ERANE 2L 00 w055 .5 10

TRPV4 TR PEFP b ALE

A

FP i 289 (radicular neuralgia) S H1 T8 #ilt 26 AR 45 512 85 AR A1 255 (dorsal root ganglion, DRG) 57 £l 4t
o 1 35 A RS 5 | RS ) R i L ) T e R SR ML s 3 R 8 B, B ) 5 o X A AR B A R
) B LA 38 SO BEA% 2 LRI BOR IR 1 Ak

DRG #2542 JE (chronic compression of DRG, CCD)J5 7= B & ME¥ R HLAPE 19 5 5 9508 AL ot i
B, PRBEE 52 130 0 28 50 1 S AR L LR L O R ELRR AR | F R PECR SIS, DRG =it | JR i AR R
TN, 25 Tl 58 i ) JO AR TR 2 0 0 A R ) LR 22 A 4 g SR AE TR - FLIR OB AR VRS T (HY) JBETREE A,
(phospholipase A, PLA,) IgA EEFTH R ZHUK TG R HANE  CTEIRG AT9 IR E, E, T =46 5500
XEEYFIR] XAy C FA RAE ALF4E, DRG RUERID)G B RETRAL h A 2R KT AR R & = B8,
HHETT A c—fos FEARPE SN AL B E G AN, A2 RN R )& MR 2 75 RAL AP 21 F 2 T &0 BT AR AR
14 T 1 2T AE I BE TS R & B o TSR R 28 52 ) 25 Fh ORI i Bk, A BT AR A M R IR 2 K
RV o O N S A, DA N p T 5 | A 1) 40 B PN A R R S B, BRI 24T O S AR

HHET A AT 3 s T2 5 RS2 O PR R AL 4R TP 7E Rexed TE(GAGZ)FIV 2, 12H
Xof 05 36 P RS S L A AR L 22 8 VR AR R T 3l BN, o 52 1 M R 2 R A L A 5 Al A AR A
LT AEZ 5 fib Al A (AR 0 35 PRS0 0 o s I BE K A3 T PR3 55 % el VSIS B i A R i X A 7 e R )
JR B S AR S R R T X R IE R B LT, C 2R 4ER AS £ 4 A% 5 i B (B AILAR P | 3 3 P ANk 2 1 4
MR B AR RS T IR AR At XS o Bl o A2 i, 7 AR AR AT MR B A EE i, O Bl A A 0
NGF B % i Bl 1F A 22 A1 20 ik & 4% 85 38 3 R AZ 1K (BR38 E  TRPV 324K 1 IR 38 32 ) 76 R 2 it
Mg BRI IEH AR AR 0 L7 A T OB 8 40 09 Na 38 T8 VR BE | 38 45 b TR 345 £ 4k b vl Fe 1145 1 B
T mRNA A3 &, T REAR SR i AL B, S B Wi . RS S, R g T A S R S 5
HHRK P i 2 5 B RS MRS B E O N SRS IR T DRG [ XA PEA G, Qs He I 45 % Natid
TECRIT K JE RV P PH S T A R RS2 A H A S T T K T R LR 2K TRPV KR AE
P2 A5 5 P Ak AR b R VR FHAS B8Ok BT 1y 56 T

TRPV Z AL TRPV1-6, HIE R MR HREAR T . TRPV A2 T A1 45 3 P KA , nl 9 41°C LI
FIREEROE A 2 A2 TRPVI 3RA R RS20 C 214 B RAHI N, 30 M 3k 1% 22 AL UK
P T ey 5 ZROE IR B AT IO E G A S e TRPVA S — AR Ve R S 1l 7E A M ARF
ZHA FFEHIYA KL, TRPVS & KB DRG PR SZ 8% , BRU1% 300 T HEALWUE 5 Bk B i il
$&75 TRPVA 7195 R ZS AL 50 19 4% S 3t i rh e B ORAE R, T A T IR 28T A LA 0t A9 1% S b A
FHE/NSSL TRPVA 34 2 5 41 5 98 R 10 B0, 6 A7) USRI 9 PR ) R 5 W 35 ) A e i s A oy | e U A
17T B R A6 TRPVA S5, 7 B e LB 0% A B (L0 SRS B354 B0,

FRATIRE H 22 4ok il 5 CCD LAY X i 28 458 43 i 2 R HIL T, e ol J2 TRPV4A T8 Al 28 P58 v 9 1 H gk
IRV, B AR IS TR (545 30472006,2005) %5 B ALEE CCD % DRG AL SR 8 38 38 (1 52 1
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1 IR 55 5 e e FRE A PO, BF R Tl SCAL P % 107 5 ,250012
VEB T AR 9 P R, b2 S0 R H 393 2010-08-30

www. rehabi.com.cn 921



Chinese Journal of Rehabilitation Medicine, Oct. 2010, Vol. 25, No.10

FATE e B e S T A — @ A5, DRG HUBR SRR 25 3@ 38 W r AR BEME T, T DRG WL AUk
PEBS Tl AR £ 0 B 28000 5% 1 s AR B R R LR T IR A ST . DRI 4 A R AT A0 S 56 &5 SR R Sk
il , B S AT T TRPVA Gl 19 A A i, L & CCD X} TRPV4 A FITHEEMISE M . 455 & P, CCD ] A
1 TRPV4 (5L K B 2 3A 35 0 X {108 5 W RN e 1t 7= A BN 1Y DRG P 28 70 1Y LU 91 85, 185 56 248 i P 5
UM , [ XAZTFFERAN G TRPV4 (31K, nl B 4r 1 CCD BN ML # 6 3 , IEW] TRPV4 2 54 % CCD
SR UM 55 PR i ELE R AR BT ROR R T 2R R RAED Kb M a R En .
TEM LR b FATTH I SRS T 58 A AR B ik 4 PRI (30872732,2008) , WF 58 TRPVA By P 4= ML, e i) o WL
SN 2t Ho R, 455 2 B TRPV4 2 5 CCD 8 #U i, CCD KBl DRG 7K -9/ 3 A% T 42l
AE /2 1 TRPV4A-NO-cGMP-PKG 15 5 i [ 3 15 #if 22 RS W) B SP Al CGRP (& BUEG hn, 51 pl 28 o0 8 2oy
PE 77 AR R BRI B A BBORN S A o O HLFRATT D A R 2 A 5 A A AR A A g L T RS T R
LR SRR RS K A AR AR 48 (81071597,2011), W%E NF-«B Al NO 7 TRPV4-NO-
cGMP-PKG 15538 1% 1 (9 /EH , 8 TRPV4 J2 525 CCD J& DRG WY S JlCH . DUS FRATT & 4k i 404k 1)
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