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%~ WS N IR BRI - Bt A R
2 Pt 52 BOlH < BEV) I R SATREER [T - H
W ACHE AR SR - KU-EB % A I B T i
B T AN S SHEAR o REARSE 2 H & 4
(E.ﬁﬁ%zli[gm*" o {ERER - DY RS AT

177E IR R Rt (20« (Ol 250 SURTERAE
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TIHEZHRAITE LR - HERERON ~ HEEm ~
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il 2 APy & g EFEAG « 85 36.3°C ~ Lok
76/min ~ FEOE 16/min ~ I ER 130/76 mmHg ~ I
FIRE 99% ~ BiE 165 N5 ~ fE S AT~ &
%ﬁ&%ﬂ%%{ (Body Mass Index * BMI) : 31.2

EEE R 0 KB B K FE B (Glasgow Coma
Scale » GCS) : H§tHE &< Jf€ (Eye Opening ’ E) 4
43 ~ BhYESJE (Best Motor Response * M) 6 43
i?’i)iff@ (Best Verbal Response * V) 543 ; il
G B 5 oy I FL L AR SR K ﬂﬁ'ﬁﬁﬁﬁﬁ .
AL ~ LR IEIHSEHJUJ
A ST U e Ry 4 4% A5 S U B 5T
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AlH

e HH HE AL R e HH HE  EA (RS
J11IR7:S WBC 7200 uL WNR IR TSH 225  ulu/mL WNR
11173 Hb 16.9 gldL WNR IR Folate 154  ng/mL WNR
1M# Bun 18 mg/dL  WNR 1IR3 Vit B12 555  pg/mL WNR
L1173 Cr 0.86 mg/dL  WNR IR Pb 1.8 WNR
IM#& GOT 35 IU/L WNR Img scc 0.6  ng/mL WNR
1M GPT 30 IU/L WNR IMmg AFP 291  ng/mL WNR
1117 Na 139  mmol/lL  WNR 1M CEA 24  ng/mL WNR
11R/1 Ca 9.3 mg/dL WNR MR CA199 15.32  U/mL WNR
JLIIR7ES K 4.2 mmol/L ~ WNR 1M Anti-HCV 0.038 Non-reactive
MK  Glucose itk 179 mg/dL WNR MR HBsAg 0.45 Non-reactive
LIRS HbAlc 5.7 % WNR Mk HIV Ab 0.28 Non-reactive
1% IgA 123 ng/dL WNR JR#R  Bence-Jones Protein ~ — -

1 IgG 1270 ng/dL  WNR CSF RBC 16 uL WNR
1Mk Anti-Ro Ab 6 AU/mL - CSF WBC 0 pL WNR
Mk Anti-La Ab 8 AU/mL - CSF Glucose 68 mg/dL WNR
M8 ANA - - CSF Total Protein 64.8  mg/dL High

WBC: White blood cell; WNR: Within normal reference; Hb: Hemoglobin; BUN: Blood urea nitrogen; Cr: Creatinine; GOT:
Glutamic Oxaloacetic Transaminase; GPT: Glutamic Pyruvic Transaminase; Na: Sodium; Ca: Calcium; K: Potassium; HbAlc:

Hemoglobin A1C; IgA: Immunoglobulin A; IgG: Immunoglobulin G; Anti-Ro Ab: Anti-Ro Antibody; —

: Negative; Anti-La Ab:

Anti-La Antibody; ANA: Antinuclear antibody; TSH: Thyroid-Stimulating Hormone; Vit B12: Vitamin B12; Ph: Lead; SCC:
Squamous Cell Carcinoma antigen; AFP: Alpha-fetoprotein; CEA: Carcinoembryonic antigen; CA199: carbohydrate antigen 19-9;
Anti-HCV: HCV Antibody; HBsAg: Hepatitis B Surface Antigen; HIV Ab: Human Immunodeficiency Virus Antibody; CSF:

Cerebrospinal fluid; RBC: Red blood cell.
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o AR R TTE) 5 RKE SR AE ] T 5
FLDUT BB R B E N R %R S 4 (Deep
Tendon Reflexes) & kK 52 & (+) 5 B2 &
[ % (Babinski sign) 5 2 M 52 8 5 BH ) EQHI
#A (Romberg test) Fof& M 5 HEIR K HEFEDIRE

