5] R

TR D FEVZ P
TV JAEVE B RETE 2 76

HaE Bz KT
[ =¥ 31

EE EMNE 39 mAatt. 37 BRE 1 FIEIRIFICIEMEREERBEME SRR 1 —O/NF —
demyelinating polyradiculoneuropathy; CIDP) #%#fI% L,

39 2 FEEME 18L&,

MDORHBEFIR #3BH /A2 &L S5 CDPBREEZL SN,

It S BEEDHMEFFHFIRE

58 1127

MR L7z
—uaNF—o 1%l

B ik HAY

%1)

(chronic inflammatory

RIEICTIEZS 1T 38 AFICIEIBITMERE 4 - .
MRAARTFMEDHNET & LUVBREREI/HR L, HREEREREICTHE
®EITOT) CREREICTEREEY # 50, BEE
& ol NEBISEIROEICEHD CIDP BEEZZ L TH Y, AEMRICH 5 CIDP BE

VA7 BLPBRERICOVTBENNBRNERZ £ EORET 3.

(BapR#42 2018;58:127-130)

Key words : 18115 LS

LI

MEVESEEL RS 58 = 2. — 17 XF— (chronic inflammatory
demyelinating polyradiculoneuropathy; CIDP) D3&EB L OFF
I H O AT E 2R EH 2 R L Tnwb. —JT,
TEARIZEE D B C R B OREMIEHEBIZ LY 2% D, CIDP
IR VAR WIS 2 W REME DS 2 ST 598, 7
OV TEIAA L TG A L. SR L (SR B I 5

Z i 1)K5 CIDP OIER 2 #E8k L7z, A Tid, £ ORIR
ks & OESEBIEIET R %, EEH o CIDP #3581 A
7B LRIV THEEDTHE S LRI HE 5.

E Bl

FEG] - 39 7%, ik

FER MU OB S X O IUK

BEAE - SR R EHIHAR L.

KIRIE © L REFIHZ L

AR SSRERT VAELMN O Y 7 F o BERE 7 L. ST L

BRI 0 37 R EICE 1 T2 R L, Rk 13 3812 38°C &
FEEE L OMIEF > B L 72, IR 15 8IS oFs L O
THEOFAVEASINBL L 7. iR 21 IR 2 L, T IOE
B ORIV & T8 A ES & i R LLE O & H [ E % 72

FEM = 2 — ST — IR, RET T T VR

7z, MEEEMAE (nerve conduction study; NCS) C, g
MO BT R % 728, Guillain-Barre SEMHE & 52 W S sz 7
07 ViR (intravenous immunoglobulin; IVIg) % JifT
Sz ZOBRBEEREOFHMITEHEE RO K L 2o
TEAR 23 T O FAg 3 L OVF o WAL AT O L
NCS |2 THEREFT R oAb % 326 CIDP & 3 & 4L IVIg JidT12
TeFE L7, HIR38BEICH 1L FRIlpE L, Rtk < 387
FRICIZIZIZIEIR & 20 5 72, 39 IFICEE 2 TR MR L, IR
11T TS L OWEEOFIES NI L 72720, 4
BEARBA- WIS & 7 o 72, TRl 29 812 W RIS O S ALK S HERE L 72
MEFHIMALIEE Th ) sig & Lz, W39 81258
2 & Mg L7z, R 1 I AR, FEofHeET D
RISE & 2 0, REDRIT 2 308 02 Tl 4R i i v D DA, T JE DA,
HEOENEDSIMBL L 72720, BEEN 488 AB & 72572,
ABEREBUE « Rk FMAR R AR R R 2 L
8) s s Y A N A7 B X (VA o Rl M N 7 S AL el
3~4 LAWVOFIK TS Y. R TBEA - b =B - H@Tﬂ%‘%
T - R - 7 L ARSI TS, R RO RR
Dol DIER - MFBELLES L OWRT D 1 85 %
"hh, HEEKTZ L., EHEET 2L, MREHRZ L.
BATIZEA DT, BERRICRE 2RO Lo 72,
MRS - A, ERE, —AAAbF R % L. HBs HU,
HCV $ifk, HIVHUE, sk, i SS-AHufk, HtSS-B Hufk,

*Corresponding author: KPEMEH] - AL v & —wi#ENEE (T 558-8558 KHiEH X FMH 3 T H 17 56 75)

VORI A - AER Y v & — N R
DRI S5 I s e e A R

(Received September 19, 2017; Accepted December 3, 2017; Published online in J-STAGE on January 31, 2018)

doi: 10.5692/clinicalneurol.cn-001104



58 : 128 RRPR iR

58 % 25 (2018 : 2)

Rt. Median Rt. Median

_l 2mV

5ms :

e Wi

Rt. Ulnar Rt. Ulnar

__Jomv

ST wurist H
—/\\)ﬂ

Before relapse

Fig. 1
polyradiculoneuropathy.

