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Expression of HMGCR in UCEC based on Menopause status
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their effect on the binding of statins through
molecular docking. (comparing with Wildtype)
*This might help in predicting if the particular
statin could be effective in pre-menopausal
women.

« The promoter region of HMG CoA Reductase gene has less methylation marks compared to
normal samples indicating the transcriptional hyperactivity of the gene in UCEC.

« Therefore, statins might be an alternative choice of medication to harness endometrial
cancer and is yet to be confirmed through in vitro studies.

« Dr. Achintya Mohan Goswami, Associate
Professor,  Department of  Physiology,
Krishnagar Govt. College.

« Dr. Debnath Palit, Principal, Krishnagar Govt.

College.
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