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ABSTRACT

Many countries are interested in understanding the relationship
between genetic susceptibility and their prevalent environmental
cancers for disease prevention. We have conducted a population-
based case-control study of 53 matched pairs to assess the risk of
oral cancer in relation to genetic polymorphisms of the
glutathione-S transferase genes: the GSTMI1 and GSTT]1, in
cigarette smokers, alcohol drinkers and betel quid chewers.
Interactions of the genes and their effects on other potential risk
factors such as local beans consumption were also adjusted in the
analysis. The result shows that homozygous deletion of the
GSTMI has a prevalence of 30.2% (16/53) among controls and a
2.6- fold higher risk for development of oral cancer (95%CI 1.04-
6.5). Among the null GSTM1 individuals, those who smoke,
consume alcohol and chew betel quid frequently have a
significantly increased risk for oral cancer (OR=4.0, 95%CI 1.2-
13.7; OR=7.2, 95%CI 1.5-33.8; OR=4.4, 95%CI 1.1-17.8,
respectively). The prevalence of the GSTT1 null genotype is
47.2% (25/53) among our control population. There is no
association between the GSTT1 null allele and oral cancer risk.
In conclusion, our study provides data to indicate that individuals
who have homozygous deletion of the GSTM1 gene have
increased risk for oral cancer. The risk increases when these
individuals are exposed to environmental toxicants such as
chemicals in cigarette smoke, alcohol and betel quid. This base
line data can be applied to a larger population based study in order
to verify the observation and to conduct mechanistic

investigations.



