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[Summary]
Hepatitis E identified as a zoonosis with a natural reservoir in pigs.
Hepatitis E virus (HEV) infection attracted close attention in Japan after the fatal case of a patient with hepatitis E
was reported in 2002, and after that reports of clinical HEV infection had increased rapidly. Infection via blood transfu-
sion leads to further increased medical concerns. Subclinical infection is the most common situation, and rare cases of

HEV infection develop acute hepatitis, which results in complete recovery. There were no data on chronic hepatitis E

until recently. However, in organ-transplanted patients receiving immunosuppression therapy chronicity is a possibility,

and these patients need close attention.

Here we report four cases that developed hepatitis E after kidney transplantation and were diagnosed in our institution.

We investigated the potential route of HEV infection and present a detailed clinical course in our cases.
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man immunodeficiency virus | HIV) J&HeHH TldEM:
L3 2L D 1), HELAICHLETH 5,
bbb MOl TR L 72, BBAEICE R %
EIIE L7 AEBI D D B, 2 EGNEE O ST L
LT I ER L 722, 2EPNTBEFRE 2D,
BEL TV, 4, 2N ENOIER OB,

FRIRAEE, B X OIEIHIREIC OV TR L0 T
WET 5,
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20 B o M HIPEEIZ 12 TR MEEAED 720,
16 WHFIZHE % N — & L C preemptive C ABO ML i
FIAR—SCEBAE % 1T L 720 A O S e &
L C tacrolimus (FK, Prograf®), mycophenolate mofetil
(MMEF, Cellcept®) , methylprednisolone (MP, Medorol®),
basiliximab (Simulect®) @ 4 FI2SH 5 N7z, BAltA
ISR TH L2, BHEREBEIRETSH-
7o, BAERE I FK I X 2 HERE %2728, cy-
closporin (CYA, Neoral‘@) ICEHLTW5h, TDIIn
BRI A b AT A VA (cytomegalovi-
rus | CMV) JEGYEIC & B2 HILEFILE AL T3

153 U0/¢, ALT 375U/¢, LDH 205 U/¢, ALP 610U
/¢, ¥-GTP 96 U/¢, TBil 1.0 md/dl & & 512 L5 %

Bize 2Dz, ABHAL7:E 2%, HEV RNA
f)‘]gfﬁlibtﬁ D, 4.9 log copy/ml D¥ 4 ¥ —THb I &
PHHL7ze CMV, ZT 28 4 ¥ - N=) - T4
A (Epstein-Barr virus . EBV), BfI - CHIfF %7 1 v
ADZME~ —H —EBEETH - 72, EROEIOLE
T edo7ze LL, 17 HBNIKEDSA 2 ¥ 2k
AR, BHEIIEND 2057205, UM AT
FEL L 7R A I L Tz, ABEfR, s a7
/§~§U%&5‘L fiani & FINEA]CIFIEE R TR L8 %

P L7z FEMCIEsEMREE 2 380, Y
1213 focal necrosis 25 1), #il {8 &k Ak O 15 % F2
FROBBEBEBEZRTII R TH o7z (K2, 27 A
12 1gG-HEV Hifk 1.24 (+), IgM-HEV Hifk >3.00
(+), TgA-HEV $Ufk 1.66 (+) &%, 47 Ak
EEFHEAREIZIEH 1L L, HEV RNA &M L (<20 log
copy/ml) L7z (B1-1),

