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Acute-Onset Chronic Inflammatory Demyelinating
Polyradiculoneuropathy Mimicking Miller-Fisher Syndrome

Hyun-Seok Baek, MD, Chang Hun Bin, MD, Min Su Park, MD

Department of Neurology, Yeungnam University College of Medicine, Daegu, Korea

A 77-year-old man developed diplopia, gait ataxia, and paresthesia. A clinical examination also revealed ophthalmoplegia,
facial palsy, ataxia of the limbs and trunk, and reduced deep tender reflexes. Laboratory and electrophysiological studies
revealed albuminocytological dissociation and demyelination. He was diagnosed as Miller-Fisher syndrome and
received intravenous immunoglobulin therapy. His clinical symptoms deteriorated at 12 weeks after onset. We
diagnosed acute-onset chronic inflammatory demyelinating polyradiculoneuropathy, and which the patient recovered

from following corticosteroid therapy.
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Figure 1. Abdominal X-ray at second day of
admission. Small and large bowels were
distended diffusely without evidence of
obstruction (A). Previously shown distended
bowel loops have been resolved after ten

days (B).
Facial NCS Blink reflex
Nerve/sites Latency - Amp. 24 Areal-5  dLat Resp. Nerve/sites RI R2 R2 Resp.
ms mV mVms ms mV ms ms
L facial L supraorbital
Ear-orb-oculi 3.05 0.6 2.7 3.05 Right NP No
Ear-orb-oris 2.60 0.5 0.9 2.60 Lift 14.10 44.45
R facial R supraorbital
Ear-orb-oculi No Right NP NP No
Ear-orb-oris No Lift 47.10
Blink reflex L supraorbital Blink reflex R supraorbital
A
Right
100 ms 50 ¥
. * - * - . H.ight
100 ms 50 p¥
L L " * - r L

Figure 2. The results of facial nerve conduction and blink reflex study. Facial nerve conduction study showed prolonged terminal latency and low
CMAP amplitude with left facial nerve stimulation, no response with right one. Blink reflexes showed prolonged ipsilateral R1, R2 latencies and
poor wave formation in contralateral R2 latency with left supraorbital nerve stimulation (A). There were no responses in ipsilateral R1, R2 latencies
and prolonged contralateral R2 latency with right supraorbital nerve stimulation (B). NCS; nerve conduction study, CMAP; compound muscle
action potential, NP; no potential, Amp; amplitude, d Lat; delta take off latency, Resp; response.
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Table. Serial nerve conduction studies at 1 weeks and 21 weeks after first disease onset

Motor NCS July 11,2013 December 4, 2013
Amplitude (V) NCV (m/s) Amplitude (mV) NCV (m/s)
Median nerve (right/left) Normal value
Terminal latency (ms) 3.6 4.90/4.50" 9.05/9.85"
Finger-wrist Amplitude 5 mV 7.3/8.4 0.7/2.6"
Wrist-elbow 49.96 7.2/7.0 44.2/41.0° 0.5/2.2° 22.3/20.8"
Elbow-axilla 55.96 7.2/6.7 43.2/39.6" 0.5/2.0° 25.5/27.7°
F-wave latency (ms) 29.65 36.65/37.90" 65.60/66.50"
Ulnar nerve (right/left)
Terminal latency 2.51 3.70/3.75° 7.05/6.60"
Finger-wrist Amplitude 5 mV 11.2/11.4 2.7/3.0°
Wrist-below elbow 50.61 5.9/9.0 45.1/42.0° 1.5/1.6" 15.7/15.8"
Below elbow-above elbow 42.81 5.7/8.4 33.7/43.1° 1.5/1.6" 19.4/16.6"
Above elbow-axilla 52.69 5.1/8.4 57.5/48.7 1.4/1.6" 18.6/26.2°
F-wave latency 29.65 40.75/38.50" 78.10/NP*
Peroneal nerve (right/left)
Terminal latency 4.78 5.10/7.60°
Ankle Amplitude 4 mV 2.0/2.1° NP/NP*
Knee 41.85 1.4/1.7° 34.5° NP/NP*
F-wave latency 48.81 NP/62.05" NP/NP*
Tibial nerve (right/left)
Terminal latency 5.11 7.00/7.60°
Ankle Amplitude 5 mV 5.5/5.5 NP/NP*
Popliteal fossa 40.5 4.8%5.0 31.3/29.7° NP/NP*
F-wave latency 53.95 64.85/65.85" NP/NP*
Sensory NCS Amplitude (uv) NCV (m/s) Amplitude (uv) NCV (m/s)
Median nerve (right/left) Amplitude 10 pv
Finger-wrist 41.26 5.7/8.0° 32.5/38.4° 1.8/2.1° 28.4/37.2°
Palm-wrist 34.05 2.7/5.8" 37.4/39.3° 1.5/3.1° 39.1/36.6"
Wrist-elbow 49.39 11.4/4.4° 46.0/46.5" 2.0/3.0° 34.5/43.4
Elbow-axilla 53.95 10.5/9.6" 23.1/33.3" 6.2/4.1° 24.7/29.5°
Ulnar nerve (right/left) Amplitude 10 pv
Finger-wrist 39.26 4.2/6.2" 28.6/31.1° 1.6/1.6" 29.0/29.0%
Wrist-elbow 47.46 4.2/6.5" 38.4/39.3° 2.7/2.2* 39.3/33.5°
Above elbow-axilla 48.18 5.6"/11.5 38.6/39.3" 6.9/3.8" 36.2/44.2°
Sural nerve (right/left) Amplitude 6 pv 3.3/3.1° 35.9/36.8 NP/NP*
34.6

