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BERARE CEOMAER, MRCERE TR TR

BEFTR #5838 /=, MERETIE ERFR T 1 ILX (hepatitis E virus, I HEV &RESE)-IgA, HEV-RNA »'& 6
IZFBtETHY), HEV B %224 & U /- Guillain-Barré iE1RE¥ (GBS) &RBEILA. ®REJOT U L AEBFHTEE
ERITL, HOET - BEEREEEHICERL £ EF HEV BEIC L 5 GBS OMERIIEIMEB TH Y, BA
DEBERECERTEADHEEEEE N H DEFICHVTIE, HEVREELZE LRBEZTONETH 3.
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Guillain-Barré fE# (Guillain-Barré syndrome, LT GBS
EUEFD) 1F, BT RIS R E O b Tk b D H
WIERETH Y, FORBUIII A FREO S IMET T, B
V2 ERRE R SR W R &\ o 72 o i R e K R0 I [ 4 &
5. GBS IZEYE, F 7213 RAEMEORRC & 0 KAk
AR E L-HOURBINEDSHFESINDL I ETHEET A, £
TREEIEH230BFICALN, WEMAL LTI
Campylobacter jejuni, A b X707 A )V A Epstein-Barr
TANWALREDPRENTH S V). SHlFx L, EBITFEY A
)V A (hepatitis E virus, LL'F HEV & B&RD) e 228512 GBS
%5 L 72 REB 2 R L7z, i4E HEV O AT G h b FEHE
L 7z GBS OEHUIIEIEE TH % 4%, RIFTIET7 5
NTWRWITRESED S 5. IR Z SBhY A O A R FF iR
BEEDD DIEFIZBVTIE, HEVEREDEZETRETH L.

E Al

SEB] © 81 RS

FFR WO LU, A

BEAEE © 53 % HARY — 7, 55 % WIERE, NEEEEE,
65 1% WRIZE, 73 3% SRUE (REEEIREBIIR A >~ & — x> ¥ 1
VHEAT), 77 % SHEE AR ARAE, /C N SHENIR A6 2B AR
(79 v ¥ 7Hlikifr), 78 ik HMEE

HEV-IgA, HEV-RNA

FMEHE © B AR ZE, MR B ORIERE: L.

ATEIE BRI L.

BUREE - JT 4 HEAEGRBIEIZEI LTz, 2020 4 12 A
TANIBADSA T3 2R L N— 0o 2 B L 72, Bl
510 H (8 19H) \2h REORERENSBIL, %
2B 4, 5 FHROZMAFRT A Uz, 55 3 W HER
BOHVETHEEE 2D, EEXZZ L. R LM T
B OBHIVRT 25807225, I - F#l MR TIZEHE & %5 &
I RIREIITR S N e Do 72, MR TSRS o L5
ROz, WEBIMED B35 D HALER RN ABE
Loz, ARBMEOBIMRTIIETL, TS &K
OEERFMEAT & MB L2 MR ED S DN, AR
EWIZE 119 H IS 4R Rk & 7% o 72,

ABEREBUE © B 175 cm, 1K 73.5 kg, 1R 37.6°C, s
1% 104 bpm, [ME 150/93 mmHg, MERHAE (ZFHAX)
94%. —HkH TR E LT, ARERAEIRE R B2 DR e % 32
7z BEEIEFE - Bk, G CHFMEIZRRD b o 7o, AR
FRYFT R, BEAREDIT, BAESEIR & U CHRER - iR
DFHIVET LM TR E % 52O 7. W O T3 J1#i2 {manual
muscle testing (MMT), F5// (ZSEM 3, = A 4/4,
P TTE 4/4, EM=TEF 3/3, TR 3/3, TR
J& 3/3, Wl 2/2, NBRIUSH 3/3, ABRBHM 2/2, A&
5 1/1, TRR=EEEM /1 & TIREMOMBIHIRT 2580, 3§
HBERAHAM SN T H R LTz, F22mlahr
FaEiE MBI & T RO REE DR ICETREL RO, =
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Table 1 Nerve conduction study results.
Median, L Median, R Ulnar, L Ulnar, R
Day 17 Day 39 Day 17 Day 39 Day 17 Day 39 Day 17 Day 39
Distal latencies (ms) 6.8 6.6 8.6 7.3 4.2 3.7 5.8 5.0
CMAP amplitude (mV) Distal (wrist) 6.1 6.4 4.0 5.6 4.4 7.3 2.7 5.7
Proximal (elbow) 4.0 4.8 1.8 3.9 3.3 5.7 2.3 4.9
MCV (m/s) 36.5 40.2 39.8 32.2 42.4 39.3 37.8 35.4
Tibial, L Tibial, R Peroneal, L Peroneal, R
Day 17 Day 39 Day 17 Day 39 Day 17 Day 39 Day 17 Day 39
Distal latencies (ms) 55 4.2 6.0 5.0 7.6 5.9 8.5 5.6
CMAP amplitude (mV) Distal (ankle) 2.8 2.7 2.2 2.5 1.3 1.7 1.8 1.7
Proximal (knee) 0.5 2.2 0.7 1.8 0.3 0.7 0.1 0.4
MCV (m/s) 28.9 294 24.7 26.0 19.4 20.7 22.6 19.7
CMAP: compound muscle action potentials, MCV: motor nerve conduction velocities, L: left, R: right.

