- 1132 - O MBI E 2020 48 11 A5 41 £55 11 W] Adv Cardiovasc Dis , November 2020, Vol. 41 ,No. 11

1L/ S RERE I 45 5 28 B Bk ARG BL L/ IMRGE T 79 BF 58 0E

IME R R
(AREBEHRFWES —ERSAA, 2L »5 /R iE 150001)

[HE] R WEFRRESHRBTAGGAS, B AN AN IEFET T LR BRI BF 1% T8 EHRES P,Y, 2R3

R T A ARV 2R BRANRSG e TG K AR QR i3 T R FHGE A, MRIEE B S HRE 20T
W%MJEQ;:%‘kﬁﬂ%ﬁFMMa% BT, B FR L3P R B o /8 5 A A T ok 64 TR AL Fe 5 7 FARL A R R K S, B, LT o)
BT R A T % | o) ARURCRLPE TR s R S 6 16 AR B SR T 3 SRS T BF L R AT 4R

[R5 ] s Wk A AR I 5 o /SRR R b 5 st e A s S s b RS T

[ DOI]10. 16806/j. cnki. issn. 1004-3934. 2020. 11. 006

Platelet Function Tests to Guide Antiplatelet
Therapy after Percutaneous Coronary Intervention

SUN Bochen, HAN Wei
( Department of Cardiology,The First Affiliated Hospital of Harbin Medical University , Harbin 150001 , Heilongjiang , China )

[ Abstract] Antiplatelet therapy is the basis of secondary prevention about coronary heart disease. Domestic and foreign guidelines
recommend that aspirin combined with P, Y, receptor antagonist can effectively reduce thrombosis after percutaneous coronary intervention in
acute coronary syndrome patients, but at the same time increased the incidence of bleeding events. Many studies have confirmed that the
diversity of platelet response are closely related to the long-term prognosis of acute coronary syndrome patients. Currently, single platelet
function test is an universal problem in the world, and the critical value of P,Y,, receptor antagonist for high residual platelet reactivity are

controversial. Therefore, this platelet function test methods, the predicted value of platelet reactivity for clinical events, and the recent

antiplatelet therapy research progress are summarized as follows.
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