5¥E T APE AUAAERBE . CEMEOHRH L O IDRERER A B RO, SO AN RISE R ) 2 ) B
PR BRI RTT SRS AN ] o H T, K20 H0HR m HE AR A 28 7™ 5 B (PES 1) B fRi AL il (SPESI) K
Xrdrmfa B . AEREEIRILER &G PE & #, BB SRk, fEees T
BeRYT, MR J AR E AT D= D REALO AR K -mifE, PE B3, &8 BHuktin T o8
PEFRREVEYRYT,  MLAtah V) Ae s N A A O S I BEA A s LG B, 80— 4 o Bk A -
e, \dbiEinsy, T LRERIAIE PE 838, EikPBEHAYT, 5B HBE AT
. =B APE &, NOAZENE AR TR RIS, 8 S A o3 s i i R A2 1 RE IR AR
PR AE

GER SRR ZE (APE) AN R KR AR 135 28 i 81 Jik S e 70 ST 51 2B P A0 A B A P s PR AT g 2L A4
LA, APE Z2FHLL ML BHIRIL TS = KRR .. FIIRPUENGYT, REWH REIK APE B 1)
LA FE RN B K AR A 2E0E (VTE) I E K« VTE LI A2 A% 2E (PTE) AR B ik A2 & (DVT),
PTE 5 DVT J& [F]—ZIRAEA Rl [ BT A e AR I . APE 73 itk . g . 233, K
FeIERA, Hrp L PTE v W, WPt PE BI4E PTE.

S SRIPIREGYT BENE A B IC SRR ZE M LR SR R A, RIRyT SVl 2 10 2 22
Ik —. MENARGR I EEE . R B H BT RIS RN TT, DAL R PURE2 1)
WGPR L, FUBERIT A T AR HERE . B AL IR GTBE A0 5 A 7 2 I e 0 g I TRI(INRY), - 259
Z IR AR D, A RS R A R AR R i), &2 R~ S0 T DA G T 3R 3 R /)
AT A i R A B R AL

PO-174

W Rk BHURA BB TR R

B
KIEBERIREI B2 B b

B GERL PR AN B e 28 ELEE IR PTAEZGY,  B AE X B L BUR 25 W HOIR T A R AN 2 A PRt AT
e

J5E T ARB N EEARE, IE R RAEATIR, R g R et — B
WHgt. JEH, BEIEDRTUBZM L TSGR TTBEZG ik 2, BAE— @R LRI 7 AT £
Hok, BARANTE EH I S = BRI AR bR, (H2 — Bm R SE 0L, ok Z A0 RLAER AR 45 Ar
(5 IR 5 AT R38O 77) 75 22 5 22 (0 I PRUE B B0 H A R A e e . B, X T i R 18 P L%
FUIRSTTRE 25 B UGEAFAE S B TR SN H I A0y RSz, JC 2 15 W T TR 6 A s L XU
PR P A 6 FE R PEGTRE LG D A TR S 75 5 4 i AR PP A6 R T R A i XS

SR Evinr e 28 PURtZs Yy, JUMZ) S S B RIEMAE AL . BB SR YIZE
BHEANNTAR, HIaTTRBOR UL Z e BAE 51 R 3 TR DLERR . B L IRGURE 241
XFVTE 1 RCREEEN, M TSI, BARE MRS 2 4k
AR, BT 299 In R 20U R A, d TR, RIS S BUA R ST,
BRVFRESIA B AR IRCR o (HRXT FRRAT JELL 15 i Ireg 1 J8 3, mTag il XU . A 3
FEORGUBELGIIS, BOZA BE AT REF ROV, DL SedBinAi R i XU . H R ELRR 1 Ak
ZIRME R TR, R AR A E I DO REREAG . PTRESSHEIM L XSG AE T I . R AR S AR
PUREZII KR, TR AE 51 335 BATA WL % IR T AR BB, RAGH
PUBEAL R 258, sVPR R RIARH ™, B R TR R 2T TR
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S50 e ZE Tl T B AR R ZE R R T B ZE T S ik He 73 ST 51 R A R AR SR ISR G E - kT
FeAedE (VTE) ke ZE MR T K AR YRR SR K, e dE 2 VTE S™HmE . Mite2Erte 1
—H Ve 2o REBO T ERE R, HILT REEOIIREA 2R EAR AN BT ke 2 pikba
TEAENEBARA MG $ 0, AR SR puke )y SR 7 e EUB s 1k, B RPURRZGE 0 oy A
P MIPURERTT BFTE R, ARG PR LIk ZE iR TT R E IR KM, BEE B Uk 25
ML, EaE O ARYUEZS Y B a R AT

PO-175

R PR A ML S Eh 77 W w7 i B A 4

B
RIELERL R R 2R — BBt

BB 38 3R A3 B R 7 R R A LR Bh S22 W b N, BN S SUM IR IR Bh 11225
SIS W -

FE R BT EEAS MRS K E 71 FBON L SERAR . RHEESRARERE L, BH MG &
— BRI RAE , METES, HMEER, RS T OB MEKNA. Fik, AMIxE
Fr06 7 224 il A 0 S R0 W D I 98 I I3 2h ) 2 e AR 2 R — Btk . DM TR RAE 2 )
MR AT N, BRI, JERANERIMTE) IS8, BTt E & 5 = /N FITh
BEAENGIRIEAN -

g ZAEE A REE AN E ), R S8 A EE RS . AEY R sk k.
FEATRENG R . G I o B AR A IR L 56 77 2 2 H00R 75 R I PR 1A D00 i 1 3 1t 37 2 77 2 e AR 4
HEAK 4 . IREL ZFRL S0 RIATAT M S TSRS BRI . R Rl S A AR
TR, TR IR I T UG 2 2B SR 1A T R o 4 R A s 20 ik v s B 3 8 7 4 S A 0 i
BNk ET 5K -5 0o AT 0% il a3 BEL T PR RE D 1

g8 N2 AE 5.0 SE AR NIk &S E RS R RS EE 8. 23 8 s W iiE 2R
ML B 772 SRR O BE A NVRTT 5 O IR R AR P R 22385 S8 5 /0 ) L 06 3 i 98 30
1500 U 22 M 7 0 A AT PR I 30 0 2 O S AN A B R B PIRES, EERNE, 2
SR P Y T A e R R I A I B 0 AR B W o X i v HORE A AR R AT 2
FEE AT, UESEN A B 21(PVR) S iliZh Bk R E (MPAP) 5 AR BA R ALY (MELD) 473 HUMH S PE R
%o 2R e A T R AE B T ARG 3R M ) 77 2= . 38R T R B TR £ 3
i e WG 24 1035 8h 1 2 AR L B
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B il /N 78 A 5T E R IR AU LA A 2R B i /IN LA ) — ZEL 0 o B B RE DR % H IR 53 4542 D oAl
PRI, NEAGIAE . B IR A A N IS R A AORBLEIANZAR B AR IR 1 RS
(EEREP I € A TVEE P G ISR

TRk R WAL R R B, RElRPURSS. PUAE IR IT O RN R B R L, I
WIBEAEIRZ AN B e A B IR OTIESE, W BRCPPIRE BE), AR,  miX eeasik s i
il s B N REARE, 24N R (EBF) ] bR, S S 2R (A B S vy, SR AU SRR I R AFAE (+)
Jikzdih . PUATHRBUZ TR ST R F . 2GR 70 HEBR 45 2 2 200 B 8Ui L & A P B, 3
oo B MERA E R W R, BRI 2 AT, SRR SR A RN AL, e
X e b I T SR B A T S X B RUOGR A BRI 6 T O R4, DA A B S /s i
BRI HT.
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SER /NI RBIAFEIEMAE R B 1 Fh. SRFEIEME 5 SR K e 285, HRAKZMSE, U
DU, By B e N W, sONER IES A RHIOR . K IRSEIE I R A R NI
RNl 22 RGeS 58 o SX AR ELFE B R AN A 2 L AR S N DA 2 bk A A A A
R, WEIEARRZEM PN K, WM R, IALVERLE . /RS A H SN, s
MRAE BEWLAE BRI 55 DL SR IR AE 547 % 51 A L 28 DU AR 8] BNk S /N ik
P N IR R I RIE 2 R0, B, i, A, (RNEARES,
B DIRe R w, W TIVE(E AR A AR 7). k(R B &) s ebrdE. 97 B
D CARE B2 pdoR . IABEEERG Oy, MR EH . FEREERE R, A SRR 5 5 B ST TR A N
e

G BEPL VR ZE SRR BRI 51 HE, 0 i/ U8 R 2 W Rt 7 — 8 BRAE AT
it 985 ML ER Ak, PEF I PR I 247 € T, LA R e AR, (BRI SENE
RIX— RS R 0 R N ARA AL o IRFEAE IS 2 U e RS, (B M0 280 i sl e IR
WAEAERS TR, BTN, RO Blik% . Bliia) BT 5 B8 AN EE . I 28 —Fh
FME ) SAETERIA, W R LB NEAS, A DUm 2 RO H W, HJERM™EH. [l e K& R
NRIEIRAL, DL ORI ZE Il o s I S s 0 T R BN RN ST 20 IR . 5K
A2 BV RIS R A e e W, AT PERE I, BT R TR I A B A P2, izl
Rk s o IR 97 7 T E B R R N L E G e, ARG %

PO-177
BT LE R sh ik 2 811216 SR

B
RIEBERREI B2 — B b

HE JLEMMOERRIEE, WK RE, TEIGEILRHEIMRNZ ISR EA, 87 b AR
JUEfifi M 2 AR LRI A2 Ve R, B A d ) LRHER T AR Sa2ia e 71, itk — b iilE )L
B L8995 70 SR HE S IR T FE T B E A

Tk RN 52 SRR RARREEANE i PRI M 5 AR R A7 AR R ZE 57

KB WML 2 )8 T4 B i, ZHUEH USRI, SR 2 BN il L 451 35 R4l 5
AT B HATIE R AR IE DL, [ N MU ok SR e B R b B S5 R S AR LB IR T
X, ERIFARE AT E K, Hoth s & A RS RERAIRTT T R

GEIR I LA 5 e Ml e B A G ] T R RE A I BE BBEER, i PR B BRI A — 2 o AR
PRI AT L0 O SR AR IS 9 AN A R LA 78 o ) LB SR W ML AT 8 v 3R 8% I UEE ) AL R i ¢ o 12k
RN M R PUARAR MRS 58, AR vk P ZF I LS 5 . PRZE IS 28 . e 2 a4, H
At 2R S HE ) SR PR IS SO AR EE PR 2 Bk R . Takayasu Kahks . BRSO, K R
WAL ZEAAEAE . 7T LR A 4 A L RAHE RAEVELEIVE . RRIBRTTR . HPEL
ILAE 58 e 370 /N BRI JE 75 45

S50 Wi R R A SR L e K e il 4 AL P ) R RR G AT BRSO B — L, R A
Tou SR o 5 R I 14 i R A sl Pk v I RS L R i L I A P R
WRAE, IGARRIE S, TR REhE . PGB R FPIRE . WM. BRI R
B TFBRIRESSOE, R 1SR 2 WK L il e Bom R AL FEA DI, /2
JURHEITRE »
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PO-178
R i I 2% HRIYR 7T 2 R

B
RIEBERR I 57 — BB

B Bl a2 2 — R sow, HmARRIL SR nl T AN, i B R R Gk e
RE—HB Iy, WP VERLGH B TR (ANCA)ISS LS 4, R] Dl B 5 S R A 5K (10 .
RINAGHELATEIIE(SLE). HZENNE, FiB4HIMAE 28 % W gl vRi@ e i, ™ =k ) LE )
PR A A R o S PR A A I LR S R AOR LI AN BT FERERE B AEONIZSR B 12 iR R LI R
e

T MERFFHLEIAG 3 FinfE ey, ANCAGRIRSRE). T kG S ST P 2 i 7 B (4
A 5)o R ZHUME JORPE, MR DER BUR) A3l HESh KA SR LA TE

G5R PAN 2RISR ST, RIS RIAESS sl kR, 70% ~80% 17 A ' k2
o HM2Z0HHLIE. SMEMEMBE K. BRPPIRIE R D W o fiiif H i DL 8] 52 1%
VS AL — 22 5 IF C R ROR BRI PAN B A fld . BRI g R il 52 2O SCUVE B2
B s AP 4ELL, AR D4 R o ek WL PAN IR PRI 4= B AEIR (R, 1A it
B, ZJIMBRTT), A AL A IR AP e R ST R INAEIR, B iE. Bk, OE
AR NER'B I 58

S JLEMAE R 7 R R L L RANIAE 2 o Bl R AT AT I, B 48 RN
(LA, s RNk 2R Ge i) L R AR B AL 4 o I 8 % DL IR o PRI 2R e e 22 L ¢
Tl N 2 MR A AR N R SRS 58, A WIS A BRI R R, 2 RV ERBIK R, B
MRRhbk A, WEREEMURE, S5 PEZ AR, FEEN . T 2 AR B AL R e et If
UL B R, WATCLRIONE . KA. BRI AR R I 12 W T B I A
MR ARAEANTE b AL 200 5T 0 B P s e A2 Wy o DRI 9 T SR P R £ 22 3 38 0 o 7 R SR
KA IS W . V67 EEEN BB R R, #23 rIn A G s il 7] o

PO-179

SRR AT Rk P R PRI RGO 74k 1 4

NG
T 3 /N R B

SH: R eI R DAL

ik HE, B, 51 %, EYETPARML. MR 1 AR, B 1 AR E EE R R P, 18
BRI, XM, SR, TORUE, PUBISEIT IO, FATE K CTA MR
KU R T AR AR €, Al bk gs=y, HRpm T aett K, FUPIENST (K2 TR Z 41 5000iu
Q12H) , FEARVITCILZE MR . e OEEE . Mizhik MR, PET-CT Z4BifG 7, PET-CT #xH
SRS, PRIk RS, BTG T8 NI+ S8 N TSR AR o

SRR S K IS AR SRS R TOR P b RN R sy, AR AETE R, B RN, WA R K
PESFAZANM, S P TR I B0 K P S PRIR o

g wJatiz 1 B H AT HRE S R 3k I PR 2R 5 B, BB ik A R R IRE PR R 23
th
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PO-180
18 e M A A 2 1 il 3 ok s P AR 38 B0 2. T2 Mapping
FHIE R IR B Lo #T

XK. XK
o H R BE B

B Wgme v maeie ZEME S K T (CTEPH) B S s AR O = 54 0% T2-mapping HF
fE, HeBfEE NS CTEPH B A OLESAOE T2 WY, 48 CTEPH B& A LESLELE
T2 Wl 51iish /1A ke tt, B = T2mapping 73 CTEPH R .

ik AIBETEIN 2020 4E 1 A 1 HE 2022 4 1 H 1 HIERBEH2 S M A+ 221 s ik s g
42 B (5 20 f], “PIJFER=47.48+9.11 %) FEEFEXT A 42 #] (F 17 #1, “FIHFEB
=47.36+10.79 %) . Jirfi CTEPH & ¥i4T 1.5T KU IEREFENR B AN A5 0o i 17 S 45 6 7 0 2 1L
W% FrA @R AT 15T MO HILIRK & . T2-mapping & KA TrueFISP
T2MAP 17475k BIDY i 0 JE T % . 20 I A O B i S e sl T2 1, HHEALDES5ELE T2
FEbfH (RVT2/LVT2) . b3 CTEPH A5 EEX R4 RVT2/LVT2, [HI 4T CTEPH 44 RVT2/LVT2
5 Miiizh 715 S5 A% 4t

R XA, CTEPH 4 RVT2 HEE®AL, M LVT2 LB ER ¥ %R; CTEPH 4
RVT2/LVT2 &A% (0.8620.12&0.74+0.16, t=3.673, P<<0.001) ; CTEPH 3 RVT2/LVT2
545 O S W R MR 8 712 S 0 58 Il sh ik 46 & . r=-0.342,p=0.026; [ilizh k&7 ik : r=-
0.406.p=0.008; “F¥Jfitish k& : r=-0.345,p=0.025; fifi & FH /7: r=-0.519,p<<0.001; ClI:
r=0.6,p<<0.001; #ij5/k: r=-0.353,p=0.022; 4% [k: r=-0.427,p=0.005; PAWP: r=-0.386,
p=0.011; #i.0»5m SO2(%): r=0.603,p<<0.001, ; %= SO2(%): r=0.648,p<<0.001; Mfiz}hk
SO2(%): r=0.582,p<<0.001) .

g8 A OEMAI AR FmE LA S, 2 SERVT2ILVT2 (K, 0= T2mapping iFLA
AT BE N TC AP VAR 2 1 Al i 2E 1) — g e

PO-181
Z TR CT i B b2 I AR B 5 By
WS ZNE ST

A L gt KR [E 2
1. H ARG BR B
2. HEARPR ST RIS A PR 2 =)

HE CT filizhhki&iy (CTPA) WSttt (APE) M—£ )5k, EIEAEFTA Sl
FER B ARE A RS M % CTPA f&x. ¥ CT “F49 (non-contrast CT, NC-CT) 4tk
fE. R, BRI NC-CT MIEEER AR APE 1778, [RIULAHE T H 2 8 v 5
T NC-CT N T e APE i2Wiki s, /- Hr R M4 CT (NC-CT) 7 [ it B AL 85 2% > 1 7Y
(HLG-ML)7E APE £ Wi sh 4/ .

