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[Abstract] Objective

inter-relationship and clinical significance. Methods

To study the expression of hMSH2 and nm23 in intestinal cancer,and to explore their
XP immunohistochemistry was used to detect the expression lev-
els of hAMSH2 and nm23 in samples including 48 cases of intestinal cancer tissues without radiotherapy or chemother-
apy and 15 cases of adjacent normal colon tissues. The relevance of the expression levels of nm23 and hMSH2 and
their correlations to the clinicophathologic features of intestinal cancer were analyzed. Results The positive rates of
hMSH2 and nm23 were respectively 35. 4% and 62. 5% in intestinal cancer tissues,which were significantly lower
than those in adjacent normal colon tissues(93. 3%), with statistical difference (P<C0. 05). The expression level of
nm23 was not significantly associated with the genders,ages or differentiation of the patients.however,it was closely
associated with serous coat infiltration and lymphatic metastasis of intestinal cancer (P<C0. 05). The expression level
of hMSH2 was not significantly correlated with these clinicopathologic features. There was a positive correlation be-
tween the expression of nm23 and hMSH2 in intestinal cancer (P<C0. 05). Conclusion The expression level of nm23
was related with the degree of malignancy.which could be used as a potential index to predict the invasion and metas-
tasis. The expression of hMSH2 and nm23 had certain guiding significance for the prognosis of intestinal cancer.
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