Fig. 1
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Nerve conduction study results on day 17.

A. Median nerves, B. Ulnar nerves, C. Tibial nerves, D. Peroneal nerves. Distal latencies were prolonged and motor nerve conduction

velocities (MCV) were decreased, all of which suggest demyelination. L: left, R: right.

BB I IZEO T, TRIGFHIRETH - 72 FEf7 - 37
AR EE T, RIBATIEIATEETH 72, WO R
HRER RO B 2o 72

AR R AR Tl I ER 8,800/, CRP 3.95 mg/dl &
RIEFED BT L TBY, EHELYILE Y 0.8 mg/d,
AST 334 U/, ALT 792 U/l, y-GTP 186 U/l, ALP 522 U/l & Jif
HREEENRA SN, ¥ IV B, BLUB, it TIZER
Dotz PETURLT 80 5T d - 72 i IBIE < M %
ZRET 5 HOHRIZERD 2 b - 72, BUBIRE DAL GMI-
IgM, GM1-IgG/phospholipidic acid (PA), GD1b-IgG/PA 75
HWCTH o 72 BYPEMRA T HEV-IgA 7555 %, HEV-RNA i 4.2
log 2 ¥'—/ml TH o7z, WEMERAILHE 190 mmH,0,
fa Yw (HAEZER W), #H 107 mg/dl, HEWHE 66 mg/dl

s

(FIESILAE 100 mg/dl) TH Y, BEAMMBEENSA SNz, H
17 9% H O 8 ClEBZ Al L i L 2, WKIcs

WTEMBROEE, ESMREEdEORKT, HamiGHE)
AV OWIFRT 2300, BHprR el L7z $omE&Le
FTRTOMBFEIZBWTF HIFEE SN H o7 (Table 1,
Fig. 1).

ABtafts - %8 % Fig. 2 1RT. AM0BTHETT 5
VU B K OB TE O i 71T & TU R o B SO 2R 12m 2. ¢, B
FHigmA caEOMBE RO L s, GBS LEIT
L7 FMREEMRATD Ho HIC L 2ESAZHkEY
72 L 722 & A 5, acute inflammatory demyelinating
polyneuropathy (AIDP) & ¥JWrL7z. F7-fF@&BiEEEo 54
& HEV-IgA, HEV-RNA BT i & 2k E BT £ 02 W &
%Y, HEV Egx 2ICGBS 2 SE L2 L Ex bz, &6
113 H 25 5 HEfeE 7 o 7)) o KaEHE#E: (intravenous
immunoglobulin, LLT IVIg & W&5t) % MifT L7z (0.4 ghkg/H
=30g/H). 2 E B RITRABEO & L, FF®biR
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Fig. 2 Clinical course.

An 80-year-old male patient developed dysesthesia (day 1) and muscle weakness (day 3) approximately 10 days after eating pork liver. He was

admitted our hospital at day 11 and received IVIg as a treatment for GBS. Serological analysis revealed positive results for hepatitis E virus

(HEV)-IgA antibody and HEV-RNA. After treatment, these symptoms improved gradually, but he could not remain standing for several minutes

or eat anything except for soft foods. Therefore, he was transferred to a rehabilitation hospital on day 44. IVIg: intravenous immunoglobulin,

GBS: Guillain-Barré syndrome.

