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ABSTRACT: Endometrial carcinoma is a malignant cancer which is closelyassociatedwiththemetabolic syndrome (MS), while
theacetylation modification ofsome proteins may result incancers andmetabolicdiseases. Histone acetyltransferases and deacetylasesjoint-
lymaintaintheequilibriumof acetylationlevels. Oncethebalanceisbroken, due tostimulationsfromintracellular or extracellularenvironments,
cancers (such as endometrial carcinoma)occur. Theexcessestrogen without resistance of progesterone,andinsulin resistance--which is the

coreof themetabolicsyndrome, aretwopredisposing factorsforendometrial carcinoma. And the acetylationofthe two factors couldindirect-

cause endometrial cancer.
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A, HDACs iR L LBk, S5 7 £ DNA %
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