Superficial peroneal nerve (right/left) Amplitude 4 pv 3.5/2.0" 35.9°/40.6 NP/NP*
40.5

Abnormal findings.

NCS; nerve conduction study, NCV; nerve conduction velocity, NP; no potential.

198 CHSHMEMOIRIN| NI337 N3, 2015



Miller—FisherZ % QHAfOa AISHEL ZAJRISINHA OIS E S O A1 W)

FARBATE A BAEE 8UA Qloltutu|et - FARTE SAE
o] EXIL EAA Yojrls Ho] 7hsdldltt 2 Aol At
7F A= ckFig. 1-B). 35 A= BX7|E ARgate] EApA =
T4 s Ao] 7hsstg o EehHEat QJqtuiH]e] B8
7l mEz] gol W HAFREYU R 14 =i 2E &
Foz Aot F HA AAIZEUARE F 10UA] 29t
Jupn)zt ol sAE o] HAlE glojRon ExkA HRI)E A
gato] o] 7hse A FEE o] EYait.

Y 65 B9 AGHoR B 9 iAoyt TS
Hout 3 WA iy o]F 125 JERE 3|9 TzbAsH 2
A Z/go] ThA] ofskE]7] AR 165 Folli=
U] B3t

AR A 99ke] ZIESEAAIG Y oFE danha]rt

A o]

ohA] TRl Ao} A7ke] S AAE ofste gtk ele
AR 9IRS MRC 55, 9910 450]9la 54 291%
45, A9 35FIl: @—%M& A 21 o)

A 2AE0] YO0 He L Br)Se] ofshs A

oxgket
a#o A AL BN Ggest, B
AR A

A5t Table).
European Federation of Neurological Societies/Peripheral Nerve
Society 2|04 AAJEE CIDP2] 7] Aek7 & o)A BH2lof 3

ok 50% oA} WEHE1S] o] o BFAA 2 A2
HZOIAL, 30% o AR Fub o AFAAI 925 4
ZAHNA, Fuke] o] 9% HBAY, F% BN, B2
AZolA, HmRpeto] o H2AIoA] BakE gl
HAZREU RO BT 127410] F4o] ThA] ot}
Holom 42O WY GuEs7} FElo] glof

A-CIDPE HEXtI519ia Hezy E\/]—'—E(methylpredmsolone)
2 Bl 1 go] fEko g 527 A 787 Z | =1 <& E(predni-
solone) 60 mgl 2 WHA3}o] 7-%] o}oﬂr/]— 52710] Tk g R

OlEAR ofF EAA BT A UE Y PER HRY
HYlY 35 $ofl= HerlE 2841 48 =2 T
o]% =14 E(prednisolone)-S HAF 7EFslo] 30 mgo=
FAISFRAAL oFA}E] @ i P (azathioprine)= F7FSFATE ©]F- 1
wrglo] A4l Arhrao] FRsela A S

)
.—‘14

O

a
=
]

2 Sxk= GQIbol| thgt A7l =R kR
o] 3t} Sl ejqt2u], Hadz gl ARANARY] A
e QAL H 2ol 9l AR A =G AR A TR S
Z7]°] MFS2 | qlth GBS #H4} 5 A= 5 F4d0]
Aoz AU of3E HolH GBSO A|met dAvke ¥
“5(GBS-Treatment related fluctuation, GBS-TRF) 2.2 Zcist
A tﬂ‘?ﬂ%iaﬂm“—?—ﬂh% gk o] oF 10%°l
A1 GBS-TRF7} whA¥stcha Mg}’ 2 S48 MFSE 2
eI A7 o] FAFo] thA] of3lE= A9 TRFS 24lsH|
E 2|0k A-CIDPE] APdh2: 71 dsk= Zlo] Wh=A] L asir) 814
9k GBS} 27| CIDP+= A AISAY, W24l 9 H7]482]5h4]
Arkazo] Hls=sl7] diszell 7ol ofj#fgol wEch

