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FAMERHPYE B Y » SiE (stage V) & 2l
X, [4E10 A X b R-CHOP % 3 o — A7 L
72, 20124E, T FARY F600mg ZHILE & LT,
ZE (1A, 2H) BREMmEMLEEEH K&
L7 (auto-PBSCT) % MEfT & L7z AHEESE
22 (CRw &HWrL, F44E3H LD RCHOP
BEE2EIC3a— AR TSN, THIZ=KEHOD
PBSCT #, EMa#FFL Tz, 201548 3, i
BefEREE (AST 1121U/L, ALT 2001U/L) % #2%
VAL SET T e A B

ABEEBE © B 173 cem, A E 71.9kg, Al
35.9C, Il /¥ 126/83 mmHg, Nk 53/45 %, 7 ik
(L. BRERASEICEE e e L. RAEY) ¥/ SEE Ml
9. WEICRRFEEZ L. B, Bk B
7o, BRSSO TRREIE 2 L. AR
BERL.

ABEHR AT L (Tablel, 2) @ AST 1121U/L,

ALT 200 TU/L & fiFtéReRE & % 52 72, HBV ~ —
71— T, HBs#L R/ Bk 7,535.03/TU/ml, HBe
PUE/Buk Bt/ Btk IgM-HBc #1/£ 3.0 TH 1,
HBV-DNA 8.3log copies/ml, HBc B i# Ag % &=
7.0<LogU/ml T& -~ 7-. HAV, HCV, HEV, EBV,
CMV 02 GARE, ANA, AMA ZWih b
HTHho7e.
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Table 2
IgG 1357.3 mg/dl RPR =)
IgA 214.4 mg/dl TPLA =)
IgM 200.2 mg/dl
AMA-M2 ] HCVi ik =)
ANA ] HA-IgM =)
IgM-HBcHi & 3.0
HSV-IgG ] HBsHL/R 743503 1U/ml
HSV-IgM ] HBei R 31.0 5/CO
CMV-IgG €] HBefL ik 69.4 %
CMV-IgM ] HBV-DNA 8.3 LC/ml
EB-VCA IgG () HBVEEF C
EB-VCA IgM =) HBcBEAgEE  7.0< LogU/ml
EBNA )

T.Bil (mg/dI)
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Table 1
WBC 2200 /! TP 70 g/dl BUN 156 mg/dl
Neu 560 % T.Bil 2.0 mg/dl Gr 0.79 meg/dl
D.Bil 04 g/d Na 142 mEq/|
:"s i‘g : AST 12 U/ K 39 mEa/l
a3 : ALT 200 U/ Cl 106 mEg/|
Lym 34.0 % |pH 224 U/l CRP 0.10 meg/dl
Mon 80 % ALP 267 U/ sll-2R 589 U/ml
RBC 411x10* /gl ¥-GTP 121 W/
T-Chol 138 mg/dl FPG 89 me/dl
o 138 g/ HDL 43 mg/dl HbAlc 5.2 %
Pt 40x10°/ul | p° 70 mg/dl
TG 110 mg/dl
PT 755 %
PT (%)
ALT (U/1)
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novo BHEIFFRE LN TEY, BHELL T L
FEEER S &Y, AR DR T) AL EE R R R 5
@i’éiﬁb’ EDEHSN TS, SREIH] - (L3
I VIET A BRIFRATA KT 4> (2017 4EEL
ﬂ)@ VU F w7 (2704 FK), 7%
T ¥ 2w Hw bR B X ONE s e s Al
B FURF S BEAE G A © @ HBV FHG AL O 5 1) A
Z7EEINTEY, HFEPTBINHERTREL L
$ 127 ADR, HBV-DNA#H 1RIE=%"1) > 7
T5HIEPHEREIN TS, KAEFITIE, PBSCT
WT2H816 » H#EF CHBV-DNA 2 E=%1) ~
7LTBY, OB HBV-DNA I & Cwi
o7z, PBSCT # I\ SuEiil# o HI1x 72 205 72
W5, IBEAET 22689 37 r #1412 de novo B
W25 3%589E L 72, PBSCT #%® de novo B EIfF %D
TR, 2 OFREDEM ) » /3 E O R-CHOP & i
BomE3rH (0-97H) LT %L 16

Fig. 2
PT (%)
ALT (U/1) T.Bil (mg/dl)
250 3
Entecavir
TBi /\/ :
150 - F
v 1.5
100
1
50 - 0.5
ALT 0

HB! Ag 7435

HBV-
DNA

2171

83 4.6 31 26 25

Fig.3

2492 3332 530
26

0 E EE |EE
21 REEH *&lﬂ #&Iﬂ Faa



38

7B (3-257H) LBEVEBINZNEINTE
D2, KIEF S ENIFIE L =\, PBSCT #1238
WL RE O FRESE R RG], A7 A R,
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) SR ORETEENS.
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A case of de novo hepatitis B developed three year
after high-dose chemotherapy
and autologous peripheral-blood stem-cell transplantations

Kaori SAaTo*, Toshie MasHiBA, Kotaro Sunaco, Michiko Aono, Hironori OcH,
Shunji Takech, Tomoyuki YokoTa and Kouji Joko

*Center for Liver-Biliary-Pancreatic Diseases, Matsuyama Red Cross Hospital

A65-year-old man was diagnosed with testicular primary diffuse large B cell lymphoma (stage
IV) in the urology department of our hospital in September 2011, and three courses of R-CHOP
therapy was enacted in October of the same year. In 2012, an autologous peripheral blood stem
cell transplantation (auto-PBSCT) and high-dose chemotherapy was administered. He was
diagnosed with indeterminate complete response (CRu), three more courses of R-CHOP therapy
were enforced in March of the same year, and remission was maintained after the third PBSCT in
July. A hepatic injury was revealed in August 2015. Although past HBV infection had been
proven at the PBSCT, HBs antigen was positive (7435. 03 IU/ml) and HBV-DNA level was 8. 3LC/
ml, therefore, it was diagnosed as de novo B hepatitis due to HBV reactivation. Guidelines for
countering hepatitis B which develops by immunosuppression or chemotherapy recommend HBV
DNA quantitative monitoring for at least twelve months after the completion of
immunosuppression or chemotherapy. The onset of symptoms by HBV reactivation after the
PBSCT was reported to be more frequent than after the R-CHOP therapy, and this case also
occurred three years after the transplantation. Prevention of de novo hepatitis B after the
PBSCT requires further long-term monitoring, therefore, the establishment of a management

system in the future is required.
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