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Relation between beta3-adrenergic receptor gene W64R polymorphism

and the therapeutic efficacy of benazepril
ZHAO Xiaotao , HUO Yong , ZHANG Chunfei, et al
Cardiology Center, Affiliated Betjing Chaoyang Hospital , Capital Medical University , Beijing 100020, China

[Abstract] Objective To examine whether there is correlation between the beta3-adrenergic receptor ( ADR®) gene
W64R polymorphism and the therapeutic response to benazepril in hypertensive patients.  Methods A total of 1170 hypertens-
ive individuals were recruited from Anhui, China, and were weated with benazepril for a period of 15 consecutive days. The fre-
quency of eytosine-to-thymidine mutation that resulted in the replacement of tryptophan by arginine at position 64 (W64R) was
studied by restriction-enzyme digestion with Msp I . Then the association hetween the drug efficacy and the W64R polymorphism
was investigated. Results  The frequency of W64R polymorphism was 72.8% in WW genotype, 25.4% in WR genotype and
1.8% in RR genotype. A significant pharmacogenetic impact on the W64R variation was revealed. After the drug administration.,
compared with WW homozygotes, the WR and RR genotypes showed less systolic hlood pressure( SBP) reduction by 3.49 mmHg
(P =0.03) in women and the WR and RR groups also showed significantly weaker effects of the henazepril medication on femsle
SBP (OR=0.65, P<0.05). Conclusions These findings strongly suggest that the variation in response to ACEI might be
partially determined by ADRS3 genotype.
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Ulpde PCR FLRZ A4 : 94°CTRARHE 15 min; 94CAHE
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