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los SILIC OSIS AND QTIIER FIBROTIC PNEUMOCONIOSES
Pathology and morbid anatomy of asbestosis

In crushing operatons, fiberizing and disintegrating, 1n opening, spinmng,
weavingjand the filling of asbestos mauresses, production of fine thistledown
dust ocgurs  Thisy conswly of finc needles or spicules of asbestos, which
are inhalcd by the warkmen Most of the dust inhaled never reaches the
lungs, bpt is arrested {n the upper respirutory tract and trachea, from which
it is rejected in the nasal mucus and sputum Whereas only the minute
parljcle of silica gain entrance and are retained within the lungs, much larger
particles of usbestos, when inhaled, because of their physical form, arc
mechanically trapped. Fibres up to 200 microns have been detected in the
alr passages, but dangerous fibres measure up to 20 miccons. [n the lung no
local negrosis results, nor is there any leucocytic reaction. As a resull of
m cal irritation the pulmonary cpithelial cells are desquamated, and
fibroblajts appear round bronchloles and alveols, in interlobular septa and
in the sprleural tissue. Finally, collagenous fibres appear around the distal
ramifications of the bronchial tree.

Qardper and Cummings (1931) have shown, hy animal-inoculation ex-
perimenys, that the chiefl site of ashestos-dust localization is the respiratory
bronchiple.

They deseribe the carly fesion, in the gwinea.mig cxposed to inhalation of
asbestos dust, as follows:

** The asbestos dust 15 carricd by the inspired air only to the distal
respiratory bronchuoles . . . The mononuclear phagocytes from the adjacent
connective tissues enter the lumen of the air passages and engulf the particles.
;The| phugoeytes with their contained fragments of dust are frequently pushed
aside into the alveoli which pouch out of the sides of the bronchioles, where
many of them remaln [ndefinitcly. More dust entering the lung 18 held up
by the partial obstruction created, and furlher reaction js largely proximal

| ta the point of onginal localization,™
{ AL 60 duys thu authors describe the dunt-cclla of the terminal bronchioles iy
being increased, und the lumina of some of the lateral alveoli completely blocked
with mononuclear phugocytes und giant cells At the ¢nd of 2 months small
ushestosis bodies appear. After 90 days' exposure it was found that the amount
of cellulsr reaction had not kept pace with the numbcr und size of the usbestoan
bodics  Hyperplasia of the lymphoid uissues wus now visible, At the cnd of o
year the walls of the bronchioles proximal to the alveolar ducts were thickened
from oxcessive local accumulation of phugooytes, but definite proliferation of
fibroblasts was not noted until after 550 days. This was confined to the walls
of the wir spaces adjacent to the deposiis of dust phagooyles. Al the end of n
further 100 days a true fibrosis developed, contracting the air spaces, which
now uppeared 1o be Alled with compact masses of dust cells and phagocyles,
res and bodies. After 2 years Lhe mischief had reachcd the periphery of the
lung, and sub-pleural greyish-white nodules were uniformly distribuled over the
surface.
'Lng. Clegg and Rae (1946) have recorded the resulis of cxperiments in rabbity
¢xposed 10 the in(eatrachen) injection uf usbestos fibrew of varying length. In

T0: 16182 Q825

SLwill

P:6713

unimals treated
comparable wjt
with short fibre
of powdered al

Post-mortem app
Maocroscopical fii

The morbid af
above for silscos:
The pleural cha)
of pneumoconio
advanced long-st
sheath like a pla
folds, and jt io
frequently the
completely oblit:
as is shownonr

The asbestosis
fibrotic characte:

Fig. 19.—Fem
lung showin
the lower pol
Dr Il Wyn