Jrid B G I R 4T NC-CT A CTPA &3 R &2 Wi v ig it %€ (CPE) . CTEPH.
e M e ZE . Ik RR . BBk 2 B . B eie iR 3:1 M LBl g N BIBEAL 7 il gl
(75%) AR (25%) o 25 203 56 TR B 2% 5] 190 81 J7 25 E B AT 4l 7 1) B 2 159 51 4
il = ZEFASE, RS E DS 36 NI IX s 5 — B PR UG AN TR IX (1 U 2H 2RI 5 45 36
AN X I HERFES G 0D RIS BOR A =20 AR BT B H 1 it s o 20 2 45 1) & kAT
B2 OR B R IE O 3R REEEZ MHREEAT APE TR B0 HS 1A I i 4 2RI S BUE RN
WS )\Fli A RIS 2] (ML) B8 CRhR DL, 4RI, K 248 BENLARAR. PRsEm. B
FEWBR IR . TER BN, REZERAMES) o WIGET =B XIE, DU E &M
MRS, JRER AR . TR A 3RS R SE R M ML BIAR 5 B A TG0 20 . RIS
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RIGH NC-CT BUE A 3 4. 4 F1 5 WA 3 LU RHEM ML G RN, 2 W5
T APE FIANHE Y APE. ¥ HLG-ML #AI7E APE 2 W (Ki2 ik it 5 3 AU RHE T (435
HA 3F. 45, 5FLK) #HTHE.

gER [nl it RN #2252 NC-CT fl CTPA RS &I 38 178 5 (334% 77 ], 63.9+16.7 %) , H
W APE B34 86 ) (J1k 37 41, 63.4+16.8 ) , LifiteZedmE (WIR4L) 92 5 (FBE 40 1,
46.5£16.7) . HEAJIZRAHH 133 5] (55 58 #i, 65.4+15.6 %) , I 45 % (5 19 i,
59.6+19.2 %) ; MHFEFETFHREMEUIZA FIRTG T Sl i)y K rkRe (4 FiAi=0.772) . B
PRI B R U IR W RE /7, H: AUC: 0.810[95% Cl: 0.682, 0.939] , =4 RIEA
AUC 43 J152(0.573[95% CI:0.439, 0.707]. 0.551[95% CI: 0.414, 0.689]. 0.533[95% Cl: 0.384,
0.681])) (&1, K1 .

g5 LT RART E LA 22 IR AYLE NC-CT L2l APE HITERER T U RBHEAE . BT IR A Y
Al RENME A NC-CT 2 Wi fliFfl APE $24LE /7.

PO-182
TR 18 A28 I A e 2 41 o 3 ok vt T 2T SR

E&iii
R PR 27 JiY I 26 — R B

B 8 I PR A b A8 A 2E 5| RN ik s PR ML, B ORI B K R R B2 R SRR I R AR
i o

FiE PEA I H & M tish ik b 2 B i ZE W) LI PVRIZF AR T M— s @l & 27T F
AR CTEPH & ) HIRIGIT I BEAE INRH AR B3 2 28 A e, C 28 mT LK B 38 1) 73 5 ifn
St PEA YR Y7 AR i 15 BORH I B A2 IR A0 A BEAT HAG BRARME o IR DR 27 e 1 T BF 73 BEAR
PRI B T FARD R RS0 9,CT Mlizh ki 52K K I AR ZEUEHE ;| 9 A8 ZE W T ah T
FIHBIKN 246 T Bt 53 30 2, BB UG T By 3GV G T B 3. I IV 0R AR TR F
B AR L SR vy R S B K, 5 5 R A I RORE (R D - AR AT AT s S iR i s 70 5

25 PEA [{f81E 8 PVR> 300 dynes-s-cm™® mPAP>30mmHg, 41407 74> (New York Heart
Asociation,NYHA) DI E5T 2 W~V 2%, [RIAEIE FH T RE AR I 08 M A A SR PR 5 3 J8 3 o A8k if A
MZEMTIRAAYE CTEPH AHALRIREIR AR BRI H AT SRS T WA sk & k. & IFizs)
il 0 ik v S (048 1 I A A ZE MRS FR B AT PEA VAT, T kb SR 38 S &, 7 1k it sl ik s R ) a2
SE0 1 AR i FE I B Ik e s T S LTt A ZE ) S R AR A A TR A I A M LI B 77 5 AR A,
P 18P A PR i o 3 P 2 . FLRIRER Z R, 3 AN H LB ITE PRI Ja 58 5 Il i Ae:
FEZERIEYE, 2405 B UE SEAFAE IR ) ik s AT i 2 W o Btisl ik Y BRI B R A2 B e (R6 97 T7 1%
B PO H AE— 4 38 B 5 240 W B R RUE A T AR TR BB ik P9I BR AR 5 R 2 v it 3))
ik v s PR 0 P I A 1A I 3 Pk v T B ISR R 2590 - BR 29697 A0 BRI Bl ik B AR AR VR TT AN
ReFARBH A UFE .

PO-183

BT Survivin FEffEh KR & AR KR

B
RIELERFR I 57 — BB

BB @SBRI R0 survivin 7E a0k s e Aol B PE T, B 7R NI ik s i (9 R 97 B T
1 BB R BL

FvE TliEh kTS WL4E i (pulmonary artery smooth muscle cells, PASMCs)®¥4%8 51 T2 8] i
VA, JLEIERFITZN KA ThRE R e 8 . il 2 A iRA 5 PASMCs MG %, PR TS 340
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Wy, PRI A B, HE R AEREIKE . Survivin A2 EE 4] PASMCs TS, R H
FEAE 2 5 M sh Bk e R R A R

ZER ish ik S i & 0] S8 O, FEESET . il i 4 A i i B E YR i S bk v ) B
JRELIERL . Survivin AT ISR B FKEIIHTRR G, & H ORI Sn A E T R, B
A IR T A A P A A W B ThRE . H ET survivin 3 EERT AU A IR T, BRAE IR R A R
JE R R AEEE/E AN, survivin 2 5 il R,

548 Survivin SR TSI B E R, 0 B BRI SR I T HIH B . Survivin 25
A0 A BRI PN AT R, R 40 R R T AR B A A 3 5 . survivin 15 s KT L0 R
XG5, TEM BNk s s A3l ik P i R IA

PO-184

R s ik s & YR B2 16 SR

B
RIELERL R R 2R — BBt

HH GE PR AN B e gk S AR R R sl ik T 8, ST R SR 2500 T ARl AL i e R
B, BERNZREHERSIR R R K.

T TAEER TR B ) At AR R B T AR FDA B A%, 9 WHO (L IhRES 2 1~11 B4 0T
BEIEH AU GR B H M 2. PAH & IFAEYRIN 5 Ak A vU R AR ol SE S 15 AL . s iE Bl
AT WHO L IhRES S BRI P Thendh i i s A B S D fE SR $ . PAH & R UEgR 1 36
A LR A A DU OIS A E AT PR R R . DUIRVE M IS ARG T Ja 47 O D RE R84k, il e FH
DRI E, ARG SRS ATSIER, TR RAEH PAH SR, BRI LS, S5eE O
Thag. PIEIEMAT, CCB J& T HIZEM FDA C UM%, fEUEdk 12 AR %4, AR JUHIE
TSR e s Ie e . BRE KT CCB IR o A T N E G O ARG A B Lot H
7R A R T 5 A LA R E P R PR I A kX B P 1) R 2 2

SR AV S YR G, SRR T YR . 0 T IR Rk SR YR B, I E AT
FEAMRSTT 7% — BAEYREME N B RTINS REAR, SRR 12 AR A FoF
SRR RS, AR 17 7 T S e XU R B A [ 25 W) 00T JR AR 7 PR BUBtif T . 3Rk 12~24
I, BRI DR SRR 2 AR B AT SRS VA BB, A A O DREH B
WAL, HAEOSE NG R 2 A 1R MYk 24 BTGP R KAEIR R PG I =6 1 IR, BB
i A PR RE B0 Y B — 0 AR S AR T RS

g Mhahikm R — 2B HERIESON . SEURTTF RS bk i s R E S SURN ., iR L A
ESET R R, AERKHR I sl ik vy I R N S ik SRR I AR, Tk Bk S AR g 10 i 3l ik =
R, NEMITREERAYNG T, AT WA ERE . 2R BB E i B
WS PP B3 R Je i B R 2L, R REREE R G HE . SRR IF PAH BEER XU B i
RV AL R 287 10 B BRI PAH Z2 AU T SR I B o 2RI 78 20 DA SR AR KRS, ey XRS5 o
ZAB S 2B AEIR . X PAH S IR UEAR I S N L 2 A R AR TN, E AR TT T &
ROwhiREE 8 24,
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PO-185

TR FOE R LA A 3 ik 7 s A 1R A

Exiii
RIEBERR I 57 — BB

B 8 PR A b 980 e RLAE &SRBt A ik s s R AR, B AR I L R SR = T I
JiiE PAH R PERIBEALEIZE PAH RIS FER R AENI AR A, HP R 380 5 Fh 2 1 (R i
ERLE HAMMLEAE EAEF, TR A PR . ansha s i s I i m 51 &2 PAH 1)
MU 24 K2 HCF# R, (B RABRAME PAH PLHIS ZIENLHLRASCBER, s T DS
o, 58 24H G OIS 0L P B2 B B R A ) R RO, it A O A PR TR PR A B TR, i
W E R M BRI TNF-a.

SR TSk s He A — ol AR /N Rk Y R 40 M Dh RERRAs . P LA A R o SR . T B A i/
BRKE R B . sl Bk BE e AT VR o = BRI R AR B . sk s R kA2 S5 2 F R &R
HxR, WA RN, 1SHEMKE. BMPRIN JER A, [Tk E . BRA S8R, B 5 5%zt
P NBRBEEIEREREMHIV)EY.. F 7E 1994 4, PAH BEMmsh ik AIRE I E HEA T
4. B 4if. EWELNM SORELN IR o 18 BH ZE M il %05 (COPD) B 38 fli sl ik Ik 71 i FH = 5 i i
C N H (CRP)FI Mg SR SE R a(TNF-a) 7K P AH 5%

0 sk R RFNLEIE 2%, BT AR, UG 2. SO RSBk & R 0w b
FHEBENEM, CECNMBIkEERAE . KEMEBENEIZ —. RAENLHELHE & FhgH i FE 2 5

IR ERAH ELAE FH B H A3 2 I I AR

PO-186

HIH AR 5212 16 I3 ik vt s ) 3 8 %

B
RIEBERREI B2 — B b

B @R A SRS 5 4 FAE G B ik TR 2 1R Ve LD, B 8 T 3h ik s TR i VR it
BB

JiE CO 8J7 PAH HIHLHI:CO BB IE sGC - cGMP 15 5842 A1 BKCa i & #1011 il I & i
45, PRI /7. CO Al BmftiZH4 sGC 1 cGMP & & BRI BH /7, sGC i 7 al i
HAZAEH . B CO BN T KR BKCa M HEiE B T, JHi7# BKCa JHIE {1 Ca2-+muUsk 38 i,
WA NE PAH [WiEE. NO GIT PAH [FAHCZY), % NO SR RARITE A . BAREAS .
B A RRPBCRESR A, AR H S 17 NO Ak iR TEH LS IR 35 5 A AU R £k 1) 25 Y ot
Flo WNLAHER S5 o] FEARYSS I E (R B ()0 J1 38 PAH SB35 PIBIIKE . A0 5 s R it B 4 1
BT .

g8 SKMES50 TS5 PAH PRARHMZ R EM, HAEMNGIERZH. F4 PAH HZd AR T
SRS 50T B AR, X AT A 54 & HAth i 97 PAH Z9MIR R MRS T . B} NO 4,
F A2 G T R = R W IFUE R SR S8, R — PR R Wi EAE PAH 1
BRHIE, 5 PASMC I EHEEDIM K. SO2 /3 r il PASMC 385 ST, oo i i i s 44,
At 5 DKkl - Wnt {5 SIEERA <. 4085 5 Ca2+3h i (5 S S UM, il Ca2+ik)/E
T v 2 i I e 4 1 B i R 3, 9 PASMC BB AT 7% (1) B BRI R 25, PASMC (3848 5%
FIFE UK Z 1A (calcium sensing receptor, CaSR)ME . fEMLAIS S PAH KRR,
CaSR Fik/KFH &I e, SO2 kHA Fif CaSR ik, [FIN#IH Aktl/2/3 HIBERILKF, B
CaSR HJ#G AliE T Akt1/2/3 &2 et PASMC 1458, 1 SO2 mliM#IE5 ik, Jki5 CaSR #ik.
SE it 3 ik i e A — P DA I8 BEL S B AT M 38 AR, 5 B0A o0 2 3 RN 0 T 14 P i L 85 9 5
FE U NS FE ) A ER YR ), AE T AVER N, PAH BB RZN 1%, M{E 65 % L ER ARERT
ik 10%. PAHRIERABIRR G, LMW 5~10 4, TEHZE, # O EiE”. w5
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R, 5 TUBERR —BRBE I B N BB, B U S B 170 250 1A L FH W S 258 17 S8 (i R
RERAIAE TG &, (RO S P PR AT B, [RIS & 53 (A A B BR SR T A im PR L, R Y
97 PAH IR L E . SUEE ST A A (NO). —% LBk (CO). BifLE(H2S). —Hfk
B (SO2)F AA 84 . MEHlId . 1ER) 25845 R, 1E PAH HIRYT T BA IR O E

PO-187

R B3l ik i B B R ML

Bl
RIEBERR I 57 — BB

B @R M TAEMBOR R R, BB BIANME 5 5 S AL 8 e ik s s
TN R A AR

T MEWA S S T NEIER K E . 6 LML T B X SRE, i US4 BE 830 1R 2 R
BRI EEANARDEIA o A LSS — PRI, SRAE B w5 S A 58 11 SR AR AT e 7 7 5K 58 97
LRI, B AR SR o M ol SR SR I A A e i O P U A A B RS, PR UE T VT L UL
SR JEMERILZ AR T, XL T AR SRR, P ATBOER], JFH AT LA
BARH TG0, F4f 2 1 GEFEAK eNOS 33k, SMC $GFHAZ ML/ I P4 A K PR - S5 s i
Hh PR 20 i A B B T RE SRS M AP i B B R SRR D, APOR AR R IS Y BRI
L AEARIE N .

g5 BEEI NS BRI AN 58, TSR R S ST A . LA 4L 2 . R R
Wit NAETT BT 028, IR IR BRI T 50E . BomAEMRID . SRR BOHTIR T AT .
29 A e e A EE R P Al Mok v T O R AR R] A AT 32 M 9 B R i ) e 4GB AR I, A 23 (R 4
I AT RE S B DRI AL, A Ry S 20 R AR R AR BT IR R

PO-188

BRI B3 ik i He 32 Wi o oo B B B B

B
R PR R JiY I 26 — R e

HE BRI FS A0 FERELSR, P 12 SR B BTR3NS 2 W 0 5 O
T L ESEO A O BRI R ARk s R4 70%, T EHERR B ik R AN 12%,
DRI RET, |5 B s BIR\EAAHME> 0.21mV. QRS HH>87. R+S>0.76mV £ Wiz ik
AR R BUBPE AR SRR, QRs HFL | FEE s WRIE S sh 1% 25 mPAP. PVR X CI
VPR ERALIE=TR

SERR BNk s Hs A — 28 DA I/ BEL 7k AT 1 T s Dy 32 R R L, A R ECA 0T
Rexug H B0 T s ke P I R IR R = e S 1k, 52l 1 I R R X i iz W, ARASFI T
it 2 Fik e R BB % . R B S O B RS A R R A i A Bk s R BB TR, A O0SERERESH
sk s s e hnitE, (B TEEAEXN S B S . B2l T e N RS2 B e,
BRIk, FH—FhE R, s, S5, BRI T BO DU RPEE R g 2 1 B E AT WP iR
H T R, R E Ak e RS E BUR B A B E . I 12 SECLHEER—
THAE 5 2 97 BRI 32 S B SR A 10 o o0 H I O R I 30 ok i T 12 W 0 4 o o S f A
TiH .

g0 T 12 FROOHEDYIG IR & B AT, 5 AR 2R T R 2R It 20 ik e R 0 rE P RE R, R H
B3R | S EE s JNE. QRS HLAH>87. Rv+Sv5>0.76mV 25450 38 B KA S =% 1 3 il 5 ik e
JERTRE, HE— AT A OAEEEL O SEREA T AR IR, EL S0 B E bR,
FEE QRS M4, R+S DLK | FHK s PAIRME, Xk Wi il s ik i R0 17 ™ SRS A BB

124



Hh AR 2 2 B DU e e i 2 5 I LB 0 2 AR 2 U B - i [ B i i A2 AR 221 W 4

PO-189
BT RIS R i3 ik e 1 T BB

Exiii
RIEBERR I 57 — BB

B 8 A FERB Rt Eh ik m I, B AER T RIS ik s e 1) B UK 16T 0

J5iE POPH L 3= AR 2 R 3 AH G P B s I M A o - LB SR B A i 5 L i
ARFNA KA 5T 2 18P S A 7 100 T i L 200 B s 5 o s PR 7, R TS B G I A 40 Ay
RN T T RAL AR T R, JE— D A A, 168k I AR (A 53 2 5 i 3 ik v R 1
RIio 11K B @ 8 IIEFRES R e D =8Pk DIRe A 2 ] KA K& R, @A E. @3
PEFRZS 51 2 0 Bt B ik Wi e e 38 AU FE S 1y, — AN 50mmHg.

