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INTRODAUCTION

Occupational exposure to asbestos minerals
constitutes a major health hazard in the United
States and in most industrialized nations of the
world. Because of their unigue properties such
as resistance to heat and chemical attack, asbes-
tos minerals have long been used by man. Fin-
nish potters are known to have used soils con-
taining anthophyllite asbestos dating from 2500
B.C. (103). Use of asbestos in lamp wick was
described by Theophrastus, Strabo, and Plutarch,
Herodotus (456 B.C.) described cremation clothes
made of woven asbestos. Marco Polo described
tablecloths of asbestos seen during his journeys
{66).

Despite carly uses, large scale use of asbes-
tos came with industrialization and particularly
the steam engine which required heat resistant
materials for packings and seals. The first as-
bestos textile mill in the United States began pro-
duction in about 1896, Today, commercial uses
of asbestos are countless and nearly every manu-
facturing sector may be involved with produc-
tion or use of asbestos-containing products.

The term “asbestos” is applied to a group
of naturally occurring fibrous silicate minerals.
Although many minerals are fibrous in nature,
only six are regulated by Occupational Safety and
Health Administration {OSHA) standards. These
minerals fall into rwo major mineralogical sub-
divisions: chrysotile, which belongs to
the serpentines; and the amphibales, including
crocidolite, asbestiform actinolite, asbestiform
tremolite, amasite, and anthophyllite. Only am-
osite, chrysotile, and crocidolite are of economic
importance. Chrysotile is basically a sheet silicate
mineral rolled into itself to form a hollow tube.
This tube constitutes the basic fibril of chrysotile.

All amphibole asbestos types are similar in crys-
tal structure: they consist of double chains of
linked silicon oxygen tetrahedra between which
metallic ions are sandwiched (128). Chemical
compoaosition and trace metal contamination (Cr,
Co, Mn, Ni associated with chrysotile) of as-
bestos fibers may vary considerably between
deposits from different mining regions (43).

More than 90% of all asbestos used in the
United States is of the chrysotile variety. Total
U.S. consumption of asbestos in 1977 was
610,000 metric tons, down from peak comsump-
tion of 795,000 metric tons in 1973 (12). By con-
trast, only 93,000 metric tons were produced in
U.S. mines and mills; Canada furnished 85% of
all imported raw asbestos fiber. U.S. asbestos
consumption by end use for 1978 is shown in
Table I1-9. Asbestos cement products constitute
the major use of asbestos followed closely by
floor products or materials used in the construc-
tion industry. Materials containing asbestos have
been extensively used in construction and ship-
building for purposes of fireproofing and for
decoration. These have often been applied by
spray application.

DEFINITION

Asbestosis is the name of the pneumo-
coniosis produced by the inhalation of asbestos
fibers. It is characterized by diffuse interstitial
fibrosis of the lung parenchyma, often accom-
panied by thickening of the visceral pleura and
sometimes calcification of the pleura. Clinical
findings include dvspnea on exertion, non-pro-
ductive cough, rales at the lung bases, bronchi,
and in advanced cases, finger clubbing. Lung
function measurements usually demonsirate a
restrictive impairment with reduced diffusing
capacity.
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Table II-9
U.S. ESTIMATED ASBESTOS CONSUMPTION IN 1978 BY END USE CATEGORY

Consumption (Metric Tons)

Product Chrysotile Crocidolite Amosite Anthaphyllite
Asbestos cement pipe 119,800 23,300 2,700
Asbestos cement sheet 28,400 300
Flooring products 122,400
Roofing products 58,200 100
Packing and Gaskets 23,200 100
Thermal insulation 14,300
Electrical insulation 3,200
Friction products 31,000 600
Coating and compounds 29,100
Plastics 5,300 500
Textiles 5,700
Paper 28,400 700
Other 33,100 2,100
Total 552,100 24,700 ' 3,500 2,700
Source: (12)

CAUSATIVE AGENTS

Asbestosis is perhaps the most widely stud-
ied of the known occupational hazards; however,
its mechanisms are still not fully understood.
Both clinical and epidemiological data have con-
clusively shown that asbestos is associated with
asbestosis and respiratory cancer in man. Animal
bioassay data fully support these findings and
suggest that pathological responses to asbestos
may be more related to physical characteristics
of the fibers than to chemical composition.
Animal data have shown a wide variety of fibrous
minerals and small diameter glass fibers to be
capable of producing tumors upon pleural injec-
tion or implantation {110)(111)(139). Interstitial
fibrosis has also been produced in animals in-
tratracheally injected with small diameter glass
fibers (63).

POPULATION AT RISK

Asbestos has over 3,000 commercial uses
and is ubiguitous in the general environment.
Because of the mineral’s resistance to thermal
and chemical degradation, exposures may take
place starting from initial mining of the fibers
through manufacture, use, and eventual burial
of asbestos containing waste.

Mining and milling of asbestos in the United
States is not cxtensive: fewer than a thousand
workers are employed (148). However, amphibole
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minerals and, to a lesser extent, serpentines, are
sometimes found as contaminants of other types
of ore bodies, such as talc, vermiculite, crushed
stone aggregates, and in ores from various metal
mining operations (19)(64)(115) (140). There have
been no systematic studies of mining operations
in the United States to identify specific ores con-
taining asbestos as contaminants and the degree
to which workers are exposed.

Estimates of the number of workers exposed
to asbestos in primary manufacturing of asbestos
products are given in Table 11-10. In the primary
manufacturing sector approximately 18,000 work-
ers are estimated to be potentially exposed; how-
ever, this number could be as high as 37,000 (17).
A large variety of asbestos products and materials
produced in primary manufacturing are fabricated
and processed with other materials in secondary
industries to produce the more than 3,000 end prod-
ucts containing asbestos. The secondary fabrica-
tion and processing industry is very large and has
been estimated to employ more than 300,000 work-
ers (17},

By far the largest number of workers with
potential asbestos exposures may be found in in-
dustries which utilize asbestos products such as
the construction industry, the automobile ser-
vicing industry (including remanufacturing of



Table 11-10

ESTIMATES OF WORKERS EXPOSED
TO ASBESTOS IN PRIMARY
MANUFACTURING

Estimated Number
of Potential

Manufacturing Sector  Exposed Workers

Asbestos cement pipe 1,755
Asbestos cement sheet 9340

Friction materials 5,605
Floor coverings 3,500
Asbestos paper products 2,120
Packing and gaskets 1,125

Paint, coating and sealant 815
Asbestos textiles 1,800

Total 17,700

Source: (I7)

asbestos containing parts), and the shipbuilding
and repair industry. In the construction industry,
including those doing demolition and repair, an
estimated 180,000 to 408,000 workers are poten-
tially exposed to asbestos, The automobile serv-
icing industry includes brake and clutch servicing
garages, rebuilding and refacing friction com-
ponents, and repackaging of friction products.
Within this sector, 2 million workers are poten-
tially exposed to asbestos (17). Approximately
3,800 workers are potentially exposed to asbestos
in shipbuilding and repair.

A total of 2.3 to 2.5 million workers are
estimated to be currently {(potentially} exposed
to ashestos. However, because of the long laten-
cy (20 to 30 years) required before asbestos re-
lated diseases become clinically manifest, past
asbestos workers must also be considered at risk.
These estimates are especially difficult to develop
and are subject to controversy (29). Nonetheless,
large numbers of previous asbestos workers are
now completing their latency period and are at
risk of asbestos related diseases.

EPIDEMIOLOGY

Early Observations
Asbestosis

The first well documented case of asbestosis
was reported by H. Montague Murray in 1906,
although there were several anecdotal reports
prior to this time (66)(95). Murray documented

a case of pulmonary fibrosis at autopsy in a
worker engaged in the production of asbestas
textiles. This worker reported that he was the sole
survivor of 10 men who started with him in the
carding room; the others had died.

Following the report by Murray, Pancoast
et al. (1917) reported 17 cases of pulmonary fi-
brosis in a Pennsylvania plant (105). In 1924,
Cooke published another detailed autopsy report
of a 33-year-old woman suffering from asbestosis
(14). Necropsy findings included pulmonary fi-
brosis, pleural thickening, pleural calcification,
and heart enlargement. Further cases were report-
ed by Mills in 1930, Donnelly (1933), Lynch and
Smith (1931), Seiler and Gilmour (1931), Wood
and Gloyne (1930), Oliver {1927), Simson (1928),
Stewart (1928), and Pancoast and Pendergrass
(1926} (21)(70X(8R)}104)(106){120)(134)(141)(164).
By 1930, more than 75 asbestosis cases had been
reported in the literature.

Early case reports stimulated concern and
in 1928 the first detailed epidemiologic study of
asbestos workers was undertaken by the Ministry
of Labour in Great Britain. Results were pub-
lished by Merewether and Price in 1930 (84). This
was a cross-sectional chest x-ray study of 363
workers engaged in production of asbestos tex-
tiles. Of this group, 95 (26.2%) were found to
have pulmonary fibrosis and the prevalence of
fibrosis with 20 or more years employment was
over 80%,

In the United States, Donnelly (1936) report-
ed a cross-sectional chest x-ray study of 151
asbestos workers which found a pulmonary fi-
brosis prevalence of 59% among workers em-
ployed 4 vears of more (22). Schull (1936} report-
ed chest x-ray studies of 100 workers dismissed
from Morth Carolina asbestos plants due to dis-
ability and found a 55% prevalence of moderate
or advanced asbestosis (131).

In 1937 the U.S. Public Health Service
undertook the first detailed epidemiologic study
of asbestos workers in the United States with
results published by Dreessen et al. in 1938 (23).
A total of 511 employees were studied in this
cross-sectional study and worker exposures were
estimated by the impinger method. A relation-
ship was found between extent of asbestos ex-
posure and clinical symptoms of asbestosis al-
though many workers had only short periods of
exposure at the time of the study. This study re-
sulted in a recommended occupational exposure
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limit of 5 million particles per cubic foot of air
(mppcf) in the United States.

