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2 AAEL HFA7 EAF tibial nervest sural nerve® £AAFIT common
peroneal nervew SAAIZIA] 93 EAFE AAEAA F5d 9 2L FE 29 )
wakgich, £ A7 o] mdo] wNAA B FEQ0F oW ZAAA R FEQAE
el $sled R g2 o)83ld B8 ul3 A% tibial nervedt sural
nerve® A3}l common peroneal nerver HATE 4L A#sle 23 % yrethanel
2 o] vk AlA Az)AeisAl AgE Sasigdct 2 An wxe) &ae] EAEe Fo|E
ofE TAIGe] L4 =& L5 F29 Ao BE AAMAE olmdlddlA obBo ukbesix| o
stet olely Ade AAWelA T BT 2L TE nde] wAAA T FE£2 o}

chiche A& AlAbeic

¢ 55 i 3
T FAAA 2 EA
gtz A5 ALEcHBrose & Cousins,
1991: Tanelian & Cousins, 1989). ol&]d %
T 3T U AL ol A g8 YA @
<dl, ole dHAZA| egsian ANy FE
zdo] gislr]l et olo} e FE wule)
oA dFd  AAEA ®9(neurectomy
model)e}] 7ol 2P Fot AREHe gt} o)
B wxA7-E b AAstA o 2
Z Al7e] k3] AAls]le] 744 glHo] AoiE]
A = oo} AR Y5 FAbo] vehtA =
t}(Wall. Devor. Inbal, Scadding, Schonfeld,
Seltzer, & Tomkiewicz, 1979). 8}x|t, o)=13}
BxAAe g Aalledl 97 A =z
2 AAAos @ Akl Abgke o ®s)A]
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Pl AFE AT HAHEAT 961-0701-014-
-29] el oJaf = AE

= Fooh vkl Al dabdQ AdelM e
Ao AlAe] &3] dol glerg ANAL wE
A7t 7hsse o] Ax A7 A4 55
A FAY + 9l HEFZF(hyperalgesia)ol}
o] 3l & (allodynia) = A7} 9171 wfFolc},

3 Q7o) AA AR A3 o8 417
W7k AEoE 2z Ayeld 55 2de] 2

Qg F7I2 JhE=Eddel. RS2, Bennett
Xie(1988)2} =4 sbd} &4 = d(chronic

constriction injury model)2 ZF-FA17e] E3)
W Fdl& chromic gutl® =& BEvh
ME, Seltzer®] Rwl-& 2FAlZe 432 g
3% ZAa(ligation)¥cHSeltzer. Dubner, &
Shir, 1990). A#Z, Kim¥® Chung(1992)-& L5
2} L6 E2 85 A$ A73L 93] AR
Eds sptstddct. WIA=E, DeLeo 5(Deleo,
Coombs,  Willenbring,  Colburn, Fromm,
Wagner. & Twitchell, 1994)-& #F43L 54



20 Ol - o 2t
(freezing) A7l W& AHESt AAW=IA F
& st e ek o] sk =
9 2% Z7] JEd=2 55¢ BA4e 23 9le
o 7t Yehde AR 5 FF)
A= e dA dey] =] WUgk d77) o]
FolAl 1 Qi

2] Lee 5(Lee, Baik. Kim, Lee, & Moon.
1996a: Lee. Baik. Lee. & Moon, 1996b)- °]
£ Hgsle HFAAY L2FZ FAE AldFo
2 &R, M gAlsln anpAdgl g2
FEeE sl AFAA N 389 BA
7} sledl, Lee 5(1996a.b) & A7 #X&
A on EaAAA AR F5o] HAsEe
AxE 224% ZF common peroneal nerves
@AF3 tibial nerve®t sural nerved =44
2 Aol 7p3 A4ty A2 28 5%
Ao