fERI 2
40 B, IR EARHO BB R4 T, 25
WCBNTE R & o720 3THOKE, % FF—& L

(F1), T ABO IR — B RAl & 4T L 720 SRS NI
BAlf% 4 FOEMIRZZHFIZ AST 55 U/ ¢, ALT #:1X CYA, MMF, MP O 3 #| THEF: L T w7z, il
63 U/ (¢ & HFRERefRAfE D xiﬂ’%éﬁéf), #H AST %, FFIRGEDO A B IEHIC D RO 5N, BiE
*1 BEEE
JEBI 1 JEHI 2 JEHI 3 JEHI 4
A, MR 20 %, B 40 7%, Bk 25 7%, 335%, B
BRI AP AR B 70— CEER PUR A= ANHH
B A =3 —3 —3 AN A
(ABO % 1 7)
K — T8 T3 &) T8
BRIz EMALR T EMALR TR EIRTIE N % EHILRE a2
% EA, BRE % ER, BE iR = TR L5,
FER (=) FEIR BRI (+) HALER (=) HEREIR (=)
fTHE RIENA ) ¥ T F BER TR R AEREIU: Lo AR Lo
HABAE (KA BUEH b BEARTOASHE
AN
EE N ] FK—CYA, CYA, MP, FTY720 {5 5RAE 1 rituximab, CYA,
SeIE NI MP, MMF, Bax MMF, Bax CYA, MP, MMF, Bax MP, MMF, Bax
FEAE R CYA, MP, MMF CYA, MP, MMF CYA, MP CYA, MP, MMF

FK : tacrolimus (Prograf®),

MMF : mycophenolate mofetil (Cellcept”™),

CYA : cyclosporin  (Neoral®)

MP : methylprednisolone (Medorol®),

Bax : basiliximab (Simulect”)
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JER 1 JEH 2 JEBI 3 JEHI 4

S R I 44 3 4R 34 6 4F

(Bhilt%)

HEV 4t IgA HEV itk (+) IgA HEV ¥tk (+), IgA HEV ik (=), IeA HEV Pifk (+)
HEV RNA (+) HEV RNA (+) HEV RNA (+) HEV RNA (+)

Genotype 3 Genotype 3

FEAE AT

V) UosER () 2,460 1,910 980 900

IgG (mg/dl) 1,095 1,604 464 697

AST (U/¢) 153 387 90 53

ALT (U/¢) 375 578 337 107

LDH (U/?) 205 192 270 167

ALP (U/¢) 610 354 262 198

y-GTP (U/¢) 96 268 91 93

T-Bil (md/dl) 1.6 13 0.7 0.6

[IRER ST S SHEAIEIRE () FEi g (+), EN iR
13 focal necrosis AL (—)
(+), HHHgssHEsE G
(+) e

(SR AR FUNREE, i, IR, #6iiE, GIJEES FIJHEE D B P 5
MMF {5 =, MMEF H1 11 ribavirin D% 5- ribavirin D %5 % & H
a7 v

HREIYI 475 H 27 H ER0 KIGI
i i i i AL 12k

IR HEV RNA (—) HEV RNA (—) HEV RNA (+) HEV RNA (+)

HEV 4 HEV #iLk HEV #ifk

IgG (++) IgG (+)

IgM (=), IgA (+)

IeM (++), IgA (+)

[CYAH FS750-100 ng/ml)

[MP#img# '
AST ALT -MMF#000mg [ MMF#00mg I
aun) HEV RNA
(Log copies/ml)
400 324 16
—AST 3323828
—ALT
300 & s e HEVRNA o
200 |
100
1o ) -
O p-----=
THag3E

X 1-1

B 1, 20 EHEMH

FEMR ; AST, FKREMR D ALT, =4 I HEV RNA

CYA : cyclosporin (Neoral®), MMF : mycophenolate mofetil

MP : methylprednisolone (Medorol®)

(Cellcept®),
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(CYA(F5250=100 ng/ml)

LMP.4mg

LMME 1000mgJ

AST,ALT
(IU:'L) IeA-HEVHif% (+)
(+y= (=)

200 HEV RNA

600
500
400 1

L1000mg

X 1-2

FEB 2, 40 B

BEER ) AST, FREHF D ALT, #s4F T HEV RNA

CYA : cyclosporin (Neoral®),

mfﬁ%%liﬂﬂ“(“%ot (i%ﬂ BAit: 3 4F, &tk
BIREFRZ, YRR AST 387 U/ 4, ALT 578
U/¢,LDH 192 U/ ¢ , ALP 354 U/ ¢ , y-GTP 268 U/ ¢ ,
T-Bil 1.3 md/dl & % FREERFEE D LA RO 5
Nz, BLaAbl o7, CT CTIIIHERICEE
RO, FEAMERFREEREE % F fE L T CYA, MP L.
AMETRTHIE L 720 L7z & 2 A IgA-HEV Piff
& HEV RNA (3.0 log copy/ml) 3¢ 12 TH Y,
4 ARRTCBERR CRAER L N — 2 HE L 72 2 & A7k
LT &7, CMV, EBV, BA! - CEIfF 5~ 4 v 2 1%
BrECh o720 Abetk, Wi & FINRA]C RS R R %

