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Association Between Epidermal Growth Factor (EGF) G61A Polymorphism and the Susceptibility as well as Clinicopathological Character-
istcs of Colorectal Cancer.  Yu Xiaofang , Weng Mengwei. Department of Laboratory Medicine, Hangzhou Red Cross Hospital, Zhejiang
310003, China

Abstract Objective To study the relationship between epidermal growth factor (EGF) G61A polymorphism and the susceptibility
as well as clinicopathological characteristcs of colorectal cancer (CRC). Methods EGF G61A polymorphism was detected by polymerase
chain reaction — restriction fragment length polymorphism ( PCR — RFLP) among 218 CRC patients and 200 health subjects. The patholog-
ical data were obtained by reviewing of patients’ hospitalized documentation. Statistical software SPSS 11.0( SPSS, Inc. ) was used to ana-
lyze these data. Results The distribution frequencies of GG genotype and G allele were 56.4% ,51.0% and 76.6% ,73.3% in CRC pa-
tients and health controls, respectively. The distribution frequencies had no significant difference (P >0.05). But the patients with GG
genotype or G allele were related to Duke C or D stage and the occurrence of distant metastasis. Conclusion EGF G61A polymorphism
showed no susceptible to CRC, but GG genotype and G allele probably were close related to clinical progression of CRC patients.
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