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Effects of CYP2C9*3 Gene Polymorphism on Therapeutic Efficacy of Benzbromarone in Lowering Uric
Acid and Its Hepatotoxicity

SHENG Bi, MENG Junhua, AN Jing, WU Jinhu, SONG Hongyan, LI Jiangjian, CHEN Ling(Dept. of Pharmacy,
Wuhan Third Hospital, Wuhan 430060, China)

ABSTRACT OBIJECTIVE: To study the effects of CYP2C9*3 gene polymorphism on therapeutic efficacy of benzbromarone in
lowering uric acid and its hepatotoxicity. METHODS: A retrospective study was conducted to analyze the relevant clinical
indicators and genotypes of 196 gout patients who received benzbromarone and CYP2C9*3 gene polymorphism test in Wuhan third
hospital from Jan. 2018 to Sept. 2019. RESULTS: Among 196 patients, 179, 15 and 2 patients with CYP2C9*3 genotypes *1/*1,
*1/%3 and *3/*3 genotypes were found, respectively, and the distribution of each genotype was in line with Hardy-Weinberg
balance (P>0.05). Before treatment, there were no significant differences in the levels of UA, Scr, ALT, AST and CRP between
*1/*1 genotype and *1/*3+*3/*3 genotype (P>0.05). After 4 weeks of treatment, the UA, Scr, CRP levels of patients with *1/*1
genotype as well as the UA and CRP levels of patients with *1/*3+*3/*3 genotype were significantly reduced, the UA level of
patients with *1/*1 genotype was significantly lower than that of patients with *1/¥3+*3/*3 genotype (P<<0.05 or P<<0.01). The
ALT and AST levels had no obvious changes in patients with different genotype before and after treatment, and they were in the
normal range. No serious abnormal liver function was observed during the treatment. CONCLUSIONS: Therapeutic efficacy of
benzbromarone in lowering uric acid in gout patients with CYP2C9*3 genotypes *1/*1 genotype is better than that of *1/*3 and *3/*3
genotypes. However, the gene polymorphism may be not associated with its hepatotoxicity.
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