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The Protective Effects of Erythritol against Oxidative Damage
Induced by H,O0, in PC12 Cells
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[ Abstract] Objective To investigate the protective effect of Erythritol against the oxidative damage of PC12
cells. Methods We established the oxidative damage cellular model in PC12 cells through H202 treatment. The
protective effect of Erythritol was evaluated by morphological identification, colorimetric MTT assay, leakage of
LDH, and the content of GSH in cells. Results Compared with the model group, Erythritol could reduce the PC12
cells damage induced by H,0,, increased the survival rate (P<0.05) , decreased the release of LDH (P <0.01)
and increased the intracellular GSH content (P <0.01) . Conclusion Erythritol has obvious antioxidant effect in

vitro.
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Fig. 1 The effect of Erythritol on the morphology of PC12 cells after oxidative damage caused by H,O, ( x 200)
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Tab. 1 The effect of Erythritol on the survival of

PC12 cells after oxidative damage caused by

H,0, (x +s)
49 FlE (mg/lL) n FIEE (%)
IEE A - 6 100.0 £ 3.2
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