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Expression Levels of Cd24a and Prostaglandin Metabolism Related Enzymes
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ABSTRACT Objective: The purpose of this research is to study the expression levels of Cd24a molecules and prostaglandin
metabolism related enzymes in ovarian granular cells of polycystic ovary syndrome (polycystic ovary syndrome, PCOS) mouse mode.
Methods: Twenty female C57BL/6 mice were randomly divided into the control group (normal mice) and the experimental group
(dehydroepiandrosterone was used to establish PCOS mouse model), with 10 mice in each group. Control group was given sesame
oil solution (0.1 mL/100 g). In the experimental group, dehydroepiandrosterone (6 mg/100 g) combined with sesame oil solution
(0.1 mL/100 g) was injected subcutaneously in the neck for 20 days. Ovarian histopathological changes were observed by hematoxylin-
eosin staining. mMRNA expression levels of Cd24a molecule and prostaglandin metabolism related enzymes in mouse ovarian granule cells
were detected by real-time fluorescent quantitative PCR. Results: The body weight of the experimental group was significantly higher
than that of the control group (P<0.05). The ovary of the experimental group showed polycystic changes, the number of granulosa cells
decreased, the number of atresia follicles increased, and the diameter of atresia follicles was significantly larger than that of the control
group. mRNA expression levels of Cd24a molecule and prostaglandin metabolism related enzymes in the experimental group were
significantly different than those in the control group (P<0.05). Conclusion: Abnormal expression of Cd24a molecule and prostaglandin
metabolism related enzymes in ovarian granulosa cells of PCOS mice suggested that Cd24a molecule was associated with PCOS disease.
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Fig. 1 Comparison of body weight between experimental and control mice
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Fig. 2 HE staining of ovarian tissue in mice of the experimental group and

control group. The number marked on the right is the magnification of the

objective lens
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Fig. 3 The expression of Cd24a and prostaglandin metabolism related enzymes in granulosa cells of experimental and control mice were compared.

Oh: Mouse ovarian granulosa cells were isolated at Oh after induction with hCG;

3h: Mouse ovarian granulosa cells were isolated at 3h after induction with hCG.
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