A7y 552 24 THRE e F ds
o, ZFAAA  BHE F-5(sympathetically
maintained pain: SMP)3} ZZAIZAA 5% F
% (sympathetically independent pain: SIP)e}
a7 e}e}(Campbell. & Meyer. 1988:
Frost. Raja. Campbell., Meyer. & Khan.
1988: Wahren, Torebjork, & Nystrom, 1991).
ol AR FEo] 2AAAEA P FFol
v 3 B5olvke 2 FAke] wAIAAY A
o|v} wztAl A A AA % (sympathectomy) 2 st
g 4 R o3 e gl o) AelA dF
3 Bennett®} Xie(1988)9] ¥& mdoly}
Seltzer %-(1990), Kim¥} Chung(1992)2] = e
A #23Y  9le HFEZF(hyperalgesia)® o)A
E(allodynia) S #3td zE $eHq a7tA0A
Az 93kl 4 ohKim, Na, Sheen. &
Chung, 1993 Neil, Attal, & Guilbaud, 1991:
Shir & Seltzer, 1991). w2l o]F md2 ©
T XA # AR 55 EF
< vk wbd, DeLeo %(1994)0] 7Nt &34
7 %74 =Ed(sciatic cryoneurolysis model)2
AN A L] Zatdx W) gleez wihilA
A ¥ FFoz u8x Uk Willenbring.
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Beauprie. & DeLeo, 1995a: Willenbring,
Deleo. & Cooms. 1995b). ¥ 3}-FAl7Ae]
3] AHA=s)gl A7t saphenous nerve’} A3
dol elv FEeMde 9y AAHAd AE5F
(adjacent neuropathic hyperalgesia)e] deivt
=49, o] 6-OHDA(6-hydroxydopamine) &
4 stx wiAAAAeR 3R] et
w2t oleigt A AAHEA FHEF FHFA
7 A R 5L RIAA TR FEoE
¢ 5 Qo

SMP satel|AM mFAAAE Adsld 55
o] 2t3tE 4 glrhe AR A7 AAAe} w
XA A Apelel] AzAlgo] EAgIttE ZE A
ARghe}. shalRb gtzollA] o] AlEabgo] Yol
A 94X+ ot FE¥AI

A7zA L} AAAAAZ a4 5 Qe
F2 9 shde gy de A 8] 5%
ojr} Xie 5-(Xie, Yoon. Yom, & Chung. 1995)
< AAYEAY F55 7R Feld A A A
A2 AAHHA F5eo] A=kl FHY oo
{receptive field)el norepinephrine(NE)& =3}
FApshA alebal o]algeo] AW (rekindling)®
Utk AL AR} o)Ze] AAfsle vk
ZIAA olAEe] A2 NEZ}F AAA oz
5 B3] $47)el 24-37] wEo vehdohs
Zleltd, Na %(Na. Leem, & Chung, 1993)&
Kim#} Chung(1992) =9-& ARgsle] &Ab=x)
WS L4 A ARCdA 5L VSEds 22
9] Bolell F&’(innocuous) Z1AA ATE
7Hete] AW el 555 713 #9 AA6A] H
¥-ol #8718 FE23 e F-kel AL
sl= W3% rapidly adapting(RA) receptor$]
vhg-& 1=t e, °]2 modified
rapidly adapting (MRA) 71418 +47)2} &3
t}. o] MRAYE ¢3} ol=ddalA] 87] kA
9! phentolamineg A4l FASIEE o $41=4Ql
RAZ Eoizlcl. asjez IZMIAAE 22 5
471 FENM ARALY s 5 ot
At o] 59 AT E MRAZF A FEoll4]
E Fageza RAle EAsAc 8w
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Davis E(Davis. Treede, Raja. Meyer, &
Campbell, 1991)2 x4 A 3 FE(SMP)
< JHA #zLY] el gy ol=dER”A ESA
(agonist)Q! clonidined =xsld 7]AAQ o]
Eo] ARpA A Aes] 7Faste, oldf NEE H
Fatshgd oA Bo] AYERIch:s AL B
t} ol F7HA ATAZE AR wi) 28-S ¥
= 7oz ddgslr] & dAtelch

