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[Abstract] Objective To study the regulation mechanism of Notch signaling pathway on autophagy in
the pathogenesis of polycystic ovary syndrome (PCOS) in rats. Methods The PCOS rat model was estab-
lished by gavage of letrozole 200 pg/d. The experiment was divided into the control group,the letrozole inter-
vention group (200 pg/d),the Jaggedl + letrozole treatment group (200 pg/d). The changes of serum levels
of estradiol (E2) and follicle-stimulating growth hormone (FSH) in each group were observed after successful
modeling at 21 d. HE staining was used to detect the morphological changes of ovaries in each group. Western
blot was used to detect the expression changes of autophagy related proteins LC3 and Beclinl , mTOR signa-
ling pathway and Notch signaling pathway in ovarian tissues of each group. Results Compared with the con-
trol group,the serum levels of E2 and FSH in the PCOS group were significantly reduced,and the changes in
ovarian histomorphology were obvious. The model group presented pathological changes, with less luteal
structure,a large number of expanded follicles,sparse arrangement of granulosa cell layers,no presence of ra-
diative corona and oocytes,and hyperplasia of ovarian stromal cells. Western blot analysis showed that the ex-
pression levels of autophagy-related proteins Beclinl and LLC3 increased in the PCOS model group. Notch sig-
naling pathway was also inhibited, and both Notchl and Hesl proteins were under expressed in the model
group. Treatment with Jaggedl,an activator of Notch signaling pathway,can improve the pathological changes
of PCOS,and reduce autophagy in ovarian tissues. Conclusion The changes of autophagy mediated by Notch
signaling pathway participate in the pathological process of PCOS induced by letrozole.
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