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£ 5 ' E511Z Guillain-Barré fE1&EF (GBS) M 6371 - iE. BEMAEZ I/ O T Y &k (intravenous
immunoglobulin, LIF Vg £B&5E) DiEfT2 BEIC, BFELNIVOET (UCS 1I-200) &f& Na MAE % £ 7= L
7-. BEEB MRI THBIZEEICMER M ZIEL B /=0, BICHWE L, posterior reversible encephalopathy syndrome
(PRES) &ML 7. BER&ICH 132 GBS LU PRESDRIENE M I, Th5DEGICEH L /18 Na
EXSOEDEEEERL, KEFOD PRES REDER I IVIg & Z N> TELU B Na EFEZ S h /.
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Guillain-Barré SEMHE (GBS) (3, JEHP T 7 F VMR &
T RSIET A H OB O R MRRE S T, BRI B
BEEL A PF9 5 V. —7, posterior reversible encephalopathy
syndrome (PRES) &, EikldE & HERErlzE
FEfEE L, Wi b, SR & O i R E s R
%28, ERAAEIR R W GAT AW TR IS & D TR 24
BEREORIRN - BREBEHRAIERERETH S 2.

S 413, GBS (3 L TiT o 7-iEfIR Se 7o 7)) &
## 1 (intravenous immunoglobulin, PLF IVIg & B&RE) A2
PRES % 34 L 7= EBI & 48R L 72> C, WHIE L &Nz <
W 5.

E Bl

FEG] @ 63 7%,

FER W PR, WFE - TROREREE
BEAIE @ SRR (60 mEIZT8H S 7zns, RiGHE CREE).
REUTIR - A L, AOEIZMEH T A 2 1~2 4

FKIRIE © HSlg, s K & Bl

HUWEE © 2017 4F 12 H A IS 588 & pF 5 R AGE JAEIR DS
b7z 10 HEE (5 19WH), MEoRASLE Y E) & L7
TR, THROMMETEAR L. #8mH, LKIZY
M TASIBLL, IEEANABE L o7z, 2O b FERIEH

FAY, 2405 H IS Y BEANREE & 2o 7z

ABERRBUAE @ IMFE 158/86 mmHg, MR3T 64/% - %%, kil
36.6°C. WHITEIE 12 D3I KR REAL & B 72, MNEHR I 5%
HWHTRIERRD o 7z,

TR, - EEIE T, RMEEEL L. Mg T
&, T2 SWHEFIC AT TRERED D, WG B
LOOWHOMHmINMETH Y, W SERIZHK L WS,
M H SR BERIE Ao 7. BEbEES L O TREE D
AN holz, WETHE, HiZMEews, EFMHURE
(manual muscle testing, PLF MMT & W&50E) Cla iy _EREAz
i - AL & D2 4, TR 2, ARG 1 & EALAG AL
WM T %2 3080, AR TE h o, BN IR
THRL, BALRTE, WTFEE W NI m A B 0 S K
HEMEET, REVEIT 25807, AP ES) 20 < B
EERREEXFRD b o 7. BREEEIZ R Y F EOIRETH
), GBS FJE ¥ (& Hughes D #EFE " L — F R (Hughes
functional grade scale, LLF FG &W&RL) 4 TH -7z,

MATAT R (55 24 0 H ) @ — AR IMILROM A C U3 LB $L s
15,300/, AALFRAE CIEPUEPUERAY 640 f5 & 1AL, Pit
Y NOATHARD TS - 72h%, Fofh, JFHEE HER
Bdk, ERERE, BMEEICEFE o7 MiEDT GM1-IgG
PUIk - $1 GQIb-IgG HUiRIZBMECTH » /2. INBE R T,
W 100 mmH,0, G EW], &1 164 mg/d, #IE % 2/w (B
2K 100%), #% 58 mg/dl (MUBEH 82 me/dl) & & A fe it
ROz MRARERA L, A IR AR TR AL S
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Fig. 1 Progression of clinical course.

A 63-year-old woman developed progressive muscle weakness and tingling (day 1), which lasted for 24 days. Ten days before onset,

she suffered from upper respiratory tract infection. On admission to our hospital (day 24), her systolic BP was 158 mmHg and her

sodium level was normal. The diagnosis of GBS was made and IVIg therapy was initiated. On the second day of IVIg therapy (day
25), she became less alert (JCS III-200). Her systolic BP was 160 mmHg and her sodium level was decreased to 123 mEq//. The
brain MRI findings were consistent with vasogenic edema and interpreted as PRES. IVIg therapy was discontinued and IAPP

therapy was administered. She could be transferred to another hospital for rehabilitation on day 72 with a significant amelioration of

muscle weakness, tingling, HTN and hyponatremia. GBS: Guillain-Barré syndrome, IAPP: immunoadsorption plasmapheresis,

IVIg: intravenous immunoglobulin, L/E: lower extremities, PRES: posterior reversible encephalopathy syndrome, sBP: systolic

blood pressure, U/E: upper extremities, URTI: upper respiratory tract infection, HTN: hypertension.

