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Research Progress of the Pathogenesis of PCOS with Autoimmune
Thyroid Disease and TCM Therapy

CHEN Xiurong', LI Kangmei', LIU Qianjing', LI Mingxing', HUANG Yulin', BAI Lin', WU Yuanyuan’, HE Guozhen'®
1 College of Basic Medicine, Guangxi University of Chinese Medicine, Nanning 530001, China;
2 Ruikang Hospital Affiliated to Guangxi University of Chinese Medicine

Abstract The pathogenesis of PCOS with autoimmune thyroid disease is discussed from endocrine factors,
genetic and environmental factors, it is believed that the increase of body mass index (BMI), insulin resistance
(IR), abnormal lipid metabolism and the changes of autoimmune function are the common pathogenesis of the two
diseases. TCM therapy for the disease focuses on the insufficiency of natural endowment, liver depression and Q:

stagnation, phlegm damp stagnating and obstructing, and explores the relationship between two kinds of diseases.
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