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Female Hormone-Related Factors and Risk of
Hepato-cellular Carcinoma among Women: A Multicenter
Case-control Study
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The incidence of hepatocellular carcinoma (HCC) is higher in men than in women
throughout the world. Estrogen may play some role in the development of HCC. We
conducted a multicenter case-control study to investigate the effects of genetic
polymorphisms in  genes involved in estrogen transport (estrogen receptor [ER] &)
and metabolism (cytochrome P450cl7a [CYP17], CYP19, CYPl1Al1l, and
UDP-glycuronosyltransferase 2B15) on the risk of HCC. A total of 378 women with
HCC and 559 unrelated controls (comprising 343 biological and 216 non-biological
relatives of patients with HCC) who were randomly selected from a genetic
epidemiology study of HCC were included in this study. Seventy percent of cases
either carried or was homozygous for the CYP17 A1l allele compared with 64.5% of



controls. The adjusted odds ratio [OR] (and 95% confidence interval [Cl]) of HCC
was 1.68 (1.03, 2.74) for heterozygosity of the Al allele and 1.77 (0.97, 3.25) for the
homozygous genotype A1/A1, as compared with A2/A2 genotype. The UGT2B15
exon 1 T variant alele was present in 64.3% of cases and 69.2% of controls. The
adjusted OR (and 95% CI) was 0.61 (0.38, 0.97) for heterozygous women and 0.87
(0.46, 1.63) for women homozygous for the T/T variant allele, as compared with
those homozygous for the wild-type alele G/G. No significant association with the
risk of HCC was found for the CYP19 TTTA microsatellite repeat length in intron 4,
CYP1A1 3 -UTR TOC polymorphism, and ER4 TOC poly-morphism in intron 1.
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