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Clinical Significance of hMLH1 Expression in Endometrial Carcinoma
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Abstract: [Objective] To probe the molecular significance of tumor suppressor gene hMLH1 expression in the
development of endometrial carcinoma (EC). [Methods] hMLHI1 expression in 61 endometrial carcinoma tissues were
determined with immunohistochemical method S—P and the relationship between loss expression of hMLH1 and clinical
pathology of endometrial carcinoma was analyzed. [Results] The loss expression rate of hMLH]1 in EC was about
29.5%. Loss of hMLH1 expression was observed frequently in more well-different tumor (P =0.047). Survival of the
patients with loss of h(MLH1 expression was longer (Kaplan-Meier) (P =0.0123). Cox analysis showed independent
value of hMLH1 expression (P =0.006).

endometrial carcinoma patients. hMLH]1 expression may serve as an independent factor in the EC prognosis.

[Conclusion] Loss of hMLH1 function may bear a good prognosis in
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Fig.1 hMLHI1 negative expression

Tumor cell without nuclear staining (red arrow), in the
presence of normally stained myometrium cell(black arrow)(x400)
Fig.2 hMLH]1 positive expression

Unequivocal nuclear stain of tumor cell (red arrow), in the

presence of normally stained myometrium cell (black arrow) (x200)
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Fig.3 Survival curve drawed by Kanplan—Meier method
shows the difference between hMLHI negative and

positive expression
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Table 1 hMLHI expression state in relation to EC clinicopathology features

hMLH1

Variable ; Negative expression Normal expression X d
Histologic type
Endometriod 57 18 39 4.623 0.084
Serous papillary 4 0 4
Histologic grade
142 47 17 30 0.047
3 14 1 13
Myometrial invasion
within endometrium 2 2 0 5.248 0.129
<1/3 30 10 20
172 12 9
>2/3 17 14
Lymph invasion
Negative 37 12 25 0.142
Positive 12 1 11
FIGO stage
I 28 11 17 2292 0.553
I 9 2 8
I 17 12
I\j 7 6
Cervix invasion
Negative 42 12 30 0.057 1.000
Positive 19 6 13
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Table 2 Cox model was applied for multivariate analysis

B s; Wad df P Exp(B)

FIGO stage 14.369 0.002
il 0.858 0.788 1.183 1 0277 2357
i} 1.700 0.737 5324 1 0.021 5.476
I\j 3408 0.911 13986 1 0.000 30.209
Histologic grade 14162 2 0.001
2 1.188 0.791 2258 1 0.133 3.282
3 3353 0961 12,175 1 0.000 25.281
hMLHI1 expression 2.385 0.867 7.568 1 0.006 0.856
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