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Abstract

AIM: To establish a polymerase chain reaction-
restriction fragment length polymorphism (PCR-
RFLP) method to detect A1166C polymorphism
of angiotensin I type 1 receptor (AT1R) gene.

METHODS: A1166C polymorphism was detect-
ed and analyzed in 50 anti-HBs positive healthy
controls in the serum and 46 patients with liver
cirrhosis after hepatitis B virus infection. A set
of primers was designed according to ATIR
gene. The enzyme digestion site for restriction
endonuclease Dde | was also designed around
A1166C. A or C allele was assured based on the
enzymatic result of the polymerase chain reac-
tion products.

RESULTS: Sequencing revealed 99% homo-
geneity between the two homozygous strains
and the ATIR gene. The anticipated mutations
appeared at position A1166C. As for genotype
or allele, there were no significant differences

at position A1166C between the hepatitis group
and the liver cirrhosis group (P > 0.05).

CONCLUSION: The established method can be
applied to detect the A1166C polymorphism of
ATIR gene. The mutation at A1166C site has no
correlation with liver fibrosis.

Key Words: Polymerase chain reaction; Restriction
fragment length polymorphism; Fibrosis; Angi-
otensin II; Angiotensin 1I type 1 receptor
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