16.0ms LIER L, SRS OB A HEEIE AL (compound
muscle action potential, LN CMAP & W&&t) OHREMEIE 1.0 mV
AR, EBHARAEHEE (motor conduction velocity, DU
MCV &lgE0) 1 17.2 m/s EAREEIEZ 70, F ko B
0% CTH o7z FEREMRETIE, EAER89ms LERL,
s A7 R 0 CMAP O MR 13 1.6 mV & % <, MCV i
22.5m/s L ARENRIL % R 72 A5, F KO MBI 94% & fR7:
Nz, IS 2 MEIZBWT, BRMMaELD Roh, BisEs
RS

ABEfAE#  Fig. 1 IC ABRBREEZRT. FRE ORI
Ye3d ), R HETEO T H 96 F 5 WU X OB
DOFIMET & PR O ED A b, BN
L, WEERA CEAMILMEEL o2 L b, GBS
R L7z AR mEMAE I IE AR, ARSI E
WCT Ho & (1995 4F) (12X 23 Mifkile» &7z L, BiRE%
(acute inflammatory demyelinating polyneuropathy) & #2H#i L
7o SRR BEERIC 2 <, ARG H 2 S IVIg 2 Ba L7z,
9% 25 % 0 O 4R 11 ByEE, 228k, Japan coma scale (JCS)
I1-200 ~AEFE L ~NOVAYMETT L, BEFLEE 5 mm/5 mm & il
K, FCECFHETAIRES, A3k FEREL, e & OIRIRAN I
L, ZEECTUREIEIEA SN { o7z, BHE MRI ClEmm

R BA%E LG BHTHEE I FLAIR W{E Caif5 il 2 7250, [FEIE
DWI CTiifE %5, ADC Ef{E CTEfE5 %/~ L7z (Fig.2). PRES
WHEBL L 2SR CH Y, IVIg HifTHh OFSRETH - 7272
W, WIg Wik L7z, MEEARR L YVBERETHY, &
I EOIHER D 160/92 mmHg & AKIRESETH - 72720, =
HNDE BRI X BRI % BIRG L 7c. BRI SSRERE O 1
WAL ClE, Na 123 mEq/ & {5 Na [lIE % 726 72 72 O ik %
BAME L 72, [FH® 15 B8 I21d JCS 11-20 ~, 19 EREH I 1X
JCS1-2 & Turs# L7z, 45 29 9% H IZ I 1% 123/76 mmHg ~CL
EL, ZANVEEGERT L7z Bk L AU ASTEIN
S L7288 27 9 H A, BT 72 SIS & e T R IR )RR S
A, W CIEEE B ANEES L T/, GBS OFRIRDSHEFT L 72
O LMWL, 531 H 2 5557 (immunoadsorption
plasmapheresis, LT IAPP & B&GE) & BH%A L 72 154 1AL
OERIZEEE L, BT 2 X )12 o7 4 36 9§
H O TlE Na 134 mEq/ F CUra L, MilEa &7 L7
55 37 9% HAZ B L 72 BE 30 MRI - FLAIR W% Cld, Wil #20H
FLELEERE A S N EE I L T/ (Fg. 3).
IAPP % 5t 7 HIFEAT L, BRAGRERRIE, ERRMREIR, RS
L Lz, UNEY)F—2a L, TR R
TIE MMT5, FETIE MMT 55— CTeeE L, HfTiTcok
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Fig. 2 Day 25 Brain MRI.
On day 25, FLAIR, DWI, and ADC map showed the areas of abnormal hyperintensity in the occipital lobes bilaterally. ADC: apparent diffusion

coefficient, DWI: diffusion weighted image, FLAIR: fluid-attenuated inversion recovery.

Fig. 3 Day 37 Brain MRI.
On day 37, FLAIR, DWI, and ADC map revealed the disappearance of the areas of hyperintensity in the bilateral occipital lobes. ADC: apparent

diffusion coefficient, DWI: diffusion weighted image, FLAIR: fluid-attenuated inversion recovery.

