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Two Cases of Acute Lung Injury Caused by Nitrogen Dioxide Inhalation

Yeon Jae Kim, M.D., Seang Ho Kim, M.D., Su Dong Kim, M.D., Seung Ick Cha, M.D.
Yeung Suk Lee, MR, Jae Yong Park, M.D. and Tae Hoon Jung, M.D.

Department of Internal Medicine, School of Medicine
Kyungpook National University, Taegu, Korea

Human lung injury caused by the inhalation of nitrogen dioxide(NO,) has been reported in occupa-
tional situations other than agriculture, including arc welding, production of nitric acid or explosives,
and blasting operations. Nitrogen dioxide reacts with the water in the respiratory tract to form nitric
acid. The nitrates and nitrites. fermed from dissociation of nitric acid cause extensive local and
systemic tissue damage.

We present two cases of acute lung injury due to accidental inhalation of NO, gas in occupational
situtions with a review of the literature.
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Table 1. Changes of Pulmonary Function Tests

Case 1 Case 2
. Parameters

3 days 4wks 3 days 4 wks
FvC 101 126 63 91
FEV, 91 109 63 94
FEV,/FVC% 85 83 95 99
FEF25-75% 38 47 33 55
CV/VC% 90 100 219 112
AN, /L 392 162 700 100
DLco 54 74 50 83
DrLco/Va 46 53 56 82

Figures are expressed as a percentage of the predicted.

Fig. 1. Chest roentgenogram of case 1, A, diffuse bilateral perihilar radiating pulmonary
infiltrates on admission, B, complete resolution of lung infiltrates after treatment.
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Fig. 2. Chest roentgenogram of case 2, A, diffuse bilateral nodular or confluent infiltrates and
cardiomegaly on admission, B, after treatment, complete resolution of lung lesions and
slight reduced heart size.

Table 2. Changes of Arterial Blood Gas Analysis in Case 2
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Fig. 3. High resolutional CT scan of middle lung field in case 2,A, diffuse bilateral ground-
glass opacity on 3 days of admission, B, marked improvement of lung lesions after 3
weeks,
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