53R POPH 2481 Hi ik e e 16 8 2 R BoAT DL e s sl ik & 7 s, B e sE g 38 n, 7 %47
FKAREART 15mmHg. POPH fEfizfiflik i 2 8 8 T 55 — KK — Bk ALt 3l ik s & (PAH) . T
T4k, B il sl ok o e R A2 %6 2~6%. B 1 Ik R TRI R 2E K, PAH FE R i

SEW BNk s s 2 — 2 B S R R AN () R AL 5 A 1 LIRS i 5 BEL 7 3R 2 388 IR R AGE ()1 PR
— B AR BRERGAE AN [FDS BRL (0 i sl ik o TR T R 40 TR e T ko FR PRI Bl ik o R 8 T3 1 9K
sk s R, 2o OBIR ARG IEN K S 8 T3 1 RImahlikim ik, 2w WA, YRR R T
Bk E R, HJEEE V ORIk . SRS A L B O R B LYK N A
W, IR E J3 A R o BFBTZR A AE 2 2 R mOR IR EUILAE, B AEAE B R 2 PR 25 A 1) M
WS -Fh kL 2 2 EP(A-a)0220mmHg BE 7 A7 1 B4 -

PO-190

BT B A2 30 I Rk I A A SR i PR 23 T

B
KIEBERIREI B2 B b

B G BT ANER I A 300 B D A i SRR A G R R IR PR E AR AR R, BN
B IR SR B PRAK T -

JitE HRESA AR S I SRR (IR K AR TR B2 AR ST 15 7S ) 2012(58 — i ).
SIS (1) RBED G Codi, 5 KRR AR (2) F 6 25 B O i Pk LA Sz 5P P L Ak AR ok
M (3)VE & 2R B o SR AR ] [ R A

GER AR SR AR YR K AR A ZE AR ISR R 2R, A B RO, JEE(BMI)> 30, ik
KB L. FELLANIE 2 TR WSS IR. SRR, PUBEIESR AL ARUR.
Jiige -

S5 Il PR IR N A O R U U S0 U I A A 28 KR PG 595, SR K LA A S 2 W RO,
BRI G A e AN DURDE ARG 1A, AE S R s bk A AR ZE R, FRA)™
I RAER R, BEEREILE R o

PO-191

WU IR & e 2 B2 T Rk

Bl
RIELERHR I 28 — B2 b

HE UL gR & IR ke 28 S 2 WoRna 7 e oK AR BEM e T, @I w7 /A i Ag AN D - —

RUACr 527 AR ZE R R, B NZREH KSR IR MR R IKE
JFE M2 iR ZE 1 2 A B R BORMEEAT 20 M, B2 DTN IR PR B2 FFAT A% 3R e E 1T 4
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LER HDL B 5 Akt ZE R R A4 5%, HDL #0002 —Fh i sh kst b R e &5 A, miH

ﬁﬁﬁnﬁfﬁi, HDL i 2 A $ra b frE, HFREIe s ) e i s 5, AT B A AR 1 R A
I e HDL/SR - Bl (55 S/EM, W HDL 24k SR - Bl S Z il £k A LR, 1Mt
T REE — AR AT ENOS) S 5., IEFIEIRIAMIE D - KUK TEEF &, 75 4~6 Fl%
BIAFIKFE.
SER Tl ZE 2 AL E W 3% FE I B Bk B L 43 S B 5 R I G AR AT I e, L FE AR A 26 AR %€
Yok FE. BRMES, EERMKETEN 0.76%0~1.72%0, IRk Mk sh Ji2% . HEi—
FRRG NN, 8. FPARESEME N EIRG, T8 EEMmRRES, #EZ2rm
WG RA MR, 2N 2 W 72 17 Pk ﬁiﬁ)ﬁﬁ?‘éﬁ‘]ﬁ%%ﬂﬂ@ﬁ%ﬁ, (RN
Jik AR T AT A A 2, SR 2P g AR SRR R AT R B RN 2 —, SARME R AR b, I gR Lotk
R A ER K AR RS TE Ry 4~5 R o iliAS 2852 i Py 5 B0 MR P A4 1 1 2 il 2 ik s L 23 32 51 e i
IRBEAT I PRZR S AE

PO-192
BIE Geneva VEArBREFRRRIESE D- AKX 1S BH i S it
TNE A& it 2 R iE B MEL

SRULFE T PRIEZL L, 5KER L T GRFEED 2
1 AERCR =R
2. ALRUR A B A B

HHE PPEEIE Geneva W BEA R IE G D-—SRAAAE 1S B Sk i =5 30 55 25 1) it i 2 B 3007 25

R P, PR St 8 L i S n 2 A A e ZE 1 05 E AN R/

ik 1 REE R = ERE 2011 4F 1 H & 2021 4E 6 H RAEFHM AN E A% BAT CTPA K&

ak VIQ KB E NI T G, H3E CTPA 2 ak V/IQ F3ti4h Sk f )y Ha a8 B it 2k

o = 4L RN BEL A A i 2 A I AR ZE 4

2. WEEFTAMNEE I — IR TR, 0K D- SRR FE K TRIE, HEIE Geneva ¥

I3 X T B AT VA

3. DL CTPA KA B VIQ 5 A& brtE, iHHEAZIE Geneva PF7) ML EAA SRR IE )G D- AR R

WO RER RS PHPETOIAE . BAPETIONE, JFHIfE ROC M2k, PP BN St n 2 15 ih

Fe ZE M AN A -

g3 1. DSty N 250 BN R S E N E B RS, HoA G i 254 99 5 (39.6%) , R4 FH i
SMEnE A 151 1 (60.4%) . WALEFERRE SR ImAR s T EASIEh . IGRAFAE (R Iy HJ

$1NUTH£7J<EEF) v D-SRRKCPFRI R B E R A SRR L (P<0.05) ;

2. 1BIE Geneva VP41 218 ST 2o b 2 30 4 IR iliie 28 1) R 5% EF%#FE IoH A 0 LA B 1 Tt

TAE 258 59.6%-. 48.3%-. 43.1%F164.6%, LLEIRIZF N 40.4%. 1&IE Geneva P4 BEA 14

K IEJG D-Z R ARG A A% B Ml S in 5 8 & - A L i R MR . KRS PR T A AR B 1 A

43318 90.9%. 40.4%. 50.0%7#1 87.1%, IIFIZHEN 9.1%:;

3. 1B1E Geneva P/ B E IR IE /G D- RN REUE B3 5T 5N A IE Geneva P41 R

HEE (90.9% vs 59.6%, P<<0.05) , Il & MR EZER LRI E L (40.4% vs 48.3%, P>

0.05) ;

4. ﬂ&E Geneva iF4r. 1BIE Geneva P/ B HRARIE/E D-R4RM AUC 4374 0.540 (95%

Cl: 0.467-0.613) (P>0.05) . 0.657 (95% Cl: 0.589-0.724) (P<0.05) . f&1F Geneva ¥

SFEE TR IE G D- AR AUC B35 KT 5B HZIE Geneva 4311 AUC (Z=2.251, P<

0.05) .

g8 1. BN AMEIE Geneva V430 & 18 BT 2N 2 1A & IRk ZE I RURAEAR, HAEH T

2 BEL I 2 T 40 R T A 2E L A 0 A

2. 1B1E Geneva VW 54EIS L IE G D- SRR G 0T 0 35 58 o 2 BE il St n 28 /A& IR il ie 28 28

F 9 EEANEL 5
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3. B Geneva PP BAEHFRIRILG D-—J0RaE FI 18 BT Sk o 2 390 26 38 (1 A 28 L0007 2
SRS BEL it e o A AL FE B O BRI TR AN, A R B TTIAS 90% LA 1.

PO-193

TRVT ik 212 Wi 8 7= Lo 3 PR O R FH

Bl
RIEERR B2 —B2be

B 383 7 A AR I 22 i 7 0 5l B (TTE) RN 22 £ 8 75 0 Bl (TEE) X A ZE 2 Wdb AT 1R H
RLRIEIMEL, & LA 2E 2 W R Bt R AR -

JiiE AP K. b AE S BB A s ks XA R A AR e A,
AT L A O SR RO AR, A = SRR R, R FH I = R S JAT o J3E V25 M 5 P 231 fk
Wi e RMIA 3.7~5.0MHz, FEAFARERNICATES, B AT 5 iehs 180, B BRI T
2y 25cm) [MFEEBIBKAE AL, HEFARIEREMT 1, Ron LT B B SBKET T 2 A Bl K o
AL N AT AR [B] 7

GER Ll IR A O R GBI I . B AR E A I R SR . 1R e 2E 5 B0 i
WiBh 1150 R YT ROR 5 T BA Ry H A

S5 TUERRZERITE ARG YT W R A AR R RIS TS, HUBGR T AT B b 2 K
AN, M A FE R I3 K vy s £ it 3 Bk I A P RSB R il i S8 J8 3 R B IE ARV T TV, R)T
97 RCOF A 368 Y [ 5 2 Mo e U A i T S s R P W, IS A O R A B AT LI 3 7
R, BN OENRE. AL EIRE . SRR BRI Bl ik 7 2R B0 AT W7
Mo TEE SORFEZAEMAR KBRS ke 2 B VT2 BEUT T J5 I
— AR AT (5 s

PO-194

TRV S A 2515 W v i S AR K i O L

B
R PR R JiY I 26 — R e

B PRI A BT e 5 X 2060 7 A6 2 (Q/X) B A AT VA < RAR (QIV) I T SR A ZE 2 W iy ]
171k

FHE REELaE e, HEE BREREDH DB SRR B, 24h WAT X &l T
KA A A RAR, HE QIX FI QIv RS Wi i & S FIUHERA L

SR COPD BF iGN Q/x ANILACH) LRGP &R, AR SCE & B TE x 2 BIRCH W&
ML, BRI RMINAS , WER G, BOA RS AL, i IE R AR A R R IR
EIREMAA, (ENThRe R MliliE < REx COPD HiZKiE N R M. Fit, X4 COPD Ji
SR ACREIR (4 £ B 43 #E QIvo

S50 MEEAE SRR (QV) — BRI QUEME ZE R F AR 2 T7E . BT BEAT R A
TGP N R, RIS RE 58 40 A2 S P Rk 28 D2 I I PR 75 22 . il R SR 2R
AL, RS R, HERR SRR AR A AR SE BN RS, MRS b x L Fr i RE
BRIX—HI, JFEH x 2l 252 SVE MR 28 B AU AT IR A . x Lol P AR S i ZH 21
MBS ThRE, EXF 2 Mg R e E ARV B SR R, AR AR AORE . AR R SOUVEPTIKS
B AR ek 033 ARRE FEE Sk s, S REHEAT S . AN D Sk R 2 R R A W] R
(OPHR R ME,  XEDLTE R S AL AR, I il R BRI, 0TI B, a5 G x &l iz
e LU AR ik %
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PO-195

Tt ke Zi2 W ek DSA BN AME

Exiii
RIEBERR I 57 — BB

B JE T AR e DSA BORFENE 281297 PN, B AEPPU FLAE R 26127 vh B L A
fHo.

JivE KRBTSR, BUTEML, A3k Rl, BAEH, 23885 SFC RS
B RS E BBk ET TR,

SR TR DSA I, AWREEZOREFEF FN OB T ARG . Bt 7St
DSA FEAR S B AR 52 B L o

G5 sl kAR FE 2 1t IR VE BN AR T3 FE I B K B 70 32, S G R B AT Rl R SR B
ke 28 AR S ARAE B AR 1, A2 Wi e AR R LR T R R A . I sl ik ) 80 s
(DSAVBLN AR e ZE K ehnite, BT s R BUSIE R RS bk W UM Bl AKIE AT — € 1R IR
PE, AAIREBINER AL, K hE DSA HoRGI ARt JE 27 hA B T — s, H—&
(Rl PR i 3

PO-196
Wit SRR ENUBGE ST IR

B
RIEBERREI B2 — B b

BB BN ZE M B T RUR BATIEARIRTT, (B0 T SERRIR . 8 2 3 8 1Y) s o AR 3
ATWEIR . EFR SR IR S i ZEIRCA SR HLR M I8 ST 1R T I RO AT IR o b, BAE
N ST ZE (VR TT R ARG R AR -

Fri: NPPV #5520 K RR4L 08 IE IR/ 713 (CPAP/PS) I,  #I4APEIR AL S %1 Fi02 0.50~0.60,
CPAP 5~7cm H20(1cm H20-0.098kPa), PS<15cm H20. LAEISE(VT)Z 8~10mikg ANZ#kr
i

iR TR AR A A BSGE I TA) S U I B 355 A B3 AU 8] B SR 4 4

ghe TR ZE 1) BT R R AR S B AR A, R A O O i SRR B — 2D
ST ILE PRIETAR , 3RS0 2l T A =R A i, 306 B/ JAFEH . [R]IAI% i & A0
FEJE R, > T A = RS EEE R AL AU . FIEE, A = AR kR R S A = L
FEE R HA N T AR IR R s, I FLd i Co A R I B I e AP IR 2 IR . R TAUB G A S
FIMLEH] 3 R IAE PEEP BIMER 7T . AT o588 AU i B AR, oA 28 I il P IfL s 258 0 A, 5RAT
it 2SR iR B RGN, BRA R A BUR A — D IR T T (W R A N V255 SR AL T ]
S teprstF e AT, TR SRR
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PO-197

HRIT D-ZRAK A P ik 2 B RF R

Exiii
RIEBERR I 57 — BB

I HGE D- SR IE(D-— B R <0.50/mL) 1tk 26 835 (MG KRR A, B E iR s ifide 2812
WrERf R . AR 28 R AL

Tk WA D- BEARII R B ACUNTi i 28 (S B R 2K L I PRARFAIE 2 Al B G 25 BEAT [ B0
R 2SS LA M FEE 6 5 AT SUIHR R I A 2 PR S8 0L R P e PR i HEAT LU, R € A S DU A
R Fisher fi VIR I LA AL AN PRARBL . A An A KA B B 45 R 22 57

SR D-RABUBIESR . BIMEBIER S, T SRR ZE R HERR 2 T, AGRR T I2ReR,
WA TR RE K TSR, WA IR R A PRIE . D-RAKBAYE i
A SARGIAMEL, BAA VTE W, AP ARLEE S TRm, Ml PRI,
B IPIR AA we Fx BRAL, I R BOK b O IR 2 0L, 0 AL B ECGSIQINTIN 32 % Lo
g D-—RIEPIER AR IIH 0.3%~5.6% 1) B HAAEMEZE, it raUh, NI,
Rt IUAE o A A0 B S B R D-— IR TR RIBAE R D- AR . A REiS
H D-RARFAERiAE 220 B, Wi DR R 2R S WER R, PRI R ZE R AL R . A
S ER A O DY REA ARSI 77, 0f ik 28 58 BEAT fa i 70 |2 5 WS ARG, B A L sl R
A 28 s g A Ay 3o PR AR A ST T 3 SR M ZE P2 W o 12 W A i I 7 o 0 B A B B0 ik
e s >50mmHg, A TRIIRFEREIGSN K i s (4R b o

PO-198
T e S WP CT MR RN E

B
KIEBERIREI B2 B b

B EB—Maes. R SUF. T ERZI2 W F BUSON IR PR 06 550 8, 38kl fifi ke 28 B3
HHATIENE CT K MRI MGG R, BEXTNT CT 5 MRI XSt ZE RIS KNE, Rl
TR AL IR PR AR -

ik EREBUMENML, NAER CT H#(hkE LR, AR EANA EshkS 2L
2~3cm &b, FFEZEE N 5mm, 82 BN lem, SEEFEN 2mm, HEN 120KV, HHECA 200mA,
P E N 1s, 5EFE N 512mmx512mm, #LEF A 350mmx350mm. ZEIR 25s, LA CT Lk ks
AR R FRIK LA 3.0mVs (138 B S A i i 5255 100ml, SR (T2l Bksmibak g (g ) . R
B SRR (G E GE AW HDeSignal.5T B4, BUH HUACH 4% E BE[R % (SE) F#41,
AR AL SO A . KEAZ T TWILL TWI 8245 . 332 E N 3mm, TR i 30ms, TE N
8ms, k)Y 192mmx191mm, FEFJy 450mmx450mm. kI S S A G 20ml, SRR E K
R BAR .

