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Study on myocardial ischemia-reperfusion injury and the expression of cell adhesion molecules in patients
with acute myocardial infarction after percutaneous transluminal coronary angioplasty
Ding Fanglin',Li Zhuocheng' s Zhuang Yihao®
( Shenzhen Second People’s Hospital : 1. Department of Clinical Laboratory;
2. Department of Cardiovascular Medicine , Shenzhen,Guangdong 518035, China)

Abstract: Objective To observe dynamic changes of cell adhesion molecules(CAMs) in patients with acute myocardial infarc-
tion(AMI) after percutaneous transluminal coronary angioplasty(PTCA), and to explore the relationship between the CAMs and
myocardial ischemia-reperfusion injury(MIRD). Methods The level of CD62p and CD11b in 79 cases of patients were determined by
flow cytometry(FCW), and the level of sSICAM-1 and sVCAM-1 were determined by ELISA, before therapy and 30 mins, 2, 6,
12, 24, and 72 hours after PTCA. 39 cases of normal controls demonstrated by coronary angiography were also determined. Re-
sults The levels of CD62p, CD11b, sICAM-1, and sVCAM-1 in the patients before therapy were significantly higher than that in
controls(P<C0.01). The levels of CD62p at 30 mins after PTCA were significantly lower than that in patients with AMI before
PTCA (P<C0.05), and then increased, arrived at the peak at 12 h after PCTA. The levels of CD62p at 72h were not significantly
different from that in the patients before PTCA (P>>0.05). The levels of CD11b after PTCA were increased. reached peak at 12
h, and were still high at 72 h. The levels of sSICAM-1 and sVCAM-1 after PTCA were continued increasing, but no peak. The lev-
els of CD62p were correlated with CD11b after PTCA at 12h (r=0. 673, P<C0. 01), and the levels of sSICAM-1 were correlated
with sVCAM-1 after PCTA at 24h and 72h (+' =0. 562,7* =0. 557, P<C0. 05). Conclusion PTCA may lead to acute inflammatory
response in patients with AMI, and the high expressions of CD62p, CD11b, sICAM-1, and sVCAM-1 were positively related to
MIRIL
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x1 AMI B2#E PTCA gi/gIInd CD62p.CD11bsICAM-1 #1 sVCAM-1 RiEZT K (z+5)

21 5 CD62p(Mnx) CD11b (Mnx) SICAM-1(pg/1) sVCAM-1(pg/L)

X IR ZH (n=36) 2.1640.52 7.25+2.61 182.62421.16 926. 15+115. 31

WELLH (n=179)
PTCA A 15.37+3. 19" 23.65+11. 14" 456, 4457, 02" 1916.154183. 58"
PTCA RJF 30 min 10.18+2. 904 28. 48414, 234 522. 61462, 194 2311. 474232, 754
PTCA ARG 2 h 14.67+3.34 32.34417. 214 551. 31465, 324 25786.01+284. 384
PTCA RJ5 6 h 19. 073,554 35.51+15. 874 584.43+70.514 2684, 65+312.514
PTCA RJ5 12 h 25.39+4, 3144 42.31421. 2144 594, 7469, 344 2821, 444332, 924
PTCA RJ5 24 h 16.41+3.08 39. 17419, 3844 606. 0772, 3444 3034, 154310, 7344
PTCA RJF 72 h 15.783. 26 31.57415. 064 611.33E74. 2944 3134, 75+332. 8744
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