Lung Cancer and Mesothelioma

The first indication that asbestos might be
a human carcinogen came in 1935, Lynch and
Smith (in the United States) and Gloyne (in
England) independently reported three cases of
lung cancer detected during autopsy studies of
asbestos workers (34)X71). All three workers had
died of asbestosis. Other case reports followed
by Egbert and Geiger in 1936, Gloyne in 1936,
and Nordmann in 1938 (26X33)(102). In the 1947
annual report of the Chief Inspector of Factories
in England, Merewcther stated that of 365
ashestosis deaths, 65 (17.8%) also had cancer of
the lung at autopsy (83). This compared to a
prevalence of lung cancer of only 1.3% for cases
certified at death as having silicosis.

Despite early suggestions, the first detailed
epidemiologic study to conclusively demonstrate
an association between asbestos exposure and
lung cancer was not published until 1955 by Doll
(20). Doll studied the mortality experience of a
cohort of 113 asbestos textile workers employed
more than 20 years. Among this group, 11 lung
cancer deaths were observed compared to only
0.8 expected—based on the mortality experience
of England and Wales.

Asbestos exposure is associated with meso-
thelial tumors of pleural and peritoneal tissues.
Lee and Selikoff have reviewed early reports
associating asbestos exposures and mesothelioma
(66). The first cases were reported in 1946 by
Wyers (165). However, conclusive evidence of
an association between asbestos exposure and
mesothelioma was not available until 1960 when
Wagner et al. reported 33 pleural mesotheliomas
in the crocidolite mining area of South Africa
(152).

Mortality

Epidemiologic studies have repeatedly dem-
onstrated an association between asbestos expo-
sure and increased mortality due to asbestosis,
lung cancer, pleural and peritoneal mesothelioma,
and gastrointestinal cancer. In some studies,
asbestos exposure has also been associated with
increased risks for laryngeal cancer and cancer
of the buccal cavity and pharynx. Table II-11 con-
tains a brief summary of important mortality
studies and significant findings. In this section,
mortality studies are reviewed with emphasis on
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asbestosis and lung cancer risk differences by
fiber type, industry, and smoking patterns.

Mixed Fiber Exposures

[n most plants processing asbestos, several
different types of asbestos may be used or have
been used in the past. Typically, chrysotile and
one or more amphiboles are used.

Asbestos insulation workers have been ex-
tensively studied in the United States and other
countries. Selikoff ¢t al. studied the mortality ex-
perience of 632 insulation workers followed be-
tween 1943 and 1962 and observed 45 lung can-
cer deaths whereas only 6.6 were expected (123).
Of the 255 deaths in this cohort, 28 (11%) were
due to asbestosis and 3 (1.2%) to mesothelioma.
An SMR of 309 was abserved for cancer of the
stomach, colon, and rectum (although it was
based on a small nember of observed cases).

A much larger cohort of 17,800 insulation
workers was followed by Sclikoff et al. between
1967 and 1976 (126)127). Among this cohort,
2,271 deaths were observed including 429 lung
cancers {SMR-406), 78 asbestosis deaths, and
49 deaths due to mesotheliomas. Significant in-
creased mortality was also observed for cancers
of the esophagus, stomach, colon-rectum, lar-
ynx, buccal cavity and pharynx, and kidney.
Only 2 of the 78 asbestosis deaths occurred prior
to 20 years from onset of employment, based on
death certificate information. Review of all
available autopsy, surgical, and clinical material
indicated an additional 90 deaths were due to
asbestosis, 57 to lung cancer, and 126 to meso-
thelioma.

Elmes and Simpson studied the mortality
of 162 insulation workers in Belfast between
1940 and 1975 (27)(28). Among this cohort, 122
deaths were observed including 16 (13.1%) due
to ashestosis and 13 (10.7%) to mescthelioma.
A large excess due to respiratory cancer was
observed.

There are several important studies of mor-
tality among textile workers exposed to mixed
asbestos types. In an early study in the United
States published in 1963, Mancuso and Coulter
observed more than a threefold excess risk of
lung cancer among workers producing textile and
friction products (73). Fourteen percent of 195
deaths were due to asbestosis and 2 {1%) were
due to mesotheliomas.

Mortality among employees in the plant in-
itially studied by Doll in 1955 has been in-
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vestigated by Knox el al. (59)(60), and more
recently by Peio et al, (108)(109). Peto studied
1,106 men and women who had worked 20 or
more years in asbestos exposed areas. Among
those who were first employed after 1933 {when
control regulations were enacted), 31 lung can-
cer deaths were observed whereas 19.3 were ex-
pected. Additionally, 35 deaths were observed
due to nonmalignant respiratory disease versus
25 expected, and there were 5 dcaths due to
pleural mesothelioma. Dust exposures in this
plant were reported to be generally above 5
fiber/ce until about 1970.

Newhouse (96{97) and Newhouse ¢t al, (98)
have studied patterns of mortality among 4,600
male and 922 female workers in a plant which
chiefly produced asbestos textiles but later as-
bestos insulation products. Exposures were clas-
sified as low to moderate (5-10 fibers/cc) and
severe (>10 fibers/cc). Among males, there were
46 mesothelial tumors and an SMR for lung
cancer of 538 was observed for those employed
more than ten years in the severe exposure group.
In those with lowest exposure, a lung cancer SMR
of 154 was observed. Deaths from chronic
respiratory diseases were 1.8 times expected in the
highest exposure group. A remarkable cancer
SMR was observed among [emales in the highest
exposure group (21 observed versus 0.8 expected).
Both males and females were found to have
smoked more than the comparison population;
however, this could only account for 10% to 20%
of the observed excess lung cancer mortality.

The asbestos cement product industry is one
of the largest consumers of asbestos in the
United States. In addition to their asbestos ex-
posure, workers in this industry may also be ex-
posed to low levels of crystalline silica and other
materials associated with cement dust. Weill et
al. reported mortality patterns among 5,645
asbestos cement product workers with a mini-
mum of 20 years since initial employment (156).
Exposures for the cohort were estimated and ex-
pressed as mppef X yrs. Among those exposed
to greater than 100 mppcf x yrs., 23 lung can-
cers were abserved versus 9.3 expected, No ex-
cess lung cancer risk was reported among those
with cumulative exposures less than 100 mppef
¥ yrs. Two pleural mesothelioma deaths were
observed. Weill et al. reported that exposure to
crocidolite in addition to the (predominant)
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chrysotile used in cement products increased the
lung cancer risk in comparison to chrysotile ex-
posure alone. The unusually low SMRs for all
causes regardless of exposure category suggest
that cohort follow-up and death certificate ascer-
tainment was less complete than desired.

Crocidolite

Wagner et al., in 1960, reported 33 pleural
mesotheliomas among men working in crocido-
lite mines and mills and the population living in
the vicinity of these mills in the Northwest Cape
Province of South Africa (152). The high in-
cidence of mesotheliomas in this area has been
confirmed by other investigations (13)(39)(155).

Crocidolite was commonly used in the pro-
duction of gas mask canisters during World War
11 and mortality among these workers has been
investigated. Jones et al. studied the mortality
of 1,088 workers exposed between 1940 and 1945
and followed through 1976 (46)(47). Twenty-two
pleural and 7 peritoneal mesotheliomas were ob-
served and a linear relationship was observed bet-
ween employment duration and the risk of
mesothelioma. There was also a modest excess
of bronchial carcinoma. Similar results have been
reported by McDonald and McDonald who
studied a smaller cohort of gas mask workers in
Canada and found that 7% of all deaths were
due to mesotheliomas (75).

Amogsite

Mortality patterns among a cohort of
workers producing amosite asbestos insulation
between 1941 and 1945 have been reported by
Selikoff et al. {125) and more recently by Seid-
man et al. (118){119). This group of 820 men were
observed over a 35 year period during which 528
deaths occurred: by death certificate information
15 (2.8%) were due to asbestosis and 1 was due
to mesothelioma. Review of available surgical,
pathological, and clinical data for this group
identified 13 additional. mesotheliomas and 15
additional cases of asbestosis not listed on death
certificates. Overall there were 83 lung cancers
observed whereas 23.1 were expected and among
those employed less than one month, 3 lung
cancers were observed versus 1.3 expected.
Anderson et al. have observed four confirmed
cases of mesothelioma among houschold con-
tacts of workers at this plant (1).



Anthophyllite and Tremolite

The only location in the world where an-
thophyllite has been commercially mined and
processed is Finland. These ores are also known
to contain smaller quantities of tremolite. Mor-
tality among workers in two Finnish mines and
mills has been studied by Meurman et al. (86)
(87). In their first report, 1,092 workers were
followed from 1936 until 1974. A relative risk
for lung cancer af 1.6 was observed and there
were 13 (5.2%) asbestosis deaths but no deaths
due to mesothelioma. Their subsequent study
concerned 793 workers with known smoking his-
tories with L0 additional years of follow-up., A
relative risk for lung cancer of 19 was abserved
for smoking asbestos workers and 1.6 for asbes-
tos workers who did not smoke. Asbestosis mor-
tality was found to be equally frequent among
smokers and nonsmokers. All lung cancer cases
with more than 10 vears of exposure were also
found to have asbestosis.

Chrysotile

Chrysotile is the major asbestos fiber type
used in the United States, but most of this fiber
is imported from Canada. The mortality of
Quebec chrysotile miners and millers has been
extensively studied by McDaonald et al. (76) (79-
31). The most recent report for this cohort in-
cluded 10,939 men wha had becn employed one
or more months and followed between 1926 and
1975. An overall SMR for lung cancer of 125 was
observed; 42 deaths were due to asbestosis and
11 t¢ mesothelioma. A nearly linear dose-
response relationship was reported for lung
cancer. Increased mortality was also observed for
cancer of the stomach and esophagus but no
other gastrointestinal sites. Similar patierns of
lung cancer and asbestosis mortality have been
reported by Rubino et al. in Italian chrysotile
miners and millers where an SMR for lung can-
cer of 206 was observed among those with suf-
ficient latency (117).

