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Role of opioid receptors in cerebral ischemic tolerance induced

by electroacupuncture preconditioning in rats
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[Abstract] Objective To explore the role of opioid receptors in formation of cerebral ischemic tolerance in-
duced by repeated electroacupuncture(EA) in rats,  Methods Forty-two male SD rats were randomly divided into
7 groups(n=6 each): control group, pentobarbitone group, EA group, EA+ naltrindole(NTI) group, EA+ nor-
binaltorphimine (BNI) group, NTI group and BNI group. EA, EA+NTI and EA-+BNI groups received electroacu-
puncture at the Baihui acupoint for 30 min a day for 5 days; NTI (1mg/kg) and BNI (2. 5mg/kg) were intraperitone-
ally administered before the electroacupuncture stimulation in EA+NTI group and EA+BNI group respectively. NTI
group and BNI group only received NTI (1mg/kg) and BNI (2. 5 mg/kg) respectively. Twenty-four hours after the
last treatment, the right middle cerebral artery was occluded for 120 min. After 24 h reperfusion, the animals were
sacrificed and the infarct volume of the brain was determined with TTC staining. Results Cerebral infarct volume:
EA group presented smaller cerebral infarct size as compared with the control group (P=0.000) ; there was no signif-
icant difference between the infarct volume of EA+ NTI and control groups (P=0. 219); EA+ BNI group showed
significant difference in infarct size compared with control group (P=0. 000), while had infarct volume similar to that
of EA group(P=0. 319). The results showed that NTI (1mg/kg) , a 8-opioid receptor antagonist, when given before
EA preconditioning, abolished ischemic tolerance induced by EA, while BNI (2. 5mg/kg) , a k-opioid receptor antago-
nist, could not.  Conclusions The present study suggests that 8-opioid receptor plays a role in ischemic tolerance
induced by repeated EA in rats.
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