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A Clinical Case Study on Guillain-Barre Syndrome Complaining Both Lower
Extremity Weakness with Oriental Medical Treatment

Koh-Woon Kim, O.M.D., Sung-Soo Kim, O.M.D., Jong-Soo Lee, 0.M.D., Seck-Hee Chung, OM.D.

Dept. Oriental Rehabilitation Medicine, College of Oriental Medicine, Kyung-Hee University

This study was performed to report the effectiveness of oriental medical treatment on a patient with Guillain-Barre syndrome
complaining both lower extremity weakness. The patient was diagnosed as Guillain-Barre syndrome and treated with acupuncture,
electroacupuncture, physical therapy and herbal medicine. We have evajuated the efficacy of oriental medical treatment by measuring
changes of motor grade and ambulatory condition according to period of hospitalization. After treatment, motor grade and ambulatory
condition were improved. These results suggest that oriental medical treatment was effective on the patient with Guillain-Barre
syndrome.

Key words : Guillain-Barre syndrome, Lower extremity weakness, Oriental medical treatment

I. H = Aeg-vhy) SIS AT o9 8 Cﬁo
o] shta AR R Hiiglo] v A%
def-vte] $3L(Guillain-Barre syndrome)2  TAES 108 B & 1.2-2.3% A== dEjA
R A A B2 09 olgel sk m, olo] wet gl 716, ol WA
gog gurdowm 27t W Wgolul v A oflA] oF Lovf ol AR gt

N
i
jur}

O
3o g =
o &L ol

=

e Afdo] i A7t gk 252 S Aol Fhejof qlojAs AW f Wl F2ER

M FQ A AR 9] B2 A 7zbol4r 3 A (intravenous immunoglobulin) X &9 E%; g

Hold 352 BE xjAlAo] Aulish= 252 Y (plasma exchange)©] &7} Qe AL dHA

o] fol= Abatglo] 343 MeYshs FEAQ 1w lom AldMom Aui f W FREY A8E
]

! =
ToolEA A A selo] of Mol FE o HBHH: FAolch, THe|E Epeki, F4o
E

oy, Avla BAoh AR FAS TAstE Miller

W RMXEL FHAME MEA BUHEF E7|5 Heltistu PAse Y SHixEolsitn
Tel : (02) 958-9226 Fax : (02) 963-4983 E-mail : omdchung@yahoo.com

27



, ololl w2t

}

V/NVZ 7|55 %o A7t B

Lo

L

2] 9] motor Gr.

Fol|=, A S5
o

k=3
o]
A}5ol

=1

Tt

|
ot

NS
67l o
0] 3

kot

1
o

-

LiejetE|x] ME7 A1

0

5t o]shz<l
o] 20%
o E

Yo

T

I3

Fisher syndrome 2} &

[

T F TR WPy ERT #
PoFEHLE PRk gE o
o del. wut o .w.,_mot o8 ol umoFMﬂ o
WM E M T 4S5 E e o X W
el Mo - WEe P L F
e = I R
VoL P ew sYEgX .3
e BRIy d g R R R D
T B mES S 3L MR
l!ﬁ1r]ﬁ.1.._]6R .lwmur bl
0_7.mouoa10M7SEﬂw :exi
T 2® RS T P LM E g
g ZHalw AT EANER
o_LMﬂmﬂLool,m.L ,wuﬂA.mATﬂ,Hm
oo S T FHH s 8w
SRERSEE BT E XY
dﬂﬁthAM&ﬂ%MﬁL,u»%oerLlﬂo
TolEre DY L
B $of 7 =X WE R T N ol
Wo o B B o8 X H M o W Ko ® T
of W T R A JJ R e He oW m-
TS E g T REH
Py LB T T W OE T
mﬂ%ﬂnxhwwz e E X LT
PYETSLE O =® T g
SRS NF ia o J) % i ok mw
T oo g < 5 mﬁ%mugﬂam
f2) xe@u Jamuz_o ol = W o 1 .Na
o - X0 L — n_Ln_l_m,v ~
T - Ll - ) e
é.uuw@mmmﬁiaﬂ; @ﬂ%ﬁwﬁmm
P. o .. "ol = .-
%QME%E% Tr e
w X 0 T ol g = o o
BB W e BT R R | T o%
ﬂ,_mlm,mh_l_m!]mq __oT_.w_ﬂT,aoi}
Tomdw o WPy
- R Hﬂ%.ﬂmﬁﬁﬁ
SeSREETE AIET LR
oy oy N e B s g B o oo X
e;oﬂ%aﬁéﬂqﬁe%giﬁoﬁ%
Mo Mo T N 4 o B o¥ A3 ow = BY N

1.0

1

3

oh, Azl A

A=,

s

g JAR, A7)
St e FUEYAQ! Amlodipine besylate

folet.

