P BERER A4 (A SRR ) 533 B9 T
-932- ACTA UNIVERSITATIS MEDICINALIS NANJING (Natural Science) 201347 A

B4 Aa/t FE-10 Xt X A EE S8 /R RS BRER K REERFER

B k£ F GOE FR—fer

(BB RFESGEAEMER T4 BE 226001)

[ E] B89 WEAME T E40H0 R -10(IL-10) FUk BEXT T /R 2 BRI (Alzheimer’ disease , AD )RR FAT 22 F1 43 14
BCE R R ERT, FFERT HBL 7535 : SD R B Eh e 1326 X FH R (okadaic acid ,0A) & TL-10 €57 AD #5870 FI7K & B G
R EUHERETRRIYT s T Western blot J7 K i o 5 3 b 2R FAWERR IR 2A (protein phosphatase 2A,PP2A)  FIFERI A 2 FIHT 14
(amyloid precursor protein, APP ) B FR3AHE ; FI T A MU A S 7 22 Btk L At i P i) CDA 4%k 5 CDS4HMIAR A LB, Z55R . K
SR 5T OA J5 , Sl A4 /K Rk 5 kv DR S0 I TE] 1, LR R B O A ZHL 7K 2 B b i s ARSI I TR B4 R IR BE OA 28 98 S
PP2A FE IR T, HEEE OA WRBERIIITR %) PP2A 25 FRIA RN IR s , APP 25 (1 RSk HT 98, ELREAE OA WREE 9
R, X APP 8 I RIRAYHGIRAE ST . 1L-10 5 OA TR AR U 5, Sy 7K ok B kv R 3 (o] B A T35 OA 1Y
AD BRI 1L-10 BERS AL OA SRR PP2A 2R FRIAIAD X5t OA SHER) APP 25 FZIAHEAN; IL-10 AT{E OA W5 Ay CD4*
/CD8HE BN RIS K . B8 KBS 20 5T OA AIE SR RU™AE AD FEZE BRI AT 755 AD 530 1L-10 ] LA i
OA GBI AD BERTAS, 1110 SR R 5 MR e i B A 3

[ W SHEIRT P I 2B RRAS 2 FEBY IR VA 1 ATIOA %10,CD4 /DS

[hE>2ES] R749.16 [CEfPRER] A [XEHS] 1007-4368(2013)07-932-05
doi: 10.7655/NYDXBNS20130716

Interleukin-10 prevents rats from okadaic acid-induced Alzheimer’s disease
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[Abstract] Objective:To explore the protective effects of interleukin-10 (IL-10) pretreatment on the behavioral and molecular
biochemical changes of Alzheimer’disease (AD) rat models and its possible mechanism. Methods:;Okadaic acid (OA) was
microinjected into the hippocampus of rats to establish the AD rat models. The escape latency of rats was tested by water maze.
Western-blot method was used to detect the expression of protein phosphatase 2A  (PP2A) and amyloid precursor protein  (APP) in
the hippocampus. Simultaneously,the ratio of CD4* cells to the CD8* cells in the mesenteric lymph node cells was examined by
flowcytometry. Results:The latent period in water maze of rats that were injected with OA in the hippocampus was significantly
increased,and the latent period of the rats with high concentration of OA injection was longer than that of the rats with low
concentration of OA injection. The PP2A protein expression in hippocampus after the OA injection was down-regulated,and the
inhibitory effect of OA on PP2A protein expression was enhanced as the OA concentrations increased. Conversely, APP protein
expression in hippocampus was increased with the elevated concentrations of OA injected in the hippocampus. After IL-10 and OA
were injected into the rat hippocampus respectively,the latent period of water maze was significantly lower than that of the AD rats
only with the OA injection. 1L-10 reversed the inhibitory effect of OA on PP2A expression and alleviated the augument of APP;
furthermore, IL-10 reversed the increasing of CD4*/CD8* induced by OA and caused the CD4*/CD8"* return to the control level.
Conclusion: AD-like changes can be induced by the microinjection of OA into the hippocampus. 1L-10 can reverse the AD-like
changes induced by OA,and the effects of IL-10 are dose-dependent and also closely related to its inhibition of inflammatory reaction.
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Figure 2 The PP2A and APP protein expression after the OA injection
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