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Disfigurement of pl6INK4A gene expression in the development of endometrial diseases”
Li Min ,Zhang Chanyu ,Liu Jian
(Department o f Obstetrics and Gynecology sthe Second Af filiated Hospital of
Chongqing Medical University ,Chongging 400010, China)

Abstract; Objective To evaluate the different expression of pl6INK4A gene in endometrial diseases and analyze the relation
between this alteration and the promoter methylation of pl16INK4A DNA. Methods Choose the tissues including normal endome-
trium, complex hyperplasis, atypical hyperplasia, endometrial carcinoma, every group including 30 specimens. The level of
pl6INK4A mRNA was detected with reverse transcription polymerase chain reaction (RT-PCR). Protein was tested by Western
Blot. Methylation specific PCR(MSP) was used to check whether it was methylated in the promoter of pl6INK4A exon. Results
The expression of pl6INK4A mRNA decreased step by step accompanied with the diseases development. In endometrial carcinoma,
the expression of pl6INK4A mRNA decreased significantly or absolutely defaulted when compared with the other tissues (P <C
0. 05). Atypical hyperplasia tissues also significant when compared with the other two groups(P<C0. 05). 19 endometrial carcinoma
specimens were found methylated in their first exon and the rate was 63. 33% , What's more, methylation was related with the surgi-
cal-pathological stage of the patients. Conclusion That disfigurement of p16INK4 A gene expression plays an important role in the
development of endometrial caicinoma,and this alteration is partially caused by methylation of p16INK4A first exon.
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