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Expression of ERK in rat hippocampus
after global cerebral ischemia/reperfu-
sion and effect of heat shock precondi-
tioning on it
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Medical College Xi’an Jiaotong University Xi’an 710004 China

Abstract AIM To investigate the expression of ERK in hippo-
campus of SD rats after global cerebral ischemia/reperfusion and
the effect of heat shock preconditioning on it and to clarify the
role of ERK in global cerebral ischemia/reperfusion injury.
METHODS Ninety healthy male SD rats were divided into 3
groups randomly sham operation group SO group n =30 is-
chemia/reperfusion group IR group n =30 and heat shock
preconditioning group HSP group n =30 . Global cerebral is-
chemia/reperfusion model was produced by 4-VO method. The
rats were put in 42°C for 15 min as heat shock preconditioning
then subjected to 6 min ischemia followed by2 6 12 24 h 3
5 d reperfusion and all rats were executed at corresponding time
points. HE staining immunohistochemical staining and TUNEL
staining of brain tissue section were performed. RESULTS In
CA1l of IR group ERK was expressed 2 h after global cerebral is-
chemia/reperfusion peaked at 24 h and still lasted at 5 d. Ex-
pression in CA3 was weaker than that in CAl and cellular damage
in CAl was more obvious. Expression of ERK in CAl and CA3 of
HSP group were weaker than that in IR group at each time points

P<0.05 . At the same time cellular damage was weaker and
CONCLUSION Overex-
pression of ERK after global cerebral ischemia/reperfusion partici-

apoptotic cells decreased P <0.05 .

pated in the neuronal injury procedure and heat shock precondi-
tioning exerted its brain protective function through its suppressive
effect on the overexpression of ERK.
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