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Effect of Curcumin on Neuron Apoptosis in the Hippocampus Area CAl of Alzheimer’s Disease Model Rats. Ye Maosheng, Pan Feng,
Zhou Yong ,et al. Department of Gerontology, Hospital of Integrated TCM and Western Medicine of Zhejiang Province , Zhejiang 310003 ,
China

Abstract Objective To investigate the effect of curcumin on the ability of learning and memory, neuron apoptosis in the hippo-
campus area CAl of Alzheimer’s disease model rats. Methods Forty five Sprague — Dawley rats were assigned into 3 groups. Rats in the
sham — operated group(NS) were injected with normal saline. Rats in the AR group( AB) and curcumin group (RG) were injected with
AB, _,,. Rats in the curcumin group were feeded with curcumin solution for 30 days consecutively. The Morris water maze was used to in-
vestigate the ability of learning and memory in the rats. The apoptotic neurons in hippocampus area CAl were detected by TUNEL method.
Results  Curcumin can shorten the incubation period of experimental rats testing in water maze. The number of TUNEL positive neuron in
hippocampus area CAl of curcumin group(24.63 +3.28)is obviously lower than the AR group(45.92 £2.71), the difference between
the two groups is statistically significant (P <0.01). Conclusion  Curcumin can ameliorate the learning and memory ability of AD rats.
Curcumin can reduce the AR — induced apoptosis in the hippocampus area CAl of Alzheimer’s disease model rats.
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