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ABSTRACT Objective: To analyze the expression of the four mismatch repair genes protein (hMLH1, hMSH2, hMSH6 and hPMS2)
of patients with colorectal cancer and its clinical significance. Methods: 177 cases of patients with colorectal caner in the Third Affiliated
Hospital of Guangzhou Medical University from January 2013 to December 2015 were randomly selected. Tested the expression of the
hMLH1, hMSH2, hMSH6 and hPMS2 by immunohistochemistry, the relationship between protein expression and clinical parameters
was analyzed. Results: Among 177 cases of colorectal cancer tissue, the deletion rate of hMLH1 protein was 6.2% (11/177), the deletion
rate of hMLH2 protein was 4.0%(7/177), the deletion rate of hMSH6 protein was 1.7%(3/177), the deletion rate of hPMS2 protein was
8.0%(14/177), the sum of the four values accounted for 19.8%(35/177) of all cases of colorectal cancer. The loss of expression of the four
mismatch repair genes protein were correlated to tumor location (P<0.05), besides, the loss of expression of the hMLH1 and hPMS2 pro-
tein were correlated to degree of tumor differentiation (P<0.05), he loss of expression of the hMSH6 protein were correlated to depth of
tumor invasion(P<0.05); But the loss was not correlated to age, sexes, lymph node metastasis and distant metastasis(P>0.05). Conclusion:
The expression of loss phenomenon with mismatch repair protein appears in part of colorectal cancer, the loss phenomenon with mis-
match repair protein were correlated to tumor location and degree of tumor differentiation. Mutations of four genes in hMLH1, hPMS2,
hMSH6 and hMSH2, to provide a reference value for the clinical judgment of prognosis and to develop a treatment plan.
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Table 1 The relationship between the loss of expression of four MMR protein and the clinicopathological features

Pathologic feature Cases Loss of expression(n) Loss rate( %) x? P

Sexes Man 103 19 18.4 0.27 0.61
Woman 74 16 21.6

Age = 60 132 25 18.9 0.22 0.65
<60 45 10 222

Location Left colon 15 7 46.7 29.23 <0.1
Right colon 46 18 39.1
Sigmoid colon 66 9 13.6

Rectum 50 1 2

Shape Ulcerative 84 10 11.9 6.2 <0.05
Bulge type 93 25 26.9

Depth of invasion Muscular coat 28 3 10.7 16.0 <0.01
Serous layer 115 17 14.8
Subserosal 34 15 44.1

Degree of differentiation Well-differentiation 46 7 15.2 25.32 <0.01
Moderately differentiation 125 22 17.6
Poorly differentiation 6 6 100

Lymph node metastasis Yes 96 17 17.7 0.56 0.48
No 81 18 222

Distant metastasis Yes 36 4 11.1 1.51 0.28

No 141 31 22




- 4516 -

DREYESHE www.shengwuyixuecom Progressin Modern Biomedicine Vol17 NO.23 AUJ.2017

% 2 hMLH1,hMSH2,hMSH6 #1l hPMS2 kikfrk SR HmIESLE N X R
Table 2 The relationship between the loss of expression of hMLH1, hMSH2, hMSH6 and hPMS2 and the clinical pathological parameters

hMLH1 hMSH2 hMSH6 hPMS2
Ttems Cases  Loss of Loss of Loss of Loss of
_ x? _ x? P _ x? P . x? P
expression expression expression expression
Man 103 5 3 2 9
Sexes 0.78 0.37 0.2 0.65 0.08 0.77 0.23  0.63
Woman 74 6 4 1 5
2 60 132 8 5 3 9
Age 0.4 0.83 0.6 0.85 0.12 0.73 0.85 0.36
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Left colon 15 1 3 2 1
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