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NaHS induces neuroprotection against cerebral ischemia reperfusion injury by inhibiting Nox4 and p22phox expressions in
cerebral tissues in mice

HUANG Tan, HUANG Shu—lan, CHEN Qian—xue. Department of Neurosurgery, Renmin Hospital, Wuhan University, Wuhan 430060,
China

[Abstract] Objective To investigated the effect of NaHS on cerebral tissues injured by ischemia—reperfusion (IR) injury.
Methods One hundred and five mice were randomly divided into three groups i.e. Sham group (n=15), IR group (n=45), NaHS treatment
group (n=45) in which the animals received intraperitoneal injection of 100 wmol/kg NaHS 30 minutes before and 24 and 48 hours after
IR. The animals in IR and NaHS groups were randomly divided again into 3 subgroups respectively according to the time to sacrifice the
animals. The neurological deficit scale was performed before sacrificing the animals in all the groups. The volumes of infarct cerebral
tissues were determined. The expressions of NADPH oxidase 4 (NOX4) and p22p hox mRNA and proteins in the injured cerebral tissues
were determined respectively by real-time PCR and western blot. Results The levels of Nox4 and p22p hox expressions in the injured
cerebral tissues and the neurological deficit scale scores were significantly higher in IR group than those in NaHS group respectively 24,
48 and 72 hours after IR injury (P<0.05), where were significantly higher respectively than those in sham group (P<0.05). The volumes of
infarct cerebral tissues were significantly bigger in IR group than those in NaHS group respectively 24, 48 and 72 hours after IR injury
(P<0.05), which were significantly bigger respectively than that in sham group (P<0.05). The volume of infarct cerebral tissues,
neurological deficit scale scores and the levels of NOX4 and p22p hox expressions in the injured cerebral tissues reached the tops 48
hours after IR injury compared to those 24 and 72 hours after IR injury (P<0.01). Conclusions It is suggested that NaHS neuroprotection
against cerebral IR injury was realized probably by inhibiting NOX4 and p22p hox expressions in the injured cerebral tissue.
IR—induced cerebral injury may reach the top 48 hours after IR and then gradually decrease.
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