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Fig. 1-2. Audiogam of air conductian(Re).
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=ABSTRACT =

A Case of Progressive Hearing Loss of 2 Worker

Exposed to Carbon Disulfide

Eunif Lee, Soonduck Kim

Department of Preventive Medicine & Insiilute for

Enprongmental Health, College of Medicine,

Koroa Dlniversity

The causes of cocupational hearing loss are ph-

veical trauma. ototxic substances and noise. Ho-

wever. ondy noise indaced hearing loss of workers

has been reported in Borca as secomd cause of

occupartonal disease

Wi seport o case of progressive hearing loss

i worker exposed 1o noise. curbon disulfide and

hydrogen sulfide for about 13 vears. Because of

s

hearing Toss he had o move another positian

where no noise and no ototoxic substanee s, Foll-

wing audiometry showed that his hearing loss had

worsen than hefore,





