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Angiotensin Converting Enzym ¢

chran e P450 (CYP) 3AS gene of hypertensive patients in Hunan province

patients

CYP3AS5 gene polymorphisns of 180 hypertensive patients were mvestigated
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* 3(65 0 ), morderwith* 1* 3 as the highest genotype
Conclusion Polymorphisn distrbution of ACE and CYP3AS5 gene of hyperten-

quency distrbutions ((allP > Q 05).

Cytochran e P450 3A5  H ypertension
Aim To approach polymorphisn disirbution of angiotensin converting enzyme ( ACE) and cyto-

ACE gene polymorphisns of 403 hypertensive patients in Loudi and X iangtan were investigated

Gene Polym orphism

M ethods There were 583 hypertensive
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Results ACE allele frequency was 1
CYP3A5 allele frequency was* 1 (35 0% ) and

No sex difference was found in genotypes and allele fre-

sive patients m Hunan province reached H ardyW emnberg genetic balance hypertension related drug m etabolisn enzym e

and receptor gene polymorphisns showed the ndividual differences which provided the previous genetical evidences for

single-drug therapy i hypertension popu lation
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