The McDonald et al. studies demonsirated
a low lung cancer risk even in the highest ex-
posure group. Nicholson et al. have reported
larger excesses from lung cancer and asbestosis
in their study of chrysotile miners and millers
in Quebec (99). This latter study cohort consisted
of 544 miners and millers with at least 20 years
senjority and followed between 1961 and 1977.
A total of 28 lung cancers were observed versus
11.1 expected (SMR = 252). There were 30

deaths due to noninfectious respiratory diseases
whereas only 6.7 were expected. Of these 30
deaths, 26 were due to asbestosis. Only one
mesothelioma (pleural} was observed,

Mortality among chrysotile asbestos miners
and millers in the Urals has been investigated by
Kogan et al (61). The overall cancer mortality risk
was found to be 1.6 times that for the general
male population and was higher in mining than
in milling. Among males, the relative risk for
lung cancer was 2.0 and ranged from 1.4 to 2.1
for females. The lung cancer risk was con-
siderably greater in older age groups having the
longest latency. No mesotheliomas were reported;
however, Kogan et al. attributed this to insuffi-
cient experience of pathelogists in that
geographic area (61). Nonetheless, the low
mesathelioma risk is consistent with other studies
of chrysotile-exposed populations.

There have been several studies of factory
populations exposed only to chrysotile. Weiss
studied a small cohort of 264 workers in a plant
producing asbestos millboard and reported no
excess cancer mortality (160). However, there
were only 66 deaths (2 of which were due to
asbestosis) and cancer latency was not taken in-
to account in the analysis.

A facility manufacturing asbestos textile,
friction, and packing products has been studied
by Robinson et al. (113). Chrysotile constituted
over 99% of the total quantity of asbestos pro-
cessed per year in this plant except during World
War II; the remaining 1% was crocidolite and
amosite. The cohort consisted of 2,722 males and
544 females followed between 1940 and 1975.
Among males, an overall lung cancer SMR of
135 was observed but among females the excess
lung cancer risk was much higher with an overall
SMR of 824. There were 76 deaths in males due
1o noninfectious respiratory disease but only 16.4
expected. Again, the chronic respiratory disease
risk was higher among females with an SMR of
1,555, There were 4 mesotheliomas among fe-
males and 13 in males.

Dement et al. have reported mortality
among a cohort of asbestos textile workers ex-
poscd only o chrysotile (18). This cohort con-
sisted of 768 white males employed at least 6
months and followed between 1940 and 1975.
There were 26 lung cancers observed versus 7.47
expected. Of the 191 deaths in this cohort, 15
(7.9%) were due to asbestosis or pulmonary
fibrosis and 1 {0.5%) was due to a peritoneal
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mesothelioma. Linear relationships were demon-
strated between cumulative fiber dose and the
risk of mortality for lung cancer and noninfec-
tious respiratory diseases. An SMR for lung can-
cer of 223 was observed for the lowest cumulative
exposure category of less than 30 fibers/ce
X vears.

Fibers and Asbestos-like Contamination of
QOther Minerals

Both serpentines and amphiboles may be
found as contaminants in other mined and pro-
cessed ores and may result in significant fiber
exposures to workers in these aperations.

Fibers and cleavage fragments of fibrous
grunerite occur where ore from some iron for-
mations are crushed and comminuted and have
been found in high concentrations in Lake
Superior as a result of mining and milling opera-
tions (64). Gillam et al. studied mortality among
gold miners exposed to cummmingtonite-grunerite
and found a threefold excess risk of lung cancer
and a twofold excess of nonmalignant respira-
tory disease, excluding influenza and pneumonia
(32). However, workers in this mine were also ex-
posed to silica. McDonald et al., in a subsequent
study of the same mine, examined the mortality
experience of persons with at least 21 years of
employment with the company (78). This study
demonstrated excess mortality due to
pneumoconiosis (mainly silicosis), tuberculosis,
and heart disease but no overall excess of malig-
nant diseases was found. However, when the
population was stratified by exposure, respira-
tory cancer was elevated {but was not statistically
significant) in the highest exposure group.

Commercial talc deposits are sometimes
found to contain serpentines (chrysotile, antigor-
ite, and lizardite) and fibrous and nonfibrous am-
phiboles. Kleinfeld et al. demonstrated sig-
nificantly increased proportionate mortality due
to lung cancer and nonmalignant respiratory
disease among taic miners and millers in New
York State exposed to fibrous anthophyllite and
fibrous tremolite (53)58). Brown et al. have
reported a further mortality of tale miners and
millers in one company mining this same are
body (9). This cohort consisted of 398 workers
followed between 1947 and 1975. Among this
cohort, 10 respiratory cancers were abserved
whereas only 3.5 were expected. Approximately
a threefold excess risk of nonmalignant respira-
tory disease was reported; however, only one
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death due to mesothelioma was observed.

Effects of Smoking

Smoking and asbestos exposure are more
than additive in their combined ability to increase
the risk of lung cancer. Hammond et al. reported
results of their 10-year follow-up of 8,220 as-
bestos insulation workers with known smoking
status (38). The mortality experience of these
workers was compared with that expected among
smokers and nonsmokers of the American Can-
cer Society’s prospective cancer prevention study,
Asbestos workers who did not smoke showed ap-
proximately a fivefold risk of lung cancer com-
pared to the nonsmoking control population. On
the other hand, a more than sixtyfold risk of lung
cancer was observed for smoking asbestos work-
ers compared to nonsmoking controls. A similar
multiplicative effect was observed by Selikoff et
al. among a factory cohort producing amosite
insulation (129).

Although less striking, cigarette smoking
may also contribute to the risk of death due to
ashestosis, Hammond et al. reported that asbes-
tosis death rates of smoking asbestos workers
were 2.8 times as high as that of nonsmoking
asbestos workers. Meurman found less associa-
tion between asbestosis mortality and smoking;
he reported 7 of 42 asbestosis deaths among non-
smokers (86).

Mortality and Pieuré! Rad.iographic
Changes

The relationship between pleural thicken-
ing and calcification and subsequent mortality
is important insofar as surveillance of asbestos
workers is concerned. Edge studied the mortality
of 429 shipyard workers with plaques and com-
pared this to matched controls without plaques
(25). Among those with plaques, 23 mesotheli-
omas were observed and workers with plaques
had 2.5 times the lung cancer risk of thase with-
out plagues. Sheers observed 6 mesothelioma
deaths among 410 dockyard workers with
plaques, but he found just 2 mesotheliomas in
those with only pleural fibrosis (130). Neither
of these studies established causality between
pleural changes and subsequent development of
mesothelioma or lung cancer because neither
asbestos exposure or latency were controlled for
in the analysis. Meurman has shown that antho-
phyllite asbestos workers have a high prevalence



of pleural changes but a minimal mesothelioma
risk (86)(87). However, plaques and pleural thick-
ening do indicate an asbestos exposure and this
fact alone places the workers at an increased risk
for lung cancer and asbestosis.

Respiratory Morbidity

All types of asbestos have been shown in
epidemiologic studies to be associated with as-
bestosis, pleural thickening, and pleural calcifica-
tion. Available evidence from cross-sectional and
prospective respiratory disease studies provide lit-
tle evidence that any one type of asbestos is more
biologically active than another insofar as x-ray
or clinical changes are concerned (149) (164).
These findings are fully supported by animal
bioassay data.

Important epidemiologic studies of respira-
tory morbidity among asbestos workers are sum-
marized in Table II-12. In these studies, various
objective measures of effect or disease outcome
have been used including chest roentgenographs,
spirometry, measures of diffusion capacity, and
chest auscultation. Subjective data such as re-
spiratory symptoms obtained by questionnaire
have alsa been used. In the diagnosis of “definite
asbestosis}” most studies have relied upon com-
binations of objective and subjective data.

Mixed Fiber Exposures

Early cross-sectional studies of chest roent-
genographs of asbestos workers by Merewether
and Price, Donnelly, Schull, and Dreessen et al.
demonstrated a striking prevalence of pulmonary
fibrosis of as much as 80% for workers employed
more than 20 years (22)(23)(84)(131).

Several studies have been conducted among
insulation workers. Selikoff et al. studied chest
films of 1,117 insulation workers exposed to
chrysotile and amosite (122)(124). A 50% over-
all prevalence of pulmonary fibrosis was ob-
served increasing to 90% among those employed
more than 30 years. Pleural calcification showed
an increasing prevalence with latency reaching
57.997% at 40 years since initial employment. Pleu-
ral fibrosis (thickening) occurred earlier than
calcification. Murphy et al. also studied shipyard
insulation workers and found a prevalence of
asbestosis 11 times that of age matched, non-
exposed controls (92)(93). Exposures among this
group were thought to be low.

Cross-sectional data from an asbestos textile

plant processing a mixture of asbestos types were

used by the British Qccupational Hygiene Society
(BOHS) in establishing occupational exposure
standards (8). Among 290 workers employed
after dust controls were installed in 1933, only
8 workers (2.7%) demonstrated x-ray changes
considered consistent with asbestosis. Basal rales
was taken as an early disease marker with a 1%
risk estimated for a working lifetime of 50 years
at an average exposure of 2 fibers cc. Workers
at this same plant were subsequently studied
cross-sectionally by Lewinsohn (67). This latter
and much larger study demonstrated a signifi-
cantly greater prevalence of pulmonary fibrosis;
reaching 40.5% among workers employed from
30-39 years. Pleural fibrosis (thickening) was
observed in 1.6% of those employed 1-9 years and
in 50% of workers employed more than 40 years.

