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[ Abstract) Objective

(ser202) phosphorylation in a rat model of Alzheimer’s disease (AD).

To study the effect of high-cholesterol diet on neuronal loss and Tau
Methods Twenty rats were
randomized into high-cholesterol diet+AD group, standard diet+AD group, high-cholesterol diet+PBS
group, and standard diet+PBS group. In the former two groups, amyloid-f peptide (AB,.) was injected
into the right dentate gyrus of the hippocampus to establish experimental AD, and PBS was injected
instead in the latter two groups. Corresponding feed was administered in the 4 groups as indicated. The
hippocampal neuronal loss in the rats was assessed using Nissel staining, and the level of Tau (ser202)
phosphorylation was estimated with immunohistochemistry. Result The rats in cholesterol+AD group
exhibited serious neuronal loss at the rate of 30.9%=+4.6%, which was significantly higher than those in
standard diet+AD group (22.7%=+1.9%), cholesterol+PBS group (7.0%+1.5%), and standard diet+PBS
group (5.4%=1.1%). The numbers of Tau-positive cells in the dentate gyrus in the 4 groups were 65.5+
6.2, 48.8+4.8, 22.5+3.1, and 12.7+1.7, respectively.

neuronal loss and enhances Tau (ser202) phosphorylation in the dentate gyrus in AD rats.

Conclusion High cholesterol diet aggravates
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Fig.1 Nissle staining for observing neuronal loss in the dentate gyrus of the rats in different groups(x100)
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Tab.1 Effect of high-cholesterol diet on hippocampal neuronal
loss rate in the AD rats (Mean+SD)
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Tab.2 Effects of high-cholesterol diet on (Pser202)Tau in the
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Fig.2 Immunohistochemistry for (Pser202)Tau in the dentate gyrus of the rats (x40)  Fig.3 Immunohistochemistry for

(Pser202)Tau in the cerebral cortex of the rats(x40)
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