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Clinical Diagnosis and Treatment of Reflex Sympathetic Dystrophy and Causalgia
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A4 14 B3t 5 A9, A4 94 2En
A B 2 4?} major mlxed nerves] A-2&4 vl
ahg gheha hP e,
glAb A W 7 Al A %% (Reflex Sympathetic RSD¢} #7)&= 7} F47] (acute stage), W) A&

Dystrophy : RSD) & #&8 A4 o2 sMAAA%E (burn- 7] (dystrophic stage) 2 2 2 ©}) F % 7] (atrophic

ing pain) o] vtebvba, -5 A3HA shd o}Fol Al stage)  ubra YEdl, WP &b o HAE ol
Ae A3 e, gAF2d43 watold o o] F(trophic change) 7]zkol g} &},

3} (trophic change) 7} FA Mo 2 Lulsls A4 B FAZE, gAAE 2 wA AU 571 A

B34 odagaeltt, Eo] Z94E (causalgia) 3}

= 45+ 24E (spontaneous pain) o] Haoh} L&Al
t2Ade Ealdl whxAlg £40e] gloke Aeld, 1 4 230} wie} el aching =+ burningi 9] o}
2] o] F7}A clinical entity= vt QA Abe] A4 Zolt), o]z dl o} E& J|AA Aol thE B2t ste
2 EPEFolH R AEARY EE0] 3 UL F 4 FFA] hyperpathia (painful syndrome of
x| 9] AAdolet, A& 2E 2ol oy o, 7} F4  overreaction to a stimulus or after sensation follow-
Fridle] YT 7 wiwdtn ) TUE AEWA ing a stimulus), hypesthesia or hyperesthesia (de-
Yol s B3l vl&d A 8ol Zr glem, o) A creased or increased sensation to stimulation, re-

7)1 Fe] Auata] £33 Aef rlolgtrle Harl 9l spectively) z12l 3 dysthesia (an unpleasant abnor-
o}d w2 o] F71x] clinical entity Atolo] AM7}5  mal sensation)o 2 $@ ¥ o}, g3X2.x o} Mo w3}
3 Ao 2 RSDE A9 /b E 94F BAlEeE & warm, dry and red skino| 71} cold, sweaty and
Holx, AGF-E 1A AldEado] ZAHE ZFAlolA B blue skinolw, #E-EFo] Jebdel, 2, £F W 2
AslE o7} i F-Rolate Holu, =d FAN AEE Fo AASEs) welxle RS B} A2 l:.ﬂ] A ®
o 42 Fo] Hohw AHo] ge?, RSD o}, =§ #3249 $EALE Yehr] A=
causalgia®) AHUUL F o] TAH o= doju, A W) g271E, 9% 3~6709 Aolo EAF
A b A Y e w €F 4%, A A (hyperalgesia) o) ZHiElE A7 24 FAXEo] A3l
of o% 3, FHA, €34 A, H3A BEAY, 2 s n, vQEH7 A, 2, &_g- o uE
A, B, AT FFod Anguiel g7 ALY o Hxle?—i-‘;— T ZAlolch, BAo) FAYA
BxAA gk o BAAE Foll AED A A A 25U Fobdn, +HFAE 7&.:- axluk £F
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£ adlZoltd, £7]& 7+4E bone scanolA] ol
Axoln}, x=A3tg AFAH o] Folxle A7)0},

o) FE71E, G4F 6Y A F5 A4S v}
o} v I 2 FA S A HEg ZaE adlEe]m,
¥ 8-+ smooth, glossy skin®.8 Xolu, A7 0]
233 ETF0] B A}, HILe FoiHE 4
= 32 A4S E 4= vk E290E RaE Xeray
A A, 28] 279 A5 A e,
Afgol Az,

Causalgiat ¥7}4e 2 843 AAEAE 447
oA #3 olulo]] FEo WAty A1 ¥-%-o] el
%59 572 stinging, aching, burning ¥ tingling
o2 Rk A% o}E F12e 5~6F Axolx, &
A" A Bz o] AfElE A7)} AR 3k AL
7} Wt RSDs} 2] AAA 71402 ofFo] 1z
= 7 £t 28ln S22 Mgy AAREAY
W gL aAAAE Ao slebeiA e o
t} dysesthesia ¢H3joll = m7FAI 73 A Apeto] £4gictw
ot dlEE =EAR Z8A- Y Az AR
TF7R FEA) ) 8 wlgesie,