SEEL RIS 7T 2 A TR A0 A I 0 EL B DSA. 12 CT. MRI &SR SE 3R Bor, ke g
AT XK K A BT, HOGRA . AR, HAREAL D .

g 2 CT FEREA MRS, 8% T O IEEsh KPR AE T BAZ R . SR EUEE BN
BREGE , W THEEER. 2 VHERE. RRERAT AR, skl 3D HRE
Ny SR THEGEL CT T AR . BG5S IR 1 -5 350 140 2 Jok S s AN AR PR B o
MRI XAl E sk e A A sk ke — e Rl , R E SoRshik. Sikie, H2
HAfMANEK, H5%200s8) RFREHrm. EERRER CTH#ZE, XIEshkieT
FIERAEAE . MR EZ AR, REA RIS 300 B E AR, IRRNHEZ3 T
—EMIRH. 2 MRI & FERERS HIRT AR FCET IH, ST 2L 18 PEmE 2R B A —E & .
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PO-199

ST B IR S Ak 2 O N AR ANME

B
RIEBERR I 57 — BB

HH b Tk 2 p 0 i AR Oy — i . 2R, A SRR I8, AT ShaS W
L2V il 2O P AR A I 25 i PR ) R A B AS AR 1 IR AR ORI, 5 R VP o oL IR U i
ReIE WP IS AN, Dy SR 28 (2 TR SR LI PRAKE -

T3 IR 2 A WOIA ) Sk A A 2 R ANBE VAR S SR YT O R IR AR A

SR ZWEANGTEL L A SIGYT S, DR B R E R R E ERES T 0 ahd Bk, B
AT SHREE N, AR B3t — 2D BH K

g SRR ERY, T bkeE 2E, A R D, BB T, AL RN, A
YEZhAARESE N, W b TAOEE T e, EEk S A0SR ZREAR, ARSI T,
FIAMAE N HEE TGS, KEHME R IMA KR, IERKREREN, SEUSREIIESE, O
VBRI, Nz, itiAs ZE I i ORE v e A 7 B i SO B AR, G AR IRBRIR LAE, AT
A B — R EAR, T R 28 AR 0 R B R AR O . IR EUIIAE 51 AU
LRI, CAAERFHURH UM 7 22, e I Lo sl S LU AR WL, Al R B S Lo 3l il i

PO-200

RV Sk AR 2515 W ol P BRI A E

B
R PR Y I 26 — R e

B @R A Wk A AR SRR A ZE T ORI B R TR A I RS P L, S Al 2
(PRI 2 W7 B P PRAK U o

ik EEPCPENEAEMENME, MBS A ORI RS O R A L ST
FATH R, E AU O ARG LA = RIS, WEMEIK AR, R0 R 2 )
R = R ST, Ak N0t sl Bk AT 4 s, 0 B2 it K T 9 A ) e 2 sk ) ik I 18] S A7
ML AL A Em B BOR S SE SRR, BEAT LA

SR A LRI NG A YR, A SRR R, SRR 5 e = b, A
DR, MOHEE S B R R R L. BT oA ) SRR e SO Lk I SR AN =
HBA S EEIE ) TR, 1S ORE B3P IEE, SIEBRRI T B R R, A
SRR, AT AR RECoJ PR B S B 2l 5 AR o SIS WL AR Al LR i T KR L. Rt
LAt 2 B e] R AN FIRE RE I = R St st bk s 70 7 e

gk KmiZWimREgE . BRI R FRIRAE TR OGN R T W T B R
SUERR R AW E Ay, RSSO N REE, R R ANPZH TR, T
WA WEREIGIT . RIS . AR, BSOS ERe ARy S e 2E 5 SO
MER R ZE RS W T Bz —, Sl R IEM 2 iRt & E R k.
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PO-201

PRI B R = M A e 2R O TR R T

B
RIEBERR I 57 — BB

B 30 KR s e Ik 28 8 B R BORLEAT 70, O DL IR OK 2 B S e O M 2
M EAEXT R, B IR B B S ke 26 T )R i e L PR S

T Dr O B o R0 g R . s WU DA S ECO R B, BB RK R S A B R Tt
e, H B RG E RO UL RE R ARG N, WS BCLULRE AR 534155 B O LR 5K 0
TR, DOk, b5l sPESI P B, sPESI FIKVFMfite e B s, PRIy
By, BEPUSEZE. b5 W T 5822 SR R T Re O s BUE R 5E By BN A b, TS M T
SR ke ZE T EARE(PES)AY Tt SRl ZE A 1) 30 RAeBRAEER, WKL
PESI(SPES) 7> A 55 PESI FMBLAIRLRE, (H P& R E 8. 1T % WU i 4 2E 1)
LR PED MU 5 — AL o5 B AR A 2 RS PP 2, HL A S7 30 1Y X i e 2 1) 9905 A7 B 2205
AT AL R O R S MR I OUR AR . Pro-BNP. A3 5. =0k AN 42 R A I
DR ZE R WGE T S X e ik 26 0 b5 B B 5 M BLO T REA = k. WHFURILDS
WUEH B SO, B ERE . =B B R A T S O

S5 0 s BN (55 B R TR E R WO R H, WK ACT R D MBS . B B S e 2E R R BN,
{H FAMAIT FEAESE 5 BRAE Al AR 28 15 15%~26%. KT 5 EUS Mt ZER IR R, ESFMEFU. B
JZ A A D WU A AR R LV R IR A T SR Ak 2, A 2 th R DA O SR AT S A
SRS TS B

PO-202
ST Sk K SRR

B
RIEBERREI B2 — B b

HE 8RS A0 R S 3T 2 AR ZE AR IRTT B AR R IR T IR AL IR AR AR
Tk Wit BN SE RS SEIEE =R, IO, NEIERIE, B iR KL
BUSE M O IR A, S NS A it B ik A AT i R T 2 0@ it T A N B Bk
SRR, RS MBIk SRR, R JEFE RS E AL, SR B2 (CF B i i [ 4%
FIEIERER 2 50AN), EENHPUERTBIEYG, A KRR, BRaI7 5 ar ST
Ji g R 7K, CARIF R AK,  IRRRARIE T 5] i 28 1) J5UR 9 o

R it SERREN TG LERZE DI EEE . BT HSHRPE. Wk LT
3. &M T EMshliGsE R A E KA te %, THO N EMshlkke %, KahlkiE (6 E
<90mmHg 5~ [E>40mmHg), CrVRPER T R A EREEERVREIE, AR OME IR (ERK)

OB BB oR A G A IR RIS sk & R, IRIK -2 4 B A 25 ke i0 )T O R

o ) I RGP e 2 BB

G0 2 SEIERRIRIT SRR 28 2 AT Rk, AE 2B ik BH 2 P e 2E DL R i IR G R PR R AT
HH R 1 5 AR
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PO-203

TRt Bk 2 R PP £ s I RIAE R

Exiii
RIEBERR I 57 — BB

HE WSS WENIRTE A B AP FR e 2 0 itk ZE R AT a6 40 I M B 2248 hn . 8IS BRI A4 Al
AR IC L IR JE ) RS VPl R IR, B AR IR ZE IR T SRR SRR

J7¥E T BNP Al NT-proBNP IR AT, T BEITe S0 I7 SOVl B i sh 1 2IREs, B
% Z UK BNP AT NT-proBNP.

53R hsTnT Fe A8 sk A m KU Bt Ae: 28 838 IR AR 73 /=, FE I3 71 ke i S v ke 28 8 3%,
BNP 5RWIRE KABKMAEHE. LB AE ORI RER, H-FABP IEW [ H TG 45 R 1T
FEXST S, AP H-FABP FE S RIMEE A O EIAE R IR, A1 H R R 23.%,
U SR A OB B R A O T RERREAS, ) SR A DG AORE K AR Z G T 2 57.1%.

S50 IR ZE A2 4R PRI B MIRAE A JE PT Sh ik B 73 35| R I P B £ e PR AT AR PR ER
fiEo LECo ML R ZA IR T O ML o RSB ER 3 A, ALK T8 SO LBESE,
L2 Koot Bt AT fa b 0 R U N BB SRR AR e Yrxt Tk 2E 2 W K FUR YRS — E 1)
WP, JCHARBRG JURbRC Y BE bric YUk & 7 0 3h S & 55 X T2 W R B PP AT 24

PO-204

Wit ke Z WG PR R OIS R B

B
KIEBERIREI B2 B b

B G A I UVLES 8 3 KT T DK ik 28 6 3 AT T PAG S SE R B 2 2=, B AE X Ak 2612
IT BRI VRAR SR LI R AR

JiiE Wik ZE AR A, A US55 A e RO U 5 B9 S BEAE B2 LA SRR Fifrde ZE 0o ULATL
PSR A AREIEh JERR, PEAG O UILES 2 ) 8 B R X A 28 12 Wt S S5 )2 W RO A AR, I
O UNLES 3 F 2 BN E S5 BRI E V7 B 2 B IR 2, RO UUILES 3 A 00 E 5 4 % 2 RE s
WBZ R ERRR, PR HEXTERIRITRERTFE X

SR LW EARERNE . BREEA L ERE, 20D RERSAER A E 1A Rogdt, Al
1R AE ZE IR REIRIT

S5 ik 2852 h TR N R AN IR 1 1 ZE Tl sl bk T 51 RS A DU IR 24 T RE Bt oy R BL
W R K BEAE B ER S ik XS i A JEREAT G R BE 70 /2« FF4E R EUIE 24 BROVR T F Bk, 2 — TP 3t i
WRER AR 72 fiiAe 28 8 s U UVLES B2 7K1, A BT oxd a2 838 AT T30 VR0 K Sa 6
Bz

PO-205

ERBEJii B Bk S AR S5 FF R R S A i s — )

M. Ko
A ANREER

ERFEHNPKLIEAR (BPA) J5 IF AR RFEEPEAR M S A 008 o AN SCHRIE — 18 1 1 A e 2 P i 3 ik
e B B B AT BPA 4 4 /NI RO IR AR oA Eg, Bk, Bl ek, PR, R
S50 AL BES REAR 2R, (BRI IR RF SR+ R, @WMER AT R IFF . m&HIEN
BPA A it A B T BOR A M BN . 45 &SR 2 etk &, RSO BAP RJaJE A
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RIS AR AR AEALRIBEAT 5500, I e LS R B Bia i i, B2 3RE BAP R4 RN
R, IR THIFRRE R,

PO-206
Wi ZEMeERLIE

Bl
RIEERR B2 —B2be

HE BRI A B EF Ik 28 RS AL BRSO E AR ZE VORISR, NEE
R ZE MR 7 S O PR A 3

JiiE e ZRERIEER . ImRRI A A E @KL <. D-Z %K. BAE LA, O
HLESL BB CT)y RIS IE 3R 467 DX =& SR Mk 28 1 i PR ROEEAT 20 M7

GEIR URIH KA TR B A I e 22 [R) — I TR R T PN AS R B, 47 i 28 58 3 I R IR B e fik o
BB R LR m . A T4%, ZRAAE TRER K. T2 5 FEAEIN S BRI P 18
AT R AR AT 22 T 18 R At 1 1P oL S P i AR 0 L5700 8 83 W L 44 5 2 A7 g
Pt D KR, S BUIK RGN, MRS . 5 TAE MUV A TR, A 5 e itk o A il
FEMTR A

S ZEMRZE R AR A AER R, 5V 2 B R BUARL. MR i BEAE — BB AiE
FEZE A e 2 RB /D WL o 28 4 i e 2 MR A A 3 /b T - i S e PR BB PR AT R iR
VIR LI B 5 Ao i IS O o AR B DL DR DR Sl 12 RO ik 26, JCHL R & IR A8 1k BH 28
M 45 IR 2R BRI S o RS N SR A

PO-207
EIRBAN, EZXE: —RkieEEREERNRBIE TS
TR E

2 Sk i R 2 B A AT L, R TT AR S, DR AR T P ER SR . BTSRRI N KK
PEAGTT PR I (BLAGHEIRAR . R S5 RN H I ) A A 25 v P 0 N, Iz FRE B R OC R
5K, AR AN . FATIRIE 1 — Bl KRR DUV R IR AR I 2E AR 28 & )00 SR ZE . i
LT BCR R BRI AR R R, R R 5 N IR S IR YT R B A U e, IR SR E IR T i
ff— R,

PO-208
Wit Iite 26 3 R F e ZE RIS 16 REE

B
RIELERFR I 57 — BB

B B @R A S5 0T IRCE R ISR TR, B TR NIZR B TR IR R o

ik CWibnitk: SRE I AE, R E SAM TS CVP BRSO S EAE ST PR L
T, FERI AT S Pa02 K& PaCO AR, FI%; AN FEARTE IR KR 28, G IRE Bk A2 iE 48 5
O FLE AT L SIQINITIN F/EL A A5 R SCAE S A « BA& DL E 1-5 25 RIAT 2.