T8 gL AFEL LxAAY &AF il
Aet A73zt AAA Abele} Az akgo] FIA
A(DRG) MEdA delndris sfpeha] - AH2i
A Z715 A A8kt Kajander 5(Kajander,
Wakisaka, & Bennett. 1992)- Bennett =4
L o]&sld F2AA &4 viebde ectopic
discharge’} F2A17HAA ARk A& 2
watgen,  Devor &(Devor, Janig, &
Michaelis. 1994)2 =IFAIAFAEA wdoy &4
2 AR DRGeIA  delvhi=  ectopic
discharge’} ZAI3A L} A A A2
2 249 F ok 2AE 2t

Han S(Han, Na. Yoon. & Chung, 1994}
Hg AlAo] &AbE L5 89 F2 AfrelA
7129 by 258 g of=ddAg 447]
apctAlel yohimbined AAlAl] FAbekelg o
A zaiche AL BAst AAFHEA 5F
A FTFAIAA} F2AAE A4 5 Aot
+ 2L w3k 28y o] AFelixs SMP $4
o] 74§t ez od#x = Kim# Chung(1992)
9] & 2dg AR £ APl A=A}
Eo] s+ common peroneal nerver ‘AT
I sural nerved} tibial nerve® <&AA7|w F
¥ o] SMPell 7}7he-A] ohdw SIPe Zh7ke-
2 adolwr] ¢l &AM AF ARk &SR
ax dolsle AAAFY 858 7183n w3t
A7 A ALl dES FRlEte] o2 wkg EA4
2 At aal g}

Green(1959)¢ll m2% tibial nervex 259
L4, 5 622 E°7}9. common peroneal
nerve® L4, 5, 622 Eoizit}, zelpR E o
Tl L4 =5 L5 F2(dorsal root)ellA Al

dEgeld S50 WoIYaIEH o7 21

A4 $5E 71299, J158T A 444
#7} tibial nervedll] Eel2E AQYA opiwl
common peroneal nervedlA} o1 ZAAE
gelsta wiFAl Al 248 4 gle o7 7HA
FE-g A Tl 7183t e &4 Al
A 2 &4sA 3L AR HR-E A
Bogy ANe AW FE mde SAS
T8 Bz}t ot

Y H

A AdHaly S8 29 N

AP FERE A 150-200 gmvl] ] 2]
Sprague-Dawley® &3 21=le]& AREsigict
%2-& HA halothane2 Friaste] A A
71 ¥ sigie] #4-9] d-& 23 povidone iodine
£l3}b igopropyl alcoholZ AHFslgdch EE9
55 NG F AFAAE Aol FHTAA A
tibial
sural

nerve?} common peroneal nerve %

nerve® &<l8 ¥ common peroneal
nervet 9751, tibial nerve®} sural nervee
6.0 silk thread® AR F oA % 7I$2
Acrslgct A= 29+ kanamycing HAH3}
I RS Bghsted 383 F Aol gtk

B. £AIE|X| 842 common peroneal nerve&t
TS 5 £20MQ JT|M2sHE TR

a) PEZT A #2 ARNM TR

29 A2 27de] AR AP EFES dL
2 AN At el Ay Bozich 94 FE&
urethane(1.25g/kg) 0.2 o3 X721 <& F4]%
Aa) AA W (ugular vein)ol AF#slgEod, g}
228 9 AEY(carotid artery)ell AFslsd
CEZ QF EES 959 73 Aofsta A
et A AR Z13E AAAF % &
%2 wW=A8l7] 98l pancuronium bromide
(0.6mg/kg/hr, iv)E +5& AN F AF
35712 3FAAt ol capnometerd ©]£3}
o] end tidal CO; HE7F 3.5-4.5%2 FAHEFH
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3lodct. 3+ homeothermic heating blanket
olg3le] ) 2xF AM 3TE W92 Fx 3
Ack.

