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bined with cotton and woven as a textile for ﬁreproof and heat-resist
and other substances. Lanzaf? estimates that there are about 10 000"
posed to asbestos in the United States. Most observere feel that, th

+ed throughout the lung in both the diseased and healthy parts are
}fﬁ' d structures described first by McDonald.8" These bodies are.20 to
h and are bulbous on one or both ends so that they appear club- or
ed. They are brownish in color, do-not stain, and give a Prussian-
or iron. Simson® has produced these bodies in guinea pigs by ex-
(posure to atmosphere containing asbestos. Lynch® concludes that
bodies” signify exposure to asbestos dust but do not necessarily
os1s In other words, they are more properly referred to as “asbestos ]
n t “asbestosis bodies.” '
Sramination. For an excellent review of roentgenographic findings in
1! 'and asbestosxs the reader mlght well refer to Pendergrass 90 Char-

been reported more frequently in England and Canada .

Lanza, McConnell, and Fehnel®® concluded from their study 6t an
that prolonged exposure to asbestos dust causes pulmonary fibrosis.di
that produced in silicosis and demonstrable by roentgenogram. Clinj;
sembles silicosis in that it is not disabling in the early stages, b
markedly disabling when advanced, and frequently leads to death. by:
failure. Although tuberculosis has been shown to be no more preva]en‘
with asbestosis than in the general population, lung cancer is under
ocourring more frequently with asbestosis, especially in England.

Symptoms. The onset of symptoms of asbestosis, as of silico
although symptoms in advanced cases are apt to be somewhat more - m
in silicosis. As in silicosis, dyspnea is the cardinal symptom. Anor
frequently in advanced stages, and cyanosis and clubbing of the ﬁng
to appear with greater constancy in asbestosis.

Pathology. The fibrosis in asbestosis is diffuse and tends to pr
the basal portions of the lungs in contrast to the generalized nodul
silicosis with a predominance in the upper portions of the lung. Broné
bronchiolectasis are frequent, especially in the more fibrous portion
_proliferation of fibrous tissue is caused by chemical action in_silics:
induced by mechanical action in asbestos exposures. Gardner®:
fibrosis- -producing character of asbestos could be almost elimina dzi)h
the fibers so that no particles more than 20 x in length were presenf Al
mentioned, asbestos is classified among the inert dusts, Vorwaldiii)
Pratt®® report that the typical bronchiolar fibrosis is best produc
ranging from 20 to 50 . in length but not by fibers shorter than 20
cance of this finding on prevention of the disease will be discussed beld

Miicroscopic anatomy. Johnstone®® described the microscopié ‘apD ; %3tory figure for the maximum permlSSlbl i
the lungs somewhat as follows: In the early phases of the disease then: s_to which Workers may be exposed., However, in Settmg up_this
ing of the alveolar septa which results from fibroblastic proliferation

__Bpaces contain numerous phagocytes. With progression of. the.di
comes more matked; the alveolar stiiictifé gradually disappes
there is no d, ) ‘ﬁbrous tlssue The few alveoh that remain in

Asbestosis Silicosis |

(film may have ground glass Fibrosis nodular.
m pleural involvement).
e either bilateral or uni- Findings characteristically bilateral.

the lower one half or two Lesions predominantly in the upper two-
ung fields. ) thirds of the lung fields.

ﬁgﬁer portion of lung fields, Emphysema in lower portion of lung fields.
i;-difficult to recognize. - Borderline degree more easily recognized.

evention of ashestosis depends largely on preventing exposure to !
concentrations .of long fibers to produce the characteristic reac- :
niy long fibers cause the disease, fine dust respirators are not neces- ;
it ore comfortable gauze respirators appear to be perfectly ‘adequate

¢ n.g fibers. Up to thls time, however they have not. been approved

8lg with early to moderately advanced asbestosls is good pro-
tion of asbestos fibers is materially decreased., Unlike silicosis,
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