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Expression of k-ras wild-type and tumor infiltrating T cells in left and right colorectal cancer XU Hongbao, ZHANG Guiyang,
ZHENG Zhaozheng, et al. Department of Surgery, Huzhou Central Hospital, Huzhou 313000, China

[ Abstract ] Objective To compare the expression of K-RAS gene and tumor infiltrating T cells (TILs) in left and right
colon cancer. Methods A total of 315 patients with colorectal cancer treated surgically in Huzhou Central Hospital from January
2017 to January 2019 were recruited. Clinical and pathological information including gender, age, lymphatic metastatic states,
degree of differentiation and pathological stages were collected. The immunohistochemical staining was performed on the
expression status of CD3* and CD4*T lymphocytes in colorectal cancer patients, and the next—generation gene sequencing was
used to determined the mutation status of K-RAS gene. The expression of TILs and the mutation of K-RAS gene were compared
between left and right colon cancer. SPSS software was used to analyze the relationship between the expression of TILs and
K-RAS gene. Results There were no significant differences in gender, age, lymph node metastasis, differentiation degree or
pathological stage between the left and right colorectal cancer patients (P >0.05). The proportion of wild—type K-RAS gene in left
colorectal cancer was higher than that in right colorectal cancer (x*=6.27, P<0.05). The proportion of TILs in left colorectal cancer
was higher than that in right colorectal cancer (P<0.05). The incidence of liver metastasis and lung metastasis in patients with
right colon cancer was higher than that in patients with left colon cancer (P<0.05). Conclusion There are differences in K-RAS
gene and T cell expression in left and right colon cancer.
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