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Sudy on Damage and Mechanism of Mitochondria of Neurons Induced by A 31- 35
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Abgract: Objective To gudy the damege of mitochondria of neurons induced by A331-35 and explore its posible
mechanian. Method Cerebrd cortexes o neamtorn 24 h Widar rats were dissected to get neurons for primary cuture. The
neurons were planted into 2 mi culture plate a a dengty of 2 x 10°cells/mi to grow for 48 h. Then, B 31-35 and /B 2535 were
reoectively added into the medium to egtablish mitochondria damaged nodd of neurons. After treating neurons with A3 31-35 or
M 2535 for 24 h, the mitochondrial permeability trandtion pore (PTP) of neurons was invedigated by flow cytometry. The
relaive vadue of GSH/GSSGin mitochondria of neurons was measured by assay kit ; Corfoca microsoopy was used to detect the
level of reactive oxygen ecies (ROS) . Each experiment was repeated 3 times.  Results  Comparing with cortrol group , A8 31-
35 and 8 25-35 treatment group caused significant decrease of the mitochondrial membrane potentiad ( P <0.05) and the rdative
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vaued GSH/GSSG (P <0.01). The digribution of peaks of forward scatter (FSC) and dde scater (SC) shifted from low
channdl to high channd. It was indicated that mitochondria svelled and characters of partide changed. /8 31-35 and A 25-35
increased the level of ROSin neurons and there was datigtic sgnificance when they were conpared with the cortrol group ( P <
0.01) . Condusion Both A3 31-35 and A8 25-35 could induce the toxicity of mitochondriadf neurons, and its mechanism might
be rlated to oxidative damage of mitochondria of neurons induced by /8 .
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