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[Abstract] Objective To investigate the effect of Protease-Activated Receptor—1 (PAR-1) agonist on plasma
endorphin in rats with neuropathic pain (NP). Methods A total of 64 Sprague Dawley (SD) rats were randomly divided
into 4 groups (n=16): control group, sham operation group (Sham group), chronic constriction injury (CCI) group and
CCI+PAR-1 group. The CCI model was prepared by ligating the middle segment of the left sciatic nerve; while the
Sham group underwent blunt dissection of the muscles, so that the sciatic nerve was fully visualized without ligation.
The mechanical withdrawal threshold (MWT) of each group was measured on the 8" day after operation, and the plasma
levels of endorphins in the rats were measured at 8 days after operation. Results There was no difference in MWT be-
tween the control group and the Sham group at 8 days after surgery (P>0.05). In the CCI group, the sensitivity of the left
hind limb to mechanical stimulation increased on the 8" day after surgery, resulting in obvious abnormal pain. The MWT
on the left hind limb was (16.0+1.1) g, which was 60.0% lower than that in the sham group (P<0.05). In the CCI+PAR-1
group, the MWT of the left hind limb at 8 days after operation was (28.8+0.7) g; compared with the CCI group, the post-
operative MWT increased by 79.0%; and compared with (48.8+0.4) g of the Sham group, the difference was still statisti-
cally significant (P<0.05). The expression of endorphin in plasma of rats with CCI was determined by radioimmunoas-
say. The plasma level of endorphin in the CCI group at § days after surgery was (1 050+38.0) ng/mL, which was in-
creased by 38.0% compared with the Sham group (P<0.05); and the plasma level of endorphin in the CCI+PAR-1 group
by intraperitoneal injection was (1 453+66.0) ng/mL, which increased plasma endorphin by 91.0% and 38.0% compared
with the Sham group and CCI group, respectively (P<0.05). Conclusion PAR-1 agonist can significantly increase plas-
ma level of endorphin in rats with neuropathic pain and increase pain threshold.
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