o At EAEEEMERR (R—) LE
fief] S M 8 X DT L B B o (RIS B ARIE AR
T et BB A s TR 2 A {1 s 9 e 7 e SRk
S AERE R SO AR - SRS B e s
Fl 25 25 1R i RS S AR Y SRR - L HE ¢ AR - BRI
FEMERE (Guillain-Barre syndrome) ~ 1 11 it B& 5
MRS ~ AR - EMEIEE - R
PRI B H 8 SRR 5 [ 2 2 B MR &
SR 2 35 MR A 8~ SE B AT A
AR o L ZEARE R - B =
A (FR—) > MR AR EE R T HERR AT
REMEBARAYRZET o {8 ZHE TR 28 1R IR [ e 58 i 11
A #%EF2 Al HEFR Guillain-Barre syndrome? ©
SR Ji BRI R R T (L R e A A o L i
IS R B AR SR AT AR B (squamous cell
carcinoma antigen, SCC) ~ FH#U 4 543 1 (alpha-
fetoprotein, AFP) ~ J= 1] (carcinoembryonic
antigen, CEA) ~ B H ¥ 19-9 (carbohydrate
antigen, CA19-9) B Ry IEH{H - MKIGE H 8%
R AR R 5 Anti-Ro antibody » Anti-La
antibody K PikEPTEE (antinuclear antibody, ANA)
B Ryl FTHERR B 98 B e S I 2 2 1k
T AR A o g R B B DR AR /B 4 JRK B 1 1 Bk
A EL A 2 35 A A RN L RO SOE B[]
WRFZ 2 2 8 MR i 88 (R ) - FETTHEBR

R WICEEERS - WIEESRE

multifocal motor neuropathy ° L& - ZEERE [
kappa/lambda LR S - M 2 1 (Monoclonal
protein) /NA 3gm/dl - FIHERR IgM paraprotein B4
72 Waldenstrons’macoglobulinemia 3& % & &%
g o JEEiE T e E A EEA > MHRE M
B SRR E R R ERME - e HEER
POEMS i f ¥ (polyneuropathy, organomegaly,
endocrinopathy, M protein and skin change
syndrome) °

5 SRR S5 B 2 3% TR A i R R I 2R K
NFE G A 2 5 R S M B IS FE AR R
PE o TEH A LG SERE S A At aiy B12 g (e HI AT
HEbrE B A RS - [$EHREmE
FURE B S EEAERE N G T
5 RIEEEG N T 18 1 Ml a2 38 M AR R 2
BT HE M 2 o i S 4 R A 25 02 £ B 25 3 AR
RIEERZEAE h EE AR A — » FhEEf
A ] i A AR B A A (nerve conduction
velocity, NCV) B/~ 8 43 8 S5 fH v ~ 3 b 38
B8 N HAAE £ ¢ F & (F-response) 14 2K DLk
SLH I BERR (temporal dispersion) (£ ) 5 A
FEHmR iR A AR - B BRAE AR
P IF (DL) £E & ~ 5 [HET (conduction block)
Bz B 5 8% Bl (temporal dispersion) & 55 1% - #0
43 i AR 5 AT B A JE] 34 i A EE SR I FE (absent
response) F1 F % 15 2% o (1@ —) o & Hia L&
(needle electromyography, EMG) B R EE{H] | -
TICZ BRI » 43 AT HAERRS ~ FUifi#e ~ 1R
AR~ PR it A s A i AR Py S P - 7 Y B B
¥ (fibrillation) ~ 2 55 B 3% (polyspike) k% & Hj

Nerve DL (ms) MCV (m/s)  CMAP (mV) SCV (m/s) SNAP (V) H reflex F wave

Median,R 23.8 23.0 0.57 9.2 9.0 No pick up No pick up
Median,L 18.4 224 1.68 8.9 6.8 No pick up No pick up
Tibial,R 17.2 29.9 0.43 No pick up No pick up
Tibial,L 15.9 36.6 1.03 No pick up No pick up
Sural,R 4.3 32.7 4.4 No pick up No pick up
Sural,L 3.3 42.0 5.5 No pick up No pick up

CMAP: compound muscle action potential; DL: distal latency; MCV: motor nerve conduction velocity; NCS: nerve conduction
study; SCV: sensory nerve conduction velocity; SNAP: sensory nerve action potential.
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3% (Overall disability sum score, ODSS) sk &
Rankin &% (Modified Rankin Scale, mRS) - %
a3 (ODSS) 52 A i ke I Feifigg o3
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AR AT 75 RN e B AR A 2 o
2 E Rankin &3 (mRS) F A FE A5 AW H &
A TE L TEEMRFEGIR DL - KL B SRFFA RS S - AT
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T T I T T A A A A L

B— : AEMSEERE VR : BA LEA NI REBIF (DL) K - {EEFRET (conduction block) KIFRIELEL (tempo-
ral dispersion) 245 o D THIER Y B EREZPFEE SR ME (absent response) F FiFHEXK ©
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Side  Muscle Nerve Root InsAct Fibs Psw Fasc AMP Dur Poly Recrt IntPat
R Deltoid Axillary C5-6 Nml Nml  Nml 0 Nml  Nml 0 Nml Nml
L ExCarUIn Radial C7-8 Incr 1+ 1+ 1+ Nml  Nml 0 Nml Nml
R 1stDorint Ulnar C8-T1  Incr 3+ 3+ 1+ Incr  Nml 1+ N |
L Abd Poll Brev  Median C8-T1 Incr 3+ 2+ 1+ Incr ~ Nml 2+ I I
R Vastus Lat Femoral L2-4 Nml Nml  Nml 0 Nml Nml 0 Nml Nml
L AntTibialis Dp Br Peron L4-5 Incr Nml 1+ 0 Nml  Nml 0 } !

