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Abstract: Recent studies suggest that obesity is associated with the occurrence and prognosis of
ovarian cancer,and hyperglycemia is a pathological feature of over nutrition, overweight and obe-

sity. Also hyperglycemia is an independent risk factor of tumor occurrence and poor prognosis.
High glycemic load and high glycemic index increase the risk of ovarian cancer. Obesity and ab-
normal glucose metabolism may take part in the occurrence and development of ovarian cancer by
activating AMPK and mTOR signaling pathway.The application of mTOR inhibitor and metformin
inhibiting mTOR signaling pathway activity might have an important role in the treatment of ovar-
ian cancer associated with obesity. In this paper,abnormal glucose metabolism pathway and target
therapy aiming to signaling pathways of ovarian cancer are reviewed.
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