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Abstract

AIM: To establish a polymerase chain reaction-
restriction fragment length polymorphism (PCR-
RFLP) method to detect the polymorphism of
C-509T at the promoter region of transforming
growth factor (TGF) 1 gene and explore its
probable role in liver fibrosis.

METHODS: Patients with chronic hepatitis B (n
= 50) and liver cirrhosis (n = 46) were involved
in this study. A polymerase chain reaction-
restriction fragment length polymorphism (PCR-
RFLP) was established. A set of primers was
designed according to the promoter region of
TGF-p1 gene. Around C-509T was the enzyme
digestion site for restriction endonuclease Bsu36
[. Cor T was assured based on the enzymatic
result of the polymerase chain reaction (PCR)
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products.

RESULTS: Sequencing revealed 99% homoge-
neity between the two homozygous strains and
the promoter region of TGF-f1 gene. The antici-
pated mutations appeared at position C-509T.
The CT genotype prevailed in both the hepatitis
and the liver fibrosis patients. The frequency
of CC genotype (28.3%) was higher than that
(19.6%) of TT genotype in liver fibrosis patients
while the frequency of TT genotype (22%) was
higher than that (4%) of CC genotype in hepa-
titis patients. There were significant differences
between all the groups (P < 0.01).

CONCLUSION: The established method may
be applied to detect the C-509T polymorphism
at the promoter region of TGF-31 gene. The CC
genotype may be involved in liver fibrosis.
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Ah, ReadyPCR™ 4 1M1 FE R 41 DN A 4L R 45y 4
FAEY) TR i, BB R FHSigma 2t 7]
GenElute Plasmid Miniprep Kit. PCR{HABIZA
w9700, MG ¥t 514, C-509THL £ T I
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