R  ExtDig DpBrPeron L5S1 Nml  Nml 1+ 0 Nml  Nml 0 b l
Brev
R Gastroc Tibial S1-2  Nml  Nml 1+ 0 Nml  Nml 0 ! |

R:right; L:left; Ins Act:insertion activation; Fibs: fibrillations; Psw: Positive sharp waves; Fasc: fasciculations; AMP: amplitude;
Dur: duration; Poly: polyphasic; Recrt: recruitment; Int Pat: interference pattern; ExCarUIn: extensor carpi ulnaris muscle; 1st
Dornit: first dorsal interosseous muscle; Abd Poll Brev: abductor pollicis brevis muscle; Vastus Lat: vastus lateralis muscle;
AntTibialis: anterior tibialis muscle; Ext Dig Brev: extensor digitorum brevis muscle; Gastroc: gastrocnemius muscle; Dp Br Peron:

deep branch of peroneal nerve; Nml: normal; Incr: increased.
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2 28 — R BRE VG R - BERR IR ET
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S5t o 9 A2 St i m] DUE I 7 25 E AU (relapsing
remitting) » £% 18 27 (chronic progressive) B¢
B —J" 2 (monophasic) © 18 i & 5 2 2 M

08 5 T 2 2 A A R BRI 9 A MELIR B L
PER - FAERBANINE A 5 b
ST - A AR A5 B SO B - 1
MR BRSPS B A RN NI
HEEAR L HRITRZON  (HAEEE AR
5 RGO R A 06 E 09 A4 - 18
e AR 25 3 T S 2 1 L8055 517
R LB B9 B 250 AT R+ ST B A
ST o A ST AR 53 B9 A IR
R SR R R I B W - RS
ST DAZE TR A B Bk - LR R
SRR o AP IRFIREE R BRI
TSR R S O - R -
A B A MR B 2 3 A
S B BRI H B RS - S G 1
10-2006 + 75 5/ Bss 55 25 2 LB oS
P ITRAREAR » B0 L BT RR B B —
IR 4 - B - BRITHCRE R
A B R M B DA A 150
B2 BTSSR -

=~ 19ERRREEH S B IE R AORZER

B R 18 e S T AR 2
TIF S 38 i o 18 D PRy - i T I 2 A
RS~ WNYERTIDN Vil ] - [Deall s 311 Pd i



54 s

RIEARHP & T RE SR ~ T ie ey - DL
T RER B o 18k i 4 A 25 208 1k i 68 2R 194 88 1)
2T RS A MR A 28 BIANREPRIA ~ PR
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ARIE » DUT A v ) 2 B R 2 s 22 -
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T ERE FE R EE AL « nl R EE AR
FIE 5 H e R ZiHE ~ FIHI#IHES (complement)
FAEAE L ~ FEEEE DU 2R MM (Antigen-
presenting cell) RYAHIIZE (cytokine) s #{L K+
(chemokine) 7345 ~ S T AHMUAY Geze iy 52 14
s AL IR ET M T MIBE (regulatory T cell) ~ JKAK H
BEIEIN A R ES T - IEERE BRI LLE
SIS e R 25 2 MR R R R AR T
16—l R 4% 95 2+ IBHERE 20 A9 SRR
FEF ¢ 5 75% A B0 F S BRE LA R R
ERREEAR A O - (BAEE RS E RS
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MBI FTEE T+ 1o ol 1 8 26 3% PR AR 2
BEK) 20% HVIRIER A R EH A F ERE
16 R ARER 7 BB R R E R AL 2R
M FER X R EIRR - IRBEE - HHh
ERE R ER B R E R A
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Y R - AT DL R HE e % B R IE 5
£ 55 : methotrexate, cyclosporine, azathioprine,
mycophenolate 8% cyclophosphamide - f§f F 38 £&
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Chronic Inflammatory Demyelinating
Polyneuropathy - A 72-Year-Old Man with
Subacute Onset of Paresthesias and
Quadriparesis

Ling Cheng, Yiu-Tong Chu, and Vai Hong Fong

Department of Neurology, Far Eastern Memorial Hospital, New Taipei, Taiwan

Limb numbness and weakness are common symptoms in Neurology Clinics, and diseases ranging from
central to peripheral nervous system are all the possible differential diagnosis. A 69-year-old male patient presented
with numbness in bilateral hands and then progressive numbness in lower limbs. He was initially treated as cervical
spondylosis, but his condition did not improve after several weeks of medication and physical therapy. As neurological
symptoms of progressive difficulty in walking, facial palsy, and dysarthria developed a few weeks later, he was
admitted at our hospital. Under detailed medical record investigation and examination, the diagnosis of Chronic
inflammatory Demyelinating Polyneuropathy (CIDP) was established. With periodic treatment course of intravenous
immunoglobulin therapy, the patient could walk, run, and drive. CIDP is an uncommon disease; its nonspecific
symptoms and lack of specific diagnostic markers often lead to a difficult diagnosis or even misdiagnosis. By sharing
this case report, we believe CIDP can be identified earlier and referred to specialists for appropriate treatments
which significantly reduce the irreversible neurological deficit. (J Intern Med Taiwan 2020; 31: 49-56)





