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A Case of Chemical Pneumonitis Caused by Acetic acid Fume Inhalation

Seung Ou Nam, M.D., Doo Seop Moon, M.D., Dong Suck tee, M.D,, Jin Ho Kim, M.D.,
Ik Soo Park, M.D., Ho Joo Yoon, M.D., Dong Ho Shin, M.D,,
Sung Soo Park, M.D. and Jung Hee Lee, M.D.

Department of Internal Medicine, Hanyang University College of Medicine, Seoul, Korea

Many organic and nonorganic agents can cause chemical pneumonitis. Chemical pneumonitis
induced by inhalation of acetic acid is a rare clinical condition. As acetic acid is a water soluble
agent, it causes chemical irritation to respiratory tract and causes variable symptoms.

We experienced a case of acute lung injury due to inhalation of acetic acid fume. A 56-year-old
male patient was admitted due to dyspnea with vomiting for one day. After he inhaled acetic acid
fume in occupational situation, he had chest tightness, chilling sense, and productive cough. Our

case was good response to oxygen inhalation, antibiotics, and systemic steroids.
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Fig. 1. Chest PA on first hospital day shows multifocal ill defined consolidations in both lung fields,
somewhat sparing peripheral lung fields(A). Previously noted diffuse mottled and patchy densities

are decreased on S5th hospital day(B).
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Fig. 2. HRCT on 3rd hospital day shows ill-defined patchy density and ground-glass appearance in whole
lung field, relatively sparing peripheral area. (A) In mediastinal setting no evidence of iymphadeno-
pathy is noted. Previously noted centrilobular nodule, alveolar consolidation, and ground-glass
appearance is disappeared. (B) But ill-defined nodular density is still remained.

Table 1. Changes of Pulmonary Function Test

3rd hospital day

10th hospital day 28th post-exposure day

VC(L) 3.39(95.3%)* 3.73 (105%) 3.65 (103%)
FVC(L) 3.38(95.0%) 3.70 (104 %) 3.60 (161%)
FEV(L) 2.72(92.2%) 3.12 (106%) 292 (99%)
FEV/FVC(%) 80.6 (98.3%) 84.2 (103%) 81.1(98.9%)
MMEF25/75(L{sec) 2.64(81.0%) 370 (113%) 2.82(84.4%)
RV/TLC 23.0 (74.9%) 24.8 (80.7%) 22.0(71.5%)
DLco(mmol/min/kPa) 425(48.2%) 596 (67.6%) 6.65(75.4%)
DLco/VA 1.07(61.9%) 1.31 (75.8%) 1.55 (90%)
*: % predicted
Table 2. Changes of Arterial Blood Gas Analy- 75.4% 2 =gl
sis
Ist hospital 2nd hospital Sth hospital nl %t

day day day
pH 7.413 7.439 7.442
PaOx(mmHg) 477 64.4 93.2
PaCOx(mmHg)  37.9 41.8 53.1
HCOs(mEq/L) 242 282 36.2
$a0y(%) 84.1 93.2 97.3
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