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[ Abstract] Objective To evaluate the role of AMPK singal pathway in propofol against
transient cerebral ischemia/reperfusion injury of aged rats. Methods One hundred fifty male
Sprague-Dawley rats, weighing 450-600 g, were randomly divided into 5 groups (n=30): control group
(group C), sham group (group S), cerebral ischemia/reperfusion injury group (group IR), cerebral
ischemia/reperfusion injury group+propofol(group IR+P), cerebral ischemia/reperfusion injury group+
propofol+AICAR(group IR+P+Y). Modified pusinelli 4-vessel-block was conduct for 3minutes to establish
cerebral ischemia model. Propofol was infused by intraperitoneal injection at 100 mg/kg starting from 10
min before ischemia. AICAR was infused by intraperitoneal injection at 500 mg/kg before blocking artery.
The NBS of all the rats were evaluated at the 24 h after reperfusion. At 1, 3 and 5 days after reperfusion, 10
rats from each group were sacrificed for Tunel staining and western blot analysis. AMPK, pAMPK, Bcl-2
and Bax expression were measured by western blot analysis. Results Compared with group C, the NBS,
the number of apoptotic neurons and the amount of protein AMPK, pAMPK and Bax significantly
increased, Bcl-2 significantly decreased in the group IR, group IR+P and group IR+P+Y. Compared with
group IR, the NBS, the number of apoptotic neurons and the amount of protein AMPK, pAMPK and Bax
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significantly decreased, Bcl-2 significantly increased in the group IR+P. Compared with group IR+P, the
NBS, the number of apoptotic neurons and the expression of AMPK, pAMPK and Bax were significantly

increased in the group IR+P+Y, but the expression of Bcl-2 was significantly decreased in the group IR+P
+Y. Conclusion Activation of AMPK singal transduction pathway may be involved in the mechanism by
which propofol reduces transient global cerebral ischemia-reperfusion in rats.
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