Berry et al. reported the results of a prospec-
tive study of workers employed in the same plant
studied by Lewinsohn (67). This study consisted
of 379 persons completing 10 or more years em-
ployment by 1971. Possible asbestosis was diag-
nased based on one or more combinations of
basal rales or crepitations, radiological changes,
a falling transfer factor and restrictive lung func-
tion changes. Among these 379 men, 60 cases of
possible asbestosis were diagnosed by the factory
medical officer, whereas 85 cases were diagnosed
by an independent clinician. Using plant expo-
sure data, it was estimated that the cumulative
dose necessary for a 1% incidence for crepita-
tions, possible ashestosis, and certified asbesto-
sis was 43 fiber/ce-yr, 55 fiber/cc-yr, and 72
fiber/cc-yr, respectively. Two cases of certified
ashestosis were observed among nonsmakers and
nine among ex-smokers, suggesting a contribu-
tory smoking role. Weiss reported similar find-
ings in his study of 100 asbestos textile workers
where a 24% prevalence of pulmonary fibrosis
was observed in nonsmokers versus 40% for
smokers (159)(161). Gregor ¢t al. demonstrated
a progression of radiological changes in asbes-
tos workers referred to the British Pneumoconi-
osis Medical Panel without further asbestos
exposures (36).

Lung function and chest film effects of ex-
posure to asbestos cement dust have been studied
by Weill et al. (157)(158). This study included 859
workers in two asbestos cement plants who were
administered respiratory symptom gquestion-
naires, spirometry, and chest films. Cumulative
dust exposures were estimated and expressed as
mppef-yr. Both small rounded and linear opac-
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ities were observed, indicating the possible role
of small quantities of silica present in ccment
dust. Among those with a cumulative exposure
less than 50 mppcf-yr, and approximately 4%
prevalence of small opacitics (rounded or irreg-
ular, profusion >1/0 was observed; the preva-
lence of these changes increased to 30% with an
exposure of more than 400 mppcf-yr. Pleural
changes were seen in 11% of those in the lowest
exposure category. Both FVC and FEV, were
reduced in those with x-ray changes. There was
no apparent interaction effect of cigarette smok-
ing on the development of diffuse fibrosis.
Jones et al. studied the progression of radio-
graphic abnormalities and lung function changes
among 204 asbestos cement workers between
1970 and 1976 (48). Films'were read side by side
in known order and ranked according to progres-
sion. These authors concluded that: (1) progres-
sion of small opacities depended upon both ave-
rage and cumulative exposure; (2) declines in hung
function were related to both smoking and cum-
ulative exposure; and (3) pleural abnormalities
progressed as a function of time. Disease inci-
dence was not estimated in relation to exposure.

Anthophyllite and Tremolite

Respiratory morbidity among Finnish an-
thophyllite miners and millers has been studied
by Meurman et al. (87). Among 787 aclive em-
ployees, a threefold excess of dyspnea and a two-
fold excess of cough was obscrved among asbes-
tos workers compared to controls. The prevalence
of dyspnea was not found to be associated with
smoking habits.

A high prevalence of pleural plaques has
been reported among persons residing near an-
thophyllite mines and mills in Finland {51)(35).
[n two mining communities where mass roent-
genological surveys were conducted, prevalences
of pleural plagues of 9% and 6.5% were ob-
served compared to less than 0.1% for the Fin-
nish population.

Talc deposits found in upper New York
State contain both anthophyllite and tremolite.
Workers in talc mines and mills in this area have
been shown to experience pulmonary fibrosis,
pleural changes, and restrictive lung function
changes (52)(54-37)(107)(132)(133). A recent
cross-sectional study of lung function and chest

x-rays among talc workers in this area was
reported by Gamble et al. (31). Compared with
coal and potash miners, talc miners and millers
were found to have an increased prevalence of
cough and dyspnea along with reduced FEV,,
FVC, and flow rates. Talc workers with more
than 15 years employment were found to have
a 33% prevalence of pleural calcification and
pleural thickening. Recent exposures in these
operations were reported by Dement and Zum-
walde (19). Time-weighted-average fiber ex-
posures were found to range from 0.8 to 16.0
fibers/cc with 12-19% identified as tremolite and
38-45% anthophyllite.

Chrysotile—Radiological changes, lung
function, and respiratory symptoms among
Canadian chrysotile miners and millers have
been extensively studied by McDonald et al. (76)
(77) and Becklake et al. (4). A total of 1,015 cur-
rent employees were given chest x-rays, under-
went pulmonary function studies, and were ad-
ministered a standard British Medical Research
Council Questionnaire on respiratory symptoms.
Both persistent cough and phlegm (bronchitis)
and breathlessness on exercise were found to in-
crease with exposure. The prevalence of bron-
chitis rose to 50% among smaokers in the highest
dust exposure categories. The prevalence of
breathlessness was not affected by smoking but
rose to greater than 40% in those with cumu-
lative dust exposures over 800 mppef-years. The
prevalence of irregular small opacities (>1/0
ILO/UC) in the lowest exposure category was
found to be 1.8% for the Thetford mine and
6.4 for the Asbestos mine. Prevalences in-
creased to 26.4% for Thetford and 10.9% for
Asbestos in the group with exposures more than
800 mppcf-yr. The prevalence of pleural thick-
ening was found to be less strongly related to
exposurc. Among various lung function pa-
rameters measured, both FVC and FEV, de-
clined more with exposure. Those with small
opacities of category 2/1 or greater were found
to have significantly reduced functional residual
capacity, residual volume, and single breath dif-
fusing capacity at rest. Only FVC and FEV, were
reduced in those with earliest roentgenographic
changes.

Cross-sectional respiratory disease studies
have been conducted among chrysotile miners
and millers in Newfoundland and Corsica (7)
{121). Selikoff studied 485 current employces

305



of a chrysotile mine in Newfoundland and found
a 5% prevalence of parenchymal abnormalities
(ILO U/C 2>1/0} (121). This prevalence increased
to 11.5% among those employed more than 10
years. The prevalence of pleural changes was less
than that observed for parenchymal changes.

Boutin et al. studied chest films of 16 ex-
workers of chrysotile mines and mills in Corsica
which had been closed in 1965 (7). Compared
with controls, chrysotile miners and millers had
2.4 times the risk of parenchymal abnormalities
and 2 times the risk of pleural abnormalities. Ex-
posure levels among those workers were extreme-
ly high, ranging from 85 to 267 mppcf.

The above studies of chrysotile asbestos
workers have been cross-sectional by design and
have likely underestimated risks since: (1) those
who develop severe disease are likely to have al-
ready left employment, and {2) chest film changes
may develop after termination of employment,
or changes may be progressive without additional
exposure. Liddell et al. studied chest film changes
in a 20-year longitudinal study of chrysotile
miners and millers (62). These authors observed
a 2(-year cumulative incidence for small irregular
opacities of 16%, a pleural calcification incidence
of 5.3%, and a pleural thickening incidence of
5.3%. Only the incidence of small opacities was
strongly associated with smoking. Rubino et al.
studied the progression of chest filin changes
among retired chrysotile asbestos miners and
millers and found that 39% of those who had
initial films with a profusion of 1/0 or greater,
demonstrated progression without further ex-
posure (116). Becklake et al. also studied radio-
logical changes after withdrawal from asbestos
exposure (5). Parenchymal progression was ob-
served in 7% of the films, pleural progression
in 19.8%, and both parenchymal and pleural pro-
gression in 2.3%. These changes were found to
be independent of age and smoking, but paren-
chymal “attacks™ occurred more among those
with higher asbestos exposure prior to employ-
ment termination.

Relationships between radiological findings
and subsequent mortality among chrysotile
miners and millers have been studied by Liddell
and McDonald (69). This study consisted of
4,559 whose latest film had been read according
to the UICC/Cincinnati classification system
with mortality follow-up from time of film as-
sessment through 1975. Overall, this cohort ex-
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perience significantly increased mortality for all
causes (SMR = 144), lung cancer (SMR =177),
pneumoconiosis (31 cases), other respiratory
diseases (SMR =127), discases of the heart
(SMR = 136), cancer of the esophagus or stom-
ach (SMR = 170), and cerebrovascular diseases.
‘There were 5 pneumoconiosis deaths among
those classified as having normal radiographs;
however, the risk of death due to pneumoconiosis
was 11.75 times greater amoung those with “less-
than-normal” films. The lung cancer relative risk
for those with chest film changes was 3.24 and
most who died of lung cancer were found to be
smokers. Small parenchymal opacities were pre-
sent in most but not all persons whose deaths
were attributed to lung cancer. The authors
concluded that the chest radiograph was useful
for surveillance of asbestos workers but was
limited due to radiological progression after
withdrawal from exposure and by the carcino-
genic risk associated with dust retained in the
lung.

PATHOLOGY

Pleural Plaques

Hyaline plaques of the parietal pleura oc-
cur in association with exposure to all commer-
cial types of asbestos. They are more commeon
than the pulmonary parenchymal lesions of as-
bestosis, thus thelr presence does not necessarily
imply coexistent asbestosis. The majority occur
in men, 20 years or more after first exposure. The
plaques almost invariably involve the parietal
pleura; less commonly they are found on the
visceral pleura or parictal pericardium. They are
usually bilaterally symmetrical and appear as well
circumscribed, pearly white or creamy, fibrotic
clevations of the pleura (Figure I1-11). Their sur-
face is smooth and glistening with either a flat,
plateau-like or nodular contour. They range in
size from a few millimeters to several centimeters
in diameter. Most commonly they are found
following the lines of the lower ribs posteriorly
or on the diaphragm. On cut section, they have
the consistency of cartilage. Histologically, the
plaques are composed of avascular and acellular
bundles of hyalinized collagen arranged in a
reticulated mesh or “basket weave” pattern
(Figure [{-12). Some of the more nodular plaques
show a whorled pattern of collagen fibers. Focal



calcification is fairly common and elastic fibers
are sometimes demonstrable within the plaque
(112). Although the plaques are almost acellular,
lymphocytes and ptasma cells may be present
around blood vessels beneath the plaque. The
origin of the plaque is not known; histological
studics suggest an extrapleural rather than a
pleural origin (145). Asbestos bodies are rarely
seen in pleural plaques, though they can usually
be detected in the underlying pulmonary paren-
chyma (40)(112). Short, uncoated fibers may be
present in a proportion of plaques (40) (65).
Pleuratl plaques rarely, if ever, undergo malignant
change.