ZER MESIFERENR SR A, RIEE, ShikEW RS, ok E ST, BWE
SR FLFFG 7™ B AR R HURE AR — AR URE , RS A AR ZE DL i ZE A A e ZE e 2 WL
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gk BIEGIFRFARERNIRO MR ZE R AR, BT Sl K R SO TR B AR O S AR D s
IR BRGNP S 1 = W AR Y 1 P11 =l PR 72 & S R o SPE= P S P UY =
ey 1 0 5 I 0 A8 1A O I SLAE TP IO B B0 55 B AR [0 2 3L, O 2 T SR A Mt v Fy e 132k
NIEEIKR G, A&7 s v] B o0 B FLE N2 O R AR IR R 28 . IR L2 B BARRZ N
REARIE, RN O RGE IR T A5 INLE] T AR R AR IE A e 28 AR T IR e 28 .
HORZE BN RO IR N M L KA, (B TRIE I e ZE RO AE, AR 5 I R B2 T =
e rPAEARIEI AR ZE_ B AL T AR ZE RO A7 AE

PO-209

T TR HES Wik 2RI R R X

i
R PR 27 JiY I 26 — R e

BB PE AT DA B e 28, DA AR CTPA K2, B nT DAEMEstiZy e, IR
WA, BRSBTS, BRI ZE S Wi R R . B

Jik Hul Wells PE FMZIE) Geneva ERTEIGKMN HKZ, HBETHFPZHEZZ, ELHT
VEEAMELIACTZ, BRI T HAERR S . YEARS P4, Z0F 0 —Fhfay s, bR (1) P14k ik 28 ]
RetEm TR, MHEBTHN T AR D-ZRA&IEFE, FENEH TIRR, FEola 808 %4
W4 CTPA IR R B

ZER ke ZE R M5 T FE RN 2 —, 1 VTE BIIGR AR 53 0RAE 3 AR Ak (51 0 O 3 i
RS e AT IR R 3 ) 51 AL RREAR Z [RIAFAET V2 B, DR X 2 4 47 i A JE 1) K 12 Wi 47 L Bk i
o FRERIAEURI VTE n]flifilide 28 X TH =, HiHT D-RARTEZ2 B b F 2 Wik 28 14
SRR BEAR, FEOGH /5 B e 2E 1228 753 T CTPA MESUIES 1 #EEFH,
T3 P PR, 7 6 RS RN IR L340 8 G 8 i XU, DRI I ] 5 Ml e 98 (1) 22 00 BB 3 O T B 22 & U VF
ik i A% FE ) 7 ¥

g2 MR E—MiRIZR, RI2REWE N WA R, FIRG. B2 EscE B wE 2
KEI, kg ez Em gt HEER. Aol FEERERNK, TEIRKOEE
Wi CT Ml G s, (HrT M ZE 1 B8 W R H ROFAS, TR SEOL R A AN E
MBI EIRIR S, WIn T B m A BB N T AR A A SR ZE, H A 2 AR
RGP BEMitiAe ZE AT VEAY, YEARS VE43 2 3 AR R BT X o] BEIMA% ZE AT VPAL R B VP 2, L2
— R PO UPA AR E R REPEM T, P DL A SRR AT B AR JE B, 2 AR
REAE, G T2 RIGIRIET . 456 YEARS P4 =AU H 1A LM D-ZFARRKIPRANBRME, 7T H
THIWrn] Befiite 2E B E R R TR E CTPA M B FIHBRIG IR ol SE A2 €, I b A A CTPA
2. YEARS VAR nl DL 2 ifike ZESE LB H AR S22 i (], Al ik 28 3 15 B RS Wi AR T .
KIABE VI FCUESE | YEARS PEor AR AR FAF R LRI, #2030 T iER R, 24
B MH YEARS P Al 7EBE AN UEGR A R] 22 A (P HERR AR 2, A5 R0E G v S8 il 1 28 4T 0 BB 3 2
% CTPA K5 5. YEARS VP4 fiifk 7 rl SEite ZE IR IKIZWIFE T, L4 Wells P B mfafE, H
S IR, (EFImKRHE .
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PO-210

B7-H6 5 /I 20 i e ok LR 25 B AT 25 5 52

KT EEGR. R, 5KkT
TLR RS R BE e

B B KT B7-H6 5 5 IR A 75 /N i b Rl PR S

ik BRI KRR RS N IR Ar A 4 1 6 K@ 5 2H g 4 1 49, i dih o dr B7-
H6 FiATEM, JHET B7-H6 £ikE D-HAK. M/, EEmBEER A . B P ke kA R e
gE) 3 3 B/t R I B7-H6 Rk, 1EIEHMASNURI 3 BIg5 MY, 1E B7-H6 PHME4L
BOD-RAR L IMRUFBUK R T B7-H6 A, EREAESGIEE L (P<0.05) . B7-H6
BH 1 2 I SR~ K BT () 8 B7-H6 VR4 . B7-H6 [HMEFEIAZH 2 IR N I s A A5 %5 i S5
T B7-H6 BiPEA, ZRAFSI¥ENL (P<0.05) .

25 B7-H6 Al AEIELL S /N A it B AR, (BB R, B7-H6 IR TR /N i
T 1 PR I bR .

PO-211
T LE e ZEREE
i
RIEBERLR I R 2R — 2Bt
LB LR S BN F 2%, SRR N, AL AT Rt 8
SO RV LR S IR B T2 . RIS VP BT ik, B R MU LA
BRI et

FHiE MEH. PT. APTT. [EErtrdifbtbfE. D-—RAEMLT g E G E, BN F LS THE T s
fEME MR BCIRES, EEBEA C EHH, PrtEs, BMET V. 0 VIIL JEEE a MEZERE
PRSI, ISR AR L BOIRZS, seB PPl PrOB RIS st s &, @idly
i ML 6 7 VA T RE I AR SRR, CT B kG SRR PR 28 . IR BP O ik R 402 B A7 AE I
.

R )LENMAEZERILERLN 10%, FET 5 R E 5 B R0 Q05 RO i FUE MR A ¢, )L
H A FE R RN T% ~18%, 131 1A A ZE 14 1l 3 ik v 1 A St A 28 1) 32 K A R IE

458 filite %E( pulmonary embolism PE) f2 DL 4% Ffide 1 BH ZEfifi 3 bk 2R 45 (00— L0505 (R R, (4 il
MARAEZESE . PEATAE ZERESE, o il A A ZE 00 e i WISR AL, ke 280K B B ik R g et 0
A PR A B A 905 A A4 - L 2 Jii 2 ik B L 23 S BT B e e, L I AS 32 BRI T R K LA (deep
venous thrombosis DVT), LS B = K R 32 M8 P R 40 i 4 I ife 20 77 2% e AL s
BEIRAS,  Huide Wi B AL AL, Zid A0 s B A O NI B) Bk i, i 28 S BUI iR ZE ) R A,
JLEE il ke ZEM 8 R AR AR SR . RGN B A A R R R, R R MR RS ZE 5 L
A 4%,
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PO-212

PRV IR A K IR TR R B TR 16 e

B
RIEBERR I 57 — BB

B ) VA A CE e B R K AR TR A IR, D T 73 R J LA T2 BRI 48 Tt (A 4
J7ik I 100 A AR TR K AR A CE e £ BORE, Gt IR K MAR I A R3S, IR BT IR
K IMARTE BRE AR R . B RAERRAL. PARWEOL XU PRl S T S5 3R .

SR WEIKIARTE RN K AEZ T 0.09 %, RIFFRE>44 SIS 87.0%, FEMAMAEN
EHNRIR X, RN T B, AR BE B TR K LAR T 1 2 2B BRPRIUIIA], R ik It A ) XUz
P RAL 25.0%, JEATRBG A POER TR F5 A 25 ) T 1 7 (4 SR 5030 37.0% . 19.4%
31.5%.

G5 i PR X R A K AR PR s U DAl B, TS e S R A1 VR 7 B DR B RS XU
RS, P& SETRBT it -

PO-213
fiii s Bk AT B 408 EERARET

i
R PR 27 JiY I 26 — R e

B A SOk — Il B0 ko — B A R R AR, A 2 R A B AT AR O
Jr Mt sl RO = e R AR AT B, R N B AT T E8EHN, =RIMEE, K5
SRR MRS, SRHZR IR G FAREAR, B 758 B AR C8 F 47 T 2 fik o i 2 =5 8 198
JT PRI AR -

ik BE, 51 %, DZJMEERORIR 2 AR, FARME 1 RATFARL, ABEOIEE-EZ
Wr: S RMECAER, HEFGERS REEE, OFATFLERASR) » Mshbko = mr I ks
() 5 BRYMOWBESS, Tk, Mshlionk —RINEERZ REEY, TR
FE) Whshkomm CGRED , AEMA, ZRMxm CPED , OERK (DR . 2aEHS
e 23R, ROMEEEBEAK. BHEE L EREAYE, B3R, 2 (AR5 W%k
i 11.0mm, EZEAR BNk I, CDFI: O =AU AT WA A s S . E3hk
IR =, T AT Wm s, K/ 5*3mm, A% REFERE, IR 4T
XPEA R My =, 2RrEHES], IR R E G E, TS ABRE SRS, &
KIEHE 9.1%5.3mm, KRBT, FFEEZIR, AR RIS LR LS5,
MR P M if. CDFl: AR (Zb-rR&, 4 3.0mm) ; PR ((b&) ; TR (&) .

R S TEFITAMOEN KR EREA. FRAIRE: BHEHEANFARE G, Bkl E
BT, SRREE AN E R EE . FERE, s, BEASEEN, FEoR T3k
DB, BRI OO AR, AR AE (R , IhEhBKORE AR . BN
ERYIO, PIFR A N, ER SRR, R, SRR IR, VIO, B,
ODAMRE . G RAEAT T G E I _E RSk, PLBSFEm, WAMEIR, 4 s R G
TEEEKEE, ZPFE. EIEEW, &f LIS IKEL QT mE . 38BN 5486 5 Bkt E
Eo LWEEIRERZ 30 B, UIFA b, PR30k, S4B e i O Bk, O
Bho BATUIIF EBAKEE, RE TN, RIWWHEFRAEY, RERWAN TR, LHEHE
Yo BEATUITFIShAK, W] WGSh ko I, KEAY, VIBRR AR Y, MRS
Wik il S0 ok &) G G . RBEEH 2N . & = RIEERE = (AIRG, w] L= RIRgEE, K/ANZ) lom, RO
M, 5/0Proline ZifE4L4%5 & = ARG EA . W =R AI4E S 3/4 JH, B 30 5 =R
JEIR, T, 4T85, ARG, 2 5% AR, HIl 3 Mz, 6/0Proline £ki%4E
45, B 3 NI RS T IMEn Bk L, AT, BB EEKIER, B E .
5/0Proline £Gi#E4E5% A izhkY) 1, 5/0Proline £XiE4:454 EahktI T, &R, HEA S, Tl
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THEBNK, OIEESIERE, RIS REIE, EARRER, WRIOERER K.
BAEEA PR, fOPA Mg, EARE, &TEE. 2ENRSIRE 2 #, a5l
WK EIRL, NAHERE, BRI,

gk BERRRERLF, RJEEES TR R sh ik R 215 1E, af WA A B Aot
v h R OE A 15 R R 10 B AR, AT A S S I )9 B S AT S A BOIRTS, EEE A o i e
ANEFSRIISAL T 1L H AR S BPIRAS,  TOAR TR B A4 o IR Y — 800, A5 6 Do IR IR 50 70 272 S
B, JFRE K R RF RAFI BRI BE, B ERS

PO-214

fiivke 28 MR B IR IE T

i
R PR 27 JiY I 26 — R e

B “mlarBrE, o, AR DVT BItishkie %€, 85 RIS EN TIEF K% . SRS
ik P2, B R0 A A ZE M I B ik s R (CTEPH), HELA L3, RESMEEDgEAS, ERTE
S BARAERE, AMEHRR. BEN MR ZE PR EIE G IT S AR AR AR o

5 — U IS AT AT, 9 NS I PR S B BT 72 B04fE 42 (CPRD) H 2001 4F 1 ] 2% 2013 4 5 H ]
) 41841 fl#52 VKA JBITINE K VTE &3, KRJRGIXT T, HA 1242 flk4: VTE Bk
#6205 FINLELHIJE VTE 2R MEE B, PGl VKA 16975 VTE &R BIAHRME,
Al WATERR TR R, VTE R RS . B ER, 99N IMS PharMetrics Plus % &
2008 4 1 % 2014 4 3 AHfY 81827 f5l VTE &%, HHEAE VIE KART 12 MH (BL) LKA G
12 M H(FE VT IA R BT AL T 05, PR SRR AR 2 T R BB BE T AR VTE B3
MR &5 R A TR AR5, vl WL VTE Bk RAET: M A 543 Bt o

g5 2017 FIRFERIKIMARTE B2 W AR T e (B8 =k $#&/n DVT BEFRKIAPTESHIT LA
1k e & GE A/ B AR K . 2015 RSV MR ZE S I 5 vE T B R IR B TR R B 2
MR RE N 2D 3 AN HPUENRTT s W T E UORPER R R St ke 28 B i KBS, W]
ZERKIAPENATT s N T ERMCHER DVT sSiatEliite 2 5, @ KEbistGIT. X T VIER
J7 0F S f2 Acute PE; PTS #1 Post-PE Syndrome: 8 1 If k& 44 £ 1% fifi 3 ik & 5 CTEPH
(Chronic Thromboembolic PulmonarHypertension). CTEPH ;28I HXE. = 1. iazhiit & K%
A OIhRERE®. (mMPAP225 mmHg) ; C&aidiidEpistiair 2/ 3 MH . iefAfE 2 CTEPH
EEMTT . B, [AECNRIERRRST PE, Rl PE MAHZE—. =H 20mg rTPA #lIkEANJE,
ARG HERRMEIK CTA B8R REF. FarE TR PE WARRERE. XIT PE BAIRT IR ED
8, KRECAT A N =N B, 1960 Through 1970s; 1980 Through 1990s; 2000 to Present Time.
g2 CTEPH —& iz, F&AMAHPIE. PE BILRIKE TR IIAEFH 3 VTE Btk & 2
CTEPH. ROZHEUEIA M) PE VY7 H& . ASRIATIR = KWL —UNR T AR EE, JFH VTE 4i
e WEERIVEY, DGR TIRIT B

PO-215
RV i A A 22 I B R I AR YR 7T

B
RIELERFR I 57 — BB

B 3 6] il 3 K R AT e ARG T BEAT R, 5 7 9 i st J i st J BB e A A 9 1ML A BRI 7
Sl RS -

T BT RERGIT R D APIRIE: B BRI O 27 78 AR SR I AR B 14 /N BRI A 7
PR E . XEFENIREERZE, W &ES 5 SE R IIEAT TR SRR I BRI i
BRHAT, SRS R o B A T 3 L 10 K bR I A O 2 S S K T AR PR (R T
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E 1R A BN A S0 A Y A S A /N o S WUBRY A T 7 A A /N R A A ARG, A5
EARZII A AR I, TS & T R E IR IR T RO . X T e 28 B RIS . R
s B Fo At it 28 S B0 RGIEACILE AR, BEA REZ5 VA AR AN BE SN RHBURE I, AT DU AL
PR A o

R MR ZERISE T RN S, Rk O ISR A AR th 2 J5 ) 88 =0 WAE TR N . (8% — B2 WA &
PEffARZE, HARMERIRIT )7 SRR R PURtE D> 5 K, (EH7 i i 5 AL 2] 60-80 #0)m,
AR B AEE MU INR 1) H bR 283 2.0-3.0. JUkt [AIHER Y 6 N H . X T s
TIEERSE I AR JE B, PURLR H ATME—HER AIRT 7 &R Ik 28 & B Hulktin) T ik el 71k
30 4, VFEZHFON HABAHHEAT TVl FDA Il T =25y, A0 R E R B E IR
RIS EU B . VR 2 AT 90 A AR AR W NI R 290 RG YT AR 28, L H BOFE TR AR RCR
KA R AR 25 IR RO F SORE A A R ME . XS8R 3 T S I AR IR T AN B kS
FEL) 135 i G B LA Y I PR 22 B B Y SR Sy, T L s 2 U s AR Y SIZ 36 HAIE S T 3 VA AR I D0
.

