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group K-H solution was infused for 45 min to prepare in vitro whole heart ischemia for 30 min and 10 60 and
120 min post-ischemia reperfusion models were made. In MP group K-H solution with morphine was perfused and
K-H solution without morphine was perfused for 5 min each before ischemia with a total of 3 cycles. Infarct volume
(IS)  area at risk( AAR) and IS / AAR were determined by 2 3 S-riphenyl-tetrazolium ( TTC) staining. Lactic
dehydrogenase ( LDH) activity in coronary artery outflow was measured by chemical colorimetry. Caspase3 and
cardiomyocyte apoptosis were detected after 10 60 and 120 min of reperfusion via Western blot and TUNEL stai—
ning respectively. Results Compared with sham group the percentage of infarct volume at the end of reperfusion
increased in IR group LDH activity Caspase-3 protein expression and cardiomyocyte apoptosis ratio significantly
increased in IR group at each time point after reperfusion( P <0. 05) . Compared with IR group morphine pretreat—
ment significantly decreased IS/AAR ratio LDH active Caspase-3 protein level and myocardial apoptosis ratio( P <
0.05) . LDH level at 10 min reperfusion Caspase-3 protein expression at 60 min reperfusion and apoptosis rate at
120 min reperfusion were the highest in IR group and MP group. Conclusion The protective effect of morphine
pretreatment on myocardium is associated with decreased expression of Caspase-3 protein at the early stage of reper—
fusion and decreased apoptosis of myocardial cells after reperfusion.
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The pathway exploration of noradrenalin effects on two type

neurons in the ventrolateral preoptic area
Bing Lijie Zhang Pingping Cheng Juan et al
( Dept of Physiology School of Basic Medical Sciences Anhui Medical University Hefei 230032)

Abstract Objective To study the pathway of noradrenalin( NA) effects on two type neurons( sleep-promoting
neurons interneurons) in the ventrolateral preoptic area ( VLPO) . Methods The whole cell patch clamp tech—
nique and pharmacological methods were used to analyze the pathway of NA excitating or inhibiting effects on the
two type neurons in the VLPO. The types of NMDA receptor expressions in VLPO were identified by RT-PCR. Re-
sults  Electrophysiological results showed that the excitatory effects of NA( 100 wmol/L) on VLPO interneurons
were blocked by NMDA receptor blocker ( AP5) ( P <0.05 n=8) but not by AMPA receptor ( CNQX) and GA-
BA receptor blocker. The inhibitory effects of NA ( 100 wmol/L) on the sleep-promoting neurons of VLPO were not
blocked by AP5 CNQX or flumazenil. RT-PCR results showed that three subtypes of NMDA receptor ( GluN2 A
GluN2B  GluN1) were expressed in VLPO. Conclusion The excitatory effects of NA on VLPO interneurons is an
indirect effects caused by glutamatergic neurons releasing glutamate which is mediated by NMDA receptor of VLPO
interneurons.
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