2010 4F 55 25 4 55 123

- Kot R

TRPV4 (S R TRPPe R ez )n
PLbicR R ge b1 -

K

W OEARED OTHRAY ERE X RS EAHD

HE

B Y« WA SEHL AT 30 (CCD) Xk % I IR A2 i W 37 25 130 1 4 (TRPVA) ZE K 28 (1 363k M RE B4 |, W # TRPV4 &
%25 CCD 5By ML U S

Foik N CCD SRS 73 T FARAT L FARGE 7 K B 14 KIS 28 KB A7 I 32 sh D6l LR 3545 IR R
5] (L R A S 38 0 TS 02 5 AR 300 R T 0 B TRPVA SR 188 1 Xt ML AN A0 50 (R A0 5% 0, 7 ek I s S fs 1N
A TRPV4 Z AR (ODN) 40pg/d, K 1K, 5 7 KIG & KEAT ¥4k, 5082 & RT-PCR A )
TRPV4 3L K 335 1251k, Western blot £l TRPV4 2 [ T # 3k i A5k, 0% e R AR MRS WO b B (4o
PDD ) il {8 15 43 4 28 55 (DRG) #1280 G I 41 i P 4605 285 - J3E Y A8 1k

SR TA WA S DAY IE R RSl a1 AR OC B ML R B B TRPVA T4 w] 8 43 00 5 120m B 5
AL A R LA 3 TRPVA JER RN (T 38 , T ARG S 7 K58 14 RAGE 28 K, TRPV4 mRNA 9353k 4351
HRFARA KN 4.29 £5.2.95 £75R1 2.48 £i%5, & (1R K T AR F AR UK 4.34 £5,3.88 51 2.47 fif . FRE24L
Bl 38 S X IRIB WO 4a—PDD 7= A2 (9 DRG A 28 50 14 BB i, 40 6 P 486 () e (i 398 05 o 3 Ff S 9 TRPV4
L ODN Fr#m i,

£518 :CCD P LA 13 TRPV4 (3 2R 1 223k, ki@ 1 T Ak ; TRPVA 2 545 CCD S 300 LR #8m B
SR MUBRE I B PR B R A A L B TR 4 AR AR A RS e

hE 425 R49, R681.5  XHRFRIAS.A X E4S:1001-1242(2010)-12-1123-08

The role of transient receptor potential vanilloid 4 in mediating mechanical and thermal allodynia following
chronic compression of dorsal root ganglion in rats/ZHANG Yang, WANG Yonghui, DING Xinli, et al.//
Chinese Journal of Rehabilitation Medicine, 2010, 25(12):1123—1130

Abstract

Objective: To investigate the role of transient receptor potential vanilloid 4 (TRPV4) in mediating mechanical and
thermal allodynia in rodent models of chronic compression of dorsal root ganglion (CCD).

Method: The levels of TRPV4 mRNA and protein expressions in dorsal root ganglion (DRG) were assessed using
real -time RT-PCR and Western blot analysis respectively at the 7" 14" and 28" d post—CCD. The effects of
spinal administration of TRPV4 antisense oligodeoxynucleotide (ODN) and mismatch ODN on CCD —induced
mechanical and thermal allodynia were evaluated. The calcium responses to hypotonic solution and 4a—phorbol 12,
13—didecanoate (4a—PDD) were assessed following sham surgery, CCD, spinal application of TRPV4 antisense ODN
and mismatch ODN.

Result: The levels of TRPV4 mRNA and protein expression increased significantly at the 7"-28" d post—-CCD with
the highest level at the 7" d post—CCD when compared with the sham group. TRPV4 antisense ODN, but not
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mismatch ODN, partly reversed the CCD-induced mechanical and thermal allodynia. Additionally, TRPV4 antisense

ODN had no effect on the baseline nociceptive response. The percentage of DRG neurons responsive to hypotonic

solution and 4a—PDD and the fluorescence ratio of calcium response also enhanced significantly in both CCD group

and mismatch ODN group. These increased responses were significantly inhibited by TRPV4 antisense ODN.

Conclusion: TRPV4 plays a crucial role in CCD-induced mechanical and thermal allodynia.
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