FUGEE VR 0 monmm

IR 2 7 T3 7
Sy AR S A RLIT R

- Kok AR

BETIR 4 PSS
s TR P

i R

TRA 2 R B OEAREY FTmHE EFED

12 P4 J% 38 (chronic compression of DRG, CCD)HE ¥
BP0 PR b FME ] 8 28 1 FIMEAS B ek, 2 — b

HE

B KB AR 2 18 M TR0 CCD R B e 8 32 45 v 07 B2 73l 18 A 3 Z 4K 4 (TRPVA) T it (5 5 40+ M H A
iR b 3t B P B LT

Foik A AT T S TRPVA 4580747 21 (RR) \TRPV4 J SCEE A% H R (AS ODN) Al — S Ak & A B i (NOS) 10 1l 751
L-NAME, ¥l CCD K RS R #2495 DRG N — S Ak AU (NOYC 7= 4 37 1l A2 4 (nitrite) & 825 £k I L300 B4 o 38 46 TS
VAR 4 (PWL) Y 25 4

SR WM BES RR.TRPV4 AS ODN fil L-NAME J& , ¥ R84 B 25 (%X CCD K DRG P fiS R £ & 4 (P<0.05),
CCD K R Ay #5017 0 (L AR 6% B 35 0 (P<0.05)

2538 . TRPV4 K H T U554 T NO 2 54 % CCD K BUAY #UR 5t  #L

KA MR R AR L T T A R AR 4 — R A 5 O B i

RE4 2 S, R493, R681.5  XEAARIAED:A X E4HES.1001-1242(2011)-01-0039-06

3

C

Identification of transient receptor potential vanilloid 4 downstream signaling molecule and its effect in be-
havioural hyperalgesia following chronic compression of the dorsal root ganglion in rats/ DING Xinli,
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Abstract

Objective: To investigate transient receptor potential vanilloid 4 (TRPV4) downstream signaling molecule and its ef-
fect in behavioural hyperalgesia following chronic compression of dorsal root ganglion (DRG) (CCD) in rats.

Method: Intrathecal administration of ruthenium red (RR,TRPV4 antagonist), TRPV4 antisense oligodeoxynucleotide
(ODN)(TRPV4 AS ODN) or L-NAME (inhibitor of NO synthase) were adopted to study the thermal stimuli paw
withdrawl latency (PWL) and the nitrite (an index of nitric oxide formation) production in the DRG of CCD rats.
Result: Intrathecal administration of RR TRPV4 AS ODN or L-NAME induced significant increase of PWL(P<0.05)
and significant decrease of nitrite in DRG(P<0.05), compared with control rats, respectively.

Conclusion: TRPV4-NO pathway is involved in thermal hyperalgesia in CCD rats.

Author’s address Department of Rehabilitation Medicine; Provincial Hospital Affiliated to Shandong University; Ji-
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