AlZdyeld B F5o] #UE 5 34
common peroneal nerveZ ¥E 417 Alf{e &
L 71E3] slske sbAe AR A o
#FFA174¢ =22} common peroneal nerve
£ ¥l vlg FH 2o Y| Fed F A
71254 A& A x5t FTAAE
(laminectomy)& AAlgted L5 59 Hpe &L
(dorsal root)-& x%AlZl ©}& mineral oil pool
(AH 3T NN FHste] AAchtE vk A
2 el dx9 7158 A ot

A7 A &5 Ax5F7](preamplifier) ¢}
amplifier2 FEAF window
discriminator®  ©<$l  ¥EE A3l
oscilloscope2 #Haslgict =3} interfaced F30
AFEl el U A|HA peristimulus time
histogram(PSTH)-& 28] 2}& Aol o]-&-3ksdrt.

b) @Yy

power

L5 %9 s F2 AHRE AN 7=A ¥
2l WFoez® 71E HF &8 1 TFS
7153ttt A8 AFoE EAEA] B
common peroneal nerve® %71A=¥ tlg o]
of 3 ¢ Mg JEAHFE 5 B
2 ARARY AESEE T olo] &4tH
2 ekw wxe] $4-7]9) 7] gl common
peroneal nerveellA] A71d #E-E 7IS5shA
NE(100-200ug), phentolamine (100-200ug),
clonidine(20-40ug) % ZEFHAAAL 83 4
e FES A FglEwia 4GE Foled dig

3-8 wEHch

C. &M§ tibial nerve?t ZEE M5 RI20AMS
Ho|Malsty Ji%

a) #& X3 U F2 MRHUMY JIF

5d £EF 25do] AT AYEEEL Wt
2 A71A82)ErAl Adel Eeiath UA &

wex .

gul

Ho

urethane(l.25g/kg) 2.2 w3 A7]3 <& F44&
28 A (ugular vein)ell A#stgdon, ¥t
AL Sle AEAel Argslgch w3 JdF &
F& st 71FE Alsta ARk A Al
3 717E AR 93 & 5 AEp)
8] pancuronium bromide(0.6mg/kg/hr, i.v.)
2 288 AR F AFE IR FAR
o]d) capnometer® ©]&3ld end tidal CO: &
=7 3.5-45%% wASEE sgdh W
homeothermic heating blanket& o}83}e 3
Al 2EE AX 3T W2 At

AR 5o EE FHY & L5 ¥
oz e A4 BES 7S] f3led wiE
AEFAE wel 72E G F A 12 FF0A
A 6 857124 FFAHAE(laminectomy)-& A3
sled Ao wiEHe 2EAAGY e E 2
ZA74E 2FAA T4 233 2 | A58
W A= A" S(platinum bipolar electrode)-S
tibial nerveell Axjsldct L5 F2& =FAA

& o1& JbEAl EeEdtd 7158 AT &9
Ao #52 gyt 7154 Aol AA"
Hojel x4 Aol AR R el
paraffin pool(A¥ 37%)% wEo] =33 AlA
¥ Z2A 9] AZXE WA}

b) 4l Wy

L58 FZelM A7 AR 8%5& 71E3PHA
tibial nerve(£A4HE A7) o AR 254 HF
< 53 A7)2AF(single pulse}& 3tdA 7|Z3}
I e AR o) &4 tibial nerveZ ¥
B AgE 27t Haldcl aelm w3l
A Al FES AW F4lste] o]d] gt
T2 A wh-g st

2 I

A. ENEX] 2 YD BHE M5 2 R0
Mol 71%]

£ArEA) o3 22 common peroneal nerve
Z A7|AEE o fuEE wked a2y ldl A4



EHEAMZRX| &4t 23t
ol ok, 1™ 1ed|A A7)A2F2e 2 Qg artifact
= 7RSS AL A=A 0,012 AHelw UEe
potential®] common peroneal nerved =A=Fo
2 Ul Dl fAsieltt o] fbael:
20-303) #p=310] HF3}(averaging) ¥ Zelch,

v
500
10mssc

2% 1. Common personal nervee} #7|zp<toll oja} §9g
L5 dorsal root®] ¥+8- (| :stimulus artifact)

