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A Case of Hereditary Spherocytosis with Hemolytic Anemia
due to Mycoplasma pneumonia

Hye—Yeon Na, M.D., Seon—Hee Shin, M.D., Kyu—Man Lee, M.D.* and Kwang—Nam Kim, M.D.

Department of Pediatrics, College of Medicine, Hallym University
Department of Laboratory Medicine* College of Medicine, Hallym University

Mycoplasma pneumoniae is a common cause of community—acquired pneumonia in children, with a peak incidence at 5-14

years, Extrapulmonary manifestations occur in 20—25% of patients with M. pneumoniae infection, Most auto—

antibodies that

cause immune hemolytic anemia in humans are cold agglutinins, The formation of cold agglutinins is frequently observed
during M. pneumoniae infections, and cold agglutinin disease usually occurs during M. pneumoniae infections, Neverthe-
less, severe hemolysis is exceptional, If a patient has any underlying disease related to hemolysis, it is possible to acce-

lerate hemolysis, Hereditary spherocytosis is a common cause of hereditary hemolytic anemia resulting
cell membrane defects, Hemolysis of red cells may result from corpuscular abnormalities or extracorpuscula

from red blood
r abnormalities,

such as immune or non—immune mechanisms, We report a case of hereditary spherocytosis associated with severe

hemolytic anemia due to Mycoplasma pneumonia, (Korean J Pediatr Infect Dis 2009;16:215—219)
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Initial chest X-ray showed lobar pneumonia with pleural effusion
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Fig. 2. Peripheral blood smear revealed multiple spherocytes (Wright stain,
X 100, X 400).

Table 1. Laboratory Data of Patient
Hospital day #1 Hospital day #4 Hospital day #8 Hospital day #28

Hemoglobin (g/dL) 8.1 7.9 6.7 11.4
Reticulocyte count (%) 3.09 12.91 3.41
Anti-mycoplasma antibody 1:80 >1:1,280 1:1,280
Cold agglutinin 1:1,024 1:64
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