RSD2} causalgiae| 25 84 J|H™

AG7A| ] 74A] shde] B gl7]o] 2 Fol F
7HA & 32 nA

Ephapse (artificial synapse)e i4bAlo] AAAH
o] Ao A ute] erosiono. 8 AA FAA A1 AFoF U4
A BFAAAF Aol AAAF] st ol ofFo]
YA E e Aold, AlAEA ¥ wlzA Jehs RSD
s} causalgia®) §F $ANH Aele o] 7o) &
44 471 Ao causalgiad® A5 YA A7) 7}
A% 3t At ool viza vehie ZdE ¥
A Fojloll = o] FM4d o] FHA Gevha YT,

o] 7]e]l B4l nerve sprouts A F v|dAA Fr4
42 FA% free nerve endings’} €A=EH 24 27
o) TzAA --""‘;’;‘117011 o] EX (axonal sprouting) B-&
AZAR7F Eohba, ool F4doz 41 du4l
7 Aol BEHEAe] ¥4 2dsul M| Eold
sl Ay f4ARE 55 FFE Adiiche 499

o,

RSDs$} causalgiacl 4] WAlsl= obE2 A4l YA
A w7 AL ALH A FY3e AF
(Sympathetically Maintained Pain : SMP)el| +} e}
WA ®obe A7 9 7] A (neuronal mechanism) A-2
Roberts®9] Fgojch(23 1 %), o 7Molle & 7}
A Aol FulE oo} dtwl, ¢hAFW wide
dynamic-range (WDR) or multireceptive neuronse)
nEo] BHEFAl AT AE AAZ ¢z, o) 44
£ 744 87)71 WDR neuronsell &3] 714 744 &
AAEE HEAE 5 g AL A4 HAR s Ao
o}, zeja o] sHdelA ubAdA <l SMPY AxHAL
Az F571AH AF4E719 A 23l o F
(allodynia) o] defvbe A& F=x35 Yot =8 ol8
T A FAE 258 2 458710 g 4
A mAFAAS A A4 zE vehtE
ZAolw, neuroma AAlo) Sl FAX FTHEA &
Aggdozs fudon sigich 9] o#d +
A4 BAAEE 243 H4H WDR neurons®] ZH+4
AL FuA) )= 283 o] A HolA Hz 3
o3 F o}E-g QA A7 E FAol 2k Aol olst
7be. =elol ¢Jzbale] RSDe} causalgiaol #As]E A
£53 222l Al A st g 2 ¥
olzl, mAAAEre ERAAE ofstA =& A
ole}, o] 7td-& Aol EF YA vlmdte] FIAY
o4 JFE T Ye Rolg®, @} oA HErt o
F57] g-e Fol olgivha stgick®, TahmoushV+ A
A 229 o)A wstel AlAEAE H #al & AHE
£ oleba FA3l3 el Roberts¥+= causalgia, RSD,
minor causalgia, Sudeck’s atrophy 3 postherpetic
neuralgiats SMP 7]3 .o 8 WA= = oFE o] Weo &
grha gk

Hendler®= RSD2] o}Z-& A-§ nociceptor® ¥
], causalgia®) o}&-& C-nociceptor® ¥ ¥ 27 5
2 Az e Aolg Fa4ska et

HRaddo s agAA e A4S A5T 155
o] Y& Aol 80%0lek", oj2id AH4-& RSD X &4] i
BAAALL 2 AFEHA} UEhIA GE oY 4=
Qa, wlgEtol| F¥ee azHAA AMAGE Aot

s U 4 Ylekn AR, RRAAANA Fadt

A B AXE 9 o oAl 94% HeA
Sl g A o AFAREelh olEe] w3l
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o 44 2FAA 223 e A4 AAAR g2 AVAA ASFE7E B
A7) Ao} SMP 2434 o]},
% DRG: ¥4+3 24743, WDR: 34354 AAY, Cnoci: C-HHAFT £47,
Amechano : A-71A=EAFT4L7], SG: ZF4174A

