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[ABSTRACT] Aim To explore the wle of heatshock proteim 90 n protective effect of hydrogen sulfide agamst
H9C2 cardiac cells njuries induced by cobalt chloride M ethods HO9C2 cells were exposed to cobalt chloride at dif
ferent doses to set up the chem ical hypoxia-induced cardiomyocyte mjurymodel  Sodim hydrosulfide ( a hydrogen sulfide
donor) was added mnto cellmedim for 30 m n before cobalt chloride treament  Cell viability was tested by using cell
counter kit-& M orphological changes in apoplotic cardiamyocytes were detected by H oechst 33258 staining and photofluo-
rography ~ The expression of heat-shock protein 90 was evaluated by W estem blot Results HO9C2 cell viability was
mhbited by cobalt chloride at the concentrations fran 600 to 1000 Pmol/L. for 24 h n a dose-dependentm anner ~ Pre-
tream ent w ith 400 Hmol/L. sodum hydrosulfide 30 m in before exposure to cobalt chloride significantly blocked the cardio-
myocyte cell injuries induced by cobalt chloride at 60Q 800 and 1000 Pmol/L respectively leading to an increase in cell
viability H eat-shock protem 90 expression was upregulated after treament with 400 Hmol/L sodim hydrosulfide for 30
miy peaking at6 h to 9h retuming to the basal level at 18 h  17-allylan mo-17-dem ethoxygeldananycin (2 Pmol/L), an
mhbitor of heat-shock protein 90 not only enhanced H9C2 cells mjury induced by cobalt chloride but also obviously
blocked the nhibition of hydrogen sulfide on cobalt chloride-induced cardiamyocyte damage reducing viability ofH9C2
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celly increasing number of apoptotic celly which didn’ t dam age HOC2 cells alone

Conclusion H ydrogen sulfide

can protectH9C2 cells agamst cobalt chloride-mduced mjury and upregulate expression of heat-shock protem 90 17-allyk

an no-17-dem ethoxygeldanan ycin not only mcreases cobalt chloride-induced H9C2 cell mjury but also significantly mnh b-

its the cardioprotection of hydrogen sulfide suggesting that heat-shock protein 90 m ay m ed iate the cardioprotective effect af-

forded by hydrogen sulfide
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