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®1 AKRFREMRR

WBC 29 x10% ™ 74 g HBsAg > 2000.0 IU/ml (+)
Band 130 % Alb 20  grdl HBsAb ©
Seg 500 % T-Bil 289 mg/dl HBCAb  59.4%(+) (>50.0)
y 270 % AST 94 mUml  HCVAb +
Mono 100 % AT 44 mUml  HCV-RNA  2.0Meg/ml
RBC 266 x10°l LDH 412 mU/ml
Hb 106 g/l ¥-GTP 45  mU/ml
Het 2009 % ChE 52 mUml
Pt 68 x10%ul BUN 19  mg/dl
Ret. 22 %o cr 0.74 mgfdl
UA 48 mg/d
PT 204 sec Na 131 mmol/l
PT% 329 % K 42 mmold
PT-INR 2.08 cl 86 mmoll
APTT 408 sec NH; 20  mmoll
Fib 63 mg/l CRP 064 mg/dl

&2 HCV-RNA EDifE

o HCV-RNA (Meq/ ml)

Fehitith H % (DNA 710 — o)
Day20 (2005/4/28) 3.1
Day45 (2005/5/23) 14
Day118 (2005/8/4) 6.1
Day147 (2005/9/2) 21
Day189 (2005/10/14) 58
Day217 (2005/11/11) 15
Day245 (2005/12/9) 26
Day273 (2006/1/6) 20
Day322 (2006/ 2 /24) 8.3
Day343 (2006/3/17) 2.0

#&3 REREFICSEITS HBV-DNA ER U IgM-HBc Hifffl

(AT AR R HBV-DNA IgM-HBc Ab
(log copy / ml)

Day3 (2005/4/11)| <26 (-) 0.05 (-)
Dayl0 (2005/4/18)| <26 (-) 0.05 (-)
Dayl7 (2005/4/25)| <26 (=) | <005 (-)
Day24 (2005/5/2)] <26 (=) | <005 (-)
Day3l (2005/5/9)| <26 (=) | <0.05 (-)
Day38 (2005/5/16)| <26 (=) | <0.05 (-)
Day45 (2005/5/23)| <26 (=) | <0.05 (-)
Day61 (2005/6/8) 33 (+) | <005 (-)
Dayl66 (2005/9/21)| >7.7 (+) 0.08 (+)
Day357 (2006/3/31)| > 7.7 (+) 0.23 (+)
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Fulminant hepatitis after bone marrow transplantation
due to reactivation of occult hepatitis B virus infection
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Chizuru Yamamoto, Masaki Mori, Tadashi Nagai, Kazuo Muroi,
Keiya Ozawa

Abstract

A 40-year-old man who developed secondary leukemia after autologous peripheral blood stem
cell transplantation (auto-PBSCT) for non-Hodgkin lymphoma underwent allogeneic bone marrow
transplantation (allo-BMT) from a non-sibling donor. He received a conditioning regimen of melphalan

(L-PAM, 180 mg/m®) and total body irradiation (12 Gy). A short course of methotrexate (MTX) and
FK506 was given for prophylaxis of graft-versus-host disease (GVHD). Acute gut GVHD was well
controlled by prednisolone (PSL). Before the BMT, the patient was negative for HBsAg, HBsAb, and
HBcADb, and positive for HCVAb and HCV-RNA. After transplantation, liver dysfunction continued, and
FK506 was administered because hepatic GVHD was suspected. However, the hepatic dysfunction did
not improve, and the patient was re-admitted because of worsening abdominal distension and pedal
edema. Re-evaluation of viral hepatitis status showed that the patient was positive for HBsAg and
HBcAD, leading to a diagnosis of fulminant hepatitis due to HBV. The patient’s stored blood samples were
tested for HBV-DNA and were positive 61 days after the transplant, but infection from blood transfusion
or transplanted bone marrow was considered unlikely. However, reactivation of occult HBV infection
was thought possible. Viral hepatitis after transplantation is hard to distinguish histopathologically from
hepatic GVHD. Therefore, whenever liver dysfunction occurs after transplantation, it is necessary to
consider viral hepatitis, even when GVHD is suspected clinically.
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