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Effects of Clopidogrel on Cytochrome Oxidase Enzyme CYP3A4
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ABSTRACT Objective: Clopidogrel is metabolically activated by CYP3A4 including CYP1A2, the effects of clopidogrel on
cytochrome p450 enzymes of rat liver was investigated by detecting the expression of cytochrome oxidase enzyme CYP3A4 and
CYP1A2. Methods: 30 male rats were randomly divided into 5 groups. taking normal sodium as control group, 3 groups rats were given
27, 13.5, 6.75 mg/kg/d clopidogre for 7 days respectively, to detect the expression of CYP3A4 and CYP1A2 by Western blot Results: 1.
Clopidogrel inhibited the expression of CYP3A4. Compared with normal saline group, expression of CYP3A4 were decreased in 5
group. (P<0.05); Among the three groups, expression of CYP3A4 were gradiently decreased (P<0.05 ). 2. Clopidogrel inhibited the
expression of CYP1A2. Compared with normal saline group, expression of CYP1A2 were decreased in 5 group.(P<0.05); Among the
three groups, expression of CYP3A4 were gradiently decreased (P<0.05). Conclusion: Clopidogrel made expression of CYP3 A4 decrease,
so clopidogrel inhibited the expression of CYP3A4 and CYP1A2 in three group. when clopidogrel be used in combination with drug via
CYP1A2 and CYP3A4 metabolism, The probability of a metabolic interaction occurring is big.
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Fig. 1 Effects of clopidogrel on cytochrome oxidase enzyme CYP3A4 and CYP1A2 of rat liver -(x+ s ,n=3)

1 27mg/kg/d clopidogrel group 2 13.5mg/kg/d clopidogrel group 3 6.75mg/kg/d clopidogrel group 4 phenobarbital group

5 sodium group (normal sodium as control group:"P<0.05)
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