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Abstract: Objective To explore association between cytochrome P450 enzyme allele (CYP2C19) gene
polymorphisms and levels of fibrinogen (FIB) and D-Dimer in patients with acute cerebral infarction.
Methods Totally 112 cases of patients with acute cerebral infarction who had taken clopidogrel regularly for
more than 1 month were selected. Real time fluorescent quantitative PCR was used to detected CYP2C19 gen-
otype. Clauss and transmission turbidimetry method were used to detected the plasm FIB and D-Dimer.
Results Totally 46 patients were extensive metabolism type (EM group,CYP2C19 % 1/ % 1) ,which accounted
for 41. 1%. And totally 41 patients were intermediate metabolism type (IM group, CYP2C19 * 1/ 2,
CYP2C19 % 1/ % 3) ,which accounted for 36. 6%. There were only 25 patients with poor metabolism type (PM
group,CYP2C19 % 2/ % 2, CYP2C19 * 2/ * 3), which accounted 22. 3%. Levels of FIB and D-Dimer of PM
group were significantly higher than that of IM and EM group (P <C0. 05). It showed that there were positive
correlations between CYP2C19 genotype with FIB and D-Dimer (+=0.129,0. 158, P<C0. 05). Conclusion CYP2C19
genotype has some correlation with FIB and D-Dimer, acute cerebral infarction patients with CYP2C19 poor
metabolism type have an increased risk of thrombosis when treated with conventional clopidogrel doses. It
could be considered to replace the new drugs or increase the dosage for treatment.
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