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Effect of protease—activated receptor 1 agonist on the behaviors of rats with neuropathic pain. WANG Zhi-hua,
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[Abstract] Objective To investigate the effect of protease-activated receptor 1 (PAR1) agonist on the behaviors
of rats with neuropathic pain. Methods According to random number table method, 40 SD rats were randomly divided
to four group (each group, n=10): control group, sham group, chronic constrictive injury (CCI) group, and CCI+PARI1
group. CCI model was used to induce neuropathic pain: the left sciatic nerve was visualized and ligated with 4-0 silk;
while, the sciatic nerve of sham group was visualized through operation without ligation. All the animals were observed
their behavior and mechanical withdrawal threshold (MWT) was measured by electronic von Frey anesthesiometer, be-
fore surgery and 7 days after the surgery. Results There was no difference between the control group and sham group
on the behaviors after the surgery. CCI rats were all in good health, without any weight loss and changes in their diet. Af-
ter modeling, the rats gradually developed the signs of hyperalgia. CCI produced rapid-onset and long-lasting thermal hy-
peralgesia and mechanical allodynia in rats. PAR1 agonist treatment significantly reduced severity of thermal hyperalge-
sia and mechanical allodynia. Day one after the operation, the mechanical withdrawal threshold of the CCI group was de-
creased. On day 7, the MWT of CCI group was (26.344.0) g, which was 45.3% less than (48.1+0.5) g of the sham group
(P<0.05); while the MWT of CCI+PARI1 group was (36.7+5.5) g, which was 39.5% higher than that of the CCI group (P<
0.05), however, it was still significantly lower than (47.5+1.4) g of itself before the surgery (P<0.05). Conclusion PARI
agonist treatment significantly can reduce the severity of thermal hyperalgesia and mechanical allodynia.
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