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A Case of Carbohydrate Pneumonitis after Ingestion of Thinner
Eul Soon Kim, M.D. and Joon Soo Park, M.D.
Department of Pediatrics, College of Medicine, Soonchunhyang University, Chonan, Korea
Hydrocarbon pneumonitis is an inflammatory change in the lungs caused by ingestion or inhalation
of household products that contain hydrocarbons. We experienced a rare case of hydrocarbon pneu-
monitis with a pulmonary hemorrhage in a 3-year-old girl after ingestion of paint thinner which has
a high mortality. She was admitted due to dyspnea, vomiting, hemoptysis, and needed to support
mechanical ventilation. She recovered completely with no respiratory complicaion, after mechanical
ventilatory support, antibiotics, and steroids treatment. (J Korean Pediatr Soc 2003;46:930-933)
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Fig. 1. Chest X-ray on admission shows pneumonitis in both
lungs and Rt. pleural effusion.
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Fig. 2. Chest X~ ray on discharge shows slightly decreased
Rt. pleural effusion and improved pneumonic infiltration.
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