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Fig. 1. Ring form and gametocyte in the patient’s oA el T E AdlE ot Adehe 3
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Table 1. Laboratory Findings in Two C o Bt

e i " T O g s 4w was Adsn 4

Case 1 Case 2

hospital hospital  hospital
day #1 day #6 day #1

Hb (g/dL) _ 104 100 9.1

Het (%) 31.5 30.3 26.9

WBC (/fmm) 6490 5300 4200

platelet (X 10%mm®) 114 196 142

reticulocyte (%) 7.0

glucose (mg/dL) 87 83 73

protein (g/dL) 7.1 6.5 7.0

albumin (g/dL) 4.4 3.9 4.7

total bilirubin (mg/dL) 12 0.5 1.2 Fig. 2. Gametocyte in the patient’s erythrocyte

CRP (mg/dL) 27 0.5 0.1 (case 2).
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Two Cases of Re-emerging Indigenous Malaria in Korean Children

Young Ho Kwak, M.D., Seong Eun Choi, M.D., Song Yi Na, M.D.
Hoan Jong Lee, M.D. and Chong !l Chae, M.D.*

Departments of Pediatrics and Parasitology’, Seoul National University
College of Medicine, Seoul, Korea

Malaria is a febrile disease caused by protozoan parasites, genus Plasmodium. In Korea.,
indigenous malaria has been believed to be eradicated by 1984, and, thereafter, all of the
reported cases were imported malaria. But since the first case report of re-emerging
indigenous malaria in 1993, increasing number of cases were reported reaching more than
350 cases in 1996. However, indigenous malaria in children has not been reported yet.

We experienced two cases of indigenous malaria in sisters who were 7 and 5 years old,
tespectively. Elder sister was presented with periodic fever, splenomegaly and mild headache.
She had been to Guam before 4 months of the onset of symptoms. Younger sister was
suffered from fever and splenomegaly and has not been abroad. They were diagnosed by
examination of peripheral blood smear to be infected with Plasmodium vivax and were
treated with hydroxychloroquine and primaquine successfully. These cases are believed to be
first re-emerging cases of indigenous malaria in children, and malaria should be included in

the differential diagnosis of unexplained febrile children.

Key Words : Indigenous malaria, Children, Korea





