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The role of autophagy in behavioral changes and hippocampal

PSD - 95 protein expression in autism model rats
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Abstract Objective To observe the expression of synaptic associated proteins in autistic rats before and after au—
tophagy intervention and to explore the mechanism of autophagy in synaptic development of autistic rats. Methods

Wistar rats were given a peritoneal injection of sodium valproate ( VPA) 12.5 d ( E12.5) after maternal preg—
nancy intervention and the offspring was autism model group. The same method was used to inject the same dose
of saline in pregnant rats E12. 5 the offspring of normal group. The self-grooming test and three-chamber sociabili-
ty test were to verify the success of the model. And then on P35-42 30 autism models were randomly divided into
three groups autophagy enhancement group( Rap group) intraperitoneal injection of rapamycin( 5 mg/kg) auto—
phagy inhibition group( 3-MA group) intraperitoneal injection of 3-methyladenin( 5 mg/kg) model group intrap—
eritoneal injection of equivalent volume of vehicle. The self-grooming test and three-chamber sociability test were
used to compare the changes of social behavior before and after autophagy intervention. Western blot was used to
detected the expression of autophagy and synaptic associated proteins before and after autophagy intervention. Re—
sults (D The model of autism was established successfully. Compared with the control group the grooming time of
the model was significantly prolonged( P <0.01) and the lack of social communication ability and preference for
social novelty. Compared with the model group( post-treatment) the grooming time of the Rap group was decreased
(P <0.01) and the 3-MA group was prolonged( P <0.01) the social communication ability of the Rap group was
improved and the 3-MA group was worsened. (2) Compared with the control group the expression of LC3-II ( P <
0.05) and Beclin 1 ( P <0.05) was decreased and the expression of PSD-95 ( P <0. 05) was increased in the hip—
pocampus of the model group on P42. Compared with the model group( post-treatment) the expression of LC3-II
(P <0.05) and Beclin 1( P <0.05) was increased and the expression of PSD-95( P <0. 05) was decreased in the
Rap group while the 3-MA group was opposite. Conclusion FEnhanced autophagy can regulate synaptic develop—
ment in autism rats enhanced autophagy may be a potential therapeutic strategy.
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