S50 K AR ke 28 T BUMIRTEN ARV R B, IR 4 B AR YT ROR AL BE AN 32 42 B I A
BT, SEEER R BENRIBTNE S TREARE, iR RIS ARk ia T4
DR AR IE R, AR R i IR T R R . IX LG H R E AT AR EORE A R ACRE R A R
ANBET R HAEH

PO-216
fit i B TR R AR 2R VR TT

T
KRIEBER} R 2B 2 — Bkt

BB PR RIERT I A N R 3 [ e ZE 6T il 10/ W T R PRV 97 BRI L FANE, B AR N TG V)
g R K I R0 Y I 0L R TRV 7 PR 7 B AL i PR AR H
FiE R IENGNFRIKIIE . JEAS FAR ZEANIE o] LA TAET PAVM. HEEMZ2ER R — N EEE 4R
PR SR IA B 7K AR ZE I H (o AN B B2l I A B A 2 24 0 BBl B A T R IR B K AR E . 56
—ANPE B % EE HFREIIK AR R 20%E0# 2mm. hAh, BRAE AR BN, BN B4R B HS e 2 —
MERIVHE N . 1dem K. 2B 4 SFF4NEE (Cook) i FH T/ I Bl v 25 K/
PAVMSs, X4 8 n] LLYE [ & T N 448, Tornado (Cook) 4Rl i T4 Ji A i th ) LUAI 21
TR ERAE (W Iconel MReye coils, Cook) FEMTHAH . R =R, R0 A3
BN 0.018 S (1 98~F=2.54cm) RT3 S Pl - B JE 75 B0 B R BIA AT AL . BT XA E HOR
A5 3 P 1ozt v ) LK TRCE AR v S Y, SRS R U8, 78 B IR R BE L3 ik ) B TR 4 ()40
Bl EEXHTFREA, el — M0, STHEIIRIAE NI Iconel 535 B ML RM . &
WERE MBI A, IR5 Je il 5 R A0 G0 BBl TR 25 — MM BE N o A5 /R 78 e 2 1R AL T B ik oA A
PRk B v LA 20 77, B3 7 00 I Ak i s ik P B (R O 1k e A o 2 5 P A o 2 Pk v LA
T ZEIN A /R R ZEAR ZE B kR 22
ZE R hshE kI (pulmonary arteriovenous malformations,PAVMS ) fiti 5 ik i 72 i 5 R 14 1)
it 59y Rk A0 i e Bk 2 1) (RO YA B AL, Y TE R I B AN PR o X A2 I sh e Fik v i i LA, 5
H 80% UL L& & JFF S /&M E IS4y ki (hereditary hemorrhagic
telangiectasia,HHT) (Osler-Weber-Rendu syndrome), HiX fi L E 2 2 K 1. f&HH PAVMs
AN B IS I, X ARSETY (E 809%-90%. Bk i AT AT AN 1k —HE 2 S A I I A

&I PAVMSs AT HIok B 2 MBI KALL, 5 10%-20%. 7Ri8ME 8 A — DAl B it
I, REARIECEL, & 5%. RSN BICRER K 0 kAT LU — AN B S R AL RS IR 1) 2R
. ZEEERERE, B PAVMs RZHA 5 —Milt. PAVM FIEE I PR F IV A 0] 2 73 i n]
FHACEAMAE, SFEIRZE. HEE PAVMs B SEO AL, PRIgs KK PAVMs 1] LU EH
A PRASSEE r, 1i L AT DA ASE S A0 34 £ 20K 4G AL o 25 R i 50 fok i s
SEW e PR I W T 5 B A FE VR YT B T RORIR 2 A IRRIED, I AR SO AR B IR
J Dy RE, 2 il I e JE 0 A8 B P FEVR YT 7 1. (HCADRIEA NIRIT R, Bk ke kA, ROR &
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PR, ARLE AR ZEARL, D IEH H LA, 78 7RI U 11 A O T e P i i e i
AR IEIR T BB

PO-217
BT BT AR B K LA A 2 B IR T VA

Bl
RIEERR B2 —B2be

HE #H% COVID-19 BHEFmidt IR h i =R, D-Z R MK FEE &, HERAR
o Xk, fE COVID-19 (1) By 42 FRia i 72 9, PE A & A & Bk I #2 #% 2€ 5E  ( venous
thromboembolism, VTE) WA, B 7E AN mfad LA Ry, IRk, A &%k,
WP I . IR N BRI R RIS 7521 VTE IRE, RS TR AT .

Fiik PIAL IR RS BK ITAS (isolated distal deep venous thrombosis, IDDVT)J2 T i i ik i ke
(deep venous thrombosis, DVT) H—AVE WEAL, AHE R AFEROCT I LN R ATk, 1R
JEiphk . JRERERKAULIA) K e . AR [ Br fuie 5 1R L Er2r (International Society of Thrombosis
and Homostais, ISTH) [J%dfi: IDDVT KWz 5 DVT ] 20%~50%, H.%5) A Oy & 18 K
J& 9 il ) ik 4 %€ Cpulmonary embolism, PE) . HEIIG K RATHR F AL R E R, KE
4y COVID-19 3% (87.9%) #iAE KM, B THIETF 9 KAh, Wn] GEDE A B % iR 5k 25 W K 2%
SHRK, HEHEE. HES, SFEWARMIEREMEERK™E, MEKYE; HHEGH
AU T K E AT, DRI N5 BBk 8 A 0 S B & S 850 v e e o I 3 280 0 3
. e VIE RAERGKIKNE. COVID-19 B =71, R HERKMENR, ICU F
Siafy et Rt 7 e S LW A 0 A NSRS b1 RS W B 229 L 7 L L 3
¥hn VTE. IDDVT %A R .

ZER X} COVID-19 &3F IDDVT (97: S G 2 HLLA) COVID-19 &Jf IDDVT &3 Al I
o I RS BB AN B A2 A T s ORREEE VTE BEER R MRS (WHKIHENR . KI5 B
BITS MRS . 3 MNHAMPIEBHEITBONEE . AT FEIEAR B COVID-19 4 Jf IDDVT &3
PIHEFE LB YAIT RN . BAL. @A COVID-19 H3%: B0 Rbistss Rk ue. L2
P, GRS, HarEWIER EEMHNERERDID « KO THREMERES. PuiaTAE
AWEIEREITAE, BIAMIPEE 20mg Flk, &R 1R K0 TR 138 12h B2 RS 1K
VLA RIAFI BT R 1 A DRk WEEe f e 18], AR R BRbrdEfL ELfE (NRD A% &, 4ERF
INR 2.0~3.0. FREJEEME, B HPURSEZAYEILBFHEFFERFHMEE TR THER 1
A 12h R VES 1 k. EAL, fEEA COVID-19 . HBaIT IR FIFE 1 56 12h
TS 1k, XTAEE VTE #ERIA: Cndisaditfs et g K EIRFRALE B T« R iR
) MEERRXRIEREUZE 1.0mg/kg RERITH . BEZRTHRETRE, TR ICU, 1B
AU IR CURPTEEZ P FR VDR B AETE A HIPUE IR TT T 56 o

g eI 2 IDDVT MENZE, ST BTk TR, % COVID-19 #H5¢ IDDVT
IR HEZ FRME. A I REITS 5 —24 TR BAL AT B3 L g T Py, %
A I AR T A B a] i I L R E IR T M s iR S ie . ARV —REY N AXT
COVID-19 #1% IDDVT LRI IEA 5 S % .
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PO-218
B CT P2l St sl bk ke i 28 AR E K S
e

B xF b b 2k fite 28 (acute pulmonary embolism, APE) H3g FlIxt I ZH B2 i AR EL o
CTF% 25, #WitAEmsmi Sl CT fF % Bz APE 1R FHMMA .

JriE BIEPERAE 2019 4F 12 A & 2021 4F 6 HAT[FIHIIGES CT PR CTPA Bufg i3 178 i, H
H SR ke JE B 88 5l (3 38 i, “PIFERY=63.4+17.9 %) FITCHite FEXS HZH iz 99 il
(55 42 %, “FIJF#$=64.016.8 &) . WRIEHET RO, WbteFEn iy (5 K& Rt b
EREEK) K E (R R BB LRI o T IE R ARG sk S AR . B
TR, WA, OB, EMshkER. TMaikER ST Tk ERL. i APE 45
TR RSB RAE, DA R g APE 5 B APE H UL FAER IR BUE . FrRE.

ZE B APE 45 6 8 40 A 1 51 (x2=0.011,P=0.917) . 4 #4 (t=0.217, P =0.829). BMI(t=0.130,
P=896), I A #E(x2=2.163, P=)lfJH . K#. WIS 22T R ESHEER, APE 4 D —FRiAK
FREFEEHT R4 (Z2=7.268, P<0.001) , . APE A ilizhikm2E AL 35 5, ot FE LT zh bk
B EAE, PINAE B E G 2R (x2=48.44, P <0.001) .APE ZHJfE T SH %E 5 26 4,
SRR N i R 7 B, WARGFEREESIT¥ER (x2=16.193, P <0.001) ;APE 410>
BRI 6 B, XRRALOEFE 22 B, APE KT R4 (x2=8.863, P=0.003) ; PR fIEF
fzh ik ELAR . Mishik ERS FaiikERL L EE S £ R . 884 APE i 7 Fh A APE 48 f,
JH RS APE 40 5], Fiishiik s % AL 2 W A APE REUE . Fr7 A1 AUC N 72.9%. 100%7A1
0.87+0.03 (Z=11.24, P <0.001) ; Mafis % % fE 22 Wrrh o APE B9 R B . R = FE X
AUC 7514 35.4%. 92.9%7F1 0.64+0.04 (Z=3.81, P <0.001) ; CrElFRIR2 b et fii ke ZE 1 R
B RS AL R AR BN 93.8%. 22.2%41 0.58+0.03 (z=2.91, P =0.004) ; flizhiks
AR W A APE REE . K55 E A AUC 4 0%. 100%#1 0.50+0.00 (P =1.00) ; HfE |
O ER W A APE MRBUE . KR &k AUC 73008 22.5%. 92.9%F1 0.58+0.04
(Z=2.15, P =0.03) ; ARSI A g R ke ZE 0 RASE . 4 5 FE A R 28 N AR 2058 92.5%.
22.2%7#01 0.57+0.03 (z=2.47, P =0.01) .

g8 Ilishik s s AR L Wi R APE OB RIES . I3 CT “FHIMEZ X H 2 APE 2 Wi H
ANEre Wl T e~ APE (27 T B S 2 .

PO-219

T RER K A2 & I SRR ZE R A AIGIT

FHlEAE . WEE. RIK FEER
T8 HAR = N R R

B O] R R bk mAR AR 5 AR S 2 22 DLR BRIk A CHERZ AR IR . Il L o P i
fkifAe) Jyte® Mo T RCE BRI AR AT 2 5E A2 A0 N ik, BON R IKAR T A, i R A K
AR 5 Wi v, T BB A 28 . SRR FE R — RO B IR R . T R ELER
= ANREERE 2020 5 1 7 & 2022 4 2 7 3CH0A T e ki ke & ) Fiite € 6 i, b 6 F5 Ry
NIRTT, AR DURER Kz R B, AT NS ioER, BET SRk LR KIEREAN. 3
BRI AR SE AR, AATARIE T RIEFRTRG SRR 2E P 51 R K
o PR P HERE IR T3

FR: WA NTARVGST I I ik A o5 v A 28 i PR RER HO L%

T N R ER KIS I SR R B FE TN AT RIGIT (K L kiR EAN . 3%
WAe. FEMART. RMER) . ARG EEMR . R R -

SR 6 BIEFHELLZNANTARIGIT 6 GILEEAEE, OGS, Frf B o™ EIF A AL
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S50 NIERIKENF AR S B, X 6 BN RS K AR T B A IF SR FE I B E AT S NR
ST, R RS KA A S e ZE M 5, T E R B Rk LR kg A BN, MBS B
LI B RIEON E i . N R ER KRS (0 DRI N AT I AR L B RPURHA T R R A R
WITIT, B S AR 28 R TS .

PO-220
SPECT il R/MEE B4 2 B o 7e 18 M e 4 2 1 Fiish ik s &
BB E B KR BEY TR e AR 597 30-Ad H 5 M

DREL I BN, ER. IR
 H AR B

B #F5 SPECT Jifi ¥ v /18 < A8 € & 4 #r 76 1% 1% i+ A% 2€ V% i 2 ik & & C chronic
thromboembolic pulmonary hypertension, CTEPH ) & # 17 fiti ) fik £k % ¥ 5k 1 J& R (balloon
pulmonary angioplasty, BPA)AR 57 2Tl IR, AR TTE B4 055 3N 1 F 48 bn R AH M
J¥: CTEPH J£1T BPA FAREH 52 fil, % 21 I, % 31 f, Fi# 36-71 %, “FHER
(55.5+14.6) %, A HEHEARM—EWNIT SPECT MR 2%, raEEFTAE 1-3 ANE®R
flizhikit s, EEEEATE—HNERIT SPECT MiE R %, BESIEER NYHA 22% LK
ARETAREF) MWD, NT-proBNP. VR -& ik il A A ULEFK-F-. D-Dimer. Lzl /}1%Z
B CHOBEE. ALEE. mPAP. mPAWP. PVR. 0E¥0 . ¥ SPECT MiEiFd S B4 e &
fabr HEMERS #4515 40 bt (HEMERSY) 5 il 8l 71 546 b 5 I PR EHE AR S b« AR A G 2
B HRAT I Sk 5 (MPAP>30mmHg) 73 A B4 : KA t A58 L AR T . R J§ HEMERS%.

g 52 f i E AL 104 Yk SPECT Ml < /MEEE1%, HEMERSY% 5 MR 5 11 236 T2 i s ik &
(mean pulmonary artery pressure, mPAP) . Jifilfii’& FH /7 (pulmonary vascular resistance,
PVR) . =& (Right ventricular pressure, RVP) ZIEMZ% (r=0.298. 0.268. 0.329, ¥] P<
0.05) , 548 TIRE (6-min walk distance, BMWD) £ ik (r=-0.269, P<<0.05) . &
H AR HEMERS% N (47.3120.7)%, ARJGF%E (32.1+17.1) %, ZRA%iH¥E L (t=
6.017, p<0.001) . HEHEAJGF mPAP. RVP [ PVR HLT AR (t=-2.727. -2.231. -2.926,
P<<0.05) . WkpMtizhlikmkdl 27 %l Johkpizhlikm ka4l 30 #il. P AR HEMERSY%
ol (39.8£7.2) %. (50.845.9) %, WHEZERA S = X (1=-3.458, 0.002) . K5
HEMERS% 7} Jll y (29.624.2) %. (41.6x6.1) %, WM& EZ R A4 it % E L (1=6.806,

p<0.001) .

25 SPECT i@ /M BB e BN T CTEPH 3 BPA RJGITROTAL, RN AT
CTEPH &zl & J1HIRES

PO-221
Knowledge, Attitudes, and Practices Regarding Venous
Thromboembolism Prophylaxis: A Survey of Medical Staff
at a Tertiary Hospital

Zhongzhi Jia
Changzhou Second People’s Hospital

Objective To assess the knowledge, attitudes, and practices regarding venous
thromboembolism (VTE) prophylaxis among medical staff at a tertiary hospital.

To assess the knowledge, attitudes, and practices regarding venous thromboembolism (VTE)
prophylaxis among medical staff at a tertiary hospital.

141



B A 2 B DY Jee 2 il 8 5 M s 2 R e UCRE B - — J R B I 3 2 R 2 1L W 4

Methods A self-administered web-based survey was completed by medical staff, and data about
respondent knowledge, attitudes, and practices regarding VTE prophylaxis were gathered and
analyzed with chi-square tests, using a 95% significance level.

Results Of the 2079 medical staff invited to participate in the survey, a total of 2042 (including
921 clinicians and 1121 nurses) responded. The overall rate of correct responses to knowledge
items was 57.6%; the rate was 60.1% for clinicians and 55.4% for nurses (P<.001). The median
affirmative (“strongly agree”/“agree”) rate for attitude items was 99.0% (range, 83.2%-99.4%).
Medical staff members were most commonly concerned about the possibility of a financial
penalty when a patient could not be treated with VTE prophylaxis (49.4%). Low levels of
knowledge and participation of medical staff were identified most commonly as difficulties
involved in VTE prophylaxis (48.5%). The median affirmative response rate for practice items
was 58.2% (range, 51.1%-68.3%). All affirmative response rates for practice items were
significantly higher for nurses than for clinicians (all P <.001).

Conclusion Although the overall attitude toward VTE prophylaxis was positive, the knowledge
level was poor, especially among nurses, and the rate of affirmative responses regarding
practices was low, especially among clinicians. Medical institutions should improve staff training
regarding VTE prophylaxis, and medical staff should be encouraged to actively engage in VTE
prophylaxis.

Although the overall attitude toward VTE prophylaxis was positive, the knowledge level was poor,
especially among nurses, and the rate of affirmative responses regarding practices was low,
especially among clinicians. Medical institutions should improve staff training regarding VTE
prophylaxis, and medical staff should be encouraged to actively engage in VTE prophylaxis.

PO-222

R BOR & FF R K AR AR FOME B8 3 1 i PR R 20

S /5 N VAT PE
WL R 2 2 2 e B s Al i R P e

BB S Eoe s oo o e o0 B B2 WK

J5¥E AU\ 2019 4F 5 H 2 2021 4F 12 A 12 T WHL R E & AR K B Bekl o AR 15 GRS #hR
i T K A A ERE Y R, USRI e R IR IR . SeI A R RI. MR
i S I R B

SR 15 pIEET, BrEedl, Lrkofl, PR 675, Hrh 12 flslralifitedE, HAR 361K
NRE K MAR T, AR ZE AT 1 G R T Rk AR AR 2, bR AR ZEE WS AR TR R
Sy IR Fffi CTPA (Computed Tomography Pulmonary Angiography) F1° K ke #ii2. 13
) JE 3 TG W S o) R R R SR I RAEAR, AT 2 R RO AT R R PR
WIAESE, Frfs B AP TE D- Rk, HA VTE (Venous ThromboEmbolism) /& H %,
MBI 7 F1EF W MR A PO R 25 RIRT 6 H, 1 BRI 2 2 45, 141
RAERZNE 4 9, HR 6 BRI NBREDUR#R H 25080 B A TE LS E. A 8 4 B ifi
M TREF, 57 2 8EEH T HARRHURS AR 249 .

