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(Abstract] Objective To study the regulation of Erchen Decoction on nuclear factor-kappa-B (NF-kB) and NOD-like receptor

protein 3 (NLRP3) mediated inflammatory response in ovaries of rats with polycystic ovary syndrome (PCOS), and to discuss the
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significance. Methods Adult female SD rats were randomly divided into blank group, PCOS group, Erchen Decoction group, and
metformin group. Blank group was given normal feeding while PCOS group, Erchen Decoction group, and metformin group were all
given letrozole by gavage combined with high—fat diet to establish PCOS model. After modeling, blank group and PCOS group were
given normal saline by gavage, while Erchen Decoction group and metformin group were given corresponding drugs by gavage
respectively for a total of 30 days. The ovarian histomorphological changes were detected by hematoxylin and eosin (HE) staining,
while the levels of serum luteinizing hormone (LH), follicle stimulating hormone (FSH), estradiol (E2), testosterone (T), anti mullerian
hormone (AMH), total cholesterol (TC), triglyceride (TG), fasting blood glucose (FBG), fasting insulin (FINS), C-reactive protein (CRP),
interleukin-1p (IL-1B), interleukin-6 (IL-6), and tumor necrosis factor-a (INF—o) were determined by kits. Then the insulin resistance
index (HOMA-IR) was measured. And the expression levels of toll-likereceptor 4 (TLR4), NF-kB, NLRP3, ASC, and cysteinyl
aspartate specific proteinase—1 (Caspase—1) in ovarian tissue were measured by Western blot. Results In rats of PCOS group, there
were a large number of expanded follicles and atresia follicles but no dominant follicles, and the corpus lutea decreased. The levels
of serum LH, T, AMH, TC, TG, FBG, FINS, CRP, IL-1B, 116, and levels of TNF-o, LH/FSH ratio, and HOMA-IR were higher than
those of rats in blank group, so were the expression levels of TLR4, NF—kB, NLRP3, ASC, Caspase—1 in rat ovarian tissue (P<0.05),
while the levels of serum FSH and E2 were lower than those of rats in blank group (P<0.05). There were follicles at all levels and the
corpus lutea increased in rat ovarian tissue in Erchen Decoction group and metformin group. In these two groups, the levels of
serum LH, T, AMH, TC, TG, FBG, FINS, CRP, IL-1B, IL-6, and levels of TNF-c, LH/FSH ratio, and HOMA-IR were lower than
those of rats in PCOS group, so were the expression levels of TLR4, NF—«B, NLRP3, ASC, and Caspase-1 in rat ovarian tissue,
while the levels of serum FSH and E2 were higher than those of rats in PCOS group (P<005). Conclusion Erchen Decoction can
significantly improve the ovarian morphological features and relieve endocrine disorders in rats with PCOS. Meanwhile, it can reduce
inflammation and inhibit NF—xB and NLRP3 mediated inflammatory response in the ovarian tissue.
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