FITERICIEFEIL LA 31 9% H o HEV-RNA b HIE KLU T
ol BHTMETIIEHEICEL, 5537 H O MMT i =
B & TR OB AR L DICIZIES LY, REEO
JESE - RS 4R W Lz, B LB L T
Wz ASTURGEN F TSR L2, U F—va
TN RF, SPATHATRAIRRASRE & 2 o 72, 45 39 W H
W CHARR R A AL, AR I A Ic g L2 As
(Table 1), =71 v 7 OF L FREEBMIEAE L TWi.
N F—a Yk BHIYICE 4495 H SRR & 7 - 72,
FO8HHICHEBREEE 21, BEERIIZENILELT, BN
HE BB A L, WTEEIIEEICE 7.

z B

HEV OJeATEG: A 5 384E L 72 GBS 1X, 2000 4712 Sood &
W&o T TS SN 729, DIk case report S22 HHLAY I
F— MR ETOHRERIZT VT - I—1 v /% Uik
SEHINMEAICTH 5. 2019 45D Leonhard H 12X 5714 K54
NAITATRGDTHRER & L CORTA D HHY, KFEDF
TV NV EBEERBESTA NI A ERE R, BE
BV TEEDFEDS T HIBHR SN TR VI EED D 5.

HEV iZART A NWVABDOF IV AT L)V AEIZIE L TV
BRIT2kb D 1R RNA VA VA TH D, b MIELET S
HEV # =78 1 ®2 6 4 BT, AFBTIALiRE L H A %
HULIZ 3B R N4 BIOMEN L. s OB TFEILAE
HEEYETH D, WRAERICHBEHET 2L SN D Y, KiE
BUEIEIE D S AEDOK L N —BIUZ X o TREDHL L7z L %
ZAONDH, KRBV TREEL LTHEINTNST Y

A HEV ##A LT3 9. F20tilEIc B Tirbi:
TROKL N—% xR & L7-f& T, 363 /5y 27 DH 57
/8y 7 (1.9%) THEV-RNA 2l &0 1iidgiiil L <
WAL N—=72SHEV OEKGIF & % ) 155, KRIFTIL HEV-
IgM L 0 QEEPEN TV D & ST 5 HEV-IgA Puikflins
2011 4E 10 HICERBINER S /2 & 2 310 W, 2012 4E LI
EENLIETO 2 555 5 oMb E L % o 7212, 2019 F0
E Bl SVEF S m  0d 493 B, AT %% LY iFde A
NVADOHTERD LWV, KEIZBIT S HEV OFERAEERIL
54% < W, ARG RBIH S L AFET S 2 L85 T
HENns.

GBS JEBIZ BT 5 HEV SEATEGDOHIEICOWT, N7
TTvakd Ty TREFRNGHRAITHhILTE) W9,
ZNZ1 100 Bl 1161 (11%), 201 Bl 10 51 (R 5%) T
GBS 24 o M HEV-IgM 5Btk T o 72, F A28
W H 1998 4 5 2014 4R KRB TR S iz
GBS B & U" Miller Fisher JEBHEEE 60 2D ) b 3 % (4.8%)
AYHEV-IgM A5 TH - 722 L5 19, BTG A D GBS
2BV TR E W EA T HEV A =12 H 2 W HEN:
V5.