13 1. Roberts®] sympathetically maintained pain®] 4444,
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He B93lx ¥ 935 AlAART s W 2%
A7AA kot AAE APl AFEAHAE A& 5
A e A%t AAHsgem, oW Smithwick
procedure®] .84 o] A 7] ¥ et 1A}
RSD£} causalgiaol| 4] E-Zul7] Ao 3L n)x|
424 AAARF-9] 752 ¢ F2F Yo
U]-. A4 WDR neurons®} s7}tR17Ao] wlz o =
‘o)), % multiple synapses’t H4=ol Y& Fol
o}h. o] FelX & o7 7] AAALEAC] glon, 2
%l indolamines (serotonin)#} catecholaminese] ti
EAHq] AEolul o]et-2 BA-L presynaptic areast
postsynaptic area°ﬂ Z83A 4 AAAF o
A2 A= 5dE¢E YA Ao}, ojF-Ee AA
A <-E-72-2 presynaptic reuptakeol] &8 = EWe] &
AL eiojui A seul, o]21d reuptake HAME gk
A Al AR HEr]5e dAHL, oY
ZA-&3he oFEe] dgEAlolth, o37]o s wiiz &
43le A2 2% reuptake EAE FA3A = A7
ARR9 AxrlF AspgAel dolihs HAeolrh, =iz
ato g Fbpgrlol dis ARATEAN viLd %
£ 3= ofEo] R, WA AAAEER] 2
g ok e 8710l Al AEsuie)= A 224 curare
effect7} 3lrte} ool &3k, o] 7% Acetylcholine
42774 A3t cholinergic effect”} velv= 74
%% 3le}, webs RSDs} causalgia X &ofl A7 <AA
F 71 nedtd FEAREAFAE A vrtof "ot
L3,
a¢le] 5% wArIdez RSDoA M AHEFA
Yol 743 £423Y Ca, Na 28|z Ko
Aol stz g-ol=d13] s3taegr]Y A EE
dpolgtas 3ln®, £AH = 23 A-6 A%
ol A gl AAA A AR ZAAT 879 Z
44 W% dfolge A% ek 2 FFARA
9] FA75 WEe] FFEHAE otk F4=E QY
ot ze|u} RSDellA W =3 dxSof thate] §-2hst
glo] dojile 7]AL op4 F o]} e,
RSDeilA] o|%k4] w3} (trophic change) 7} Velu+=
AF71s T57] Atolo] @ F4bo] wasiAul F 7}
AE At AL 7 AAEL oFF gl ¥H
o]}, &87-& (muscle contracture)-2 disuse W+
+% Ut P AL, S AR Fol] Liks]= o|ofA W

3= mAA AEe) HEH e R crosscommuni-
cation (80% ©| &) El o] gl wl&o)et s =t >
Hye tae dd4Fo] Yalel oivel W44
o FAA dbabz e g2 WdEE HelEe A=
A=

Causalgia®] F4E-2 44 £4d F4x2 C-4+F
W Eolet sl wRg o2 vehle 5L nerve
stretch®} axonal disruptiono] ¥<le|ag} 34>, &
5T FE7hul causalgia #24e] 70%014 £ 4 3l
o, W27 £l A7 £4o] 2HE AALE &
algcha 3, -1"4‘4 XA Eale] glod of &
Fol o AAER 2E €34 F29 o|F4 Wt
(RSD ke ul=st wd)+ 9 vYehtberke ofF 7]
AAdwe] =R g Yo,

RSDe| zictz} X =

=

m

71%e AL o) te|Fel, ¢h A5
o b EHET F2A (923 A wEhe] wiE
A] glofok ki, @h FH-Zol HFo] WA HA e A
Solc}, ob &3 & & Fol s}t wkx= probable
RSDzh A 32,

AFAAA ARFS4o s A3, o3 A,
U Fob g o °o" Wz} gla, aAlAg Aoz
A7 ZAT o} AR A4 sw ALE FLE Fe
a2 ok %/‘] of i ol 3ol FZFg]FAke] v}
ehdoha skl e,

7143 A3 (light touch)oll Hg EFAFARNE 53]
allodyniaz} ¥-2x glow, WAZIAL AEsgch
RSD #zle} uko] 44
o]31, delayed image bone scansoll+ Ag di¥o]
obAolatz gheh, X-ray= RSD Aol o] 832 &
Aol £x, &% 7F 5L EMGe vlad 34
S d R

BEe AAZ] vls) £71e 295 BE Y 9t
12.9mm o] A<l 7 -2 Ao sha Yeh?,

2o A3, 3 wAE (mottle) € thermography
2 Atksle, A34le] psychosomatic disorders] 7+
Hole =go] Hcd, A kg A2

arthritis, rheumatoid arthritis, Reiter’s syndrome,

Early phase bone scansell+

11
T
K3

infective
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SLE 4 arthritideso} 7 8 of ghchizt®,

= 2]3hd FAL bone paine] ¢/ = bone scane
2 undetected fracture & %o}l o},
routine X-rayell+ veh}x] @¢xl=l, bone scanol =
AAFT2A 7 95%7F vehdel, FA A3 20
A} bone scanto.2 Bxb2] 90% 7t A Abel =)
wet4 RSD 8417} bone paing Al 48 wi:

