- 916 - HEPELS G

EES

%2019 4F 8 H%45 39 4555 8 1) CJITWM, August 2019, Vol. 39, No. 8

P 25 Bk L L/ MR S R I O I
P 1 0 e 5 e 2

A &

PG 25 15C5 I BT MR IR 7 e H R ARG 7 ik
Ao i 1T A5 1) 38 3k 0 4%, HCAH ELAR T S B 5 1
THORBZ L. 2019 FEEK B ARFH AR T
P& 2545 T 55 0Ll 8 7 1) Hh P 253K A I PR A
5% ,2016—2020 4 2 b 5t it | SRRk KL i H 45
P L b 24 e 7 2535 i R L R L B
PERFGE J5 1] o R O 45 s 4 2017 ) 47 22 2504
AR DI R AE T IR 2 R R R T RN A
B0, BT R 45.01% , 1T 42.61% , &35 740 H i
INEE, A J5 10 4RI SR AL T £8 s A KR iy bR s 1 K 00
P/ INRIE ST RO LA A P 1 T BT ARG o7 b R
A ICA] B AR M AL, — B2 25 W) B K S i B R
COX M 4fil 571 . P2Y12 52 {4 BH W7 7] | 1L /)> A B b 25 11
I b/M a$ Hi 7 . B B2 — 5 il ( phosphodies-terase,
PDE ) #1500 2 M PR I 55 )2 B 259, 2 1 B T
ZARFEDR  GP 1 bAWF 5407 55 —Fk i HE5E 1M 52
P /S AL B 25 AR R AR

W% CURE,CREDO 45 KAl AR ER 45 R K A,
MR ML /N TG T (BAT W] DCARISE & G A% 7, A Bk AL
Bt R 2 k2R B AE (acute coronary syn-
drome, ACS) Mtk 8 ik i~ AR 97 R JE (percuta-
neous coronary intervention, PCI) Ifil f: =5 {4 (4 47 i
BRI, AT M A A T AR B PR A R XU
FAXT XU B I 20% 2%, Lancet &k 32— 48 A
5 031 BT H 1 2 vt | B B s DR T W AF 9 3IE 5K
PCIARJG 2 fENEHE EEHEM AR (E G .0EME
T SR N IR 1 O LB ZE sl 6 722 1 5 I s T )

W H: BEEARPEEE TS H (No. 81102722, No.
81273933) ; h E H E Bl 2 Br B2 25 © — 4 — %" 4 1 % 3T ( No.
GH2017-03-05) ; T E H EERba= B - = .7 55 b 5 0 S 58 % i
(No. Z210-019)

YEH AL R BB BE U At S e O I 45 O b B R
BeCo 18 s B 0 i (ks 100091)

WIAME#H . &K, Tel: 010 - 62835905, E-mail: shidztcm @
163.com

DOI: 10. 7661/j. cjim.20190712. 216

T 3

HF11.5% , HirpE ik 57. 3% 1 45 1 ak I st X
PR YT, T2 W i 45 e 1 A R A
R KR AU 3 i XU i
N BLBORE PR T I ST R S BURE R 25K
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YEH . 14 VU2 (arachidonic acid,AA) fEFRE AL
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MR A5 (2) BTE Wi NS IR ILEE-3 301 ( phosphatidyli-
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Western Blot il HUVEC F1 ffiL /)M i/ COX-1 .
COX-2 HHFRE., 4iRE/R, 5= A4, B



- 918 - HEPELS G

ER

#2019 458 H%F 39 445 8 ) CJITWM, August 2019, Vol. 39, No. 8

HUVEC i T3 | I/ FG B | i/ CD62p ik 1y
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LDL 453455 P4 K2 175 5 198 i /0N Al 28l o, i 20 P Bz 48 49 A ]
T, BAL TR 2R PIBK il LY
S R BRI P9 B AR il /MR TS AR VR FIAIL ] 5 42
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