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Effect of intrauterine exposure to high androgen on expression of placental nutritional transporter in mice”
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Abstract:Objective To explore the effect of intrauterine exposure to high androgen on the expression of
placental nutrition transporter in mice. Methods The 6 —8 weeks ICR female mice purchased from January
2018 to March 2018 were selected, and the cervical subcutaneously injection of dehydroepiandrosterone
(DHEA,60 mg * kg™' « d”' on 6.5 d after natural fertilization was performed for constructing the experimen-
tal group. The control group was constructed by the injection of corn oil alone. After the mice were sacrificed
at the neck on 18.5 d,the placental and fetal mouse placental specimens were collected to compare the survival
rate,fetal rat body mass,placental mass,placental transport efficiency and target gene mRNA expression level
between the two groups. Results The differences of total implantation and survival numbers between the ex-
perimental group and the control group were not statistically significant (P >>0. 05); the average litter size
and survival rate of the experimental group were lower than that of the control group (P<C0. 05); the differ-
ence of placental transfer efficiency between the experimental group and the control group was not statistically
significant (P>>0. 05); the fetal mouce mass and placenta mass in the experimental group were lower than
those in the control group (P<C0.05); the real-time quantitative PCR method was used to detect the expres-
sion level of glucose transporter mRNA in the two groups of placenta. The results showed that the expression
levels of Slc2al,Slc2a2,Slc2a3,Slc2a9,and Slc2al2 in the two group were down-regulated to varying degrees
(P<C0.05); in the experimental group,the expression levels of Slc38al,Slc38a2,Slc38a4,Slc43a2,Slc7a5,and
Slc7a8 mRNA were down-regulated (P<C0. 05). Conclusion Intrauterine exposure to high androgens can re-
duce placental mass and birth mouse mass,and can also reduce the mRNA expression levels of placental amino

acid transporter and glucose transporter,suggesting that intrauterine exposure to high androgen will affect the
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ability of placental nutrient transport in late pregnancy.
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