After relapse

Motor nerve conduction studies performed before and after the exacerbation of chronic inflammatory demyelinating

Left columns represent results before the relapse, whereas the right columns represent results at the time of relapse before

intravenous immunoglobulin treatment. b-elbow: below elbow, a-elbow: above elbow.

Table 1 Nerve conduction studies at the time of relapse.

Motor nerves
Median Ulnar Tibial

Right Left Right Left Right Left
DL (ms) 2.5(< 4.2) 6.9 3.15(< 3.4) 8 7.5 (< 6.0) 7.1
Distal CMAP (mV) 3.92 (> 3.5) 1.27 2.65 (> 2.8) 1.94 2.81 (> 2.9) 1.18
Proximal CMAP (mV) 1.10 (> 3.5) 1.51 1.57 (> 2.7) 1.24 1.42 (> 2.5) 0.89
MCV (m/s) 16.4 (> 48) 19.2 13.5 (> 49) 16.3 17.4 (> 41) 16.2
F latency (ms) N.E. (< 31) 51.5 48.6 (< 27) 59.7 N.E. N.E.
F frequency (%) N.E 88 31 50 N.E. N.E.
Sensory nerves

Median Ulnar Sural

SNAP (uV) N.E. N.E. N.E.
SCV (m/s) N.E. N.E. N.E.

DL: distal latency, CMAP: compound muscle action potential, MCV: motor nerve conduction velocity, SNAP: sensory nerve

action potential, SCV: sensory nerve conduction velocity, N.E.: not evoked. Normal reference values are depicted in parentheses .

MPO-ANCA, PR3-ANCA (ZF&1%. HbA1c4.9%, ACE, sIL2R
IEFEBA. U7 7)) v FHURIZPT GM1 IgM $itiko
Atk M#EEH (IgGe) Ml T SGPG Uikt Bt
FATE9. NCS Tl 2 Fit DL o0 5@ Bl et T (s O it
RO, FIRHIREOM T % 7807 (Fig. 1, Table 1)

10)

ABetafed : CIDP O &I L, ABEEH X1 IVIg % i
17 L7 #5504 4 O 1%, TR ORI T I35 A3A 5 4, NCS
TH AR C distal CMAP JR1E 7.22 mV (B 3.92 mV),
MCV 19.1 /s (Hifi 16.4 my/s), 715 RUE#i#E12 T distal CMAP
JRIE 2.98 mV (Fifiti 2.65 mV), MCV 20.2 m/s (Hifii 13.5 m/s)
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Abstract

A case of chronic inflammatory demyelinating polyradiculoneuropathy
presenting recurrent attacks associated with pregnancies

Naoyuki Shiraishi, M.D.", Makoto Kinoshita, M.D., Ph.D.”, Mikito Shimizu, M.D.?,
Hiroyuki Sumikura, M.D., Ph.D.” and Kei Fukada, M.D., Ph.D."”

YDepartment of Neurology, Osaka General Medical Center
“Department of Neurology, Osaka University

At 37 years of age, the patient initially presented with symptoms of chronic inflammatory demyelinating
polyradiculoneuropathy (CIDP) during her 1st pregnancy. She was treated with intravenous immunoglobulin (IVIg), and
showed favorable recovery, becoming almost asymptomatic by the age of 38. At 39 years of age, during her puerperal
period of her second pregnancy, she developed symmetrical muscle weakness and sensory disturbance of the upper and
lower limbs. Nerve conduction studies revealed diffuse demyelination of peripheral nerves, and she was diagnosed with
recurrence of CIDP. Once again, she showed remarkable improvement after IVIg therapy, and she has remained
asymptomatic without the induction of preventative therapies. Recurrence of CIDP triggered in accordance with multiple
pregnancies is extremely rare, and its clinical and electrophysiological features are presented in this report.

(Rinsho Shinkeigaku (Clin Neurol) 2018;58:127-130)
Key words: chronic inflammatory demyelinating polyradiculopathy, pregnancy, IVIg




