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To determine whether genetic poly-
morphisms in the CYP17 and androgen
receptor (AR) were associated with
hepatocellular carcinoma (HCC) in women,
we conducted a case-control study of 103
female cases of hepatocellular carcinoma
(HCC) and 183 female controls who were
frequency matched with the cases on age and
ethnicity. Anaysis of the number of CAG
repeats in exon 1 of the AR gene and the
CYP17 MspAl genetic polymorphism was

performed by polymerase chain reaction-
based methods. No significant difference in
the frequency distribution of the CYP17
MspA1l genetic polymorphism was observed
between cases (ALALl 20.2%, ALAZ
52.6%, A2/A2: 27.2%) and controls (A1/A1:
19.5%, A1/A2: 45.4%, A2/A2: 35.1%). The
odds ratio (OR) for individuals carrying two
AR CAG dléeles with more than 22 repeats
compared with those carrying only one alele
or no aleles with more than 22 repeats was
2.0 (95% confidence interva [CI]: 1.2-3.5).
After adjustment for age, chronic infection
with hepatitis B or C virus, and other
potential HCC risk factors, the OR was 2.6
(95% CI: 1.1-6.0). Stratification by status of
chronic infection with hepatitis B or C virus
revealed that the positive association between
the AR CAG repeats and HCC risk was only
present in chronic hepatitis B virus carriers
(OR: 3.7; 95% CI: 1.5-8.9).
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