TTASRE & %2 o 72, REIEFA & k14 S MR 4 IR L,
SEBEE IR U 100 mmHg & & 2o 72, 72K H IS
DN F—vareANE LCERkEE ko7

z =

[F5 2 NU—EBER 719y —ERESETII NS
A > 2013] ¥ TiE, GBS OnFIEMELFALE: L Vg 287
L— F A CHESE S, ARF TS S IVIg A7 — 3R &
b ZENEVY, FIEFNIFHED S 24 Hiffl# LTV 7245,
GBS BIEEN FG4 Tho72Z b, Vg Z#IRL 72 1
12 HHEZZE0, B~V L, Wifgl, Wl uEE

HEOMEFMEFEAVRIE SNz 7z0, REra 7)) v
L7282 2, BEEELHEIT R HSL 212 L, GBS
FIERIC PRES &2 f5 L7c & H R 72,

GBS & PRES O & BFIIEFG T 1), PubMed T “Guillain-
Barré syndrome” 3 X OF “posterior reversible encephalopathy
syndrome” % ¥ —" — NIZ L THRE L, WESEEIOmRA
DIEFI 2l L Table 112 F &7z 92 19 B, GBS FiE
HilZ PRES % 5&4E L 72556114 2 #) (case 1-2), GBS & PRES
% [RS8 L 72 f501% 2 1 (case 3 - 4), GBS FEHEF IS
PRES % J¢iE L 72 fERII 15 #] (case 5~19) T& -7z, GBS
12815 % PRES OFIERF & LC, HEMREEELC L 2 ME
FHDPEREEZEZ HND T LB L \N)S08-8 Gy 1T
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Table 1 Summary of reports of co-occurrence of PRES and GBS.
case age/sex history of initial BP max BP PRES onset before or after Pie%:rzn:ret hyponatremia at reference
HTN (mmHg) (mmHg) GBS onset during IVIg PRES onset
1 58/F N 152/82 190/106 2 days before before N 6)
2 74/M N 149/75 NR 2 days before before N 7)
3 57/F N 180/100 NR simultaneous before NR 8)
4 62/F NR 204/113 NR simultaneous not given N 9)
5 58/F N 220/110 NR 2 days after not given N 10)
6 56/F N 200/110 200/110 4 days after not given NR 11)
7 82/F Y 148/78 192/100 5 days after not given NR 12)
8 62/F Y NR 240/120 2 days after before N 13)
9 67/F N 190/90 210/NR 2 days after before Y 14)
10 63/F N 172/98 190/80 2 days after before NR 15)
11 62/F NR 191/98 >190/90 4 days after before Y 16)
12 63/F N 180/100 NR 4 days after before N 17)
13 63/M N 192/94 NR 5 days after before N 18)
14 56/M Y 220/90 NR 6 days after before N 19)
15 67/F NR HTN (NR) NR 7 days after (asymptomatic) before NR 20)
16 28/F N 150/85 160/100 7 days after (asymptomatic) before NR 21)
17 76/F N 210/116 210/116 14 days after before N 22)
18 66/F Y 226/106 226/106 4 days after during NR 23)
19 63/F N 158/86 167/104 24 days after during Y present case

BP: blood pressure, F: female, GBS: Guillain-Barré syndrome, HTN: hypertension, IVIg: intravenous immunoglobulin, M: male, N: no, NR: not
reported, PRES: posterior reversible encephalopathy syndrome, Y: yes.

¥R Na ME D 5L 5 5 220 GBS 5Ef£ 12 PRES % 38
fiE L7215 B (case 5~19) ZB$ % PRES DI HE 5 %
OILE, @1VIg, K Na [E (22T L, A4EH (case
19) @ PRES OJEHICOWTHEREL 7.

DI : PRES DFEKO—2 2 &4 MFE A28 5. kil
O HEFRERE OB IC X R e X2 L, g r a3
s, ML X OESTAMEANEET L, R
JEZE L LHESNS 2. GBS BETIIHEMREEIZLY
MELAZ&7219 55, 1360 (case 15 - 19 #F <) DA
Bebs: & L < 3R E EE o PG00 (X 148~226 mmHg (o
i 1 200 mmHg) T& Y, AIEFIL PRES % 2 L 72 GBS 124
BYLEIMEE LB THo7 T2 5. T2, 1460
(case 19 <) TIL GBS ZEEHN S 2~14 HEE (Poefli : 4
Hf2) 12 PRES % 564E L 724%, AERFIL GBS F8ED 5 24 H
%12 PRES # FJE L CH D, GBS © HAMRREE IR L 72
ME EF%75EE LTPRES 23ET A & L CIEBWE
Fzrz, UEXD, AENTSEOEIMES/RET, GBS 5
JEZA S PRES SHEE TIZECOHBEE L2 225, GBS
O FA B SR IN L /21E _ESF2 X Y PRES % 384E L 72
EIFE 212w,

