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[ Abstract ] Objective: To investigate the mechanism of expression of AR, _,, oligomers on AIF in mi-
tochondrion or nucleus. Methods: Cortical neuronal cultures were divided into control and AR, _,,oli-
gomers group. AR, _,, oligomers were prepared using chemically synthetic AR, _,, in vitro (treated by
0.1,0.2,0.5, 1.Opumol/L AR, _,oligomers for 24h) , and detected relative survival rate of neuronal
cells by MTT. Western blotting was used to detect the expression of AIF in neuronal mitochondria and
nucleus. Results: MTT indicated that OD value of AR, _,,oligomers treated group showed decrease in
various degree comparing with control group; with the Af,_,,oligomers as 0.1, 0.2 and 0.5 pmol/L,
relative survival rate of cells were obviously lowered (P <0.05) , while at I wmol/L reached the most
obvious decrease( P <0.01) ;the protein level of AIF in the mitochondria of AR, _,, oligomers group
was significantly lower compared to control group (P <0.05 or P <0.01) , while the protein level of
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AIF in the nucleus was significantly increased (P <0.05 or P <0.01). Conclusion:; It is possible

that AB, _,,oligomers caused apoptosis of rats neuronal cell via AIF induced Caspase independent cell

apoptosis pathway. The mechanism is possible to be relevant with AR, _,, oligomers enhancing AIF

translocation from mitochondrial to nuclear.

[ Key words ] cell apoptosis; Alzheimer’ s disease; cells; neuron; rats, Sprague-Dawley; apoptosis-

inducing factor; AR, _,, oligomers
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Identification of AR, _,,oligomer with

western blotting
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Fig.3  Expression of AIF in mitochondria and nucleus
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