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Three Cases of Vivax Malaria Showing Atypical Clinical Course
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Vivax malaria has been endemic in Korea since the
15th century. In the 1960s a Malaria Eradication Pro-
ject was introduced by the Korean government in con-
junction with the World Health Organization (WHO).
In 1979, WHO declared Korea a malaria-free area.
Thereafter, any cases of malaria in Korea were im-
ported cases. In 1993 a case of malaria, that was not
imported, was identified. From then, malaria cases
have increased exponentially and have tended to ex-
pand toward souther areas of Korea.

We experienced three cases showing atypical clinical
course of vivax malaria. In the first case, the patient

had a spike of fever after the completion of standard
chloroquine-primaquine therapy. He revealed the recru-
descence of vivax malaria. The second one was asym-
ptomatic parasitemia. The patient had no complaint for
the prolonged period despite low level of parasitemia.
The third patient was natural healing or vivax malaria
with a relative long incubation period. Therefore we
report these atypical cases with review. (Korean J
Infect Dis 32:158 ~163, 2000)
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Table 1. Laboratory findings of the Case Whose Symptoms were Spontaneously Improved (Case 1)

Clinical Date Hemoglobin WBC Platelet No of Parasitemia  Percentage of PCR’ IFAT
Onset (OPD visit) (g/dL) (/mm’) (/mm’) smear ( L) trophozoite (Im)"
June, 1999 8.12 12.6 5,700 142,000 1 2,800 90% + 256
8.26 14.6 7,200 156,000 10 23 100% + 256
9.9 13.4 5,300 127,000 10 512 89% + 256
9.28 15.2 7,500 158,000 10 463 69% + 256
"PCR : polymerase Chain Reaction, "IFAT : Indirect Fluorescent Antibody Test
Table 2. Laboratory findings of the Case Whose Parasitemia Was Cleared without Treatment (Case 3)
Clinical Datge Symptoms Hemoglobin ~ WBC Platelet No. of No. of PCR' IFAT'
Onset (Hospital day) ymp (g/dL) (/mm3) (/mm3) smear parasite(/ pL) (1:n)
‘99. 8.7  8.10 (HDD) ++ 135 4,900 55,000 1 1,127 NT" NT
(HD2) No 13.0 5,600 56,000 NT* NT
(HD4) No 13.1 3,900 138,000 1 0 N 256
Discharge 8. 17
8. 30 No 139 4,900 225,000 10 0 N 1,024
9. 10 No 15.2 4,800 253,000 10 0 N 1,024
9. 22 No 15.2 4,900 237,000 10 0 N 1,024

*NT:No Test, N, negative

TPCR : polymerase Chain Reaction, PIFAT : Indirect Fluorescent Antibody Test
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