@IVIg : IVIg [T 12 PRES % 38%E L 7 SEBNIAFED] % &
T 26 (case 18 - 19) TH -7z, case 18 13 GBS FIED 5
4 A4 IZIE 220/110 mmHg % 5 L C PRES % 584 L 727°,

FAEBNIL GBS FEAEA S 24 H £ IZIMLE 160/92 mmHg % & L
T PRES %584 L 72, & I\ZIF 5 & IVIg 48 PRES DK
ELTEEIND A% BiEld GBS OFENSM b 7 M
DEIMEF R L7722 &4 5, GBS O HHMREEIER L /-
ME FHIZ L) PRES &R S /- L BE L9 <, AIER
FOICFLIR L 722l A 5 &, IVIg 2 X ) PRES sk s
EHIE LR, F72, IVIgIZ X A PRES OB & LT, Il
SERE O _E A RIS X ) S ATTHE L, I
IR R e I I A A 2 U B 72 b & B 2929026

(O Na IfifiE : 361 (case 9 - 11 - 19) T PRES JF&AERE I
Na Il % 272 LCB ), PRES FIERTIC IVIg & KifT L 725EH]
WEARFEB DA TH -7z, GBS &K Na IIE DA BEFIHELERL =
M, GBS 2 X AHUR F D KAEDSHRIIR A IV E & AN A 55l
FEERE AP &R T2 L Sb 20 GBS Tlid IVIg BhH:
R NallfEZR X723 2 L 05h ), ZTOMmEL LT, RES
07 Y EHIGO R 7 10— 212 & BB oM~ O
B2 X2 EMK Na IES, 7 a7 o512 &0 i
WDy o BRREEI LIEREES EA T2 LT
H U DA Na UEDS% 2 5114 2, Case 9 & 11 Tid GBS
BRED D 2~4 HERIZIK Na ME% & 72 L7275, AREFICTIEA
Bels (38%E 24 HH) I Na it EIXIEH Th - 721 b HbH
59, IVIgOfiAT 2 HE (58E 25 HH) ICESICIKT L7
ZEH,S, GBS IC & A Na IiAE & 13# 212 v, K Na I
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JEDAEITEIZPRES #5E L2610 H 1) 20 FIERF & L
T, NV TV DO EHIZELROMPBIN~OREENZ L 0 A4
U7z M R FEE D% 2 502, AHERCILE Na [E D
PRES 3&EIZBE G- L 72T HEME DS 5. DLLEDO~@7 5, AE
BlZ GBS % H:ppid & L, IVIg \2fF > T U 724K Na IfL5E b
B> CTPRES Z38E L 72 & & 2 7.

4T % 1L GBS C IVIg fif7 7 12 PRES % 584 L 72 5E 6] %
e L7, GBS W2k L IVIg % Hif 79 4 B Na IE % & 72
LI 570, 6B RE L2 PRESIZOWT D ATHICHE
EEEIRCHERIERELBIZITRETH 5.
XEHEBIIRRCIIHEE L, HRTRE COLIREIZS 5 i3,
FF, FEITVWIbEm D THEA.
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Abstract

Posterior reversible encephalopathy syndrome during intravenous immunoglobulin therapy
in Guillain-Barré syndrome

Eri Watanabe, M.D.?, Nobuhiro Ido, M.D.?, Tomoko Saito, M.D.",
Haruhisa Kato, M.D., Ph.D.?, Hiroo Terashi, M.D., Ph.D." and Hitoshi Aizawa, M.D., Ph.D."

D Department of Neurology, Tokyo Medical University

A 63-year-old woman was diagnosed with Guillain-Barré syndrome (GBS), and intravenous immunoglobulin (IVIg)
therapy was initiated. On the second day of IVIg therapy, she became less alert (JCS III-200) and had hyponatremia.
Brain MRI showed vasogenic edema in bilateral occipital lobes, which disappeared afterwards. Her clinical course and
MRI findings were consistent with those of posterior reversible encephalopathy syndrome (PRES). As a result of
considering the timing of the onset of GBS and PRES and the degree of hyponatremia and hypertension in some
documented patients, the cause of PRES onset in this case is considered to be IVIg therapy itself and IVIg therapy-
induced hyponatremia.

(Rinsho Shinkeigaku (Clin Neurol) 2021;61:12-17)
Key words: Guillain-Barré syndrome, posterior reversible encephalopathy syndrome, intravenous immunoglobulin therapy