TR s L7z 2 7 AR ITFIEE R EE R R AL
L, HEV RNA 3 [aPE{k (<2.0 log copy/ml) L7z (X
1-2),

FEAE R 3 ARG L 72 55T, IgG-HEV  $ifk 0.44
(+), IgM-HEV ¥ifk 0.146(—), IgA-HEV itk 0.077
(=), HEVRNA (=) Tho7z (F2),

fEBI 3
25 B ko 8 IR LT PR A A | C T B 1k Af
trﬁﬁ?ﬂ“é b, TOBRE A IERESET L, 185
IZEEEAEDTZDPE FF — & LT preemptive
T ABO LR — B A % 4T L 726 FTY720 Dih
BRXRAERIC, EAM O SuIE IR L CYA, MMF,
MP, FTY720 D 4K TH - 72, BAlLtEEHIZ Banff Ia
DIFHIE 2 BO72HY, A 7104 KOV AP &

MMF : mycophenolate mofetil (Cellcept®),
MP : methylprednisolone (Medorol®)

U L72s FTY720 (ZGEERHFIEICIE T &2 D, @
JENHE P IL CYA, MMF, MP O 3 % THEiF: L Tw
7oo BB ERICS A —F Y AT AMEEIRIEL,
_@Fffi, fithascUE = 60F L7z, 20y WINEE, T

SROBEEEESHIAT L5 L, BEO7 AV
XE@%{“’E%{# L7zo D728 MMF IZHikE %2 1),
MEFF R IEPIHIEZE CYA, MP D2 A TH - 72, Bl
BRI SE A MR D K & & TR L72A, Cr
1.3-1.5 mg/dl TR L w7z (F1),

BT 3 RGBS, IR Z B RRAS T AST
43U/¢, ALT 119 U/ ¢ O A %58©7-, HCV,
EBV, B Al - CRBIUFRY AV AIZENETH - 72, A
FREDATH AL AST 24 U/ ¢, ALT 56 U/ ¢ 12K
TL7272®, 20T FEEEgs Lz, LarL, B4
AST 90 U/ ¢, ALT 337 U/ ¢, LDH 270 U/ ¢, ALP 262
U/ ¢, yv-GTP 91 U/ ¢, T-Bil 0.7 md/dl & PR, BFa&f
BRO LA EZRDI720, KLzl 25, IgA-HEV
PRz TH - 7245, HEV RNA (3.1 log copy/ml)
BHEETH D LA L7z, ERENOBEED 2
{, HEV OBRGHER L E T &S o7z, BB
JHEREZED LA EZRO o2 2 E, HEERY %
Mol L L FIEARThH R EBIZEE Lz, L)
L, 24E#458E L <, 1gG-HEV §itf£>3.0(+), IgM-HEV
Pifk 036 (=), IgA-HEV Hitfk 1.15 (+) &, 1gG 7
T ALIgA 7 T ADHEV HLRIEEMEE 22 ), HEV
RNA b FptEd F £ 4128 L (4.9 log copy/ml),
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——AST

y—ALT:
*** HEVRNA

119 o8

X1-3 7ERIS, 25 mBHE

FEEHR ; AST, FREM D ALT, #Hm#R 1 HEV RNA
CYA : cyclosporin (Neoral®), MMF : mycophenolate mofetil (Cellcept”™),

MP : methylprednisolone (Medorol®)

JTIRE RS E5S- L, AST 100-130 U/ ¢, ALT 300
450 U/ ¢ % iR L72o 2D 720, AbBte LI EWK %
RifT L7zl 2A, RAEMIEREZ RO, HiEliEs <
T TA TR AR - BYEIE LB,
ribavirin DG =BG L7 & 2 A, FIHERBER T
FAHE) 12 H %o HEV genotype 1 3a BITH - 72 (F 2,
1-3),

4. fEBI4

33 i A M. 26 lE I KB EARH DB AR LD
7z, #E%E FF— & LT ABO ML EUA @ A B R Al
RHEAT L7z A 1 A i & B EE 2 BAG L,
4 2 AR rituximab (Rituxan®) Z$%5-L T 5,
A O GIEPIFIFRE L CYA, MMF, MP, basiliximab
DAFNTH o7z, Bhlkg, IEHIIL S EIYE D RO
IZRGE L Tz ('),

AR 44EZ A H 5, AST 37 U/¢, ALT 64 U/ Y
EIFRBEROBE LA 29072, CMV, EBV, B
Rl CRIFFRY ANV ASBEETH o720 HIEREIRD %
{, 20 F TRBEE L LT, Bk 64E, AST 53
U/¢, ALT 107U/ ¢, LDH 167 U/ ¢, ALP 198 U/ ¢ ,
y-GTP 93 U/ ¢, T-Bil 0.6 md/dl & %54 \ZJFFe iR o
B EA ARz, B L7zL 2 5 HEV RNA
(4.0 log copy/ml) Atk TdH - 720 AR OBEH D
7, YRR IZ M T & e o foo 2R FFIHE R
BED PR 2B o722k, BREIERDY o7

Z LD OFEA TR EBIZE L2, LAL, 6 7 H
#E L, IgG-HEV §iff>3.0 (+), IgM-HEV ik 2.7
(+), IgA-HEV §ifk 1.05 (+) Pkt 20,
HEV RNA b B0 £ ¢, IIREREBEE b H4IC L
HLAST 105 U/¢, ALT 181 U/l &7 olzg ZD72
O, BHFETER L, WAEMEITER, GFE2 R
L YEL %> TWh, HEV genotype 13 3a I TH - 72
(F2, K1-4),

n. % %=

HEV IR SN A RNA YA VA TH B,
IRGRIE, Ke L, ECHESNBET T%
FEST AN — b ThiH7z0, ETFREOEMINT
W WIEER LENCS CREPA LN D, EFETIE,
A7y, Th, 75 OIEMEAR D SIEGT B ARk
TR GIE T & 5 genotype 3 B, 4 Kl HEV 235 5 [#
THHEE 2> TV B, BRI 14~60 HT,
FEIRITE R, I, BH, AFAREZEOVWDLY 5
JFIAEIR T @ % 25, HEV ST ESERCTH B 2 & A°
%\, DASETIR T & D 5.4% |2 1gG-HEV ik %
RO DLV, ED% L BAWETH Y, HEV EG:IZ L -
TEMEF Y ) 7TIREZZ LY, BHFECHEL Y
ELbsZlidwitEZLNTE . L2 L, 2008
LR, MAR SR R O BE L MR B CTIL LT o
BB L, RIERIHIH ST 2 IRE T IR
5, FHEZFIERITIEDPHNONDL L) IT% -
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(YA (F5750-100 ng/ml) ] HEVRNA
sy (BBAmg rostns
AST.ALT |-MME-1000mg - =
(IUL: 7 HEViik .-~ g
] IgA(+) '
== AST 3
L 101 a8
100 | ——— }
===* HEV-RNA i}
ha 53 52 !
0 ha— 34 g 0
BT 73

X 1-4 fEHI4, 33 mEM

FEIR ; AST, FREM 1 ALT, #A# | HEV RNA )
CYA : cyclosporin (Neoral®), MMF : mycophenolate mofetil (Cellcept®),

MP : methylprednisolone (Medorol®)

72V 77 Y A® Kamar 5 I 3H)D T, BEasBAEE %
P2 RE IR T O BB O HEV &G M 8 EIF 4 % 5 |
R TN H B I L R FRE LY, FNLI,
BRI % HoC I B RS RSB 2 B 5 B BB I %2
WiGA % S, SERIRE IR SN TV L EHT
& HEV B3 mRICEBH LT 5 L OME D H 5™,
FENCH R, B4 EEoaERE T,
HitRBE 1,893 412xf LT HEV $ifk, HEV RNA O
WEAATD NIz, ZORR, AP OB AR
K24 (0.12%) HSHEV IZEg: L8 L L Tw iz
CEDHB L7, ENTHO CONZRBAEETO E
T SARVEAL O TdH %™ (Hepatol Res 2016; 46:
1058-1059) o — #1 |Z figi 25 4 R AE B 0 HEV DKy 6 &l
FEMEILL, Z O genotype IFTXT3HTH 577,
bbb NOREFEORER b ISTEF 5% 2 L7201 4 fEf]
D) H2EFITH B, HEERIE AR, BHa IZFIEE
BEFIT LR L TWA 0, HEDSHICKHMZ2 4L
7o BWIEER 6 7 AL EFGE L, HEV JURR M &
% % b HEV RNA fRATIRET, JFRIRELHREE L T
bHo SHIZZFD genotype 1Z3aFITH Y, MOHRE &
—%9 %,

T 72, BERVBMWITA L 2o 72 2 fEGNE, #WE ol
D % 72 & o 7ZREGNI IR, RSO ) > 3 Bk ADS
KL, a7 VEME» o7z (R2), FBIER
EOIER S BRAE 3~6 FETH B D, BHEIT KL o
THEBNE, FEEZWIA O E TR E L0, &
Y5 R R LI IRE Tl 2 Vo S S ICBREIF O 5
PR b — M1 72 38 A o G B 12

T, rituximab % FTY720 &\ - 72567) 72 Sz Bl 38 %
TEH L 725 B8R 2 DAY S - 720 FTY720 (X
F-FEW  (Isaria sinclairii) DOEFEPREPH 2 SFMH S
72 ISP-1 Z AL 540 L THABL S NL723EHIT, ) v 8Ek
IZRERIICT R b=V AR FES 5 2 & CHMEL &
PHT 2, ZoZehbd, Mk EmHIRED
BET, BEOHERMED LA LRO 56, &
1A HEV &G % BE vy, FE T 5 XETh b,
DASETIE, ELISA {12 X 2 BRI E 5 E BT
KOBWEE LT—HTDH D, MIEE & LTI
IgA DIZ) ¥ 1gM & D5 <, 2011 48 10 H 12 E iP5
D IgA JriRMH ¥ v P AR & 72 o T, L
ML, COBWEEMEMFROBHZHME L7
bOTH Y, SIEFEDIIH S NIIREBIZDH o THURAS
I LEEAD, HIL TH 2R NIREEICH 5
BHETOEMNERIFEOBIIIEIAME TH S, HEV
G D12 E BNSMEF £ O Z I 13 RT-PCR 12
X% HEV RNA M 2SHE T TH 575, Bae bt o
B % o T, RIEIIHEREEE T, HEN
AT B ETEBYERT 42 L 0 0, BFZSICE S fe btk
bdHbH I EHMB, HEV RNA 7D FHI O LRI %
2HHoThb,
TeIE PN DR O AT D HEV RNA AL L,
YT HIEDDHDBY, FD—F T, GIEIHEIZL -
CIZHEV RNA ¥ EHIHIZI R 2 5 L OE D H
%M E DRI R THRIS O T 13 7B
TETWZRV, B, HAREENIYEHEER (AMED)
OfFZEHE TREFAIE] o&ERET, O, BBk
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BHIZx L To HEV $iLfk, HEV RNA % 2547 b
TWwhe, bILbNDfigk TH Z OIFZEICSIN Lt
TdH b, 4, DHETO HEV EEFED L 1) 551
POLH N SH S, Blitho 7 +ro— L&jo
Z R MRET A,

Iv. # o

R AR IS TEAE L 72 4 SEBI O B FIF S 12D Tl
N7z, AR OW S e AR % 72 & A ER] X
D, BT BREBIOT ) HEIRICHEE T 5, HFICER
D)7 e LREE O B C, WO REEEZ O E
H %GR 7, FafiAYIC HEV J& 3 % %tV , HEV RNA
B xFET HRETH 5,

LSOO E OB RIEEE T O E B4 YR
CABHALDIFAEZ S ICT A 2 L2 L - T, A3
BIETTE AWM 2 LEES D 5,

[REIEG X By 4V AL (AR ER) o
YT B, WREIREE, GRESICET AR5E] HEOY
K= ML DL TH D,

AR 7% Lo
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