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A Case Report of Acute Respiratory
Distress Syndrome from the Inhalation
of Fluoropolymer Fumes

Sang-Chan Jin, M.D., Woo-lk Choi, M.D.

Fluoropolymer compounds (polytetrafluoroethylene-PTFE,
Teflon®) can produce a clinical syndrome, polymer fume
fever, when the products from their thermal decomposition
are inhaled. Polymer fume fever is characterized by fever,
dyspnea, a non-productive cough, and headaches after
exposure to the pyrolytic products. We report a case of
acute respiratory distress syndrome after the inhalation of
fumes produced from overheated fluoropolymer com-
pounds. A 60-year-old male came to the emergency depart-
ment complaining of severe dyspnea, nausea, coughing.
Just one day ago, he worked in a fluoropolymer-processing
factory without any protective mask device. Initial arterial
blood gas analysis showed a composition of pH 7.4, arterial
partial oxygen pressure 46.0 mmHg and oxygen saturation
79% of room air. Chest computerized tomography revealed
a bilateral diffuse consolidation and ground glass appear-
ance. Polymer fume fever and acute respiratory distress
syndrome was suspected by the symptoms, history of expo-
sure, and radiologic findings. The patient received ventilatory
support with a mechanical ventilator, intravenous corticos-
teroids, and intravenous N-acetylcysteine. His symptoms
and oxygen saturation completely resolved over 6 days.

In summary, when fluoropolymers compounds are heated
the fumes generated can cause polymer fume fever with
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severe toxic effects, such as acute respiratory distress syn-
drome, pulmonary edema, and pneumonitis. The clinical
presentation, radiologic findings, and the management of
polymer fume fever are reviewed here.
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Fig. 1. Chest Radiograph during hospital stay. Chest radiograph showed diffuse patch infiltration in both lung field on admis-
sion day (left upper). After 3 days (right upper), the infiltration of left lung was diminished, and there was marked
improvement of both lung lesion on 6 days (left lower) and 9 days (right lower) from initial treatment.



ZIAHEE Q|1 Fluoropolymer Fume EQ1O2 0I5t 4 S5 E52 104 /315
13] 9] furosemide 20 mg Z9 FALE T3ty 29 55
7IW 3} S3AAE JYsGitt Y A akw o)A i =F
9} A &AQl THITEE Hof 7| AT F AFTFY] A
A hEAQ E3let A H3H4 9 sy

S5 AlFgselon FAl FYAAREY 0.7014 AbAESt
97 mmHg® AFAA4E= 138, AAALE3EE= 97%E e
ok 23 A 9 A Ro]=9t 87 N-acetylcys—
teine 600 mgE a5 3xbd Foiatqint. e 3YAFE

sto] 7| d AR HEE A7 st 3t
2 FolE AldEgit 9 9L A AAIRE H 7] HARlA
o7k A skl H gk el 5ol &7 wolx| kol il 11
dA HAsirk 1 5 29 e Fell 67443 F4 @
Z Folv ST TS BFEA A2 ol

u

Fig. 2. Chest computerized tomography on admission day. Chest computerized tomography showed diffuse consolidation and
ground glass opacity in both lung field.
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