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ETF SP/NK1R/PARRS & 2% B $THE MR 2 M R R ST 5T

Exhdr |, XA, ERYGE R, BB RN, ER Y K5
(1. BigHREEZ R, Bilg 201203;2. B R 25 KM R FH R it R 45 A B B, Bl 200437)

[#EE] Br XA B 188 45 F 81 (chronic constriction injury, CCI) KEIEWITNEHE
BETS A P W) (substance P, SP) & &AL 1 524K (neurokinin 1 receptor, NKIR). B-#lI#lEEH 1 ik
(B-arrestin 1, BARRL) ZRE/KFHIEM . F5iE& ¥ 36 R Sprague—Dawley (SD) KERFEHL S A TF AR H-
BUH ., WEFHMFEA, FH 9 Ko BEREGAA, s A TR RS M & BAL B W& I3 AT 4541, 2T
ARG g R Y R TR ARG AL B MAEALIL . GG 8 RITH, B4l T 7 R FABEATRH
B IR TG T T, D 4 AR FOERGEEE 0. 7. 13+ 21 29 RAEIHUMOR IR . R A 5 I 57 8 A o R P BgEIEK
TS B 2: (enzyme—1inked immunosorbent assay, ELISA) #ll 4 4H K Li~Le B KSR AHLS T SP 5&:;
P2 5 EN32892: (Western blotting) Kl 4 41K B, Li~Le BN G BE TS A 24P NKIR MIPARR] A FIL. 4R
GRS EE 7 OR, BAYAH L AR TR 2H R BRI [0 A0 P B A T AR 2L AR (P<<0. 05), T = i 4 =40 A1 22
BAEFARAIEIN (P<0.05) » £HHITHUS, EBUS S 130 210 29 K, FEMURT B MU B A1 RO B = T
FEAIZH (P<0. 05), P J Jil 97 B A 22 SN FAR LA (P<<0. 05) 5 3 A5 S5 55 29 K, HLEFAL LIRS B AN B 1R 240 v T
FAHH (P<0.05) iG55 21 K, REHAM G E 7041 22 5/ T F4H (P<0. 05) o AFRIFFle i as i,
RAAHEE MA SP EEARTRTFRH (P<0.05), TEHAM AN SP & & TR (P<<0. 05) o &34
A G, SR HETS A 2023 NKIR FIBARRL 25 3Rk TBRF AL (P<0. 05), HEHZHATF-£12H NKIR FIBARRL
HHRIACTHAA (P<0.05) . £5i8 BRI AT eI 488875 A SP 7K1 J NK1R FIBARRL 2 FH & IE X A4 T
R PR S ) R N
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[Abstract] Objective To observe the effects of acupuncture on pain behaviors and the levels of substance P (SP)
and proteins neurokinin 1 receptor (NK1R) and B-arrestin 1 (BARRI1) in the spinal dorsal horn of rat models of chronic
constriction injury (CCI) of the sciatic nerve. Method Thirty-six male Sprague-Dawley (SD) rats were
randomized into a sham operation group, a model group, an electroacupuncture group, and a manual acupuncture group,
with 9 rats in each group. In the model, electroacupuncture, and manual acupuncture groups, the sciatic nerve of rats
was exposed and ligated by the middle of the left femur to establish the sciatic nerve CCI model. The sham operation

group only received the exposure of the sciatic nerve but not ligation. From day 8 after modeling, the
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electroacupuncture and manual acupuncture groups received the corresponding intervention by selecting Huantiao
(GB30) and Yanglingquan (GB34). On days 0, 7, 13, 21, and 29 after modeling, the four groups of rats were assessed
for their mechanical pain threshold, thermal pain threshold, and hind-limb weight distribution. The
enzyme-linked immunosorbent assay (ELISA) was used to detect the content of SP in the L4-L¢ spinal dorsal horn
tissue of the four groups of rats; the protein expression of NK1R and BARRI in the L4-L¢ spinal dorsal horn tissue was
determined by Western blotting. Result On day 7 after modeling, the mechanical and thermal pain thresholds were
lower in the model, electroacupuncture, and manual acupuncture groups than in the sham operation group (P<<0.05),
and their hind-limb weight distribution difference was more significant compared with the sham operation group
(P<<0.05). After needling interventions, on days 13, 21, and 29 after modeling, the mechanical and thermal pain
thresholds were higher in the manual acupuncture and electroacupuncture groups than in the model group (P<<0.05),
and their hind-limb weight distribution difference was less significant than that in the model group (P<<0.05); on day 29
after modeling, the electroacupuncture group had higher mechanical and thermal pain thresholds compared with
the manual acupuncture group (P<<0.05); on day 21 after modeling, the hind-limb weight distribution difference was
less significant in the electroacupuncture group than in the manual acupuncture group (P < 0.05).
When needling interventions were completed, the SP content in the spinal dorsal horn tissue was lower in the model
group than in the sham operation group (P<<0.05), and the SP content was higher in the manual acupuncture and
electroacupuncture groups than in the model group (P<<0.05). When needling interventions finished, the protein
expression levels of NK1R and BARRI in the spinal dorsal horn tissue were higher in the model group than in the sham
operation group (P <<0.05), and the expression levels of proteins NKIR and BARR1 were lower in the
electroacupuncture and manual acupuncture groups than in the model group (P<<0.05). Conclusion Acupuncture may
play an analgesic role in neuralgia by modulating the SP level and the expression of proteins NK1R and BARRI in the
spinal dorsal horn.
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]) ;NKIR Hifk (ab228443, 1:1 000, G4 FHH:
HIRAT) ; BARRL Hifdk (ab16127, 1:1 000, i GiHA
YIRHAEBRAF]) ;GAPDH Hifk (ab125247, 1:2 000, I
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