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Research progress on pharmacological effects of triptolide in prevention and
treatment of endometrial cancer
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Department of Obstetrics and Gynecology, Second Affiliated Hospital of Nanjing Medical University, Nanjing 210000, China

Abstract: Endometrial cancer is a common malignant tumor of the female reproductive system. At present, the clinical treatment of
endometrial cancer mainly includes chemotherapy, steroids, and targeted therapy. Triptolide is an epoxy diterpenoid lactone extracted
from Tripterygii Radix et Rhizoma, and can limit the growth of endometrial cancer and exert effective anti-tumor activity by inhibiting
tumor cell proliferation, promoting tumor cell apoptosis, inhibiting tumor cell invasion and metastasis, inhibiting tumor angiogenesis,
overcoming chemotherapy resistance. This article summarizes the pharmacological research progress of triptolide in prevention and
treatment of endometrial cancer, providing reference for the clinical prevention and treatment of endometrial cancer with triptolide.
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