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hMLHI1 protein expression in esophagus squamous cell carcinoma, esophagus a-
typical hyperplasia, and normal esophagus tissues
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pital, Medical College,Shandong University, Jinan 250013, China )

[ Abstract ] Objective: To observe the expression of hMLH1 protein in esophagus squamous cell carcinoma, atypical
hyperplasia tissue and normal esophagus tissue, so as to discuss the relationship between hMLH1 expression and esophagus
carcinogenesis. Methods: The specimens of esophagus squamous cell carcinoma, atypical hyperplasia and normal esopha-
gus tissue were obtained from 92 esophagus carcinoma patients. Immunohistochemistry ( IHC ) staining technique was used
to detect expression of hMLH1 protein. The relationship between hMLH1 expression with clinical parameters, such as gen-
der, age, cancer differentiation level, infiltration depth, tumor stage, lymphatic metastasis, was analyzed. Results: The
positive rates of hMLHI1 protein in esophagus squamous cell carcinoma, and atypical hyperplasia tissue and normal esopha-
gus tissue were 36.96% ,56.52% , and 84.78% ,respectively,with the former 2 significantly lower than the latter (P<
0.01 ). The average age of patients negative of hMLH1 protein in tumor tissues was older than that of patients positive of
hMLH1 ( P <0.05 ). There was significant correlation between the expression of hMLH1 with tumor staging and lymphatic
metastasis ( P <0.05 ). Conclusion: Deletion of hMLH1 may participate in the carcinogenesis of esophageal squamous
cell carcinoma at an early stage. hMLH1 gene may delay and suppress the development and progression of esophageal squa-
mous cell carcinoma.

[ Key words ] esophageal neoplasms ; squamous cell carcinoma;atypical hyperplasia ; human mutl homolog 1 gene; immu-
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Tab.1 hMLHI1 protein expression in different esophagus tissues

Positive in nucleus  Positive in cytoplasm

Groups
n  Rate( % ) n Rate ( % )
Normal esophagus 78 84.70 8 88.70
Atypical hyperplasia 52 56.52 30 32.61
Squamous cell carcinoma 34 36.96"" 38 41.30%"

**P <0.01 vs normal esophagus or atypical hyperplasia; ““P <0.01 vs

normal esophagus
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1 AEBEEAL D hMLHI EBRRIEA(S-P, x100)
Fig. 1 hMLHI1 protein expression in different esophagus tissues ( S-P, x 100 )

A': Normal esophagus tissue; B: Atypical hyperplasia tissue, hMLHI1 was expressed in nucleus and in the cytoplasm of some cells;

C: Esophagus squamous cell carcinoma,hMLH1 was expressed in nucleus and cytoplasm

*2 AEHREREALT MLH EAMNRESHERFESHNER

Tab. 2 Relationship between expression of hMLHI1 protein and clinical parameters of

esophagus squamous cell carcinoma tissues

Item Groups n Positive number Rate ( % ) P

Gender Male 58 22 37.93 0.80
Female 34 12 35.29

Infiltration depth Inferior mucous membrane 10 4 40.00 0.87
Superficial muscular layer 24 10 41.67
Deep muscular layer 32 12 37.50
Fibrous membrane 26 8 30.77

Differentiation level Poorly differentiated 18 6 33.33 0.88
Midrange differentiated 62 24 38.71
Well-differentiated 12 4 33.33

Staging of tumor ( TNM ) [ stage 11 7 63.64 0.03
II stage 58 23 39.66
IT stage 23 4 17.39

Lymphatic metastasis Yes 64 19 29.69 0.03
No 28 15 53.57
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