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A Case of Paroxysmal Cold Hemoglobinuria
Following Epstein-Barr Virus Infection
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Paroxysmal cold hemoglobinuria(PCH), a rare type of autoimmune hemolytic process
caused by a complement-binding IgG anti-P biphasic hemolysin, is associated with a
positive Donath-Landsteiner(D-L) test. Historically, PCH has been associated with
syphilis, but is now most often seen following viral infections especially in children.
Epstein-Barr virus(EBV), a member of Herpesviridae, can cause various hematologic com-
plications such as neutropenia, thrombocytopenia, aplastic anemia, virus associated hemo-
phagocytic syndrome and hemolytic anemia.

We report a case of PCH following EBV infection confirmed by EBV panel test and
D-L test. The patient, a 4-year-old male was seen at Yonsei Medical Center in April,
1997, complained high fever, jaundice and hematuria for 2 days. Direct antiglobulin test
using anti-C3d monovalent antisera was strong positive, but was negative against anti-IgG
monovalent antisera. D-L test showed a characteristic biphasic hemolysin pattern. EBV
panel test showed primary infection with a result of EBV EA(early antigen) IgM(+),
EBV EA IgG(—), EBV NA(nuclear antigen) IgG(—). He was improved with transfusion
of packed red cells and discharged on 13 th hospital day. He was completely recovered
and then no relapse occurred during follow up.

PCH is thought to be a rare form of autoimmune hemolytic anemia, but recent studies
suggest that PCH may account for a large percentage of cases of autoimmune hemolytic
anemia as acute transient form, especially in children. Therefore, in unexplained hemolytic
anemia, more careful serological examination and attention will result in high detection
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rate of PCH and cause of PCH. (Korean J Pediatr Hematol Oncol 1998; 5: 171 —176)
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Fig. 1. Peripheral blood smear showing marked anisocytosis poikilocytosis, spherocytes and polychro-

masia cells.
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Fig. 2. Donath-Landsteiner test. The patient’s serum show-
ed hemolysis in the tube that was incubated with
P positive red cells first at 4°C and then at 37°C.
The controls that kept mixture at 4°C and 37°C
showed no hemolysis.

44 55 DA ASEA 3087
28 & 37°Coll A 1417} 23k ATl Ant 88
o] Yol ulf D-L kA k4 oz FielallchFg. 2).

aAa U XNF: A= YD 19ARLE de-
xamethasone-g FoJ3519 3, Y 1Ax|2E] vt

3 FEE FEEA o), Qi HA



174

ZaEE FAE 4D 594 A dxEY A
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