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— Abstract —

A Case of Lung Injury due to Acute Exposure to
Oxides of Nitrogen

Jeong Ho Kim, Dae Hwan Kim, Byung Chul Son, Chang Hee Lee, Jung Won Kim,
Doeg Hwan Moon, Chae Un Lee, Joo In Kim*

Department of Occupational and Environmental Medicine, College of Medicine, Inje University
*Department of Internal Medicine, College of Medicine, Inje University

Objectives @ Lung injuries due to exposure to nitrogen oxides can occur in various
process in industry. We experienced a case of chemical pneumonitis induced by accidental
inhalation of nitrogen oxides emitted from the bath in an acid dipping operation.

Case : Dyspnea, cough and blood-tinged sputum production, cyanosis, and tachypnea
occurred after exposure to oxides of nitrogen. There were bilateral diffuse ground glass
opacities in simple chest radiography and high resolutional computed tomography, hypox-
emia in arterial blood gas analysis, mixed ventilation defect and reduced diffusion capaci-
ty in spirometry. As an oxygen and supportive therapy, after hospitalization, was given,
the patient recovered completely from the lung injury on the 8th day after admission.
There was no evidence of delayed onset of bronchiolitis obliterance or pulmonary edema in
a follow-up for about 6 months.

Conclusions @ Acid dip operation require more efficient hooding and exhausting system
for the prevention of lung injuries caused by inhalation of nitrogen oxides. Also health
education for worker need.
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Table 1. Results of complete blood cell count

. Segment Lymphocyte Hemoglobin ~ Hematocrit
T WBC(/mm
fme /o) neutrophil (%) (%) (g/dl) (%)
Symptom onset, 11200 17.3 49.7
The day on admission 9930 81.6 14.2 16.7 49.3
3rd day after admission 6540 62.1 23.8 14.4 43.6
Table 2. Results of arterial blood gas analysis
Time FiO, pH PCO, PO, HCO4 O, saturation
Symptom onset room air 7.38 41.1 33.9 24.5 64.1
The day on admission 3L/min 7.43 39.7 46.3 25.7 83.3
7L/min 7.43 33.0 66.7 22.0 93.7
2nd day after admission 7L/min 7.37 48.6 77.5 27.4 95.2
3rd day after admission 7L/min 7.41 38.9 79.4 24.8 95.8
4th day after admission 7L/min 7.41 41.8 94.4 26.6 97.4
5th day after admission 7L/min 7.41 40.6 80.1 26.1 95.9
6th day after admission room air 7.42 34.4 83.1 22.6 96.5

=

Fig. 1. Chest roentgenogram on admission shows
diffuse ground glass opacities with patch consoli-
dation.

7t A pH 7.38, PCO, 42.2 mmHg, PO,
46.3 mmHg, HCO; 25.0 mmol/L, O, satura-
tion 81.3 %2 AtA¥FE B} K Table 2). ¢
9 394 AAF A7) A B W15
o] AbslEL A BhAlo] 7hA
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Fig. 2. Chest roentgenogram on the 6th day
after admission shows complete resolution of lung
lesion.
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Fig. 3. High resolutional CT scan of middle lung
field : Il defined ground glass opacities are dif-

fusely in both lung field. Some ill defined cen-
trilobular nodular opacities, multiople centrilobu-
lar emphysema and bullae are in both lung field
on the 4th day after admission.
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Fig. 4. High resolutional CT scan at the 2nd
week after symptom onset shows completely
improvement of lesion except centribular emphy-
sema and bullae.
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