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Relationship of mismatch repair genes hMLH1 and hMSH2 expression with cell prolif-

eration in colorectal adenomas
ZHOU Qi, YAN Xiao-chu, XIN Rong, DUAN Guang-jie, ZHANG Rong, 1IU Feng—xuan CInstitute of Pathology, Southwest Hospi-
tal, Third Military Medical Univesity, Chongqing 400038, China)

Abstract. Objective To explore the roles of IMILH1 and hMSH?2 in the genesis and progression of colorecial
carcinomas (CRCs) and their effects on cell proliferation activity. Methods The expression of mismatch repair
genes hMLH1 and hMSH2, PCNA and Ki-67 in 63 cases of colorectal adenoma, 20 cases of adenoma with malignant
change, and 20 cases of colorectal carcinoma was detected by immumohistochemistiy. Results  The positive rate of
hMILH1 and hMSH2 in coloectal adenoma, adenoma with malignant change, and CRC was significantly lower than
that in normal intestinal mucosa (P<Z0.01). With the increase of dysplasia in adenomas, the positive expression
rate of (MILHI and hMSH?2 proteins decreased gradually. The PCNA label index of tumors with over-expressed hM-
SH2 was significant higher than that of the tumors with negative hMSH2 in colorectal adenomas with malignant change
and CRCs (P<{0.05). PCNA labelling index of tumors with over-expressed hMSH2 was significant higher than that
of tumors with negative hMSH2 in adenomas with grades II and IIldysplasia (P<<O0. 05). Ki-67 labelling index of
CRCs with defective hMSH2 was significant lower than that of tumors with overexpression of IMSH2 (P<0. 05). The
changes of PCNA and ki-67 labelling index in colorectal adenomas, adenomas with malignant change, and CRCs were
not associated with the expression of h(MLH1. Conclusion Mismaich repair genes mutation and abnormal function of
DNA mismatch repair may participate in the carcinogenesis of CRCs, and might be an early event in carcinogenesis of
CRCs. The decreased proliferation activity in colorectal neoplasms might be related to mutation and defect of mismatch
repair genes.
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Ohtahara syndrome: a report of 2 cases
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