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A case of hepatitis—associated aplastic anemia

Myeong Jun Song, M.D., Jeong Won Jang, M.D., Chang Wook Kim, M.D.,
Si Hyun Bae, M.D., Jong Young Choi, M.D.,,
Seung Kew Yoon, M.D. and Jong Wook Lee, MD.?

Division of Hepatology, Department of Internal Medicine, Kangnam St. Mary’s Hospital and
Division of hematolog}f), St. Mary’s Hospital, The Catholic University of Korea College of

Medicine, Seoul, Korea

Hepatitis—associated aplastic anemia is a variant of aplastic anemia in which aplastic anemia
follows an acute attack of hepatitis. We recently experienced a case of post-hepatitis aplastic anemia.
At the first vistit, the patient presented with acute hepatitis of unknown cause, which regressed
spontaenously with supportive care. Two months later, the patient was readmitted with a complaint
of petechiae on lower extremites. Blood test revealed a pancytopenia together with markedly
decreased cellularitiy on bone marrow biopsy. The diagnosis of aplastic anemia was made. The
symptom and sign did not respond to immunosuppressive treatment and then allogenic stem cell
transplantation was performed. Despite the introduction of allogenic stem cell transplantation, the
patient eventually died of multi-organ failure 9 day after the transplantation. In this case, we consider
the possibility that acute hepatitis of unknown origin may lead to an acquired aplastic
anemia.(Korean J Med 70:S141-S145, 2006)
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Figure 1. Abdominal sonography showed a mild coarse
and increased echogenicity without an evidence of
intrahepatic or extrahepatic bile duct dilatation. Spleen
size was within normal.
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IntESE)E 34.7%, &2 234,000/
A7k 81% (INR 1.15)%1 o™, Astst 7
ALl A & 114 mg/dL, 82442 58 mg/dL, =
globeld 052 mg/dL, AST 523 U/L, ALT 918 U/L, &
o9d 56 g/dl, EHW 36 g/dl, & LIFR 1742
mg/dL, 27 We]FH 11.88 mg/dl, YEF 139 mEq/L,
25 38 mEg/L, 47k QA EA 220 TUL, r-GTP
40 TU/LelQl e, afdrlolae Eolazdo] gllth

SAMM A7 1 27 FH R R XA AR 5o
a7do] il

Xz ¥ A g F AEg vlole s ZAatelA
HBsAg <4, HBsAb &4, Anti-HCV Ab &4,
IgM-HAV 274, EBV anti-VCA IgM &4, EBV
anti-VCA IgG 1:802.2 %4, EBV anti-EBNA %4,
CMV Ag €4, CMV IgM €4, CMV IgG %4, Parvo
Virus [gM/IgG % SA4olar, ddes ziAlelA
IeG/IgA/IgM  725/181/183 mg/dL, C3/C4 109/22.8
mg/dL, FHAFA &4, I EZ=olaA &4, I

284 &4, Anti-LKM1 Ab 2402 Eo|i7o]
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Figure 2. Liver needle biopsy (x40, H&E stain) showed
a)focal spotty necrosis of hepatocytes (271/100x), b) mild
cholestasis with focal intracanalicular bile plugs around
central area and ¢) mild lymphocytic infiltration area.
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Figure 3. Changes in bilirubin and ALT levels during
the course of acute hepatitis.
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Figure 4. Changes in white blood cell and platelet count
during the course of acute hepatitis. Leukopenia and
thrombocytopenia were noted around 2 months after
remission of hepatitis.
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Cw4, Cwl4, DR04, DR13)o] «X]3}e] procarbazine
(625 mg/kg 647}), Anit-thymocyte globulin (1.25
mg/kg 347, AFZEARIE(G0 mgkg 497HE
AARFof| FF=Fol2 S AASFATHFAEZSF 1127
x10%Kkg, ©IAE  483x10%kg, CD34 2.75x10%kg,
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HhAEQ T, AR M 100/mm’, 8424 81 g/dL,
23 36000/mm’, ZZEFHAZE 25% (INR 492
o, Ak FHALlA Q4R 1096 meg/dL, ZLelobE]y
448 mg/dL, AST 2144 U/L, ALT 1405 U/L, & Wa]F4l
844 mg/dL, A3 We]FH 649 mg/dLelAth 3k A
& Al A ASAHA W Hof g AlPst ot 9Y
]

)
F A Ty A7 Ao AashaA e

(e

ZF

K

AYEFANG L FolA AT, AHT, Ade

Figure 5. Bone marrow showed a marked hypocellularity
with a normal chromosal analysis 46, XX.
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