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Relationship between polymorphism of endothelial nitric oxide
synthase gene and antihypertensive efficacy with ACEI

[Writers] CHEN Gai-ling DANG Ai-min LIU Guo-zhang
Division of Hypertension , Fu Wai Hospital , CAMS &. PUMC ( Beijing 100037)

[Abstract] Objective To investigate the relationship between the G894T polymorphism of the endothelial nitric oxide syn-
thase (eNOS) in essential hypertensive patients and antihypertensive response to ACE inhibitor. Methods
281 patients with essential hypertension were administered imidapril 5 to 10 mg once daily or benazepril 10 to 20
mg once daily for six weeks, respectively. Genotype of eNOS gene were determined by the polymerase chain re-
action (PCR) combined with restriction fragment length polymorphism (RFLP). Results The genotype fre-
quencies of eNOS gene were 66.2% for GG, 27.8% for GT, and 6.0 % for TT, the allele frequencies for G and
T were 0.80 and 0.20. The reductions of SBP in patients carrying GG, GT, and TT genotypes were (14.51+
11.19) mmHg, (16.11+12.31) mmHg, (12.38+14.30) mmHg respectively. The reductions of DBP in pa-
tients carrying GG, GT, and TT genotypes were (8.95+6.56) mmHg, (9.00+6.92) mmHg, (9.37+4.80)
mmHg, separately. There was no difference in BP reduction among three groups. Conclusions The G894T
polymorphism of eNOS gene was not possibly related to the response to ACE inhibitor in essential hypertensive
patients.

[Key words] essential hypertension; the endothelial nitric oxide synthase gene; polymorphisms; angiotensin converting en-
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S EE (mmol/L) 5.18+1.04 5.20+0.80 5.011.27
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