ol9} 2 HWPH O R common peroneal nerve
AN HPE Folrh= Hp 32 AAMRE BT
84702 ABA A 1 E5E JEsln). ol &
AeLrwz FEsE Addfe 117H%i°wl AB
A= 374, AMFE 2270 CASE 14789
o}, olF ApH &58 vl AAAMFE :L‘“%ﬂ]
A wskerl, ABAR-E 5707 AP #%
93, 2 WEE FF 7.35Hz900h ASAH R 78' $
e 7123 2270F 3felld Aptd #Zo] b
e o ¥l%: HF 0.67 Hzodoh

7153 ZE AAART ol=Hd A oFEd
el whgshe A Adde A9 ddd 2Ed
ARAF 2709 AR Rl g Aol 39
S ol vkl 1 & d7b 226l A
Ak 2R AAES gle AAARE
A &go] AL ge AREA NE9
clonidine®ll W] &3¢} clonidined a2
20ugs} 40ug FHEHAE W Aoy} 27240 A}
A2 vehglen olo] NEZ 100ug® 200ug
S AAF ads 747 epigic) o] F mw o
2 A £ 4S9 o] A et

= A& o4 = slgh. =3I phentolamine

-~

DUNZA 22

AFgaly S8 MIIMeIsY o 23

(200ug)& HA A=tz NE(200ug)E 593}
d#le] NER o3 FEE%W JAEE AL
otk aFA ] AR R o=
A kB diell whS-slA] odghrl wh ofEo)
AAzA A & 2H8-31R] o= Ao] opdrlste ¢
2ol 4] Hgte] WIE WAsided, 1 A
3ol AAES oleh ayeld  WEE
one-sample t-test A3} 100%2}e] §-2lvigh
& JepAch(pd 05). 28l B 5 g)li= nle}
o] otz delAd <FE<el NE¢ clonidines A=
FUA "ok AeAlTlE g 4 = el
#3). z2elv AR vk BAdedlE A9 o
RSB RS S 1=

ﬂl?—rﬂ.

a9 2 ol=dlddAd Sl tE Common personal nerve
AR ’d++9 Wh& (| clonidine, | norepinephrine,
« ‘phentolamine)

B. £4F AN HE X+ 320N JIE

£AEE tibial nerve® A ASE o fodE
HEE2 18 4ol AlAlEo] glet 23404 7]}
S22 Qldt artifacty 7F2E A7 HEAF 0.01
Z Aol F2 & potentiale] tibial nerve
o zFoZ fubEl whd Aot o] fuik
A9l= 20-303] Ab=8le]  HF3Haveraging) €
Aelch, 275 A4 &AL tibial nerved 2
o7 Oul- vl Otgz-]_ﬂi/(-] o] /\]7:! /H °g]
Hhg-2 Bo ]3}71]‘? o Al e
2| after discharge?} ©le1x e o] &3
Aol
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aY 3 ot=dddA 8o 4 F udd €4
LES

tibial nerveoll4] Hp=Z Eolrlz Hp F2
AARRF 25 18702 AAARAMN 1 855
7Z1Zsldc} ol AELEEYEE FEIPE A
£ 1270, AP R+ 1870, A f~= 3T, CAH®
= 1, olef bk #Eg vpxl AFAR
B %A 94 odsted. Addde 2N
36.2Hz), ABPA-f+ 370(13.35Hz), ASA#-= 371
A zpA] #go] FAFKCH2.6Hz).

