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Abstract ; In this study, the effect of allicin on the expression of TNF-a in the brain of transgenic mice was investigated

by immunofluorescence , Western blot and Real-Time PCR assays. It was found that the expression of TNF-a in APP/PS1

transgenic mice increased compared with the wild-type mice. These results suggested that there were inflammation reac-

tion in APP/PS1 transgenic mouse brain,but the expression of TNF-« in allicin treatment group was significantly lower

than that in APP/PSI1 transgenic mice. These results prompt that there were inflammation reaction in APP/PSI transgen-

ic mouse brain. TNF-a expression in allicin treatment group was lower than that in APP/PS1 transgenic mice.
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Fig. 1  Effect of allicin on TNF-a expression in the cortex of APP/PSI transgenic mice
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Fig. 2 Effect of allicin on the TNF-a expression in APP/PSI transgenic mice
T : A Western blot JEA6: =20 /NI N TNF-ar 2 11 7K P 19 #3572 4k ; B Real-Time PCR 45 5 AT APP/PST 4% B DA /1N B i 4 41 vh
TNF-o f& mRNA JKPIR3K8#05,  * P <0.01,"P <0.05
Note : A. Western Blot method was used to detect the expression of TNF-q in mice from three groups;B. The effect of allicin on the expression of TNF-

a detected by Real-Time PCR in the APP/PSI transgenic mouse brain, * * P <0.01,*P <0.05
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