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Roles of ERK and CREB phosphorylation in sodium hydrosulfide-induced neuroprotection af—

ter cerebral ischemia-reperfusion in rats
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Abstract: Objective To investigate the roles and mechanisms of action phosphorylated extracellular signal-regulated kinasel /2 ( p-ERK1/
2) and phosphorylated cAMP response element binding protein ( p-CREB) in exogenous sodium hydrosulfide ( NaHS) -induced neuroprotec—
tion after cerebral ischemia—reperfusion ( I/R) in rats. Methods A total of 180 male Sprague-Dawley rats were randomly and equally divided
into sham-operation group model group and NaHS (100 pmol/L) intervention group. The rat model of middle cerebral artery occlusion was
established by intraluminal suture technique. Reperfusion was performed after 2 hrs. Rats were given saline solution or NaHS by intraperito—
neal injection 20 min before reperfusion. At 6 hrs 1 day 2 days 5 days and 7 days after surgery triphenyltetrazolium chloride staining was
used to observe volume of cerebral infarction; Nissl staining was used to evaluate apoptosis in neurons. Western blot was used to determine
the expression of pFERK1/2 and p-CREB in the hippocampus; immunohistochemical analysis was used to measure the expression of B cell
lymphoma/lewkmia2 ( Bcl-2) . Results Compared with the model group the volume of cerebral infarction and apoptosis in neurons were
significantly reduced in the NaHS intervention group ( P <0.05) . At each time point the protein expression of pFERK1/2 and p-CREB was
significantly higher in the NaHS intervention group than in the model group ( P <0.05) . The expression of p£RK1/2 was positively correla—
ted with the expression of p-CREB. Moreover the NaHS intervention group had significantly higher expression of Bel2 than the model group
(P <0.05) . Conclusions After cerebral I/R injury in rats NaHS may protect neurons against apoptosis and reduce volume of cerebral in—
farction by inducing phosphorylation of ERK1/2 and CREB and stimulating expression of downstream Bel-2.
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Relationship between PPAR+y gene C1431T single nucleotide polymorphism and cerebral hemorrhage
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Abstract: Objective To study the distribution of peroxisome proliferators-activated receptor gamma ( PPARvy) gene C1431T single
nucleotide polymorphism ( SNP) in a Chinese population and its relationship with cerebral hemorrhage ( CH) . Methods The distribu—
tion of PPARy gene SNP in the CH group and the control group was determined by polymerase chain reaction—restriction fragment length
polymorphism. Results In the CH group the frequencies of PPARy gene C1431T genotypes CC and CT + TT were 43. 8% and
56.2% respectively while the frequencies of the C allele and the T allele were 70. 1% and 29.9% respectively. In the control
group the frequencies of the genotypes CC and CT +TT were 62.1 % and 37.9 % respectively while the frequencies of the C al-
lele and the T allele were 79.8% and 20.2% respectively. Therefore the frequencies of PPARy gene 1431 T/X genotype and the T
allele were significantly higher in the CH group than in the control group ( P =0.000; P =0.000) . Conclusions The PPARy gene
C1431T SNP may be associated with CH and the C allele may be positively associated with the incidence of CH.
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