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Study on therapeutic effect of quercetin on polycystic ovary syndrome and its related mechanism
XU Haipeng', XU Shuying', ZHANG Miao', DU Yao', SONG Shunji', WANG Lina*, ZHANG Yang’

1. First Clinical College of Liaoning University of Traditional Chinese Medicine , Shenyang, Liaoning 110847, China;
2. Department of Obstetrics and Gynecology , Affiliated Hospital of Liaoning University of Traditional Chinese Medicine,
Shenyang , Liaoning 110032, China

Abstract: Polycystic ovary syndrome is a common reproductive endocrine disorder in women of childbearing age. Current therapies are usually only
used to control its signs and symptoms, but can’t completely prevent its complications. Quercetin is the main active substance of traditional Chinese
herbal medicines with the functions such as tonifying the kidney and nourishing blood, fortifying the spleen and resolving phlegm, and has great
potential in the treatment of polycystic ovary syndrome. Literature review in recent years shows that the therapeutic effect of quercetin on polycystic
ovary syndrome is mainly manifested in improving insulin resistance, relieving hyperandrogenism, abnormal glucose and lipid metabolism, anti-
inflammatory and anti-oxidation, and quercetin has positive effects on ovarian histomorphology, follicular formation and luteinization. These functions
may depend on its own special structure and regulation of adenosine monophosphate-actived protein kinase (AMPK) , glucose transporter type 4
(GLUT4), nuclear factor-kB (NF-kB) and other related pathways.
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