Asbestosis

In early or mild cases of asbestosis, the ungs
may be of normal size and shape; in advanced

cases, they show a marked reduction in volume.
The visceral pleura is usually pale, opaque, and
thickened, particularly over the lower lobes.
Adhesions between the visceral and parietal
pleura may be present. In the absence of other
cxposures, pleural pigmentation is usually slight.

The lungs may appear grossly normal in
cases showing histological evidence of mild dis-
ease. However, on careful palpation, it is usual-
ly possible to detect an increased firmness of the
parenchyma. With advancing disease, the lungs
are dark tan in color and show a pale rcticular
fibrosis. Characteristically, the fibrosis is most
prominent in the lower lobes and dependent parts
of the upper and middle lobes. In the late stages
of the disease, the lungs have firm, spongy tcx-
ture and show dense fibrosis with areas of cyst
formation (honeycombing). The honeycomb

Figure 11111, Diaphragmatic pleura of g8.year-old ex-construction worker.
Numerous doma shaped and flattened, ivory colored plaques are seen over
both hemidiaphragms.

307



Figure 11-12. Histological secticn of plaural plague. The plaque is composed
of acellular bundles of collagen fibers arranged in a “basket weave” pattern.
Hematoxylin and sosin x 64.

cysts vary in size from a few millimeters to a
centimeter or more in diameter and are most
prominent in the lower lobes and subpleural areas
of the lungs (Figurc I1-13, A & B). Emphysema
is unusual and, when present, is not related to
asbestos exposure. Massive fibrosis is a less com-
mon feature of asbestosis and probably resulis
from mixed dust exposure. Necrotic nodules
similar to Caplan’s lesions in coal workers have
been described in patients with asbestosis and
circulating rheumatoid factor (91).
Microscopically, the earliest lesion attribut-
able to asbestos inhalation involves the respira-
tory bronchiole. Fibers deposited on the walls of
respiratary  bronchioles and adjacent alveoli
stimulate a macrophage response. Depending
on fiber size, giant cells may form. The macro-
phagic response is followed by the depasition of
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reticulin and collagen in the walls of the respira-
lory bronchioles (Figure I1-14). Asbestos bodies
and fibers are found in association with the le-
sions of the respiratory bronchioles and wiihin
alveali. A similar lesion has been described in
cigarette smokers (100), The early lesion of as-
bestosis differs from the respiratory bronchiol-
itis of cigarette smokers only with respect to
the presence of asbestos bodies, The diagnosis,
therefore, of asbestosis depends upon the recog-
nition of asbestos bodies within the lesion.
As the disease evolves, the fibrosis extends
out to involve the walls of adjacent alveoli. Even-
tually, adjacent acini are affected resulting in a
dilfuse interstitial fibrosis (Figure I1I-15), With
further progression of the disease, the pulmonary
architecture becomes distorted. Intra-alveolar
fibrosis leads to obliteration of alveolar spaces



Figure 1113 (A). Freeze dried whole lung section trom
51-year-old male ptumher exposed to ashestos lag-
ging for 16 years. There is marked honeycombling of
the mid and lower zones.

and eventually 1o areas of conglomerate fibrosis
(Figure II-16). Despite the obliteration of alveolar
spaces, the outline of the walls of the alveoli
usually remain intact and can be demonstrated
with elastic stains (138). Eventunally, fibrous-
walled (honeycomb) cysts form (Figure II-17).
The cysts are lined by flattened or metaplastic
epithelial cells of ciliated cuboidal, goblet, or
squamous type. These changes are nonspecific
and may occur in the late stages of pulmonary
fibrosis, whatever the etiology. This pathogenetic

sequence of events forms the basis for a grading
system developed by a committee of U.S. pulmo-
nary pathologists assembled under the auspices
of the National Institute for Qecupational Safety
and Health and the College of American Path-
ologists (16).

The above features appear to be common
to all the commercially available types of asbes-
tos. Several other types of tissue response have
been described in association with asbestosis.
These include chronic inflammatory cell infil-
trates, desquamaltive interstitial pneumonia (15),
and the formation of intra-epithelial eosinophilic
hyaline bodies (62). These features are not spe-
cific for asbestos.

Asbestos Bodies and Fibers

Two types of fibers are encountered in the
lungs; uncoated fibers that resemble the inhaled
particle and coated fibers or asbestos bodies. The
ratio of uncoated fibers to coated bodies is high,
ranging from 5:1 to 10,000:1 (10).

Asbestos bodies are an index of asbestos ex-
posure and are considered an essential feature
for the histological diagnosis of asbestosis (16).
They may be formed in the lungs as early as two
months after first exposure (135). Asbestos
bodies tend to form on the larger fibers, i.e, those
greater than S5um in length and result from the
deposition of iron-protein complexes on the core
fiber by alveolar macrophages (143). In hematox-
ylin and eosin stained sections they appear as
golden brown segmented structures with a clcar
central core fiber. In Perl's iron stained sections
they appear blue. The morphology of the coating
is variable, with club-shaped or beaded bodies
predominating {Figure 11-18). Similar structures
may form around other minerals such as carbon,
ceramic aluminurmn silicate fibers, and fiberglass,
and they have been termed ferruginous bodies
(37)(42). They usually lack the clear central core
of a typical asbestos body. These types of bodies
are relatively uncommon, however, and for prac-
tical purposes, it can be assumed that a typical
asbestos body contains an asbestos fiber. Al-
though all major commercial types of asbestos
can produce asbestos bodies, the majority of the
core fibers, when analyzed by selected area elec-
tron diffraction, are found to be amphibole
asbestos (11). Several procedures exist for the
quantification and identification of fibers in
tissues (11)(16)(137){(150). The majority of these
fibers are too small (<5 um in length) 1o be
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Figurs II-13 (B). Roentgenogram showing marked interstitlal disease with
honeycombing which is most severe In the mid zones.

resalved by the light microscope. Electron micro-
scopical studies on selected cases have shown that
occupationally exposed workers have pulmonary
asbestos fiber counts orders of magnitude greater
than the general population (16)(163). The value
of these techniques is to establish exposure and
to identify the mineral type and should not be
considered a substitute for more conventional
diagnostic methods. Currently, the role of the
short fibers in the pathogenesis of asbestosis and
asbestos-associated lung cancer has not been
resolved.

Lung Cancer
The association between asbestos exposure,
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smoking, and lung cancer is now firmly estab-
lished. The majority of asbestos-associated bron-
chial carcinomas arise in lungs that also show
asbestosis. Autopsy and mortality studies in-
dicate that the prevalence of lung cancer in per-
sons with asbestosis ranges from 12-55% (42)

- (136).

The lung cancers associated with asbestos
exposure occur at a slightly earlier age than in
nonexposed individuals (74). They arise in rela-
tion to the fibrotic lesions and are thus more
common in the periphery of the lower lobes
(49)(162}. All histological types of cancer occur
with most (41)(42)(162), but not all (49), studies



Figure 1114, Section of lung from &8-year-old asbestos insulation worker showing the histological
{eatures of mild asbastosis. The lesion is characterized by peribronchiolar fibrosis In which 1here
are numerous asbestos bodies. Inset shows an asbestos body. Hemaloxylin and sosgin x 100.
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Figure il-14 (Inset).
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Figure I115. Section of lung from 48-yaar-old worker In an asbeslos textile mill showing diiiuse intar-
stitial and peribrenchiolar fibrosis. Hematoxylln and sosin x 40,

Figure 1I16. Sectlon of lung from same casa as figure 15 showing interstitial and intraalveclar fibrosis.
Hematoxylin and eosin x 40.
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Figure 1I-17. Section of lung showing honeycombing. The puimonary architecture has been replaced
by thick bands of fibrous tissue outlining cystic spaces. There is a moderate chronic inflammatory
cell infilirate of the parenchyma. Hematoxylin and eosin x 40,

showing a preponderance of adenocarcinomas.

Mectaplastic and pre-malignant changes have
been observed in the bronchi and within areas
of fibrosis in asbestosis (42)(101). It has yet to
be determined whether sputum cytology is of
value in early detection of carcinoma in asbestos
workers (35}.

Mesothelioma

Mesothelioma is a rare tumor arising from
the mesothelial cells that line the pleural, peri-
cardial, and peritoneal cavities. The first case
associated with asbestos exposure was reported
by Wyers in 1946 {163). In 19680 this association
was firmly established by Wagner and co-workers
in a study of individuals exposed to crocidolite
asbestos in the Northwest Province of South
Africa (152). Since then, cases have been reported
from all major industrial countries. Exposure to
crocidolite and amosite (45) (125) appear to carry
the greatest risk for developing mesothelioma,
whereas workers exposed predominantly to chry-
sotile asbestos appear to have the least risk (18)

(45). The tumor is almost invariably associated
with asbestos exposurc—a positive history being
obtained in 80-90% of cases (13)(151); however,
there is no evidence for a dose-response relation-
ship. Although exceedingly rare in the general
population, mortality from mesothelioma may
approach 10% among some groups of asbestos

- workers (127).

