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Protective Effect of Hydrogen Sulfide on MPP *-Induced Oxidative
Stress Damage in PC12 Cells

YIN Wei-Lan,HE Jian-Qin, TANG Guo-Hua,et al
( Department of Physiology , University of South China ,Hengyang ,Hunan 421001 ,China)

Abstract : Objective  To study the protective effect of hydrogen sulfide( H,S) on rat PC12 cells oxidative stress dam-
age induced by 1-Methyl 4-phenylpyridiniumion( MPP " ) in vitro. ~Methods Using MPP* induced PC12 cells damage as
the cell model of Parkinsons disease ; The viability of PC12 cells was observed by 3-(4,5-dimethylthiazol-2-yl) -2 ,5-diphe-
nyltetrazolium bromide( MTT ) assay ; The transudation content of lactate dehydregenase (LDH ) was measured by colorimet-
rically ; The level of malondialde-hyde ( MDA ) in supernatant-conditioned media was monitored by thiobituric acid reaction
(TBA). The level of reactive oxygen species( ROS)in PCI2 cells was tested by dihydrohodamine 123 stain FCM ; Sodium
hydrosulfide (NaHS) was used as H,S donor. Results NaHS(200 and 400 pmol/L) dose-dependently blocked the inhi-
bition of cell viability induced by MPP* ;400 wmol NaHS significantly inhibited the loss of LDH, the overproduction of
MDA and ROS in PC12. Conclusion  H,S has the protective effect on PC12 cells oxidative stress damage induced
by MPP*.
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