NEG BE AAARF ot=ddEA oFEel o
8 whgahs Al A= dlgleh okEY AAzA

o

Buv

19 4. Tibial nerve®] #7120l oj3] f2rgl L5 dorsal
root2] ®HE- (| :stimulus artifact)

2t wex. 2y

of tigh A8 HEE dotwr] fid] ¥Hste] wHEE
HAsIH =Y, 1 AF common peroneal nerve
off Z3F Mr|Aelshd A7-(1¥3)Nr e}t ohRA|
2 ofzddalAd <oFE<e NE® clonidined 93
Al RS ASAIZYE 2 A, o)F oFES Al
AR uhg B4l A9 dEe AR Eoh

|

10msec

[
P

2% 5. Tibial nerve?] A7)xp=tol ols} f4te LS dorsal
root 2} after-discharge. ( | :stimulus artifact)

= o
wEAge) en @ APy BES
uj} o}#

T 37 dF AR aF2eld Zold,
£ nE3 2 AEAE AMSsiHEE

F ApEEich olEldt 5% H¥FTe] A=

< dybA e g wAAA #H FE(SMP)

AT s B | K S Bl d o g B s - g B R
o R e glch & ofwl x|} AlAe]

g - AHS wAAA ) 3kt AlAde] AAE
YA =o] Weld AgeAe] 7zt AR AHeldlA
Z83 9L A Hokes Aolu) ¢ 1, &
Ao A7 ko) A7 (neuroma) oyt A
o] Aw=E DRGel FAEE AT FH4S
adrenergic agonist® ol E=E3tAL} AAA
of Fslshd &g vk 4 vk zela &4k
Aol 2] ectopic firing< sympathetic trunk
o] ARS8 H3tE 4 Uch(Devor &
Janig, 1981: Habler, Janig, & Koltzenburg,
1987: Korenman & Devor. 1981). o]2igt <33k
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HSUHEX| &0l 23t nzalzH 22

=

2 reflex sympathetic dystrophy®}, w=7tA<}
d3 o A AR 55 g A
bl Al A F83F FA(aggravating) 2.9
o] 5= AR AARch(Janig, 1992: Janig &
Schmidt, 1992). w7Al7d#le] &5 AAA 6
F4%€ ot=#'¢3 (adrenaline), £+ adrenergic
agonist®] =44 Fq] 5-& olgdt AlgbolA F
TE F7HAA g ook o)9) o] olzandEiAy
oFEo] Folo] o WAL BAHE ¥E
o] #7135l o] SMP2| &A=

ol2igt SMP®| #7k& o] F& 7]
9%k A2 d#o R Devor$(1994)L w7HA1A
Ao G4 AwE 2SS
72l DRGIA dejvbs FAA AR ectopic
activity® 248% 4 9ld+= Z-& Rasksdd
Chung 5(Chung, Kim, Na, Park. & Chung,
1993: Chung, Lee. Yoon. & Chung, 1996)3}
Lee 5(Lee. Yoon, Chung, & Chung. 1998),
2#J3 McLachlan  %(McLachlan, Janig.
Devor, & Michaelis, 1993} A17o) &4 F
w773 AIe] NEA H$7F DRG WelA zleht
A EHel FF wE AEA FEE A Hoe
& w7stgict o]e} o] DRG WlellA mztal
A A%t ARdE AL apd oz
(sympathetic-sensory coupling)® H:ES =7}
Ale AeE Az, oeja o213k wib-3het
AL SMPS} &7te] fivkw & & Qo)

2ad AR 59 JAe dr gsls)
Al k] flEke] AlgHeld %o Bj o9
7FA T8 mdo| spitE]e] Al&Ew i} ol
FZ474-dA =d(Wall et al.. 1979, Bennett
2<d(Bennett & Xie. 1988), Seltzer =
(Seltzer et al., 1990), Chung =®(Kim &
Chung, 1992) &°] slct °o|F HZA34A =4
o] t}E mulel w]s} oz} 7}z Ao} gle} A%
HeA 559 7S 9l ol o4 9l
2%k, #HFA7 A 2dole SR a4
8] dolsle AR gloke ©o] glth A}
E(Lee et al., 1996a.b)2 ol& xsetsl] Tl
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F Alzaly S8ol ToMRInN 6 25
Azt ZAQ] A2 FErde Jpdslgle
g, o] el FHFAAHY A7tA] £ & A=A
L2 A A F5e] HAsE s
223t A3} common peroneal nerve® FAF
3, tibial nerve®} sural nerve® &£AMAZ1 Awh
oA 7 AXsln Alg2e 55 A4S Bas)
Aok £ A7 Axpse) AU’k 28 e
A E% Zdeo] SMPal/} ol SIPSZE A~
At oz ] $lsle] =