The tumor occurs in both sexes and has a
latency period in excess of 20 years—usually 30
to 40 years, There is no association with cigarette
smoking. The tumors are ivory calored and, in
typical cases of pleural mesothelioma, encase the
lungs in a rubbery mass of tissue. Pleural plagues
and asbestosis may also be present, though in the
majority of cases mesotheliomas occur in the
absence of these lesions. The tumor tends to
spread along the interlobar fissures and to in-
vade the subpleural portions of the lungs. Direct
invasion of adjacent organs, such as heart, dia-
phragm, and liver and extension into surgical in-
cisions and aspiration necdle tracts are charac-
teristic. Metastases to local lymph nodes and the
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Figure 11-18. Asbestos body within an area of fibrasis. The body is composed of a transiucent core
fiber with & beaded iron-protein ¢oal. An uncoated fiber is also seen {arrow). Hem atoxylin and eosin
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lung are also fairly common. Extrathoracic me-
tastases are relatively rare, and their presence
should raise a suspicion as to the authenticity of
the tumor,

Microscopically, the tumor can be classified
into tubo-papillary, sarcomatous, and mixed
types. The tubo-papillary is the most common
type and is easily confused with metastic car-
cinoma from the lung or elsewhere. Special stains
may aid in differentiation in some cases, Meso-
theliomas usually contain the mucopolysaccha-
ride, hyaluronic acid, which stains with Hale's
colloidal iron and with alcian blue. The specificity
of the reaction can be determined by pretreat-
ment of the tissue section with hyaluronidase
(16). Hyaluronic acid may also be demonstrated
by electrophoresis of tumor tissue (154). Adeno-
carcinomas usually contain intracytoplasmic
mucin droplets rather than hyaluronic acid (16).
More recently it has been suggested that the
absence af carcinoembryonic antigen (CEA) may
be a useful adjunct for diagnosis (153). In the
United States and Canada, special panels of
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pathaologists (mesothelioma panels) exist to pro-
vide a diagnostic referral service (50).

CLINICAL EVALUATION

Clinical evaluation of the asbestos-exposed
worker should include a full occupational and
environmental history, full medical history, chest
radiographs, and spirometry. Evaluation of the
occupational and environmental history is
especially important. The patient may have had
only a few weeks of employment in construction
or a shipyard as a summer job years before; yet,
it is well documnented that such brief exposures
may manifest in asbestos related diseases 20 to
30 years later, It is important to assess other ac-
cupational exposures, such as coal or hard rock
mining, which may produce rounded opacities
on radiographic evaluation. Family history is also
important. Asbestos insulation workers, as in
many trades, tend to work in that trade from gen-
eration to generation, Therefore, the possibility
of asbestos exposure in the home as a child
should not be overlooked. Although a single PA
radiograph is recommended for screening for



asbestos related disease in the clinical evaluation,
a lateral chesr radiograph should also be obtained
to evaluate the lung zones behind the heart and
provide a baseline for future evaluation. Although
impairment is better correlated with radiographic
abnormality in asbestosis than in other forms of
pncumoconiosis, it is still highly variable.
Therefore pulmonary function evaluation is re-
guired to assess the nature and extent of lung
function abnormality.

Symptams and Signs: Unlike silicosis and
coal workers® pneumoconiosis, the asbestos
worker may present with dyspnea in the absence
of radiographic abnormality. Exertional dyspnea
is the most prominent symptom with progres-
sion and is the major complaint in asbestosis.
A chronic cough which is usually dry, but which
may be productive especially among smokers
and those working a dusty job, is another com-
mon finding. This is consistent with epidemio-
logical studies showing increased bronchitis and
airways obstruction especially among smoking
asbestos workers. With progression of asbes-
tosis, dyspnea becomes marked and is accom-
panied by tachypnea.

Pleural plaques or thickening are typically
not accompanied by symptoms and may there-
fore be present years before detection. Some of
these patients will report chest tightness or diffi-
culty taking a deep breath. With marked pleural
thickening, dyspnea is usually the principal com-
plaint. Asbestos induced pleural effusions are not
unusual and may cause pleuritic pain, but pleural
pain is often not present even when a friction rub
is heard.

Physical examination is usually not remark-
able, especially in early cases of asbestosis. In
most cases, the first sign, and often the only sign,
is crisp basal crepitations usually best detected
anteriorly and laterally at the end of a full ins-
piration. Clear mid-inspiratory crepitations may
be heard over the mid and lower lung zones in
more advanced cases of asbestosis. Diigital club-
bing is found in advanced asbestosis. Cyanosis,
like clubbing, is a late sign in those with far
advanced disease,

Physical findings in patients with pleural
plaques or thickening are few unless the thicken-
ing is marked or an effusion is present. In such
instances decreased thoracic expansion, duliness
ta percussion, and diminished breath sounds are
found. Pleural friction rubs may also sometimes
be detected in panients wich pleural involvement.

Radiographic Findings: The radiographic
findings of asbestosis and asbestos related pleu-
ral plaques and thickening are best described
through systematic application of the 1980 1LO
Classification for interpretation of the pneumo-
conioses (44). Guidelines for obtaining a tech-
nically satisfactory radiograph and for its inter-
pretation are included in the 1980 ILO Classi-
fication. Because of the well known variation in
interpretation of radiographs from reader to
reader, it is recommended that the ILO standard
films be used as a guide and that more than one
independent reading be obtained (89). This is
especially important in evaluation of clinical
series and in population studies.

The small irregular opacities of asbestosis
are most commonly distributed in the mid and
lower lung zones. Their profusion (number of
opacities per unit area) is dependent on the de-
gree and length of asbestos exposure and may be
quantified into categories (0,1,2,3, by the 1980 ILO
Classificarion). The size and shape of the opac-
ities may be described by using the symbols “s”
(irregular opacitics less than 1.5 mm in diameter),
“t* (irregular opacities 1.5 to 3.0 mm in diam-
eter), or “u” (irregular opacities greater than 3
min, but less than 10 mm in diameter). Rounded
opacities (p,q,r) may also be seen, but if profuse
should alert the reader to the possibility of other
siliceous dust exposure—this pattern is not un-
common among asbestos miners and asbestos ce-
ment manufacturers. With progression, all lung
zones may be affected and radiological evidence
of honeycombing in the lower zones is not un-
usual (Figure II-19). Rarely coalescence of opac-
ities may produce large opacities which are ill
defined and may be several centimeters in diam-
eter (Figure I11-20). Other late manifestations in-
clude irregular diaphragmatic, pleural and cardiac
borders (“shaggy heart™), often associated with
pleural thickening or plagues {(Figure 11-21).

It is, however, the early cases of asbestosis
rather than the advanced cases which are diffi-
cult to interpret. It is known that smoking and
repeated infections (bronchitis and pneumonia)
may produce irregular opacities, especially in
older individuals. Morgan ¢t al. have shown that
as a consequence, the frequency distributions
of small opacities in persons with and without
pneumoconiosis may be expected to overlap each
other at a low profusion level (90). This obser-
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*Figure 1119, Advanced asbestosis—profusion 313 with all lung zones invoivea

with s/t opacities.

“Source: American College of Radiclogy Teaching Module on Asbestos Related Disease.
American Collage of Radiology, Chevy Chase, Maryland, 1981 NIDSH contract,

vation, together with reader variability, means
that caution must be used in ascribing low levels
of profusion (0/1,1/0) to asbestos exposure, with-
out consideration of other factors or eticlogies—
scleroderma, lipeid pneumonia, desquamative
interstitial pneumonitis, and sarcoid may all pre-
sent with basal irregular opacities similar to
asbestosis.

Pleural plaques are fibrotic processes which
begin below the surfaces of the parietal pleura,
are usually smooth or nodular, are often bilat-
eral, and are rarely over 1 ¢m in thickness. They
are most commonty found on the posterolateral
or anterior chest walls between the sixth and
tenth ribs and in the aponeurotic portion of the
diaphragm. Pleural plaques tend to spare the
apices and costophrenic angles and, with time,
tend to calcify, Plaques vary from small circular
or linear opacities to large irregular opacities—
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some may encircle the lung. Even without calci-
fication, they are sufficiently characteristic that
an asbestos ctiology should be presumed when-
ever they are seen. They greatly assist in the
assessment of early parenchymal disease. '
The 1980 ILO Classification provides an ex-
panded and complete scheme for codifying pleu-
ral changes arising from asbestos exposure (44).
The reader is asked to note whether the dia-
phragm and costophrenic angles are affected.
Classification is provided for both diffuse and cir- -
cumscribed plaques by width (O, A, B, C) and ex-
tent (0, 1, 2, 3) evaluated en face on projections.
Finally, pleural calcification on the diaphragm,
chest wall, or other sites may be specified. "
Pleural plaques are often mimicked by the
images of small divisions of the external abdom-
inal obligque and the serratus anterior muscles
which originate from the cxternal surfaces of the
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*Figure 11-20. Advanced asbestosis—profusion 2/3 with all lung zones involved
with s/t opacities. Large opacities in leit mid-zone. Poorly diffaraniiated
squamous cell carcinoma of the right hllum,

*Source: American College of Radiclogy Teaching Module on Asbestos Related Disease
American College of Radiology, Chevy Chase, Maryland, 1981 NIKOSH contract.

ribs posteriorly and laterally. Unlike most plaques,
however, these images are bilaterally symmetri-
cal, occur in rhythmic sequence along the lateral
chest walls, are generally smooth, regular, and
less opaque than plaques. Oblique radiographs
are often useful in differentiating these shadows
from plaques or to better define plaques.

Lung Function: Lung function (esting has
been applied to the study of asbestosis since its
introduction to clinical medicine in the 1940,
The specific type of lung function test is dictated
by the type of investigation. Spirometry has
served well as a tool for industrial medical sur-
veillance and for prospective epidemiological
studies. Assessment of lung volumes and gas ex-
change (D oo and arterial blood gases) have
been useful additional laboratory tests used to
evaluate those exposed to asbestos.

