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Following peripheral nerve injury, rats will show a tactile allodynia and hyperalgesia. But the mech-

anism of allodynia is still obscure. The present studies, using rats rendered allodynia by loosely con-
strictive ligation of the common sciatic nerve (Bennett Model) and tight ligation of LS & L6 spinal
nerve (Chung Model), aimed to investigate the changes of metabotrophic glutamate receptor type 5 on
the development of tactile allodynia.

Male Sprague-Dawley rats (130~200 g) were anesthetized with halothane, the rats were randomly
divided into one of these three groups, Group 1 (Sham operation), Group 2 (Bennett model) and Group
3 (Chung model). Seven days after surgical procedure, the animal was reanesthetized and decapitated.
The spinal cord was quickly removed and stored at deep freezer for polymerase chain reaction (RT-PCR).

In Group 2 &3, rats showed that tactile allodynia checked by up-down method with calibrated 8 von
Frey hair. The level of gene expression of mGluRS mRNA was significantly increased in group 2 and
3. These increases was significantly different from sham operation, group 1. It was also showed that
the increasing patterns of group 2 and 3 in the gene expression were similar correlation with the results
of the threshold for tactile allodynia on von Frey hair test.

Even though there were some differences between Bennett model and Chung model, these results
suggested that mGIluRS had partly attributed to making a tactile allodynia from these models.
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Fig. 1. Time course change of the thresholds for tactile
allodynia. The thresholds for tactile allodynia
were significantly decreased in group 2 (Bennett
model) and group 3 (Chung model). *; p<0.01
vs group 1 (control). *. p<0.05 vs group 3.
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Fig. 2. Electrophoretic analysis of isolated RNA from
spinal cord. RNA showed two bands at 18S and
28S.
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Fig. 3. The gene expressions of mGluRS mRNA. There
were significantly increased in group 2 (Bennett
model; Be) and group 3 (Chung model; Ch)
comparing to group 1 (control; Co). *; p<0.01
vs group 1 (control). *. p<0.05 vs group 2.
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Fig. 4. Schematic drawing for glutamate evoked cascade in hyperalgesia.
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