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B Case Report * Diagnostic Hematology B

Parvovirus B19-induced Pure Red Cell Aplasia in a Liver Transplant Recipient

Eun Young Lee, M.D., Yonggeun Cho, M.D., Sang-Guk Lee, M.D., and Jaewoo Song, M.D.

Department of Laboratory Medicine, Yonsei University College of Medicine, Seoul, Korea

Parvovirus B19 infection is known to cause chronic anemia in immunocompromised hosts, includ-
ing organ transplant recipients. We report the first case of liver transplant recipient with parvovirus
B19-induced pure red cell aplasia in Korea. A 57-yr-old female patient with hepatocellular carcino-
ma due to hepatitis C virus received a liver transplantation. Two months later, anemia developed
and she received periodic red blood cell transfusions. However, chronic anemia persisted and
bone marrow examination was performed 8 months after transplantation. Bone marrow aspiration
smears showed markedly reduced erythroid precursors with atypical giant pronormoblasts and
nuclear remnants with viral inclusions, and characteristic lantern cells were observed in biopsy
sections. In addition, parvovirus B19 DNA PCR was positive. She was diagnosed as parvovirus
B19-induced pure red cell aplasia and her anemia was improved following intravenous immunoglob-

ulin therapy. (Korean J Lab Med 2010,;30:591-4)
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Fig. 1. Bone marrow aspiration smears reveal abnormal giant pro-
normoblasts with intranuclear inclusion bodies (Wright-Giemsa
stain, x 1,000). The bold arrow denotes an abnormal giant pronor-
moblast and the single arrow denotes an intranuclear inclusion
body.
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Parvovirus B19 LC PCR reagent (artus biotech, San Fran—
cisco, CA, USA)& o|-&sto] Aldslar Ait= Aol ltt
(Fig. 3).
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Fig. 2. An abnormal giant erythroblast with glassy, eosinophilic,
intranuclear inclusion and a clear central halo (lantern cell) (H&E

stain, % 1,000). The bold arrow denotes an abnormal giant ery-
throblast and the single arrow denotes an intranuclear inclusion.
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Samples Color Standard  Crossing point Concentration
Control 1 e 1x10° 17.37 1x10°
Control 2 _— 1x10* 20.87 1x10*
Control 3 — 1x10° 24.62 817 x10?
Control 4 —_ 1x10° 27.36 1.25x10?
Control 5 = 1x10' 31.05 9.38
Patient's 8.71 2.96 x 107

Fig. 3. Parvovirus B19 quantitative PCR. Viral load in the patient
was 2.96 x 10" [U/mL.
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