L

s

1
=
[<]

7l 23
I.
165cm, 68kg, 36M19] WAF gxtolm 20094 8

9 12900 AJ3PE &7 o) 3

28



0.3X40mm ¢34 Stainless THEYZTA}, 3t
)& MR on 19 23] AR R F oA A 7o
FotelolA B FAlEelo] S&3HAY 2
352 ol AMEshe KH(TELD), H#(TRE), B
(SP29) 59 FEHES SACR sto] A3,
250 ool Sl aEbikolA FeEof
Agshe S S85te] BBA(SIS), BELID)=
HBERHER Mot fSRABL66), —RI(LI2)-
Batie = Eotalet, A Q) RE = fRel weth oha
o] #ol= §lont, Y¥bH O R 10-30mm=E Ales}
o, 2087t BRstlh A7 R M= A
ANA FF vh] 2RO AA T A Lo) Ao F AL
Sk bR Q] EZHU(ST36), LEM(ST3T), Hds
(SP39), KfE(LR3)S Yl 7§ 7& B 3, 25Hz0A

Do
>
Shs
)
D
A
of
ok
2

oLl ol
A
4r
ru U
o d

o 4 we ¢ & 4o

H3} S 71 S8t tHTable 1), E3F 1Y & 7]
kel AA Z 33 A9 me] Yyt HEEE
satisfaction degrees ©]-&3l UERSItHTable
).

Table 1. The Changes of Motor Grade according to Period of Hospitalization

9/9 914 9/19 9/24 9/29 10/4
hip (ab/adduction, flexion, extension) v/ IV v/ IV N+ W+ V+ N+ N+ IV+ V+IV+
knee (flexion, extension) v/ N/ V+/ N+ V+/IV+ V+ N+ V+ IV +
ankle (flexion, extension) N/ N/ V/N V/N V/N V+ N+
firsttoe (flexion, extension) i/ i/ /N v/ N/ V+IV+

Table 1. The Changes of Ambulatory Condition according to Period of Hospitalization

period of hospitalization

changes of ambulatory condition

9/9 wheelchair ambulation

914 can walk 5 steps with assistance

9119 can stand for 10 minutes without assistance, can walk 50m with assistance
9/24 can walk 600m with assistance

9/29 can walk around everyday life with assistance

10/4 can walk without assistance

Table [I. The Changes of Satisfaction Degree according to Period of Hospitalization

period of hospitalization

changes of satisfaction degree

9/9 poor
9/24 fair
10113 good
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Progressivewaakressin both arms and legs {might startwith
wimkness only i the fogg)
Areflexia {or decreased tendon reflons)

Features that strongly support diagnosis

Progeessionof spmptonys over days 1o 4 weeks

Relative symmetey of symptoms

Hildsensory symptoms of signs

Cranfal nerve ivvolvement, espedally bilateralweakness of
facial rusdes

Avtonomic dysfunction

Pain {often present)

High concentration of proteln in CSF

Typical electrodiagnostic features

Featuros that should raise doubt about the diagnosis
Severe pulmonary desfunction with imited irmb weakness at
origat

Severe sorsory signs with mited weakness at onset

Bladder or bowel dysfunction at onset

Fover at onset

Shaep sensory level

Sow progressionwith limited weaknesswithout respiratory
irvebrment fronsider subacute inflammatory demyelinating
pobneuropathy or CDP)

Marked persistent asymmetry of weakness

Parsistert bladder or bowel dysfunction

Increased number of mononuclesr oslls in CSF (> 50 10913
Polymorphoruciear cells in CSF

CibPwchironi inflanmatce dumyelinating posteuropathy, sdsyp Aty and
veenblath s

Fig. 1. Diagnostic criteria for typical GBS
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