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Effect of Shenfu Injection on cognitive behaviour and oxidative stress in
B-amyloid protein-induced Alzheimer disease rats model
LI Gui~gqiong s KE Da-zhi
(Department of Gerialricss Second A [ [iliated Hospital, Chongqging Medical University, Chongqing 400010, China)
Abstract: Objective To observe the effect of Shenfu Injection(SF) on cognitive behaviour and oxyradicals in hippocampal and
cortical regions of B-amyloid(AB) protein-induced Alzheimer disease rats model and to investigate the mechanism of Shenfu Injection
for Alzheimer disease. Methods Thirty healthy SD rats was randomly separated into 3 groups(10/group) after training in water
morris water maze. In blank control group,5ul. of distilled water(DW) was injected into each rat via lateral ventricle. 5pL. of AR
was injected intralateroventricularly into each rat in model control group and AR +SF group. SF(10 mg/kg) was injected intraper-
itoneally into each rat in A + SF group. Equal volume of normal saline was injected intraperitoneally into each rat in AB group and
blank group. The administration lasted for 14d with once a day. Latent period value and expression levels of SOD, GSH-PX and
The latent period in AB
+SF group was shortened significantly. The expression levels of SOD.GSH-PX in AR+ SF group were higher than those in the
model group( P<<0. 05). Meanwhile. the level of MDA in AB+ SF group decreased significantly( P<Z0. 05). Conclusion SF could al-

leviate AB-induced oxidative reaction by enhancing SOD and GSH-PX activities and decrease MDA accumulation in brain tissue.

MDA in hippocampal and cortical regions of the rats were observed at 2 weeks after the injections. Results

which might be responsible for the behavioral improvement of Alzheimer disease rats.
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