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Expression difference of MLH1 and MSH?2 genes in sporadic left and right
colon cancer and their relationship with clinical characteristics

WU Ling', YU Xiuguo', HANG Chen”, XIA Hongbing', HE Xiafeng', SHI Yijiu®*
( 1.Ningbo No.9 Hospital, Ningbo 315020, China; 2.School of Medicine, Ningbo University, Ningbo 315211, China;
3.Ningbo No.1 Hospital, Ningbo 315010, China )

Abstract: The current study was aimed to investigate the expression differences of mismatch repair genes MLH1
and MSH?2 in the left and right hemispheres of the colon in patients with sporadic colorectal cancer, followed by
the analysis of the relationship between these differences and the clinic pathological characteristics of colorectal
cancer. From December 2015 to December 2018, 133 patients with colorectal cancer treated in the Ningbo No.1
hospital were collected for medical records. The differences of MLH1 and MSH2 gene expressions in left and
right colon cancer were statistically analyzed, and the relationship between MLH1 and MSH?2 expression loss
and clinic opathological characteristics of colorectal cancer was also analyzed. The results demonstrated that, in
the cases of colorectal cancer, the loss of MLH1 and MSH?2 expression is related to the tumor location, the degree
of differentiation of tumor tissue (P<0.05). The cases of right colon cancer were more similar to the general
sample. It is concluded that the expression loss of MLH1 and MSH?2 in the right colon cancer was significantly
higher than that in the left colon cancer. In the case of right colon cancer, the patients with MLH1 and MSH2
expression deficiency were relatively early in onset age, low in differentiation degree, and not prone to nerve
infiltration. However, there was no significant correlation between MLH1 and MSH?2 expression in the left colon
cancer.

Key words: colorectal cancer; MLH1; MSH?2; mismatched repair genes; immuno histochemistry; pathology