AT R WA A w2AA &4 &
AEA I Fe ARAR BAE olsistaat
TR Zlolth o]& & A AA At
oFZol gt &AbE)x] 9% common peroneal
nerve?| ¥ EAE AwHsghedl ol AR&R
°}&-2 NE$} clonidineoltt. NE& 2 @#lxl u}
o} zro] WAAAAF Afol dudeld BulEHE
A2 ¥4e TP SMPelA 55& 7t
ARtk clonidine® a@s-adrenalinerd 4871l
2h-838le f5 A (anonist) 2 TEYABAZ AL
H71% 3 (Wilber. 1980), R E& 3% Jehir}
(Paalzow, 1974: Paalzow & Paalzow, 1976).
2 AYeA ol=dd:A FEel dHF common
peroneal nerve?] ¥h-$-& T[EAFY ZH3} common
peroneal nerve®] A1AAHH= ARG A ] 24
b oF Bl s Ao whg-slx] Qsiel w2 &
T8 A= AT Al AHeste Bl
e vhe-& ®olon} 2wk mlmlslyc).

2 AFFAel Aeg oFEe] Suk(dose)>
ohE Al wlE wlmE x2d wolri(wla
Gwak, Kim, Leem. Nam, & Paik, 1997). =g
ol 4EZ AYFY AF ke wistdly
T e AAME AAzA ] AP oz ztas)
Zolr} ol NEv= g vl-¢ AsAlzion
clonidine 94 #sk& AA1%Hoh clonidine?
ot AeEde B AN FIAFY dAA
ol ¥3hHskE whed st Aok =3 clonidined
A F944] F& §3olME ar-adrenaline
A 8715 ARG, T S E
+871= 843" £ gled
& Strombom, 1976.
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ook

a-adrenaline’]

(Anden. Grabowska,



26 Oluj& - & 2h-
Cedarbaum & Aghajanian, 1977. Starke,
1977), e2-adrenalined 4719 #Ast= NE
o} w38 ZAAIFIAT, aj-adrenalined 8
718} &Ast= o ubiAE-g& gcl(Starke.
1977). 2822 clonidined ¥iilsiste o
2]§ ai-adrenalinetd 8719 @Azl 93
axtdd A S wiAlY 5 ok ole} 2e] ol
A kB A A2 A3t glgel
T B3y A A G 24l o Bl dIFt
common peroneal nerve®] Hk-go] FAgolu]
vlekgl 7 Bl B Aol A"y FERdo)
SIPel 7Ptk ZE Alatbslss Zlolt}, o)’k A}
AL 2 AAgo] gt o AT (Sohn, Lee.
Park. Yi. & Park. 1997)<A = #3838 & 9lad
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Neuropathic pain produced by nerve injury is very intolerable and uncontrollable. It is also
resistant to analgesics including opioids. Until now the mechanism of neuropathic pain symptoms
has been unknown at least in part because there is no reasonable and reliable animal model.
Recently we developed new animal model of neuropathic pain in which the tibial and sural nerves
of the sciatic nerve branches were injured and the common peroneal nerve was left intact. The
present study was conducted to determine whether this animal model of neuropathic pain
represent sympathetically maintained or independent pain. Under halothane anesthesia, rats were
subjected to neuropathic surgery by cutting the tibial and sural nerves. leaving the common
peroneal nerve intact. Two weeks after neuropathic surgery, the animals were anesthetized with
urethane for electrophysiological experiments. Almost all the nerve fibers of L4 or L5 dorsal root.
regardless whose peripheral axons were injured or not, did not respond to adrenergic drugs. These
results suggest that this new animal model of neuropathic pain produced by the injury of the
tibial and sural nerves, leaving the common peroneal nerve intact. may represent sympathetically
independent pain.





