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Expression of SOX9 mRNA and PPARY mRNA in serum of patients with polycystic ovary
syndrome and their relationship with disease severity and prognosis”
LI Pei .MU Dan .CHEN Liping .CAO Yang

Department of Obstetrics and Gynecology »Jianli People’s Hospital s Jianli s Hubei 433300,China

Abstract: Objective To investigate the relationship between expression levels of sex-determining region
Y-box 9 (SOX9) messenger RNA(mRNA) and peroxisome proliferator-activated receptor Y (PPARY) mRNA
in serum of patients with polycystic ovary syndrome (PCOS) with disease severity and prognosis. Methods A
total of 102 patients with PCOS who were hospitalized in Jianli People’s Hospital from March 2018 to January
2020 were selected as the PCOS group, at the same time, 99 healthy women were selected as the control
group. According to whether the patients were infertile within one year after discharge,they were divided into

good prognosis group (66 cases were pregnant within one year after discharge) and poor prognosis group (36
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cases were infertile within one year after discharge) ;according to the types of PCOS patients, they were divid-
ed into:type A group [anovulation or rare ovulation (O) + biochemical and clinical manifestations of elevated
androgen level (HA) + polycystic ovarian change (P)1 23 cases.type B group (O + HA) 27 cases,type C
group (HA -+ P) 26 cases,and type D group (O + P) 26 cases. The levels of serum SOX9 mRNA and
PPARY mRNA were detected by real-time fluorescence quantitative PCR (qRT-PCR)]. The levels of fasting
insulin (FINS) , fasting blood glucose (FPG) ,follicle stimulating hormone (FSH) ,testosterone (T) and estra-
diol (E2) were detected by automatic biochemical analyzer. Pearson method was used to analyze the correla-
tion between serum SOX9 mRNA,PPARY mRNA and T,BMI, FINS levels. Multivariate Logistic regression
BMI,FINS and T levels in PCOS group

were significantly higher than those in control group,the differences were statistically significant (P<C0. 05).

analysis was used to analyze the prognostic factors of PCOS. Results

The levels of serum SOX9 mRNA in control group,type A group,type B group,type C group and type D
group were decreased in turn,while the levels of PPARY mRNA were increased in turn, the differences were
statistically significant (P <C0. 05). There was a negative correlation between serum SOX9 mRNA and PPARY
mRNA level in PCOS patients (r=—0. 649, P<(0. 05) ; SOX9 mRNA level was negatively correlated with T,
BMI and FINS (+=—0.498,—0.512,—0.523,P<C0. 05) ; PPARY mRNA level was positively correlated with
T,BMI and FINS, the difference was statistically significant (+=0.502,0.476,0.517,P<C0. 05). The level of
SOX9 mRNA in poor prognosis group was significantly lower than that in good prognosis group,while levels
of PPARY mRNA,T,BMI and FINS were significantly higher than those in good prognosis group,the differ-
ences were statistically significant (P<C0.05). PPARY mRNA was an independent risk factor of infertility in
PCOS patients (P<C0. 05) , while SOX9 mRNA was a protective factor of infertility in PCOS patients (P <<
0.05). Conclusion The level of serum SOXY is decreased and the level of PPARY is increased in PCOS pa-
tients,and both of them are certainly related to the condition and prognosis of PCOS patients.
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