G5 RSN B IR AR FEE S e NBE, IR KRNI, S a R R A T E AR,
ANE T R0 LA RS DAl 26 B, SRS A AR B S BURE MR 2GR OC, 2 R ORI 25 1T
eS8 I if A RSy, e BRI ORI B8R . FE M 29 0R T W, 5 S M DO Jk I A A ZESRE 1R
FHORIGAREIR . ARAE SE AT A SR A, DU SR e 8 .
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PO-223

FiE ARG 10 /NiFE 9w fE ke 22 F8 3 9 2

2K
VU118 ke = B

A BIREARIG 10 /N & I ma e 28 58 (9 B JERD0 2 F AT B A HTERA T
FEFERAMGUEIA TR TP A A, PRIEBE IR OR, M2 B8 B th AR 30 & I A H
Be, PR BEET 3 DA TIRNATT, R MRS IR

PO-224
X LR 2 /NS BB S RSB R TR EGE S X
EE ARDS B M3 12

XN
M T B B

B8R 50 /NS B SR E ) R SO R SRR E B 25 A1 (Acute respiratory
distress syndrome, ARDS) 3 M5 124 IR .
FriE K 2020 4 3 A% 2022 4F 3 HERAMAHIFEEE ARDS B FEHL D /NS R4l (n:30>
A APRV A (n=30) , &HGINHEBRbRUE. PIALBE ST 40k PUBRge. B, iR
FEFE WRENHER . A CRER (FMMAHE) « MK, mERPSERT, 986 Tai&
(Pa02 /Fi02) £150 mm Hg (1 mm Hg=0.133 KPa) &5k /Nl < B 4148 /Nl < B i A 3 1
A (low tidal volume lung protective ventilation, LTV) , APRV 4117 APRV J&77 . MM HE
AFEEABEATT L 1 K (d) 5 pH. kil —%Ffkms ik (PaCO2) . Bkl A &%, L&
(HR) . “FzhikE (MAP) , Siih 4L 5 HUAE U [a) S BE R AR (ICU) I ]
g1 NICUR, WAEENFE,. HR. MAP, IPI4i# (R) . pH. PaCO2. PaO2 /FiO2 &4k
mhE RIS LSt 2 2 R (P>0.05) « AFESEARTS 1d JFHE, LTV 44E% pH. PaCO2.
PaO2 /Fi02. HR 1 MAP ¥ 4it%#% 5% (P>0.05) , APRV 4 &E# pH. PaCO2. HR. MAP
BMEG it % B XL ER (P>005) . 5 LvT 4 W&, APRV 4 & # 1d E
PaO2 /FiO2 [ (143.5+32.58) VS (81.2+25.46) |MHEF &, HERGIHHAE XL (P<0.05) .
J7fa, PR NGRS R AE ICU B ES 127 (P>0.05) , APRV LT %N 52%,
LVT 3BT %N 55%.

g8 e EE ARDS BEHLMOE ST, AUNEARBA R, APRV IEAAN G MLE) /)%
Eﬂz}? H APRV Rkt G it 4, BB, (ER IR SR,

PO-225
R L S B AR YT iR BT B B BE ARDS B
It FRBELY R T
¢M§$%@%

H B WS A0 ML I8 SR A L 44 A% B S0 8 B SRR IR E I 285 1E (Acute respiratory distress
syndrome, ARDS) HEHIHITHHIIRKE L.

J7¥E #2021 4F 1 & 2022 4 3 AR I G Tt EEE ARDS (P/F<150mmHg) i3,
BEBL NAREMIA (n=30) KA (n=30) . PR LI T ARDS 297580, (FEML
x4 ARDS (P/F<150mmHg) J& [FIB AT EMLE V69T« St B EaliE o, K4 ARDS
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(P/IF<150mmHg) K& 1 KJGAEMMAIE. LG Ekad. Mz SN (Cdyn) 25454k, HULWES
WHA . AEEAEEE 2R (ICU) IR, FFRIE. FET-F.

gEE A LRI R, K4 ARDS (P/F<150mmHg) I, &M Z R LS8t %5 X
(P>0.05) . &4 ARDS (P/F<150mmHg) K5 1 K5, XTRASIabs 2R LRt 5= X
(P>0.05) , fifEtfr 4l PIF . Cldyn FA &, ZR A SR H%E X (P<0.05) . ARDS
(PIF<150mmHg) ¥&J7 1 Kjatb#s, 1EMZ4L PIF. Cldyn T, ZRH 40 %m X (P<0.05) .
Ext A tbi, BN ANIGEE AR . {E ICU BHE 455 (P <0.05) , iRk, ZET-REL
(P <0.05) , AMkAEEK (P>0.05) .

e Pl g R AE TR EIE ARDS JEATIEM VAT, AE S IR IERAEUINUAE, S Mo, sk
FANSK R A, dE UGBS F ICU INHA], FRAET-%, BAIRKE L.

PO-226
Differences of Sleep-Disordered Breathing and Nocturnal
Hypoxemia between Chronic Thromboembolic Pulmonary
Disease and Chronic Thromboembolic
Pulmonary Hypertension

Huiting Li . jin-ming Liu. lan wang
Department of Cardiopulmonary Circulation, Shanghai Pulmonary Hospital, Tongji University School of Medicine

Objective The prevalence and clinical relevance of sleep-disordered breathing (SDB) and
nocturnal hypoxemia in patients with chronic pulmonary thromboembolic disease (CTEPD) is not
fully understood. The aim of this study was to describe and compare the characteristics of SDB
and nocturnal hypoxemia in patients with CTEPD and chronic thromboembolic pulmonary
hypertension (CTEPH), explore the clinical relevance of SDB and nocturnal hypoxemia in
patients with CTEPH and CTEPD.

Methods This is a retrospective study, 88 patients (68 CTEPH, 20 CTEPD) diagnosed by right
heart catheterization and pulmonary arteriography who underwent overnight cardiorespiratory
polygraphy from July 2020 to December 2021 were enrolled. Clinical characteristics, arterial
blood gas, N-terminal pro-brain natriuretic peptide (NT-proBNP), 6-minute walk distance (6MWD),
pulmonary function, echocardiographic and hemodynamics parameters of all of the patients
were collected. In addition, logistic regression analysis was performed to identify possible factors
associated with SDB and nocturnal hypoxemia in two groups.

Results SDB was similarly present in CTEPH patients (56%) and CTEPD patients (40%)
(P=0.211), both characterized by obstructive sleep apnea (OSA). More patients from CTEPH
were defined as nocturnal hypoxemia and desaturation (P=0.019, P=0.020, respectively).
Nocturnal hypoxemia was independent from the presence of OSA. Furthermore, CTEPH patients
had higher NT-proBNP, SPAP, RV, TLC,% predicted, RV/TLC, mPAP, RAP and PVR, lower
6WMD, Sa02, PaO2, TAPSE, TAPSE/SPAP, DLCO-SB, DLCO/VA and SVO2, bigger RAA than
patients of CTEPD (all P<0.05).The NT-proBNP, SPAP, TAPSE/SPAP, TAPSE and mPAP from
CTEPH without OSA was worse than CTEPH with OSA (all P<0.005). CTEPD without OSA had
higher NT-proBNP, RV, TLC and lower RAP than these from CTEPD with OSA (all P<0.05).
CTEPH with nocturnal hypoxemia had an older age, lower FEV1, TLC, DLCO-SB, DLCO/VA,
SvO2 and higher PVR than CTEPH without nocturnal hypoxemia (all P<0.05). mPAP was
independently associated with OSA from CTEPH patients, in addition, PaO2, PVR and DLCO-SB
were considered to be correlated with nocturnal hypoxemia in CTEPH. Furthermore, the cutoff
value of PVR for the occurrence of nocturnal hypoxemia was 7.065 wood unit (P=0.016). BMI
and Mean SpO2 were separately correlated with PVR and mPAP in CTEPH patients (all P<0.05),
age was independently associated with CO (P<0.05), whereas BMI was negatively correlated
with TAPSE in CTEPH (P<0.05).

Conclusion We showed that the presence of OSA was similar between CTEPH and CTEPD,
whereas daytime and nocturnal hypoxemia, NT-proBNP, 6WMD, pulmonary function and
hemodynamics were worse in CTEPH patients. CTEPH patients without OSA had worse
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hemodynamics, whereas CTETD without OSA had worse lung function and hemodynamics.
Moreover, CTEPH with nocturnal hypoxemia had an older age, worse pulmonary function and
higher PVR than CTEPH without nocturnal hypoxemia. Furthermore, PaO2, PVR and DLCO-SB
were independent predictor for nocturnal hypoxemia in CTEPH, the cutoff value of PVR for
predicting the occurrence of nocturnal hypoxemia in CTEPH was 7.065 wood unit. BMI and
Mean SpO2 were separately correlated with PVR and mPAP in CTEPH, in addition, age and BMI
was independently associated with CO and TAPSE respectively.

PO-227
D-—Rfk/hs-CRP HEEH: X FhE 18 i %
A e 2 B E 2 W ME

FAtfe 12, SRR 2, B8 2. 25l 20 XREEPL 2. BT 12
1. ZERIR SRR BRI PR 2 B
2. FYIT 3~ NRER

BB 7% D- ARG C N F (hs-CRP) LA 7E A [X 3k £ 14 it 5 (CAP) & FF fitiAs: & v (132 Wiy
.

Tk ARWEFCOIRE B AT TS . SR HEBEALRIRE 77 VU IF /i 2018 4 8 A & 2021 4F 7 AR
FNRERSZSH CAP E35 115 fi MR M &R 45 5 98 CAP & I lite ZE2H (n=48) Fl FR.4f
CAP 4 (n=67),lbi% 2 H /Al A 4ufit % (WBC). hs-CRP. D- %Ak, £F4i&E A=)
(FDP). Z4Hfuyi[% % (ESR) M D- - EAk/hs-CRP LLAE, F 04T 5484512 Wi it ke ZE 11 5248 TARRFIE
I

g1 CAP & 9F PE 41554l CAP A2 [ R 6. WBC i, FDP. ESR #&tr % R¥I LR
iR X (P 1H3>0.05);,CAP &I PE B# 1 D-Z5MA/KF. D-—5Rk/hs-CRP HU{E & T Hal
CAP 4,4y % A D- — % 14 [3.84(3.43,4.72)]mg/L Ltk [1.55(1.33,1.81)jmg/L #1 D- — % {£ /hs-
CRP[0.21(0.18,0.25)] t[0.05(0.05,0.06)];hs-CRP {E & T #.41i CAP 41[18.95(16.21,29.39)]mg/L Lt
[32.66(26.43,43.40)Img/L, 2 F 545 giit2¢ 2 X (P 1519<0.05);logistic [B] 753 #1#2~ D- 4K, hs-
CRP. #likfite/2 CAP & Ifite ek A MGz (P {H35<0 05);32i# TAEFHE 2k 45 Riem
hs-CRP. D-—%f&. D-ZZEfk/hs-CRP LU HiZWr CAP & JffiiteZE Rtk F A 4376 0.618.
0.781. 0.858 (P<0.05).

8 hs-CRP. D-_%fk. D-—Zfk/hs-CRP WEXT 2l CAP & Filiie ZE3H — & & X ,D-—Fik
Ihs-CRP LUARLAH b T sl A i 75 24 Fa b, 60 CAP & ilie 28 i3 B W s s i (i, JtH D-—
RAkIhs-CRP LUAE W T a3 i Wl R PRI R 731 CAP & I fifike 28 45 B 25 3

PO-228
BRESMRMERE B E VTE KRG e TE R AR KA

LS icNI i
V148 T8 RH TN R =B

B @ VIE MBSV R RE T RS, WA RGREEAESMRME B 28 DR ik i A% YRR 1 87
FER

FiE W VTE RS THS R BE & 24, RH RGN HRIEX L, K 2020 4 9 H-2020 4 12 H &
G0N B HPE HEAMNRMEBE B 157 B4 AR RT4L; K 2021 4F 1 H-2021 4 4 H RGuE H 5 H
FEANBFOMEMEBE 3 163 Bl AR R4, PR 4 B 3 A RS VAR R . S I XU PPAl 2R . 4
H PR T SE R . R A R A

R XA TERE VTE R PHAL R Ge & R4V AT 2021 45 1 H-2021 45 4 A ABEfHEAE 4
BMERE B, MR RS TEA R B RS IFRE S YRS iR Se R . B ih A Ry 8 LT
ZERBE G L (x2=49.37, 46.08, 13.64, 6.485, p<<0.05) )
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g5id BBt VTE KU PRG B RETIUE R RMEMBTEN ], $em T EFRIMEM 2 2R &1, 32
PRI AR, Oy et gt TR R R, RN kR T BT, (EAS I
RAET

PO-229

Bk EARE R IR I 1 FHREI2HT

s
TSP RL S B SR B B

B 1 ARG &I TR A las A% K g & 2 i ] o0 #r

FiE GG REHRE BIAE. MR ESER, MRS GH R ke figs % g =% 1
AT

GER AR AR S B, EWRER D- R AR T K e T AR AT e i R K
HRIMSEIR.

2. B H N AR FRICY () $ORS e 8 3 ARiFFR, PET-CT /R: A AE: A Nl
R, HEER; P 4. 5. 7. 8 4. W Lardl. B4, HI6T. M 6-1 11 MEARA 2.
JH B ERR M 111 2 MEAAZKSFIEIE S 2 R m ARk g, BB ik g, 1M 5 kKT qe,
SEEAEHE N CT 51 PR GERIER, WHITR CHIHZD 8 0K B A 4 U IR B 4,
DRI B B RE AR PE AT AR T 45 0% . LR B . IR R S s, OB SR BRI T R IR e 0 )5 R
ZiEMFFE (+) , AE1/AE3(CK) (o) , #EZERIRERE—S2IA.

35 TR B W2, AAlE W T PET-CT fadr, KA S HMBE AR, A7 H 2 BN
MEBTCIEIFEIE LR, IR e A B s, MMLREVrE, ArE BHPuMsiasT.

ZE8 LM IR R MR 2 A T A BeRAS, 2t BUTOREIR 5 Ik AR B A2 e PR R AN g Y, [R]
T B HHE M MARTE . D- K m, A REMEE R BEIIEIR, FTREESA
VB . 2 S5 A% AN B Y RTEREVE R, Rl REWUARS ) R R DR IC T, JUH24
Ml Thfe i, Ultgk. B I R THd . U ERYT, MERYT BRI S i
T X il 45 4% Bt A B — 6T

PO-230

ik 28 R 3 22 7 PR AL AL U R X8R0

WEE L B
1. SRR I R R
2. B R U T R B

HHE FHMiegERE =5 BN CpG s « FIRAL X Tt R H LR , #97 DNA H
FALTERTAE ZERAEFHITER -

Jrid A 2019 4 1 H & 2019 4 12 H s R = bR MR = Be a2 10 st il i 2E 3 AR R
X I NREA A AR A% 10 1), $2EC DNA , S lllumina Infinium Methylation EPIC Bead Chip
B F (850K s ) HFEAL RGN & T 4 I DR 4 7K ST ARG I i A ZE 28 K% 1F 5 o HR A R A o, A
A R AL Limma #7422 7 A7 s 704 - SR F Bumphunter ()77 S 4R 41 2% 5 HIEALIX
.

g O it ZEHE EEXBAXT L , LD 95286 M EX HIZES CpG i (P<
0.05) , JLrf 37983 M AmiHIHEAL , 57303 MNARFHF R L 5 XN 28273 NHMEERE , H
13785 NNy = AL , 14488 NRNILH AL . BEER CpG i CpG HHIMitENN -
CpG & 29% (27483 ) . Shore 18% (16700) . Shelf 6% (6011) . Open sea 47%
(45092) . @ XH Bumphunter 5k ER IR , 4510 EHNAZE FHIELX
. DMR-1 . DMR-2 , #lfrF 3 54k (195489708-195490309) F1 6 ‘T 4L i fk
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(49681178-49681774) t (¥ P < 0.05) . DMR-1 % ¥ 601 bp , DMR-2 %% 596 bp ,
DMR-1 1% 8 4 CpG f7 4 (cg23170091 . ¢g18918831 . cgl16034541 %) , HrEMHEME
8 4~ CpG s , DMR-2 5% 11 /> CpG {7/ (cg01706515 . cgl14997592 . cg26715042
&), HATEM FAS 11 4> CpG s , Hifife%E4]l DMR-1 5 DMR-2 i CpG £ s F &4k
AP IE R X E . DMR-1 HIWZER S MUC4 , DMR-2 HWZF N CRISP2 .

