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Abstract

AIM: To study the relationship between M235T
variants of angiotensinogen (AGT) gene and
hepatocirrhosis.

METHODS: The genomic DNA of leukocytes
was extracted from patients with hepatocirrhosis
and normal people to observe the distribution
of different genotypes and differences of allele
frequencies between the normal and the hepa-
tocirrhosis groups by polymerase chain reaction
(PCR), restriction fragment length polymor-
phism (RFLP) and automatic sequencing.

RESULTS: There was no difference in the distri-
butions of genotypes MM, MT and TT at locus
M235T of AGT gene between the hepatocirrho-
sis group (7.8%, 40.6%, 51.6%) and the control
group (8.0%, 59.7%, 32.3%), * = 5.120, P > 0.05.

CONCLUSION: The polymorphism of M235T of

the AGT gene may not be involved in the hepa-
tocirrhosis.
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B I ASEAL R I 5 N bR A AGTHEFIM235T
7 MM MT. TTHE KR P Ae g EHB vV
TG S5 10 BT T Ak 20 R0 0 4L o 7.8 %
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MM(%) MT(%) TT(%) ait M T
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x’=5.120 P =0.077 x’ =2.261P=0.133
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