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[ Abstract] Objective To investigate the effect of metabolic glutamate receptor 5 (mGluR5) in no-
ciceptive amygdala (the laterocapcular division of central amygdala, Cel.C) on excitatory synaptic transmis-
sion in amygdaloid neural pathway in rats with opioid—induced hyperalgesia (OIH). Methods Experiment
1 : 18 male SD rats were randomly divided into the control group (group C), the hyperalgesia + DMSO
group ( group OIH + DMSO) and the hyperalgesia + mGIuR5 selective antagonist group ( group OIH +
MTEP) , with 6 rats in each group. All rats in the three groups received Cel.C catheterization on the right
side. After one week of recovery, group OIH+DMSO and group OIH+MTEP received subcutaneous injection
of fentanyl to establish OIH model. The dose of fentanyl was 60 pg/kg, 4 times, with an interval of 15 min.
Group C was subcutaneously injected with saline of equal volume.After 6.5 h, rats in the group OIH+DMSO
were injected with 109% DMSO 0.5 pl in the CeLC. Rats in the group C and group OIH+MTEP were injec-
ted with MTEP 15 pg in the Cel.C. The changes of mechanical withdrawal threshold ( WMT) and thermal
withdrawal latency (TWL) were tested pre-OTH (T,), post-OIH (T,), and post-drug (T, ). Experiment
2. another 10 rats were randomly divided into 2 groups: the normal group (group N) and the hyperalgesia
group (group OIH). Group OIH was injected with fentanyl to make OIH model, and group N was injected
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with normal saline of equal volume. The amplitude of evoked excitatory postsynaptic currents ( eEPSCs) of
the basolateral amygdala ( BLA) — Cel.C neural pathway before and after administration of MTEP was
recorded by using double electrode patch clamp technique. Results Experiment 1. Compared with T,
WMT and TWL of rats in group OIH+DMSO and group OIH+MTEP were significantly decreased and short-
ened at T,. Compared with T,, WMT was significantly increased and TWL was significantly prolonged in
rats of group OIH+MTEP at T,. Compared with group OIH + DMSO, WMT was significantly increased and
TWL was significantly prolonged in group OIH+MTEP at T,( P < 0.05). There was no significant difference
in WMT and TWL between group OIH + MTEP and group C at T,. Experiment 2; Compared with the group
OIH pre-MTEP, the amplitude of eEPSCs in the group OIH was significantly decreased post-MTEP. There
was no significant difference in eEPSCs amplitude between group N pre-MTEP and group N post-MTEP. The
amplitude of eEPSCs in group OIH pre-MTEP was significantly higher than group N pre-MTEP (P < 0.05).
Conclusion Activation of mGluRS in the CeLLC may be involved in the regulation of fentanyl-induced hy-
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peralgesia by enhancing excitatory synaptic transmission in the BLA-CelL.C neural pathway.
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