2000 425 2019 4E O B2 S S 7z HEV 64T i%& 4% GBS
58 BIDMERIIFHICOVT T L5 L V1 FEERNT 19
~T3MT, WEHIEI—a 8, H-HT YT TEY. E
RUFJ38ED S GBS SBE T TOMHEIZ I THI2 HTH B
25, FOHIFIZ3I HAS 75 HE X5 DWW T\w5b, HEV-RNA
ZE L7ERNC BT, Ik 18 Bl/41 B (43.9%), B
X 3 6/15 B (20%) THETH -7z, L AIDP 25 4
FEASE 22 o 72743, acute motor axonal neuropathy X acute motor
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sensory axonal neuropathy, sensory neuropathy DRI b 520
SN7. PUEIREREICE L CE, JGMLEEIZ 46 (O
HIgM 7=y MA32 B1), Bt GM2-IgM Hufkah® 4 6 Tk
THo7z. PLGML BRI AIDP & L CHRIET A & v ) Jhil
B33 5 7253, AIDP DAt o FRHCILI UM IR E Dufk As i &
N VIEFIDZETH -7, 20X 512 HEV EGER Tl
R EOMEAA RS N WEIHO—D> & LT, HEV O#E(E
FROENDHEE SN S, C.jejuni B# GBS 1, ¥ 7 VR
GREF % 23— N9 5 cst-Il DBERT LRI AT 5 Puik )5
RIFRICE Do TndEERTEY Y, GBS 27 &#2 T
HEV 2 EHOBIZFHPME SN TV LT Eh b 200,
HEV O#E (TR 0E A GBS DERFERDEVE H 725 L
TWAIFEMEL ZE SN D, T2k b OMEsHaEkIC HEV
WG L, HEV 238 L 72~ 7 ZA RO )V O Riiss & 7 A
WA RNA U8 v 8 Ehkit s g 2 & 22 HEV B
#0 GBS BE OB A S HEV-RNA il & s 2 & 7
&6 -2 HEV 2 SHREHIRL % 58 E 9 5 W REE © J84
ENTWD Y, FIUTL YD 2 WV IZEIREED &8 528
Gl ENDH % EFEM BT B S T iands, 2
S O LR IR 4 5 HEV OB A 2 RIS R
BICHEBZE 2B L E2RBL TS, BEICEL TR
IVIg R M LR R 2 BIA % v & S 2D, BRI D
WCREOH L 28610 L 16 B (57.1%) Tie&hE, 7
Bl (25.0%) THEWRFERAEH 5 DML TTHE, 461 (14.3%) THlt
BAREE, 161 (3.6%) ALz HMESN TS, 722
BT HEV 20§ 237 4V AREE LTY N U HHkE
ENTVDAS (HARTILRBGEIGY) 29 {GEAHR O F
WZOWTIETAICEHi S L CB 53, BB Tz ey »
ONFIARHATH B, 5% E 512 HEV EGIZ L 5 GBS JEf)
rERHL, FOWMEHRTOMPAB L) NEY YR EOHY
ANV AFRE R &GO TIEREIC O W THRETT 2 LEDH 5.
RIBIZB T, HEV-IgA FURMASPRIGIE S 7z 2 & & 22
FEIC HEV G5 8u3m L <5 2 &5, HEV & GBS
DFATER L L CHEEEL ) REWEARLEZ D, BALRE
DENYIA OB ATE R RNAB O JFHERE & 558 2 GBS fEHI
BV, 7% HEV ENTZLE Ly,

BHEE  PORIR SR 2 ME 7278 & £ Lo RS R A SR P
S M EEAICES LTS

NEE S ECARR OB L, FIRT & COLREIZH 2 A3,
Mg, HEZOTROHEY $HA,
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A case of Guillain—-Barré syndrome following hepatitis E virus infection

Monami Tarisawa, M.D.”, Ryo Ando, M.D.?, Katsuki Eguchi, M.D."?,
Megumi Abe, M.D.", Masaaki Matsushima, M.D., Ph.D.? and Ichiro Yabe, M.D., Ph.D."

D Department of Neurology, Faculty of Medicine and Graduate School of Medicine, Hokkaido Universit;
p 2V, y y
2 Department of Gastroenterology, Teine Keijinkai Hospital

An 81-year-old man presented with limb weakness and dysesthesia approximately 10 days after eating pork liver.
His neurological examination revealed muscle weakness predominantly centered in the lower limbs and absence of deep

tendon reflex, and cerebrospinal fluid analysis showed elevated proteins with normal cell counts. Furthermore, his nerve

conduction studies revealed distal motor latency prolongation and decreased motor nerve conduction velocities in the

bilateral median, ulnar, tibial, and peroneal nerves. Lastly, serological analysis was performed for hepatitis E virus
markers, resulting in a positive result for hepatitis E virus (HEV)-IgA antibody and HEV-RNA. Given all these findings,
the patient was diagnosed with acute HEV-associated Guillain-Barré syndrome (GBS), and intravenous immunoglobulin
treatment was administered for five days. Following this, muscle weakness and dysesthesia gradually improved. As

observed in this report, the number of HEV-associated GBS cases has been increasing over the past several years.

Therefore, HEV infection should be considered in GBS patients who have a history of pork consumption or have been

suffering from liver dysfunction.

(Rinsho Shinkeigaku (Clin Neurol) 2021;61:869-873)
Key words: Guillain—Barré syndrome, hepatitis E, pork liver, HEV-IgA, NEV-RNA