Classically, advanced asbestosis has been
considered as a disease which restricts lung
valumes (especially VC, and to a lesser extent,
RV} and produces gas exchange measurements
consistent with an “alveolar capillary” block (ie.,
decreased Do and in more advanced cases,
depressed resting Pag.)(3). CO, exchange is
usually not affected. In far advanced cases
arterial oxygen desaturation is observed; this
usually corresponds to central cyanosis and
marked dyspnea.

Recent papers on lung function among those
with asbestosis have suggested that a mixed re-
strictive and obstructive pattern and obstructive
defect are also commonly found among those
with asbestosis. In 1972, Muldoon and Turner-
Warwick reported 13 of 60 asbestos workers
evaluated at the Brompton Hospital had a pure
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*Figure lI-21. Chronic calcified fibrous plauritis involving the right chest wall

and costophrenic angle.

“Source: American Cailege of Radiology Teaching Module on Asbestos Related Disease.
American College of Radiology, Chevy Chase, Maryland, 1881 NIOSH contract.

obstructive ventilatory defect; 3, a mixed pattern;
32, restriction; and 12 were normal (72). In 1975,
Fournier-Massey and Becklake reported that
among 1,000 Canadian asbestos miners and
millers, 12.8% had a restrictive pattern and
12.2% an obstructive pattern (30). Murphy et al.
in a study of shipyard workers, found no maore
obstruction among asbestos workers than matched
controls (94). However, Rodriquez-Roisen et al.
recently reported an obstructive pattern, defined
by reductions in forced expiralory flow at 75%
of the vital capacity, in 34 of 40 asbestos workers
referred to the Pneumoconiosis Medical Panel
and the Brompton Hospital, London (114).
Although only 7 of 34 were considered non-
smokers, the authors suggest that airways ob-
struction, particularly affecting small airways, is
a comman functional abnormality attributable
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to asbestos cxposure. This view is consistent with
pathological observations which show peribron-
chiolar fibrosis to be an early lesion in asbestosis
(see Pathology). The extent and severity of ob-
structive defects among asbestos workers, how-
ever, still needs fuil epidemiological evaluation
with attention to other risk factors, especially
smoking.

Other Medical Tests: Serological tests of
those with asbestosis have shown increased levels
of antinuclear factor (ANF) and rheumatoid fac-
tor (RF)(142)(147). Others have reported normal
levels in mild cases, suggesting that these findings
may be the result of nonspecific lung damage
(24)(144). However, Gregor et al. have recently
reported a series of 119 subjects followed pro-
spectively at the Brompton Hospital and assess-
cd for progression in asbestosis relative to auto-



antibody status (36). Although the numbers were
small, there was some suggestion that those who
showed a progression over three to seven years
had higher antinuelear antibody titers and with
greater frequency. These anthors suggest that this
finding, il confirmed, might indicate a greater
degree of inflammation associated with greater
alveolar macrophage turnover; this may be an
impaortant event in rapid progression among
some with asbestosis.

HLA phenotype is another serological test
which has been studied in relationship to asbesto-
sis, exlenl of radiographic profusion, and pro-
gression of asbestosis, In a preliminary study,
Merchant et al. reported a slight increase in
HLA-27 phenotype among men with asbestosis
and this was associated with a greater degree
of fibrosis (radiographic profusion) (82). How-
cver, upon prospective evaluation of the HLA
system in asbestosis, Turner-Warwick concluded
that HLA phenotype was not of significant im-
portance in the ctiology of ashestosis (146).

PREVENTION

Available epidemiologic data support a
linear, no threshold dose-response relationship
between asbestas exposure and the risk of hing
cancer. Additionally, no threshold has been con-
vincingly demonstrated for nonmalignant respi-
ratory diseases associated with ashbestos exposure.
Thus, any asbestos exposure carries with it some
increased risk of asbestos related diseases. Ac-
cordingly, asbestos exposure should be eliminated
or reduced Lo the lowest level possible

The most effective method for eliminating
ashestos related diseases is substitution of less
toxic malerials or modiftication of a process or
product to eliminate asbestosis, Materials com-
monly used for substitution include fibrous glass,
rock wonl, slag wool, and various ceramic and
man-made fibers. Asbestos pipe insulation has
been satisfactorily replaced with calcium-silicate
insulation block, These substitute materials are
not totally without risk; thus appropriate work
practices and engineering controls are still
required.

Appropriaicly designed and maintained
engineering techniques are the control method
of choice where asbestos substitutes cannot be
used. Processing of asbestos in a wet state has
been shown to be an ¢ffective confrol method
in many asbestos processing industries, includ-

ing the ashestos textile indusiry, The most com-
monly used control measure in asheslos process-
ing plants is local exhaust ventilation whereby
liberated dust is collected at the dust source and
removed from the breathing zone of workers.
Methods of local exhaust ventilation also have
been developed for handtools such as saws and
drills used in the construction industry.

Appropriate work practices are an impor-
tant component of any dust control program.
These include use of wet methods or high effi-
ciency vacuum cleancrs for ¢leaning of ashestos
contaminated areas and proper disposal of asbes-
tos contaminated waste. Showering and chang-
ing of work clothes at the end of the work shift
are important in eliminating “take-home” expo-
sures. Respiratory protection is appropriate for
short-term jobs or operatians where controls may
be unfeasible; however, use of respirators is not
an acceptable substitute for engineering controls.

The combined effects of asbestos cxposure
and cigarctte smoking in increasing the risks of
lung cancer and asbestosis are well established.
In addition to reducing or eliminating asbestos
exposures, asbestos workers should be educated
on the multiplicative risks of smoking and as-
bestos exposures and encouraged not to smoke.
Anti-smoking programs are important for as-
bestos workers.

Various regulations have been promulgated
in the United States specifyving cxposurc limits,
cxposure monitoring requirements and medical
surveillance requirements. In 1972, the Occupa-
tional Safety and Health Administration pro-
mulgated its first exposure standard [or asbestos
fibers, specifying a limit of five fibers/cc of fibers
longer than 5um (fibers/cc) on an eight hour
time-weighted-average basis. This was reduced to
two fibers/cc on July 1, 1976, Subscguent reviews
of new literature on health hazards of asbestos
prompted the National [nstitute for Occupa-
tional Safery and Health to recommend an cight
hour exposure limit of 0.1 fiber/cc and elimina-
tion of all but essential uses of asbestos.

Research Priorities: Although asbestosis is
well characterized clinically and has been the
subject of a good deal of epidemiclogical re-
search, a number of research priorities remain:

1. Epidemiological studies are needed to

further characterize: potential asbestos
risk (rom exposure in the railroad in-

319



dustry; tremolite exposure from contami-
nated vermiculite and talc in the users of
these products; the risk (if any) among
those working in the ¢rushed stone in-
dustry; and to assess the risk of pleural
abnormalities in the absence of paren-
chymal changes.

2. Research is needed to further assess dif-
ferences in lung cancer and pneumo-
coniosis risks for various manufacturing
and mining populations,

3. Pathological standards developed to char-
acterize asbestosis need to be tested for
reliability and validity in a conirolled
trial.

4, More sensitive and specific tests are need-
ed to assess asbestos lung deposition and
injury.

5. Immunological, serological, and bron-
chial lavage studies of the progression of
asbestosis are needed to better charac-
terize the natural history of asbestosis,

6. Experimental animal and clinical trials
with promising chemotherapeutic modal-
ities, for both asbestosis and asbestos as-
sociated cancer, should be a high priority.

7. Research must continue on other fibrous
materials, such as wollastonitz and fine
fibrous glass and mineral wool, to docu-
ment other health ¢ffects which may be
associated with these fibrous materials.

REFERENCES

. Anderson, H. A., Lilis, R., Daum, 5. M.,
and Selikoff, 1. J.: Asbestosis among
household contacts of asbestos factory
workers. Ann NY Acad Sci 330:387-399,
1979.

2. Asbestos Dust: Technological feasibility
assessment and economic impact analysis
of the proposed federal occupational
standard. Research Triangle Institute,
Contract No. J-9-F-6-0225, U.S. Depart-
ment of Labor, September, 1978,

. Becklake, M. R.: Asbestos-related diseases
of the lung and other organs: their epi-
demiglogy and implications for clinical
practice. Am Rev Respir Dis 1/4:187- 227,
1976.

4. Becklake, M.

—

tad

R., Foumier-Masscy, G,

320

10,

1.

12.

14,

15.

Rossiter, C. E., and McDonald, J. C.;
Lung function in chrysotile asbestos

minec and mill workers of Quebec. Arch
Environ Health 24(6):401-409, 1972,

. Becklake, M. R., Liddell, . D. K., Man-

freda, J., and McDecnald, J. C.: Radio-
logical changes after withdrawal from
asbestos exposure. Br J Ind Med 36:23-
28, 1979,

. Berry, G., Gilson, J. C., Holmes, S.,

Lewinsohn, H. C., and Roach, 5. A.:
Asbestosis: A study of dose-response
relationships in an asbestos textile fac-
tory. Br I Ind Med 36:98-112, 1979.

. Boutin, C., Viallat, J. R., and Bellenfant,

M.: Radiological features in chrvsotile
asbestos mine and mill warkers in Cor-
sica. In: Biological Effects of Mineral
Fibres, 1. C. Wagner (Ed.), International
Agency for Research on Cancer, Scien-
tific Publication No. 30, 507-510, 1980.

. British Occupational Hygiene Society: Hy-

gicne standards for chrysatile ashestos
dust. Ann Occup Hyg 11:47, 1968.

