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ABSTRACT Objective To observe whether adenosine A1 receptor (A1R) mediated neuroprotec-
tion of Shenmai Injection (SI) on rat cerebral ischemia/reperfusion (I/R) injury. Methods The focal cere-
bral I/R model was established by middle cerebral artery occlusion (MCAO). Totally 60 successfully mod-
eled rats was divided into 5 groups according to randomized block principle, i.e., the model group, the Sl
group, the SI+ A1R antagonist (1,3-dipropyl-8-cyclopentylxanthine, DPCPX) group, the A1R antagonist
control group, and the dimethyl sulfoxide (DMSQ) control group, 12 in each group. Besides, a sham-op-
eration group was set up (n =12). Sl at 15 mL/kg was peritoneally injected to mice in the Sl group immedi-
ately after cerebral I/R. Equal volume of normal saline was injected to mice in the model group and the
sham-operation group. DPCPX at 1 mg/mL was peritoneally injected to mice in the A1R antagonist control
group 30 min before peritoneal injecting SI. DPCPX at 1 mg/kg and DMSO at 1 mL/kg were peritoneally in-
jected to mice in the A1R antagonist control group and the DMSO control group 30 min immediately before
cerebral I/R. Rats’' neurobehavioral scores were assessed after 24 h reperfusion. The volume of cerebral
infarction and Bcl-2 protein expression of cerebral infarction penumbra were also detected. Results
Compared with the sham-operation group, neurobehavioral scores, the volume of cerebral infarction,
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and Bcl-2 protein expression increased (all P <0.05). Compared with the model group, neurobehavioral

scores and the volume of cerebral infarction obviously decreased, but Bcl-2 protein expression increased
in the Sl group (allP <0.05). Compared with the Sl group, neurobehavioral scores increased, the volume
of cerebral infarction was obviously enlarged, and Bcl-2 protein expression was obviously reduced in the

A1R antagonist control group (all P <0.05). Conclusions

Sl's neurobehavioral scores could be partially

reversed in the A1R antagonist control group, the volume of cerebral infarction and Bcl-2 protein expres-

sion improved. A1R might possibly meditate neuroprotection of SI on MACO mice.
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