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Abstract: Objective To explore the correlation between CD62p and clopidogrel resistance in patients undergoing percutaneous
coronary intervention with coronary heart disease combined with diabetes mellitus. Methods 150 patients ndergoing percutaneous
coronary intervention with coronary heart disease combined with diabetes mellitus were enrolled in our hospital from August 2013 to
December 2016, of all patients accepted clopidogrel treatment, the platelet aggregation rate were analyzed before and after treatment,
which all patients divided into two groups as the range of decreasing platelet aggregation rate whether =10%, clopidogrel effective
group (C2) and clopidogrel resistance group (C1) were detected CD62p and platelet aggregation maximum (PAGM), the relevance of
which range with platelet aggregation rate was analyzed. Results After treatment, the platelet aggregation rate of all patient
decreased significantly (P < 0.05). Of all patients divided into clopidogrel effective group (C2) and clopidogrel resistance group (C1)
as the range of decreasing platelet aggregation rate, and the CD62p of Group C1 decreased compared with before treatment (P <
0.05), the level of CD62p and PAGM in Group C2 were decreasing compared with pre-treatment, and the range of which was larger
than those Group C1 (P < 0.05). The reference of CD62p and PAGM in Group C2 (r = 0.424, P = 0.001) was better than that Group
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C1 (r = 0.387, P = 0.020). Conclusions Clopidogrel for patients undergoing percutaneous coronary intervention with coronary
heart disease combined with diabetes mellitus possessed inhibition for platelet activity, and clopidogrel resistance might be

associated with platelet activity.
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R1 WERHEATTHIE CD62p LUK PAGM BYELER
Table1 Comparison on CD62p and PAGM between two groups before and after treatment
CD62p/(mol-L ™) PAGM/%
15 n/# A 5 P :
YRITHI KJg 7d YRITHI AfE7d
Cc1 57 3.6+1.8 1.7+0.6" 61.8+10.6 51.3+13.4
c2 93 2.9+2.1 1.2+0.9% 60.9+11.3 37.7+11.6™

SRAGIT AT : 'P<<0.05; 15 CLAIARJE 7d Lh#:: *P<0.05

“P < 0.05 vs same group before treatment; “P < 0.05 vs C1 group after operation seven days
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Table 2 Correlation between the amplitude of CD62p and
PAGM changes before and after treatment between two
groups

2H 5 ACD62p APAGM r P

C1 0.26+0.11
Cc2 0.50+0.10

0.08+0.06 0.387  0.020
0.44+0.10 0.424  0.001
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