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Relationship between clopidogrel therapy with bleeding events and TIAMI2 gene mutation in patients with
CHD after PCI and its influencing factors
Zhang Hong
(Room of Electrocardiogram A f filiated Hospital of Hebei University ,Baoding, Hebei 071000 ,China)
[Abstract] Objective To study the relationship between bleeding events occurrence due to clopidogrel use and TIAM2 gene
mutation in the patients with coronary heart disease(CHD) after percutaneous coronary intervention (PCI) and the related factors
influencing bleeding events. Methods Two hundreds cases of CHD treated by clopidogrel after emergency PCI were selected and
followed for six months. Seven cases were lost to follow-up. According to whether the bleeding event happened or not, the patients
were divided into the bleeding group(33 cases) and non-bleeding group(160 cases). TIAM2 genotypes were detected by polymerase
chain reaction (PCR) assay. The relationship of TIAM2 genotype with bleeding events and related factors of bleeding events were
analyzed. Results The PCR method measured the TIAM2 gene appearing 3 loci with mutation, which were 3168 +3261A>G,
3168+3116C>T and 3168+ 3596 A>C respectively, the gene constitute of these 3 loci had no statistical difference between the
bleeding group and non-bleeding group (P>>0.05). In the Logistic regression analysis, the history of peptic ulcer disease (OR =
2.096) ,diagnosis of acute coronary syndrome (ACS) before admission(OR=1. 842) ,application of platelet glycoprotein (GP) [l b/
[l a antagonist(OR=1. 692) were the risk factors of bleeding events occurrence during using clopidogrel in CHD patients after PCI
(P<C0. 05). Conclusion The bleeding events occurrence during using clopidogrel in CHD patients after PCI is related with the his-
tory of peptic ulcer disease,diagnosis of ACS before admission and application of GP [ a [l b/antagonists,and has no relation with
TIAM2 gene mutation.
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3168+3261A>G

AA 8(24.24) 60(37.50) 3.977 0.137

AG 17(51.52) 80(50. 00)

GG 8(24.24) 20(12.50)
3168+3116C>T
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CT 17(51.52) 80(50. 00)
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AA 8(24.20) 60(37.50) 3.977 0.137

AC 17(51.52) 80(50. 00)

CcC 8(24.24) 20(12.50)
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£ 9(27.27) 14(8.75)
75 24(72.73)  146(91.25)
ABEHT 2 ACS 6.018 0.014
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