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Establishment and evaluation of a rat model of polycystic ovary syndrome with the tendency of ovarian
hyperstimulation syndrome induced by testosterone propionate and human chorionic gonadotrophin
LIU Xia',TANG Zhiming' , YANG Meichun’
(1. Zhaoqing Medical College ,Zhaoqing 526020, Guangdong , China;
2. Guangxi University of Chinese Medicine , Nanning 530001 , Guangxi, China)

[ Abstract] Objective:To establish a rat model of polycystic ovary syndrome (PCOS) with the tendency of
ovarian hyperstimulation syndrome ( OHSS) , and to evaluate the modeling method. Methods: A total of 60 female
young Sprague—Dawley rats were divided into experimental group with 48 rats and blank control group with 12
rats. The rats in the experimental group were given subcutaneous injection of testosterone propionate and neutral tea
oil at the neck and back to establish a model of PCOS,and those in the blank control group were given the injection
of neutral tea oil ,for 20 consecutive days. After successful modeling,41 rats were randomly divided into PCOS con-
trol group with 10 rats,high—dose human chorionic gonadotrophin (hCG) model group (high—dose hCG group)
with 11 rats, middle—dose hCG model group (middle—dose hCG group) with 10 rats, and low—dose hCG model
group (low—dose hCG group) with 10 rats. The high—, middle—, and low—dose hCG groups were given subcutaneous
injection of 0. 9% sodium chloride injection and high—, middle—, and low—dose hCG,respectively, at the neck and
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back ,and the blank control group and the PCOS group were given injection of 0. 9% sodium chloride injection, for 9
consecutive days. The groups were compared in terms of body weight, pathomorphological changes of the ovary, ovary
index , maximum cross—sectional area of the ovary, ascites score, content of Evans blue (EB) in the abdomen,and
the serum level of estradiol (E,). Results:The rats in the model group had increases in ovarian volume , maximum
cross—sectional area of the ovary,E, level,and capillary permeability in the abdomen and a reduction in ovary in-
dex ,with the presence of multiple follicular cysts and corpus luteum cysts in the ovary. There were significant differ-
ences in all indices between the blank control group and the high—dose hCG group ( P<0. 05) ;there were signifi-
cant differences in all indices except ascites score between the blank control group and the middle—dose hCG group
(P<0.05) ;there were significant differences in all indices except ascites score and ovary index between the blank
control group and the low—dose hCG group ( P<0.05). There were significant differences in ovary index , maximum
cross—sectional area of the ovary,EB content in the abdomen,and the serum level of E, between the high— and mid-
dle—=dose hCG groups and the PCOS control group ( P<0.05) ,and there were significant differences in ovary index,
maximum cross—sectional area of the ovary,and the serum level of E, between the low—dose hCG group and the P-
COS control group (P<0.05). Conclusion ; Testosterone propionate combined with middle—dose hCG and induce a
rat model of PCOS with OHSS tendency,and this model shows pathomorphological changes of the ovary,increased

capillary permeability in the abdomen,and a significant increase in the serum level of E,, without the presence of

marked ascites,which are similar to the changes in patients with PCOS with OHSS tendency.
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