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A Case of Malarial Hepatitis by Plasmodium Vivax

Young Ho Sung, M.D. and Joon Mo Park, M.D.

Department of Internal Medicine, Pohang St. Mary’s Hospital, Pohang, Korea

Malarial infection is one of the most important tropical diseases, but also increasing in the temperate regions.

Severe malaria with organ dysfunction is commonly associated with Plasmodium falciparum, but rarely with

Plasmodium vivax. Malarial hepatitis is also unusual in P. falciparum and very rare in P. vivax. Only 3 cases of

malarial hepatitis caused by P. vivax have been reported in the world. Because the presence of hepatitis in ma-

laria indicates a more severe illness with higher incidence of other complications and poor prognosis, malarial pa-

tients should be meticulously monitored for hepatic dysfunction with or without jaundice. We report here a case

of malarial hepatitis caused by P. vivax that was presented by fever, general ache, nausea, fatigue, and significant
elevation of aminotransferase and bilirubin. (Korean J Gastroenterol 2010;56:329-333)
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13.70cm

Fig. 1. Initial abdominal ultrasonographic findings showed the increased length of splenic long axis (about 13.7 cm) (A), but did not re-

veal definite abnormal hepatic image (B).
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Fig. 2. Microscopic findings of peripheral blood smear showed
mature schizonts (long bar) and ring form trophozoites (short
bar), (Giemsa and Wright stain, x1,000).
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Fig. 3. About 6 months later, abdominal ultrasonographic findings showed the normalized length of splenic long axis (about 11.2 cm)

(A) and normal hepatic image (B).
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