AL 2R

bone scang 3 Fo] Awky}l Hgo] F xgo) ¥
I;'t\_lﬁ‘
X =B
A7 A7) AN AA ATl g 43 AL

F7F ek A S gldhs F o) glo wroan

A olgliix dcH®, 2l 3 naloxone
°o]1} naltexoneo| opiate 4-g-#of] Z-2-5hed &2} o]
e BE QebY, SAE Aol i E2sRle
A2 RSD¢} causalgia %% 2% vehleg ol ¢ &
-—:‘—-E}-“—:— _}?__\‘3_01 1;}_13)

B exiTel g B4 SAE 2 A

FAA gEAul 1A FAA e daF s Tl
2§ g FEo|oh oHAE AAH HolA dAF &
7txlol N3 causalga FA= Ao AL 4REA ¥
ok, ¥ 2 £ §48] 4kgol ebds RSD
Bxle w47 Akohvt A sl ABEHS) ol-$
Fohn gk,

Nifedipine (31-% 10~30mg)-& %2} #ulule] ol
2t A%, 937} (dysesthesia) % cold intolerance
A= ZAH o=, =g FoloaiAZE3 ectopic
impulse A Z-& = ch®,

w7 o] F3 71" 7+AE prednisoloned 3%
60~80 mg Fw A ©fo]7i 35l bone scanel] FAdo|
w1 3Abe] 90%el A WS Aol g-E Basta gl
C}-!Z)‘

ul A A4 ol gk st Schott?? e & Rolx, ¥]A&
Hzolu4 245, o ¥ g-Aubd], griseofulvin,
calcitonin, A=A A7AA A, E8H
el, F4A9 guanethidine 9 4-& ¥ walgdch

7)o A=ZF (nail brittleness) 9] A7 H o} A
BojAl2 maw glond, Zzjwoli: trigger pointol
IebAd| FALZE A7) ¢ler, baclofens 34 #7)=
b Ao 7ol wiAjR]l R, el gole

nifedipinee] 3

A&, A7

22w, oy oWsof s, Y& A9l FeiXEE
Sof ghct, H7] ol kA Wishe AAFor FAVE 5
= glow, WE mgAlA abde] BadA PP,
ARV AA o] HZo]: nifedipine, spironolactone,
carbonic anhydrase inhibitor7} o}-€-5)\} &3} vy
EHoleln grp®, 9H-& =3} vasospasmo] 2l
of ez, YA FAIA Al WA wffe]
w2 reserpined] 24 AWFJoy mPAA Auk
(Bier block)-& shd Ea& o]#]ut*) vasospasm2] A
22 A7EAE GEH, BALETH ARAdE 224
7 A B 71%7F 30|22 steroid® &2 A
) wlelal bk (A4 prednisolone 60~80 mg for
2~4 days, 40~60 mg for 2~4 days, 30~40mg for 2
% 2 40mg for 2~3 days, 30 mg for 2~3
days, 20 mg, 10 mg, 5 mg for 2~3 days)*?,

e gtd 2] salsd AyoA st 4o
a, FYHARE 2455 BPAA A ]%ELL
glovt AgAel A gye ol g A Azele
o] Fc},

B, Axs 79, 14 F9 L AN B
2 4qlez AFHEAE T2 ek B,

ATFGELE $9eA, vaszol =y £AEA,
slehery AEA, BAUAS o $5ln glom, Eate
A% thokale}®,

si3kd AAlE

~4days,

ulo

& 7AlA Autel] KR W&
o A2 dhe Aol Fom s Aok Ha, AR
RSDe 7}11 £ QA EAAE G 5 1/3
A7, % 2BAAR A /2840, 517 RSDel:
&y M“&?é A o4 29D 4 gk AAF T
Zo02 7~109 Xy aAAA AAE A7) %o]
Jehlz, dysesthesia (937 moke 2 2~14F A&
2 45 9o}, el StEle Al x, FAEA
(Dilantin, Tegretol) ol & ¥}-3-Hc}9,

Causalgia2| Hcta} x{&8

|

At}

A%
=,
WAl EANR WAEE ol wor (99F 2

rlo
L

2 AAA QAA ] B 22 b
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), ATl it B4l Jeha] g (9uE
0), 7143 AT 20]E AL Von Frey hairse]
I, YATol= oM E AH, dAFolE dlolA HRd
AS7VE AR,

Causalgia®] §52 Al7}#] mofo] 74 C-A47} =
% g1+ nerve fascicles®] €Als} YA FalAdo] 9l
ohi &m0, A F8ale) stretching injuryyt &
A173 210l axonal disruptione] QA A& A} ek
A7 £elv, 468 SdAY, F94% AALY g
A 9ol 91-& wi ARy,

