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Abstract: This study was aimed to establish and evaluate obese polycystic ovary syndrome (PCOS) rat model.
Rats were randomly divided into the blank control group, high—fat model group, insulin (INS) combined human
chorionic gonadotropin (HCG) model group, and INS combined HCG plus high fat emulsion model group. The obese
PCOS rat model was induced by subcutaneous injection of INS and HCG on the nape, respectively. The intragastric
administration of high fat emulsion was also used in the PCOS rat model establishment. The estrous cycle of rat
was monitored. The detection was also made the weight increasing rate of rats, luteinizing hormone (LH), follicle—
stimulating hormone (FSH), estradiol (E,), testosterone (T), high—density lipoprotein (HDL), low density lipoprotein
(LDL), triglyceride (TG), cholesterol (TC), fasting plasma glucose (FPG), fasting insulin (FINS), 2 h blood glucose
and 2 h INS. Calculation was made on the HOMA index, related viscera index and bilateral ovaries HE staining. The
results showed that when INS combined HCG improved method (INS combined HCG plus high fat emulsion model

group) rats were sacrificed, the body weight, weight increasing rate, ovary viscera index, T, LH, and HOMA index
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were significantly higher than that of the blank control group, high—fat model group and INS combined HCG model
group (P < 0.05, P < 0.01); HDL was significantly decreased (P < 0.05, P < 0.01). FPG, FINS, and 2 h INS of the
INS combined HCG improved method group were significantly higher than that of the high—fat model group (P <
0.01). It was concluded that INS combined HCG improved method was one of the ideal animal model establishment
methods in the pathogenesis study of PCOS.
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