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Association between Genetic Polymorphism of GSTM1 and GSTT1 and Susceptibility to Colorectal Cancer in Hunan Province. Zeng Li-
ping , Wu Heping ,Shu Xiaocan et al. Department of Pathology ,Hunan University of Medicine ,Hunan 418000 ,China

Abstract Objective To evaluate the association between genetic polymorphism of GSTM1 and GSTT1 and susceptibility to colorec-
tal cancer in Hunan province. Method It was a hospital — based case — control study. Genotypes of GSTM1 and GSTT1 were detected u-
sing PCR technique from 108 cases with colorectal cancer and 215 healthy controls. Results The frequencies of GSTM1 — null genotype
were 64.8% in case group and 48.8% in control group, and significant difference between these two groups was observed. Compared with
GSTM1( + ) genotype, persons with GSTM1( - ) genotype had 2. 6 - fold increased risk for developing colorectal cancer. The frequen-
cies of GSTT1 - null genotype were 55.6% in case group and 45. 6% in control group, and no significant difference between these two
groups was observed. The GSTM1 and GSTT1 may had combined action, persons with both GSTM1( — ) and GSTTI( — ) genotypes had
3.88 - fold increased risk for developing colorectal cancer than those with both GSTM1( + ) and GSTT1( + ) genotypes. GSTM1 ( - )
genotype or/and GSTT1( - ) genotype interacted with smoking in the carcinogenesis process of colorectal cancer (OR =7.76 and 6.24).
Conclusion These results suggested that GSTM1 - null genotype may associate with the risk of colorectal cancer, but GSTT1 - null gen-
otype is not associated with the risk of colorectal cancer. Persons with both GSTM1( - ) and GSTT1( - ) genotypes may be associated
with the risk of colorectal cancer. GSTMI1 ( - ) genotype or/and GSTT1 ( - ) genotype interacted with smoking in the carcinogenesis
process of colorectal cancer.
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