A B

A7FA7E Aeke] &3 §-5= gl ate} Aolsi,
AAE] A= 12WA] 97%E spolr}t BAul, AL
€ A A= v Agde] A8 causal-
gia® A7HA7 AL A dbge] o Foof, a7
Al7 Adke Ag 33 stn 29} Qled A7) A9
F A A3 Yep?, e} 53 Azle @
=, RSD7} 584 A%, At 7le, 2% A4 A=
Y X847 Aol whe} 2§ AFEol W] e ®
ol ¢ ¥ ¥PFE k=) asisolt oty @
o,

A AT A 5ol A= gl Eo] AAF A
e 45 ok g,

@ % @3AdAE  phenoxybenzamineo] b
pentolamine (A& &5 34 Fof)-& Ao o2} 85
o 33 40~120mgH 6~8574x] 2w, F2ge 7|
A HEH45% LA, s 74 (8%) 7t dew,
Ao 2e 1657HAE &, o AVlE 4%
2~704 ol e} o] F-o]F ok FT)®,

B- Z5tA| 2+ propranolol,
prazocinex X 5. &rhan g,

Clonazepame] 2€ %] ZAHolete vaE 3l
o,

Guanethidine (IV regional method)}& A7l 3
437 Boe 238 w2 AZGAA Bl FEde
Aoz @A gloH, G489 RRE-E Fo35 A48
of g}, :

A9A A7NAF, A A7AF, HAE A7)\ AT el
ol&sim glon], &=xlel @i} tract of Lissauer &2
He 7 oA Vol gt A4 £2 AYR &g

- A \’—.}vzﬂ 25

Agdd &5 Qekn do,
E7| B

RSD$} causalgiaw AstAo 2 JAFAel A3
71§o] Aedd v} g ¥ obisl, dud Hay =
A% v AAH Hol AR ke Holr}, wepA A&
A BAdE 2ot e A Fdg Ao}, o
ARl glejA] AbdE o2 hElE RSDE F4-8
Aol Roldicke AL A4y Folv, FAthd

Zabo] ohiagke e WAl Aok olfd He
vlg] 4z ek HAYP ABAVE FHAE gon,
Ezlo] 15& ¢34 o2 AA He Aolt?,

Hendler N.oll o}3}5 RSD &4 zt3ojof & A3}
&, 21AA ATl B =y A AFolA ol §Eo
Hdte] Bzaulo] glojok dha, A4 & 3l Holu}
v gEe X obEe] 422 veholt 3l
Akl & £4o0] g A thermography$} bone
scano|th, WAFA] B4 AL ol E HHoz,
714 ASA] §234wlL Von Frey hairs A A
2 A g Fol o]&slo} ¥,

RSD2 24l =l SRl Al dh=s] m7AZA R 2gd
£ Hojx 34 A & 45 FAb dal A3
Ay olt 2 2y-g A -G8l of Yo,

Causalgia®] Atol] gloA -84 m& £ o
ZA17 44498 galdteid EMGE o]-&38la, A7
£4o] Y& E Thell k=A] Gl Fofof ghet. 7
3 27FA7 A<k} phenoxybenzamine AT Fo&
Al 8 opat g,

RSD¢} causalgiat X8| 5UsA| gteng 7}
Wche P4 en, RSD $xle] 7 dAdFAol &
FrhA1t vel giejele AEd Aol o8 &
5 A sk Ao nlg¥ Hrje, ¥Alo] ¢ A&
Aoz o AU A€ H83H 8ok gl

Bonicabe o] $rixl £%7] Avtrigele AA,
254 29& BA £l g™ e] glojof 3
=, 4, AEHA A4 E5F vido] 7|AF AFef .
¥4 (allodynia) o] g€ A, =&l AA, 274
74 AA] BFo] LA ofof B Aoz T3NS

Kozin52 H-2¥ & RSDZ 233 #4 Fole ¥
Ago| FEH H 47 5% 2N 2F b2 A5 A
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dolx, vuAle HxAA. oo B2 =P
2t st3ieh, webA RSD7E 94l == ESR, ANA (anti-
nuclear antibody) ¥ rheumatoid factor® <Ak
AAE HEA] Aot Aete S £ 53 245 A
% A s syl eh2,

sympathetic dystrophy syndrome (RSDS). Am J Med
70:23-30, 1981 4
13) Raja SN, Campbell JN, Meyer RA, et al: Sensory
testing in patients with causaigia ov reflex sympath-
etic dystrophy. Abstract presented at 6th Annual
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