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Protective Effects of Lentinan on H, O, -induced Oxidative Damage in Primary Cultured Rat Cortical

Neurons

LU Aimei, YU Tian-gui (1. Jinan Infctious Disease Hospital, Jinan 250021, China; 2. Shandong Medical Colledge, Jinan

250002, Chian)

ABSTRACT: OBJECTIVE To investigate the protective effects of lentinan ( LNT) on H, O,-induced oxidative damage in primary

cultured rat cortical neurons, and to explore the possible mechanisms. METHODS Cortical neurons of newly bom mtwer cultured in

vitro. The protective effects of LNT on H, O, -induced oxidative damage were observed. RESULTS Exposure of rat cortical neurons to
H, O, led to not only increased the cell death, the efflux of LDH, the content of NO and the production of MDA but also decreased the
activity of SOD in rat cortical cells. These changes were reversed by 24 h pretreatment with LNT significantly. CONCLUSION  These

results suggest that LNT prevent H, O, -induced oxidative damage and it maybe attribute to its effect of antioxidation.
KEY WORDS: lentinan ( LNT) ; hydroperoxide ( H, O, ) ; oxidative stress; antioxidation
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