CIDP 32} % oF 16%= A-CIDP e}z 2Ay5H, GBSE
e 32 S M= o 5% CIDPQ uHdATE Helch?
A-CIDPS} GBSE B|w3dl 22 A5 w2w A-CIDP:=
GBSO Hsf| ejofah= #A] FBiAY Qee 37X a7 e
o AR A AL A O FElsH U= &

e Btk HAE AR GBSTol= 167 %ll‘l‘oﬂ/ﬂ 4’%

Aot AHY F5, =T LA E(ganglioside)of] gk 1}7}
FA ] HEAH, HHAHAL D 7| TR Aol A 39
A7t gk iPOlE Ho S
o] o1y} ;x| o2 7|7k A-CIDP7} 1652, GBS-TRF
= 8.5UE A-CIDPo|A] T Aglon, AgAzt & A A &
Abo] otsly} oY wj71x]e] 717HA-CIDP: 512, GBS-TRF:
18} F w7 o5k} dojd wj71R]9] 7]ZHA-CIDP: 105
GBS-TRF: 382)% A-CIDPO|A] ©] A =it T3t o)
kel 2238 GBS-TRF 24} Fol| A 85 o]gof /st
UeRd 3= 3 gk gigick g dAqtell A CIDPof|A] =3
Ho] ThlR 27} REH 07 FpE|o] 9l EAE Hast
7)= sk’

o] FHl= 712 AollA EEA Hold HAAEAHI A&
ARG WEE o, GBSO o}l MFS9| £4 <
35 A-CIDPEH= o] Eolajctal 3 4= g)rt wh %7
CIDPZE tsl7| 7} o] §lont Atko] WAL | 74| 7|70
U= A, AEH o W24 o] chl 2427} As4
I5hE AR SHAARS ETIE A-CIDPE ATt 4= 9
HA AYSREARE & 49 k= ey =71

(o
2
o
rr
=0
32
=,
i3
o
464'

]

o 2

O
¥

L O
o 32

2

J Korean Neurol Assoc Volume 33 No. 3, 2015 199



wisiAl pIEE upblg
ARl SATHE 8l S 35 To| F WA WIS RE
T2 AN 12757 2hRe] Fdo] of sl Zlo] A WAt
ofd T WA WAIFEEAX RS} At TRFE 248 &
ol 7 ¥ WogsEdxme A9 ofst Aol 85
ool AlZHHA o] §lo] A-CIDPE #Hetsl 4= itk
A-CIDP9} GBSE 785k 212 8419 % A miisks 2
Aol A 52 2487 Y8l Fasith W 27]) GBSOl @
g F44E Hol= At SAUSE EY wl= GBS-TRF2t
A-CIDPZ ZHaflo} 3}, B3] 8571 X|uhA] 4] o3l= 1
d wj= CIDPY] 7154 g0l ook 3t} =3t A-CIDPo||
A= EiE S0 w1 dok EAHe® A-CIDPE 85
o F= Ao A=l B2 Txo] =3k

REFERENCES

1. Barohn R]J, Kissel JT, Warmolts JR, Mendell JR. Chronic inflammatory
demyelinating polyradiculoneuropathy. Clinical characteristics, course,
and recommendations for diagnostic criteria. Arch Neurol 1989;46:
878-884.

2. Sander HW, Latov N. Research criteria for defining patients with
CIDP. Neurology 2003;60:S8-S15.

200 CHSHMEMOIRIN| NI337 N3, 2015

. Ruts L, van Koningsveld R, van Doorn PA. Distinguishing acute-onset

CIDP from Guillain—Barré syndrome with treatment related fluctuations.
Neurology 2005;65:138-140.

. Van den Bergh PY, Hadden RD, Bouche P, Cornblath DR, Hahn A, Illa

I, et al. European Federation of Neurological Societies/Peripheral Nerve
Society guideline on management of chronic inflammatory demyeli-
nating polyradiculoneuropathy: report of a joint task force of the
European Federation of Neurological Societies and the Peripheral Nerve
Society - first revision. Eur ] Neurol 2010;17:356-363.

. Randomised trial of plasma exchange, intravenous immunoglobulin,

and combined treatments in Guillain-Barré syndrome. Plasma Ex-
change/Sandoglobulin Guillain-Barré Syndrome Trial Group. Lancet
1997;349:225-230.

. Dionne A, Nicolle MW, Hahn AF. Clinical and electrophysiological

parameters distinguishing acute-onset chronic inflammatory demye-
linating polyneuropathy from acute inflammatory demyelinating
polyneuropathy. Muscle Nerve 2010;41:202-207.

. Ruts L, Drenthen J, Jacobs BC, van Doorn PA; Dutch GBS Study Group.

Distinguishing acute-onset CIDP from fluctuating Guillain-Barré
syndrome: a prospective study. Neurology 2010;74:1680-1686.

. Figueroa JJ, Dyck PJ, Laughlin RS, Mercado JA, Massie R, Sandroni P,

et al. Autonomic dysfunction in chronic inflammatory demyelinating
polyradiculoneuropathy. Neurology 2012;78:702-708.

. Grand’Maison F, Feasby TE, Hahn AF, Koopman W]. Recurrent

Guillain-Barre syndrome: clinical and laboratory features. Brain 1992;
115:1093-1106.



