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Abstract ; Objective

squamous cell carcinoma(ESCC). Methods

To investigate the relationship between the THBS1 gene polymorphism and the susceptivity of esophageal
183 ESCC patients and 171 normal controls were recruited. One coding non-synony-
mous SNP of THBSI(rs2292305) was defined by analyzing the data of Chinese Han population in Hapmap. Polymerase chain reac-
tion-restriction fragment length polymorphism(PCR-RFLP) was used for genotyping. Results The distribution of the three geno-
types of rs2292305 in cases was different from that of the controls(P=0. 008). Genotype GG was a protective factor of ESCC,OR

=0.30,95%CI=0. 11-0. 86 (P=0. 022). Conclusion SNP rs2292305 of THBS] may associate with the risk of developing the ES-

CC in Chongging Han population.
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