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A Case of Hantavirus Pulmonary Syndrome

Kye Young Lee, M.D., Yun Seup Kim, M.D., Young Koo Jee, M.D.,
Hyun Ju Bai, M.D., Sung Cheul Yun, M.D., Keun Youl Kim, M.D.

Department of Internal Medicine, College of Medicine Dan Kook University, Chunan, Korea

Hantavirus pulmonary syndrome(HPS) is a systemic disease that is caused by a newly discorved and charac-
terized virus of the Hantavirus genus, which is most frequently referred to as the sin nombre virus. The clinical
syndrome resembles other hantavirus syndromes worldwide, except that it is characterized by a brief prodro-
mal illness followed by rapidly progressive, noncardiogenic edema, and that it is more deadly than any previous-
ly recognized hantavirus infection. The clinical manifestations of HPS are characterized by four clnical phas-
es . prodrome, pulmonary edema and shock, diuresis, and convalescence. Mortality is greatest in the first 24
hours of the pulmonary edema and shock phase of the illness. These phases are strikingly similar to the clinical
phases of Hemorrhagic fever with renal syndrome(HFRS) induced by Hantaan virus, except that HPS has not
been associated with renal failure and Disseminated intravascular coagulation(DIC). We here report a case of
hantavirus pulmonary syndrome developed in a 58 year-old man. He had a flu-like illness followed by the rapid
onset of respiratory failure due to noncardiogenic pulmonary edema. HPS was diagnosed by clinical manifesta-
tions, identification of high titer antibody to Hantaan virus antigen and histologi¢ finding of transbronchial lung
biopsy (TBLB) specimen. The patient was treated with mechanical ventilation and initial corticosteroid pulse
therapy resulting in successful cutcome.
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Fig. 1. Chest radiography on admission show bi-
lateral fluffy marginal haziness and fine
nodularity on both lung files, suggestive

finding of fulminant pulmonary edema
(ARDS).
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nuclear Ab, anti-ds-DNA Ab, 22|22 RA factor

Fig. 2. Thin-section CT shows consolidation and
adjacent ground glass opacity, predomi-
nantly on dependent portion and thicken-
ing of intraalveolar interstitium showing
reticulation.
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Fig. 3. Follow up chest radiography after treat-
ment shows clear up of pulmonary
edema and residual reticulonodular densi-
ties, which finding indicates post-ARDS
fibrosis.
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Fig. 4. TBLB shows focal mild lymphocytic inter-
stitial infiltration, diffuse collagenous fi-
brosis. A fewer alveoli are lined by some
activated type Il pneumocyte.
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