. Brown, D, P., Dement, J. M., and Wagoner,

J. K.: Mortality patterns among miners
and millers occupationally cxposcd to
asbestiform tale. In: Dusts and Disease,
R. A. Lemen and J. M. Dement (Cds.),
Park Forest South, Ilinois: Pathotox
Publishers, Inc, 317-324, 1979,

Chure, A. and Warnock, M. L.: Asbestos
and other ferrginous bodies. Their for-
mation and significance. Ann I Path
102:447-456, 1981.

Churg, A., Warnock, M. L., and Green, N.:
Analysis of the cores of ferruginous
{asbestos) bodies from the general popu-
lation. II. True asbestos bodies and pseu-
do-asbestos bodies. [.ab Invest 40:31-38,
1979,

Clifton, R. A.; Asbestos: Mineral commeodi-
ty profiles. LS. Department of Interior,
July, 1979,

. Cochrane, J. C. and Webster, 1.; Mcso-

thelioma in relation to asbestos fibre ex-
posure, South African Med J {2:279- 281,
1978,

Cooke, W. E.: Fibrosis of the lungs due to
the mmhalation of asbestos dust. Br Med
J 2:147, 1924,

Corrin, B. and Price, A. B.: Electron



microscopic studies in desquamative in-
terstitial pneumeoenia associated with as-
hestas, Thorax 27:324-331, 1972,

16. Craighead, J. E., Abraham, J. L., Churg,
A., Green, F. H. Y., Kleinerman, T,
Pratt, P. (7, Seemayer, T. A., Vallvathan,
V., and Weill, H.: The pathology of as-
bestos assoclated diseases of the lungs
and pleural cavities. Arch Pathol T.ah
Med 106:543-596, 1982,

17. Daley, A, R., Zupko, A. J., and llebb, J.
[..: Technological feasibility and econom-
ic impact of OSHA proposcd revision ta
the Asbestos Standard. Weston Environ-
mental Consultants- Designers, March,
1976.

18. Dement, J. M., Harris, R. L., Svmons, M.
J., and Shy, C.: Estimates of dose-
response for respiratory cancer amaong
chrysotile asbestos textile workers, In;
Praoceedings of the 3th Imternational
Conference an Inhaled Particles and
Vapours, BOIILS, 1980,

19. Dement, J. M. and Zumwalde, R, D.: Oc¢-
cupational exposures to talcs containing
asbestiform minerals. In: Dust end
Disease. R. Lemen and J. M. Dement
{Eds.). Park Forest South, Illinois:
Pathotox Publishers, 278-305, 1979,

20. Doll, R.: Mortality from lung cancer in
ashestos workers. Br J Ind Med
12:81-86, 1955,

21. Donnelly, I. A.: Pulmonary asbestosis. Am
J Pub Health 23:1275-1281, 1933,

22. Donnelly, 1. A.: Pulmonary asbestosis: In-
cidence and prognosis, J Ind Hyg
18:222-278, 15936.

23, Dreessen, W. C., DallaValle, J. M., Ed-
wards, T. J., Miller, }. W., Sayers, R.
R., Eason, H. F., and Price, M. F.: A
study of asbestosis in the asbestos tex-
tile industry. Public Health Bulletin 217,

1938,
24. Edge, J. R.: Asbestos related disease in

Barrow-in-Furness. Environ Res [l
244-247, 1976,

25. EBEdge, J. R.: Incidence of bronchial car-
cinoma in shipyard workers with pleural
plaques. Ann NY Acad Sci 330:289-294,
1979,

26. Egbert, D. S. and Geiger, A. J.: Pulmonary
ashestosis and carcinoma. Report of a

—

27.

28.

29,

30.

12,

31

34,

35.

36.

37

case with necropsy findings. Am Rev of
Tuberculosis 34:143-146, 1936,

Elmes, P. C. and Simpson, M. J. C.: In-
sulation workers in Belfast. A further
study of mortality due to asbestos cx-
posure (1940-197%). Br J Ind Med
34(3):174-180, 1977,

Elmes, P, C, and Simpson, M. 1. C.: In-
sulation workers in Belfast, II1, mortalily
1940-1966. Br J Ind Med 28:226-236,
1971,

Estimates of the fraction of cancer in the
United States related 1o occupational ex-
posures. Report of INational Cancer In-
stitute, NIEHS, NIOSH Work Group,
Sept. 15, 1978,

Fournier-Massey, G. C. and Becklake, M.
R.: Pulmonary function profiles in
Quecbee asbestos workers, Bull Physio-
path Resp [/:429-445, 1975,

. Gamble, 1., Fellner, W., and DiMeo, M.

J.: Respiratory morbidity among miners
and millers of asbestiform talc. In: Dusts
and Disease, R. A, Lemen and J. M. De-
ment (Eds.). Park Forest South, lllinois:
Pathotox Publishers, Inc., 307-316,
1979,

Gillam, I. D., Dement, J. M., Lemen, R.
A, Wagoner, ], K., Archer, VO E., and
Blejer, H. P.: Mortality patterns among
hard rock gold miners exposed to an
asbestiform mineral. Ann NY Acad Sci
271:336-344, 1976.

(iloyne, S. R.: A case of oat cell carcinoma
of the lung oceurring in asbestosis.
Tubercle 78:100-101, 1936.

Gloyne, S. R.: Two cases of squamous car-
cinonoma of the lung occurring in
ashestosis. Tuberele £7:5-10, 1935,

Greenberg, S. D., Hurst, G. A, Christian-
son, 5. C., Matlage, W. J., Hurst, 1. J.,
and Marbry, L. C.: Pulmonary
cytopathology of former asbestos
workers. Am J Clin Pathol 646:815-822,
19786,

Gregor, A, Parkes, R. W, duBois, R., and
Turner-Warwick, M.: Radiographic pro-
gression of asbestosis: Preliminary
Report. Ann NY Acad Sci 330:147-136,
1979.

Giross, P., Delreville, T. P., Cralley, L. ].,
and Davis, J. M. C.: Pulmonary fer-

fad
%]
—



ruginous bodies: Development in
response Lo filamentous dusts and a
method of isolation and concentration.
Arch Pathol &5:539-5346, 1968.

38. Hammond, E. C., Selikoff, I. J., and Seid-

35,

40.

41.

42,

43.

46.

47.

322

man, H.: Ashestos, exposure, cigarette
smoking, and death rates. Ann NY Acad
Sci 330:473-490, 1979,

Harington, J1.5.: Ashestos and mesotheli-
cema in man. NMNature {London) 232:
54-35, 1971,

Hourithane, D. (YB., Lessof, L.., and
Richardson, P, C.: Hyaline and calcified
pleural plaques as an index of exposure
to asbestos. A study of radiological and
pathological features of 100 cascs with
a consideration of epidemiology. Br Med
J 1:1065-1074, 1966.

Hourthane, D. ("B, and McCaughev, W.
T. E.: Pathological aspcets of asbestosis.
Postgrad Med J 42:613-622, 1966.

Hueper, W. C.: Recent Results in Cancer
Research. Berlin: Springer Verlag, p. 44,
1956.

International Agency for Research on
Cancer: IARC Manographs on  the
evaluation of carcinogenic risk of
chemicals to man. Asbestos 74, 1977.

. International Labour Office. ILO-1980 In-

{ernattonal Classification of Radio-
graphs of the Pneumoconioses, Occupa-
tional Safety and Health Series XX, In-
ternational Labour Office, Geneva,
Switzerland.

. Jones, I. S. P., Pooley, F. D., Clark, N.

1., Owen, W, G., Roberts, G. H., Smith,
P., Wagner, J. C., and Berry G.: The
pathology and mineral content of lungs
in cascs af mesothelioma in the United
Kingdom in 1976, In: Biclogical Effects
of Mineral Fibers, Vol. 1. J. C. Wagner,
Ed., World Health Organizatior, 1ARC
Scientific Publication No. 30, pp.
187-198, 1980,

Jones, J. 5. P., Pooley, F. D., and Smith,
P. G.: Factory populations exposed to
crocidolite, asbestos—A  continuing
survey, International Agency for
Research on Cancer, Inserm Symposium
Series 32. [ARC Scientific Publication
No. 13, 117, 1976,

Jones, 1. 5. P., Smith, P. i., Paocley, F.
D., et al.: The conscquences of exposure

48.

49,

50.

51,

52.

53.

54.

57.

to asbestos dust in a wartime gas-mask
factory. In: Biological Effects of Mineral
Fibres. J. C. Wagner (Ed.}. Internaticnal
Agency for Research on Cancer, Scien-
tific Publication No. 30, 637-653, 1980.

Jones, R. N., Diem, I. E., Glindmeyer, H.,
Weill, H., and Gilson, I. C.: Progres-
sion of asbestos radiographic abnor-
malities: Relationships to estimates of
dust exposure and annual decline in lung
function. In: Biological Effects of
Mineral Fibres, J. C. Wagner, Ed., In-
ternational Agency for Research on
Cancer, Scientific Publication No. 30,
537-543, 1980,

Kannerstein, M. and Churg, I.: Pathology
of carcinoma of the lung associated with
asbestos exposurc. Cancer 30:14-21,
1972.

Kannerstein, M., Churg, 1., and McCaugh-
ey, W. 'Ll E.: Functions of mesotheliona
pancls. Anan NY Acad Sci 330:433-439,
1979,

Kilviluoto, R.: Pleural calcification as a
roentgenologic sign of non-occupational
endemic anthophvilite-asbestos. ACTA
Radiologica (Supplement) 794:1-67, 1960,

Kleinfeld, M., Giel, C. P., Majeraonowski,
J. F., and Messite, J.: Tale pneumo-
coniosis: a report of six patients with
post mortem findings. Ind Hyg Rev. 6:
5-29, 1964,

Kleinfeld, M., Messite, J., and Kooyman,
O.: Mortality among tale miners and
millers in New York State. Arch. En-
viron. