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A case report of hepatitis B virus reactivation in a hepatitis B core antibody-positive,
hepatitis B surface antigen-negative hemodialysis patient
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HBs FusikEM:, HBe FUABRM: D g I b0 S IR & 17 5 72 B B BIFFR 7 A L A (HBV) 23F ik
EL72 I MERBEL L H D, DHPETIIEEFMEHAINC L D FPHONA ¥ 7 vaiESINn w5, S
bitbiud, GEMGNRRE%Z 1T > Tk HBs FUR N, HBe JuikiE, HBs JUAB MO MENT 3% TP HBV
FHGMAL 2 REBR U 7=, SEFNIZ 85 JActl, BFRE(WIE IS & 2 KRB A2 CHOENTE A, IR EIThTh -
7z BHPEA 18, 6 4 HIC 1 RIOEINIFR Y —_4 7 v AMEZMfT L7 & 2%, 29T HBs Uik,
HBc Hifk Wik, HBs Hifkbitk<dH > 7223, HBs Pl 53051 (titer 2.75 TU/mML), HBs FUREEM: & 2> Twa7z, AST
16 TU/L, ALT 12 TU/L & IEHHiPAMETH - 7253, HBV DNA 5.9 log copies/mL % 38 7272 &, HBV FHEM:AL & HIHr L
FREZEAT &2 FEE L 72

ZNET, HHYETHREMHEELE 2T > TR WIIEGENTEE TO HBV FHEE(LO®E LR, 2070,
MEENT & O HBV FHEHELICH T 2 9 — R4 5 v RIS IHIC D W TED 72 H D%\, MHGENT Tl
8D BEDPFA—ZMHTHEEZZTTEY, TRREOME KD 720, HBV DEESRT 2 ) 2 7 D35E L, AR
fEBlO & 9 1C, HBs FUREEM:, HBc FUARMED MBGENTEAZ IS BV T HBV FHGIE(L T 2 Elliasd 5 & iRk
T5IELREETHD, FIEELOY —XA 7 v R, WREE, BEE BEHZICOVWT, £/, Xy FEE
BREDQBRaY b= VR EREIET 208 BT A MENH L EELD,

Reactivation of the hepatitis B virus (HBV) has been reported in patients receiving immunosuppressive ther-
apy or chemotherapy. We report a case of HBV reactivation in a patient negative for hepatitis B surface antigen
(HBsAg), positive for hepatitis B core antibody (anti-HBc), and positive for hepatitis B surface antibody (anti-
HBs), who was undergoing chronic maintenance hemodialysis without immunosuppressive therapy or chemother-
apy. The patient was an 85-year-old woman with end-stage renal disease due to nephrosclerosis who had under-
gone maintenance hemodialysis for a year. She had been HBsAg-negative, anti-HBc- and anti-HBs-positive previ-
ously, but biannual routine surveillance for HBV showed positivity for HBsAg, negativity for anti-HBs, and posi-
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tivity for HBV DNA (5.9 log copies/mL). She was asymptomatic, and transaminases were within normal limits.
She was dialyzed in an isolated room with a dedicated staff member for the control of infection.

HBYV is a blood-borne pathogen, which is highly infectious. Hemodialysis is a procedure associated with high
risk for blood-borne infection. We should recognize the risk of reactivation of HBV in HBsAg-negative, anti-HBc-
positive patients, and consider how to incorporate anti-HBc screening and infection control in isolated anti-HBc-

positive hemodialysis patients in clinical practice.
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e Rt AL 2R 3 & OV ek b o) B T 48
AV Z HBV) HIFHALIZ O W TR, ZHETWLL 20
TR INTED, HBs HiEGIEE#E 7210 T4 <, HBs il
JE &Y, HBc YiiAB I TdH > T H HBV DNA O F#YJH
32 %', HBs VU EM, HBc HiikBEGI T D HBY
PR R IALAAE T 1.0 ~ 2.7%, NEasB R & st
FIRHE T I3 14 ~ 20% 12 |2 LG ST\ 3Y, HBV 5
TR IR OEBEROET B X VBRI TICD%
BT TIE AL, WIEGIC HEHELE & SRR
e Y, hHETYH HBV HEIELOY —_ 4 5 v 2
BLUFHICOWTHA R4 VMRS NTWw3Y,

bbbk, HBs YUY, HBe HilkPzE, HBs $T
B e O MUEE T A T RIZIFIRE 2T > TR v
HBV 2SEHEMEAL U 72 161 2 #85 L 72, IiOENT I8 I HBY
JEGR MR AT H L TR <, HBe LR MER S o,
MEGENTE & ) IMMIRIER DA D% B T, HBV 1
PEALDIE Z 2 & ZRIBGD Y A 7 H3EN, FERREA T
HBc Fifk Al 54 o EGENT R 12 8 1 % HBV O FHEE
72 & 2 D RIERWE SN TS, LaL, BIfiC
##b%??@%ﬁ@%&*Fi%@%w%%ﬁﬁmbh
BN E T 2 BRETH D00 A4 ¥4 0T,
m%ﬁ%%@%ﬁm%®%%@M%@LOwTi%uﬁ“
5N TE ST, Centers for Disease Control and Prevention
(CDC) DA A K 54 'Vt b HBc HifR BB D
BRI WEZINTV S

Lo B IHISEIC X 2 IR 21T > T WIENTR
HTH HBV fHHEMALAYEC D 95 2 L ) FHHEZHE 2,
BRI E 1T 5 HBe PR MG IEEZE DY — x4 F v
28 X OWEEEDO BB EICOWTRMARE EE 2, K
KEG] 2 W3 5,

| E Bl

BOE8s%, ik

xR IR (HBs S L)

BREAERE © MMtk Do K2 0L (83 s Rg),  AEUFRE I C I #Ed
A (60 1), mIIMERE, M2 PR HEE (80 & CHafE), THLEA
FEVEBRREAVAE (83 JkIRE), IR DM L

B : &H 0 (83 %, 85 RHH(LE I, =) ARz
FUARIBHRIL, BT v v FRAED S T — T IVIRERED
HIMLZ R L Q)

FRIERE © Frad L L (FRORGEEZ L)

RAREE © S R 1 & 2 REIRA A 412 T 1 4ERG
CIMEENTE A, > v v b % L BAZEME B AR (LA © 7
F—TVEERRDIEL Ty, EUABE AL, g
W28 U CHVRMERRENT % fifTT& T\, 6 2 HIZ 11
DIFRY —_XA 7 v 2ADEMREZ AT L7225, T
¥ CEMETH - 72 HBs PURD0E L Tz,

]/ fE I 129/61mmHg, BRH 80747, SpO, 97% (room
air), Ri#37°C, B 138.5cm, R 35.5kg, BMI 18.5, &
Wk, 2 OMR LT R EBAEIAT R L

HBs R ZERLERERHE 1 WBC 4,160/ L(Y > /38K
379/ L), RBC 319 x10*/L, Ht31.8 %, Hb 10.6 g/dL, Plt
14.7 x10*/uL, AST 16 IU/L, ALT 121U/L, LDH 269 IU/L,
Alb 3.6 g/dL, T-cho 218 mg/dL, ChE 356 IU/L, CK 58 IU/L,
Na 144 mEg/L, K 4.5 mEq/L, Cl 109 mEg/L, BUN 68 mg/
dL, Cre 5.4 mg/dL, HIV $ifkkztE, HCV difkkElk, Kuv
1.53, normalized protein catabolic rate (nPCR)0.75g/kg/H

PIREE : 7L =Y E Y lemg, /NP LY v 160mg, i
57 vy 200mg, WiEA YV ILE F 40mg, > aRY
V=)L 100mg, 7AEY ¥ 100mg, V<70 AL 15ug,
77EFIVW0mg, 77EV TTFZV PRI VLEFFN
10mg, AN> FUA—)L025ng, FEEXIHTS LI %
HIZARL T o,
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Table 1. Time course of hepatitis B virus markers
HBV DNA 5.9 log copies/mL genotype C
¥
—22 months —11 months —6 months 0 +14 days
HBsAg Titer (IU/mL) 0.01 0.02 2.75 15.51
Qualitative - - - +/- +
Anti-HBc  Titer 11.18 11.12 8.85 8.93
Qualitative + + + +
Anti-HBs  Qualitative + -
HBeAg Qualitative + +
Anti-HBe  Qualitative - -
AST IU/L 14 17 22 16 17
ALT IU/L 10 10 21 12 15

*Time 0 indicates the time of HBV seroreversion.

Table 2. Results of questionnaires to dialysis facilities in Kyoto (Response from 43/77 facilities)

No. of facilities

Measurement of anti-HBc 18

Frequency of measurements Twice a year 8
Once a year 5
Only at the initiation of dialysis 2
Others 3

Proportion of patients with anti-HBc 0~25% (average 8.5%)

Infection control measures for patients with  Standard precaution 9

anti-HBc Isolation 5
Isolation if HBV-DNA is positive 3

AST, ALT fHEOH#ER %R 3, HBs FilE2359590505 L L, HBs .
BT —4%

ik E{b L C& D, HBV DNA (genotype C) D115l % 52
D7, BHEGTH 2 0UERTH 2 AHTH - 7720,
22 A HEG, 11 7T, 6 A H AT O R R A7 LG TR L
72 & 2 % HBc Vifkmps1E < & - 72 (Table 1), HBV DFE
ML LT L, EBIENTE CORERMLZ T, 42
v 7D7 2 A A=V N2 RY, BV vEM, K
Qe I ORI Z IR L 72, 72, MSBLiiEht i 4
HIZ HBV DNA ERZ T L, “XER 30 T L 2R
L7z, ZOBETIE, HBV HIEMEATTO 7= &R T
AST, ALTfElZ EALTE ST, Hiv A VARSI LGET
ICRRBLEE L L, 2 4 HRICERIR, DA TABEE
7% o 72B%, AST1,522 TU/L, ALT1,362TU/L & EFRL Tz,
9 o IMIF S BEH 417253, HBV DNAT.9 log copies/mL & 7 A
VARDBHEML Tl &hs, AEBRFREZRETE
Ty T AENVDONRZG. AST, ALT (Z1EH L LR
oty 2D 1 A HABICIIIGEIC THLE L 72,

REF T ERERT > 75— MNRAEOHER
WbECHERRZENT R 53 il (2B HBs dilikatk) © HBc b
RBEZIT o7 & 25, HBc JUiRRGIERE 1 14 61 (26%)
Thol, BN TOBENHRICT v 77— & 2T 7
&2 A, 77 HuEkH 43 fiEt & b I A3H o 72 (Table 2), Z
D9 B HBe JUAD T — A 5 v 2 %175 T B fitiakid 18
M (42%) T, EAEFMHEDOHA F74 vilbh 6 AHICI
FDOY =g 57V AMEZT> TV DIT 19% 12T E X
Dote, h—_A 7 VAR ZIT> T 5 18HiEICE T 5
HBc HifkBatE#1 0 ~ 25% (V¥ 8.5%) T > 7z, HBc Hi.
TRHARBEYE R 1T 20t & LT, BRERGL PR DL
DM SHDEHRa Y F =L ET> T DEDIE 9 fEaRic T
9, TE T v — PRI L 7 43 fERk 21% 1
TE Lo,
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KIEGNE, DUONDOAIZIRD TIE, FIZIHRLE P
FRE AT 5 TR LIMEENT EF I B 1 2 HBV AN
fboWId CTOEN#RE TH %, HBc Hilkbatk, HBs dilsik:
YD MIENEEZE DI — A 7V AR RKEL T % £ D
LI LT EZ I SN AHEN L bk L7,
HBc §iff 13 HBs HildBaiisft 6 1 ~2 2 H L THEs L,
HBs Hili H3atEAL L 7% & Batkoshife 3 217, HBs $iliik
MTH-oTH, HBe PUARED BETIZ 7 A L AILTELIC
FHER S TE 57, IFHIIENIC HBV 257k L HBV DNA
DD L T 5, SRIOEERITIE, HBV @ genotype
X HDETR D %\ genotype C TH D, NGB TIEME
LDV A 7 DiEi\> genotype A TldZah- 729, HBc Hifkfli
100 ETHo7Z 5 S HBV ¥ ¥ U 7D HBs Yl H A
AR &5 2 &7z, IMOENTRE IS BT %2 HBV 7
LI DWW T, Db DSTIRLRY T, TEERAE,
U IIHISERE, Lk iEfT L < b, HIVIERD 20
FEFNXHEI D S MG I NTE D, i Abstract TRD 72 1
Bl & Thit4floRTH 772, HET 4B DS
LV DIEFATRWEDLEZSNDD, —STTHOIEDAA
K54 90 CDCDAA FF4>'"VTd, HBe Hifki
I RF N T 2 REE DY a v b u— LR EET
H 5 E V) FRIEA {, T4 F T HBe YLk Il (& B
SNTETCR, SR T OBNTHEEICN T 2 7 > 7 —
MR TY, HBe PUADHIE X 42%, JEEIEHED 7
AFIA4 @YD 6AHIZ I DY =S T ZA1F 19%,
HBc HiiAR BB FAE I B R P B SR DA Lo il & 2> D &
gear bu— LK EITo T B HERIZHN 20% 129
Polz(Table2), SNHDI EME, ITNF TENIEEC
b b AY v 7 DT, HBe FUR BB 35 T D HBV
FHEMEAL O ATHEVE D Rk AME D 5 72 T L AVRIB S, HBV
FHEMEAL & UGl - i S C 2 ah o S +9
hsbEBbing,

BHTHEFITE T 2 HBs PR MERIT 1 ~3% &, —fA
1 (HRIME) O 0.09% 12 ER TR Z E DS S T3 9,
HBc H#ifk 12 DTS ARET, HHETIE 20%', WohTld
6~ 45%'°~ 19, WEET Y 26%, FEE T OB TV
8.5% (Table 2) &, HRIIAE D 0.45% & D EOBHERTH %,
DX IT, BT TIZ HBY EYeE S HBV BEES 73
L E ) FIED D 2 T, BHTTIRIMIEZ KEICH D
7 DI OB AR DS {, £ 7R TR S D

BEREEZITTE D, HBc MG EH O HBV FHIE
YA U 7 50 d R 2 A U 2 faltEDsEe, BT
BETIE 7 VA7 I F—BEBIEEN EE IR TR
, BT VAT I F—XHDATHBV HIGEL D %
T20EHEL ., AEFITH, 7Y A7 I F—ElidiE
WHIHNTH -7, 22T, EDXIRY—_A 7V AS
WASE Y D HRTE E & 5,

eI - AL EREE iR O B BUFFR P A K 9
4 > T, HBc JifkbEPEBEICH 1 [0 HBV DNA HIE DS
SN Tw2Y, Lal, ThEThrETOBES
I8\ TIE, HBe PR A 123 1) 2 HBV #HEME
fLo@EE 2L, 20X HRBEOFHEEICED X I 7%
Y=L T VRATFEPENTH L0 L0 T—=F bk,
PGV 2 £ 9 HBV DNA ORGESH D, 2D 8~ 1258
fi#21c HBs PUH 2 B5HR 9 % 2 £ 205, FHIFERICIZ HBY
DNA HIED R R EEZSNTWE Y Lal, G
MALDFHELDNE - EF D L RIS RS B L T3,
HBV DNA ZEHINICHIET 2 2 LIZa R M7 4 —< v
ADIRE & 72 2 (HBs HUEE O ME 1R B 29 sUSKT L,
HBV DNA I (& fER s 8 290 5) . KIETIE CDC DA A
N4 v, 19774, H 1Mo HBs HiJFEHIE & HBs Hili
Ptk B o= b, 1S & oo & o
ik, HERASY v 7 ORLEZ R I TR, BEITEFIC
BT % HBs VUL 1976 40 7.8% 225 1980 4FIC X
0.9% & KIRIZIA Lz, £72, 77 HBV &S D 1974 4F
1213 6.2% TH > 7253, 1980 FFi2iF 1% L &> T3, CDC
PBENTBENDHBV 7 7 F v % HESE L 72 D1 1982 H:72 D
<, 3D HBV B d I A 1 8l HBs YT
IC X R EFEORIIFNE, FUHIREEEIC X 2 5D KRE W
LEZonB, ZOF—y2BHEIC, M TIRAMEGIR
Bt & 0, HBc ikt g okt LA 1 8l HBs Pl
ZHEML TV 55, 20k, Bilis L 7JERIZERO Twn,
ASEH D HBV FHEEAL ORI > W THE § 5 &,
nPCR %% 0.75g/kg/H & HAED 0.9 ~ 1.2g/kg/H & D 13 &EHE
WD RO TH 22, T ORBREIGIEHIET 2 7
5Lz H B, 727, D nPCR 1 HAADIMEENT
B L LN T, HEEZ#ER L T
VB HBE LR TOIECRICHEAD 2 WHIATH 2 Y, 2
DIDE 2 9 2HEIZ, VU SERETH B, NEFNIZY
SNERA D38 1, FRCEEK 7 < HBY FHEELAR DK 5 A
HHi2 50 F > Tz, HBV RN T HINED FAEDSH & 5
ENTELY?, BliL Y ELY BT 28H EBFL
BFITHT 2 U EY VIBEORSIEOIZETY, HRK
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JEHED FRIR T & L CHERMBITTHBRELH > 7-DIFY
VAR DOBRTH -1, £7, MO AT HBV E,‘ﬁ
WLz EZ LI G bH 22, chonl th
5, AREGNLERNICINZ, KBRS, K, Vo Uk
BRI HE D AR 22 B IIHIREE T H > 7 TRE DS b
D, ZH5HHBV HEHELO K & 72 5 7 AlEEEDE 2
55,

S, MUIKENTEF BT 5 HBV FHEMEL DX IR %2 %
Z T ) AT, ET1E HBe PilkF M B2 HBV FHGM:
DV R 7 D3 5 2@k, FHIRA, FHIkREED 7
& O HBc HUR MG ED BN BE IS T 29— A 7~
2 D} (HBs HiJ5{7> HBV DNA Hl5E D) &5, A Y X

7 BFEDFE, F7hEEOBIEIC D W TRET L Tw (b
Unb b EEZLND,

w &

SAE N E AV 2P 2 £T 5 T\ 72\ HBc P i Higl
Ptk DT i o HBV #HELE LD 1 il 2 5 L 72, HBV
FHEMEALATEE L 2B A0 13 2 DB F BN & 2 b

9 %, Gk, HBe PR BT IR ZE DOV — A4 7 v R,
BHea v b a— VRICOWTHRET L Tw 2 EREET

5%,
5

Al@WMWi’%hb S B AL 2R N BE O I 5 4 5 2R
G DT ENAL AW E W LIEH L £,
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