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[ Abstract]Objective : To investigate the effects of autophagy related protein AtgS and P62 on the process of newborn mice follicu~
lar dysplasia caused by DEHP. Methods ; Adult female Kun Ming mice of six to eight weeks at clean and healthy level were randomly
divided into the control groups(corn oil) and the DEHP groups(30 in each group) without any treatment. The newborns were divided
into the control groups(corn oil) and the DEHP groups. By intraperitoneal injection,the newborns of the DEHP groups were injected
with DEHP at the concentration of 0.62 mg/kg,and the ones of the control groups were injected with the same volume of corn oil.
The newborn mice were injected once a day from bom to S days postpartum. Ovarian tissues of the newborn mice from two groups
were collected. HE staining was used to observe the development of ovarian follicles at all levels. Real-time PCR and Western blot
were employed to detect the expression of follicular developmental marker GDF9 and autophagy related proteins Atg5 and P62.
Results ; Compared with that of control groups,the number of primordial follicles of newbom mice from the DEHP groups decreased sig-
nificantly, and there was no significant difference in the primary follicles number of the newborn mice between the two groups. The re—
sults of Real-time PCR showed the levels of follicular developmental marker GDF9 decreased significantly, butautophagy related
gene Atg5 and P62 mRNA in the newborn mice ovarian tissues from the DEHP group increased significantly. Western blot showed

the expression of autophagy related proteins Atg5 and P62 in
{E& 48 : i£ 248  Email:cqwangyuheng@163.com,

BHEF A A EBLET QS THHBL RS
EX 3
i iEE &4 3 Email ; gao_ru_fei@163.com,
ESTH:AXARAFRLT 3R B (45 .:81300486); ER T
FERLHERAFLASBTE (85 KI1500226), . [Key words]diethylhexy] phthalate ; autophagy ; follicular devel-

R 55 1 B« hetp:/fwoww.cnk.net/kcms/detail/50.1046.2.20160318.0917.002.htm opment; Atg5; P62
(2016-03-18)

the newborn mice ovarian tissues were significantly increased
following DEHP treatment. Conclusion: Atg5 and P62 might play
an important role during the follicular dysplasia process of
newborn mice induced by DEHP.
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Fig.3 Effects of DEHP on the expression of autophagy marker
proteinsAtg5 and P62 (x x s,n=3)
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