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The mechanism of 6-hydroxy- H-indazole’ s neuroprotection from
MPP " -induced apoptosis of SH-SY5Y cells

Liang Xiaofeng' Zhu Wenting” Rao Jinjun' et al
( 'Institute of Clinical Pharmacology of School of Pharmaceutical Sciences Southern Medical University
Guangzhou 510515; > Dept of Pharmacy Xinyu People’ s Hospital in Jiangxi Province Xinyu 338000)

Abstract Objective To investigate the mechanism of 6-hydroxyd H-indazole” s neuroprotection from 1-methyl-4—
phenylpyridinium( MPP ") -induced apoptosis of SH-SY5Y cells. Methods The model of Parkinson’ s disease in
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vitro was built through SH-SY5Y cells’ s exposure to 200 wmol /L. MPP ™. Cultured SH-SY5Y cells were respective—
ly exposed to 200 pwmol /L MPP* and 200 pmol /L MPP* combined 0.1 wmol/L 6-hydroxyd H-indazole then the

variations of activity of glycogen synthase kinase33( GSK-3)

were determined by Western blot. Results 200 wmol/L MPP" increased the activity of GSK33 CDK5 and

cyclin dependent kinase 5( CDK5) and caspase-3

caspase3 in SH-SY5Y cells. 200 wmol/L. MPP " combined 0. 1 pmol /L 6-hydroxyd H-indazole inhibited the activ—
ity of GSK3B CDKS5 and caspase-3 in SH-SYSY cells. Conclusion 6-hydroxy- H-indazole decreases the activity
of GSK3B CDKS5 and caspase3 to protect SH-SY5Y cells from MPP* -induced toxicity.
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