2% DNA MEHEMLRESE TR ENRE , ZREBKRN CpG {4l cg06417478 .
cg18105134 K& H HF#E A HOOK2 . PROZ Al DMR-1 . DMR-2 H &% R CpG fir A &HH

3K MUC4 . CRISP2 (1) 54 AL , BVF7ERE ZE R AE PR Bl EZAER .

PO-231

REREIR AR RE R R

Digs. BN FEE
TR 8 RS TR R AR R e A6 B

BHE S 8RR AIHERNINIRR: , H At AR EREA I MR RRE, AEEE S I ek
FEIE IR TR I B A48
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A risk prediction model for evaluating thrombosis
extension of muscle calf venous thrombosis
after craniotomy

Juhua Li
Department of Neurosurgery, The First Affiliated Hospital of Nanjing Medical University, Nanjing, China

Objective Objective: To explore the risk factors of muscle calf venous thrombosis (MCVT) after
craniotomy and construct a risk prediction model, so as to provide tool for evaluating the
prognosis of MCVT after craniotomy.

For surgical patients, those who undergo neurosurgery are considered to be much more
susceptible to DVT . Statistics suggest that incidence of venous thrombosis complications in
neurosurgery patients varies from 1.7 to 34%; researches further indicated that brain malignant
tumor and limb plegia of prolonged duration could increase the risk of venous thrombosis .
Patients with DVT usually present with a mild form. However, a higher overall mortality in about 6%
of patients with DVT was recorded. While about 30% of patients with DVT develop into
pulmonary embolism, overall mortality even exceeds 10% .

Methods Methods: Retrospective analysis was performed on the data of patients undergoing
craniotomy complicated with MCVT from January 1, 2018 to December 31, 2020. A prediction
model was established by Logistic regression, and the predictive efficacy of the model was
tested by ROC curve. The accuracy of the risk model was evaluated by Hosmer-Lemeshow (H-L)
test, and the model was verified internally by cross validation.
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Results Results: Among the 446 patients who underwent craniotomy complicated with MCVT,
112 cases (25.11%) had thrombosis extension. D-dimer, Capirini scores, length of hospital stay,
malignant tumor, fracture, use of dehydrating agents and hemostatic agents were independently
related to thrombosis extension after craniotomy. The area under ROC curve (AUROC) of the
prediction model was 0.918 (0.888, 0.942), and the sensitivity and specificity of the maximum
Youden index were 85.3% and 78.2%, respectively. H-L test showed that the prediction model
was accurate (x2= 12.426, P=0.133). The internal verification results of the prediction model
showed that the AUROC value of the prediction model is 0.892.

Conclusion Conclusion: The prediction model has a good prediction efficacy on the prognosis of
post-craniotomy patients complicated with MCVT, and can be used as a tool to evaluate the risk
of thrombosis extension.

Key words: Craniotomy, Thrombosis extension, Muscle calf venous thrombosis, Prediction model
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Emergency medical service at a first aid station by
emergency call120 for acute alcohol poisoning and other
kinds of poisoning

Hanyou Xu
Department of Internal Medicine, INTERNATIONAL LIASOM Hospital in Anji , Huzhou city, Zhejiang Province,
China.

Objective In order to promote and enhance the clinical outcome for acute alcohol poisoning and
other kinds of poisoning by emergency medical service, so as to promote the public health,
Chinese quality of life, the well-being, and better social behavior and image, the emergency
medical service at our first aid station by emergency call120 for patients of acute alcohol
poisoning and other kinds of poisoning were summarized and analysed.

Methods By retrospective analysis, from 2014-11-1 to 2016-10-31, all the patients of acute
alcohol poisoning and other kinds of poisoning called for 120 emergency medical service at our
first aid station were enrolled for this research. The new data, new special clinical syndromes,
medical treatment and the prognosis or clinical results were summarized and calculated.

Results The per cent of patients of acute alcohol poisoning and other kinds of poisoning is 15.6%
among the patients of all 120 emergency calls to our first aid station in the research period. And
the per cent of patients of acute alcohol poisoning is 87.1% among all the patients of poisoning.
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There have been 6 dead patients of acute alcohol poisoning when the 120 emergency calls were
done. The most new special clinical syndrome of acute alcohol poisoning is that about 72.7%
suffered patients are lying on the public places with astonished bad behaviors and images,
mostly on the road, inns, or streets. Which the normal public order were disturbed. Another
special clinical syndrome of acute alcohol poisoning is that about one quarter patients are
suffering from traumas and injuries in different degrees by their poisonings induced.Our
research has indicated that our treatments and emergency medical service for the acute alcohol
poisoning and other kinds of poisoning are satisfied by all the patients and their accompanying
relatives. And the patients with only acute alcohol poisoning are not needed inward treatment as
inpatients. And the strategy methods for treatment acute alcohol poisoning are outlined. Which is
different from some habit treatment of acute alcohol poisoning.

Conclusion Our research firstly reported the data of 120 emergency medical service for
poisoning including acute alcohol poisoning and other kinds of poisoning, firstly reported that
about 72.7% acute alcohol poisoning suffered patients are lying on the public places with
astonished bad behaviors and images, mostly on the road, inns, or streets. Which the public
normal order were disturbed. The new finding further displays that the acute alcohol poisoning is
not simply as eating food. Which has not been paid attention to by related workers. But it is a
severe disease which destroys the public health, the well-being, quality of life and strong, and
the social behavior, image and spirit. The research calls for treating it as carefully as possible to
enhance and recover the harming of acute alcohol poisoning, national policy must be created as
soon as possible to prevent and mend the sufferings, and international cooperation is needed as
well as possible to cure the world wide enlarged alcohol poisoning.
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7 [l WSO 7 Tk P 2 2 e B i T L B2 B £E 2016 4E-2020 4ER2 ) 2k ik 28 535 4L 103 41l
Hrh 5 48 ], 4 55 #, E#S 20-92 &, FIJER AN 69.49+14.71 % . RIS Z 5265 %,
BN Sk il ke e g 2 EH SAE 244, F4E4H 72 6], 5 69.90%, FIER N 78.00
(69.50,83.00) %; FEZ4EA 31 %, 5 30.10%, PRy 54.00 (47.00,61.00) % . LM
MTEPER] . AEES . IR OZURRR . R PRI . B rg . #BR. R, =BME) |
i AERE R (B R RSB ORER . B IPFIRR G BRI
MR PRI . SR SR, BIERm. InFER (4 AN .« Ezs
(4 D « S « NBE 24 /NI SEIG SRR M A B DhREfR bR, SRIEm S E e
FEMLE. NMH SPSS23.0 Giit Bt AT /b2, DL P<0.05 NZ%EFH Fiit 22 X

SR 1 HESMMREEE LR EIF LRGN, PSR 28 B b il L SERE R
NEE. SIEZESMEMEELAML, S, miUE g5 S R R &
B LT ZHEEE (P<0.05) .
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2.5 1 PR S A A Tl e 2 R A DL IPRER . B A S AR 2E BB TE R ) B N W R
(40.28%) . K# (18.06%) . FH MK (3056%) , HHFHLEEEZR LS iT¥%E X
(P>0.05) .

3. FE AR ZE A I T MR B R gl BT A (NLR) « D-—54Ak. JRE. W& TIEZ
ERMEREZEA, WAMLZER BE G EE L (P<0.05) . Z4F S ke 28 28 it 70k 40 i - 5
HEE (ALB) « BREF (GLB) R TAEZFE 2t Ed, MAMER BEZII¥E X
(P<0.05) .

g ZHE SR ZE RS 5AEEHE AR ZE B IR AR R RAREAS LR, R4 S il ke 28
AL, ZESEMEZERE TSI EME . M 7w . FRgn p v Bk g ik %0 (NLRD
MEA TS D-— Rk, JRE. WIEF. AEA (ALB) . EKEEA (GLB) X T ZE S it ZE)
W B EEE
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FISRIF ARG Y6 T I3 ik e s BB S R

A, VEIRE. VR, BUFE. i
P BRI K

B Flis bk i Heo DAl bk 70 7 e il . 35 A 0 3 o SRR AE RO MEVE VE I AT, R4
IR IR B, LR Z5Ya)T 851, BRIILIRIREIA . P 2RI BAA 2536 77 it 3l ik e
JERBLH BB R B RO IR 24

TiiE SO NEEREBIT FUAIG R TP 77 11, 2R G IR 24 1l T2 R ) SR 254036 77 Al sl bk e s 1)
W FCRERE -

SR LR, WEHTUE KIS R ARG I sh ik s R iaT B R AR AT . T
S 1A Ll ks A 7t i 46 32 G0, I AR FCA BB 22 bl PR 20 784 1) i 3 Mk vt [ 28 449 HRAS
BRI RG REAT RSCE IMEn KR 8 P25 AL EEHAR. 6 PP ATERE . Brog IR IR M VY
53 F1 WHO Jili 3l ik s i DhRE 73 20 56 B BV b« KIS HRIS HEVI TP 2 2 B SRR A BB T F B
RE WS D40 22 AU B K v s B E il sh ik s 70 RSN IS BT &, W RE 5712 2 By sh iR N B2 4
M AU R E A 5. AL, 32 QBRRAE 2 R i s ke oK SRS vh e 8L 17 Hepi s
AN SE AR T, BENS A R i sl T JULEE A2 ACo ULAR LA K

i DTS LA D5 2 Ak 29 e fish ks e Tt e A 2N . (E02,  H ATE sk
Z 1o A AR = SRR Al PRAE TT SCHEAZ I 250t Il s ik v s 0 8 D707 80 K i PRASE PR O 6o ROk
7 BN 55T S RS A HLAR 25 W36 T Il 3 K i s 18 231 AL 7E, R HESH 22 O A RE AL IR 7
N R 3 ok v s B R AR
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R A Th REIRAR A I T £ S AR — 1

EVE L2 AR V20 RT3 XN 12
L. PHERRE RS B 55— = B PP VR P9 RSk
2. ] PR A FERIT T B
3. JTHIEERER

RERE B, 5, 2908, HYEAESUE 2 4, INE 4 A ABE. ABE 2 SFFT 0B 55 R H I
AfaAAE, b 3MRIEAE, 1 AET AT BRI R (FRRER) , RO EE R A%
W MR, BRIz, RPLLEM, REAICE 2 RKEFAER, EBAE A nS: |8
WP s ffiThae: 2R ERAMHEESINGERES, HEVREREIRAC; IS ol 244 5
FEAFAEA ML s CTPA: XUMGBh kR LB i /e sfedsy, FFREAL . B JHFZh@g: ALT:52U-L-1,
AST: 44U-L-1; Ma# CT RWHIE SH, IEE CT % ik, iz Sae g B m o . (K48,
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FUATH . K5 &2 TRER ERZ K ER, BB EEERE R, A —ER5EE
RN, HAME AR R IE RIS TR AL, UGk — DR AR, B R R eti2,
I B AR A AE A RSN B o BEAT SR . HZE IS DR X B IR CE B SR B0, 33 B T AR T B U
B, —ERAEERENGT, 198152, JLEMNPSMEDN, RERSE. B IKEILER.
RERAAE 3N, SRR, Bbimfe e at, o WARRER (B

BWITEE N2 % TURTE A0 AR . HORIRZIRE, MR R R E RN, YRR NT, K
EREER, BRHREAKRE TS M0 GRRERED ; MIIRERE; Mailkgss, Mid=
VEERAR: ATIhRE; MEEATEIEK CT; ATAEERIRRZE.

RELW LITIZEERE 2. SRR H 0 BN 20T X PEVEBR T REIRAR Fhix 58 4
PERRE 3. IRWIPEITAELL Child-Pugh 482% A 9% ik K

WIT B Y. mREAYT, WIRE 6~7L.d-1, HEPRMERE, TEEREEMERN
0.1mg QN™RITIRAE, IF T RVERRBE IR (GnRH) 10ug q1.5h"R&IEHATT, IRE/D
N 2~3L-d-1, UL B, BEVG 4 N H, Ui IR mi RS . BRSO %
Beqif B GnRH, AR KBEGER .

W R¥E IR 9T 2 )5 B SRR R, AR EUIRES TR UMy 98%, W] 1 3 2%, It
JRHERF HRTGTT )5 58, 2 N BE R ARBREAEIR, FTABE A SEn IR T a4, 25 IR X s 4R
YA A

PO-246
Re AR %T S 1 fif T A 20 T B VA A2 i AR (B 5%

Mook, e, ZHA
PR PR = 25 5 B s o BR

HE BEE 2 W LB MG KGR T, ke ie 285E (PTE) BE M REOLH T N,
{ELTE ] A 40 LA T 3R AR T i o I 9 i 2 o A2 B 565 = o AR 2 BB I PRI U A8 4 R 0 B e
SR AN 13RS A PR AL T AT AT ik 8-30%. AT SR & & AW =38 T PTE [F3F4l
WEA BB . MEARRE AR ACE IR R - 5 T & 250 77 (8, H EuEsE 5 3l ik i 42 7 Bk
BEAEWHRKER, H55 KRR St A7 E F7E TR 70 00E H b =85
JIEL T 2 7K~ R m b o 4 /e 2L 200 B B = A 30N i e 2 56 3 TS B0 2880k B s R AR A

FVE WA TR FH I 2B b 8 T Lo B 2016 4F 28 2021 4F il MU A% SE9E 3% 142 4, WU B iR
Yokl MR E ANBE 30 RS K B E 0 NI T-AMAFE AL, a2 i 76 N B st if i i
=G EFE BT B R A b A P B R T T 2 . B PRIR R . 2R IEA M Logistic
[EH M HT R T R M PTE HREAET-HI G MR %

gE R APIR AT s SRR R FERR A A RHEEE . Hoyh = Ee 7 PRI A R A A bR
ERT AT (P<0.05) 5 7F % B g A 1 JIH il i 52 3% vy T B T2 4 (P<0.05) .

g NPT B 1 v =l R P R b R A Pk B 4 B L R S R I TS S DA 5K,
A DL 48 Sl R = AR X i il A 28 BB VA, DUEIEAT RT3, e B BUs
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EGFR SRS fi B B 38 & FER Ak AR 12 22 RE 1)
G REF R S HEH 7

XiE, YRR
JEmERRE

HE ot R A K 1524k (epidermal growth factor receptor, EGFR) 3 [K 58 A5 i) fi it i
A kA2 ZEAE (venous thromboembolism, VTE) 3 [k RE: 55 M U -

FriE Kt 2006 4 12 H % 2017 4 12 H b BB E B 65 Bl i & I VTE B3 3- 47 B 4357
F 1 EGFR [R5 A8 7 N BF A= U AN GEAR A, 3By DU 2EL B8 3 1A I PR s R TS

ZER 65 i & VTE g, EGFR R4 30 ], 4Ei#% 69.33+9.12 ¥ . EGFR BRI
35 fil, 4 68.09+8.84 % . KA H EGFR-TKI WAIr B HHLHI B &L T B A4
(P<0.05) . ®A% CYFRA21-1 /KPEFMMTEAETIA (P<0.05) o 4L EE 1 H A PR &
Y ER (P 1>0.05) . RAHEFHKE VIE BRIFPALE AN 63 (95%CI1:29-371) K, HFAERIA
N 22 (95%CI:12-57) K, EGFR =44 VTE RAEFREERTHAERMA (P<0.05) . Cox XK
B9 8 S, K#EH EGFR 3£ (OR=2.94, 95%CI :1.45-5.93, P=0.003) f1 HCT #&#»
(OR=1.12, 95%CI :1.03-1.22, P=0.007) & VTE KEMGKIEER. RAH L P A LA R
485 NH, BFAEMA 12.5 (95%CI:8.7-45.1) H, #Eri EGFR RALM g AEAAH [l T B R
A4 (P=0.009) .

2w MEizWEr 3-6 NH VIE MRAERR R, #4 EGFR JEPH A8 ] 5 MM e B
VTE &4 R Him HCT 1] Bed b i f 2 VTE RAERIG . #E4F EGFR JE DN 2848 1) B 3% il j5 4t
If, Jo EGFR BN RAZ (P fiflse B #H IR F 2 kAT VIE 2WiE 1 FEW, RN BRI
EGFR 2[R 55 il i B8 VTE R4 KB, UKEERETE. a
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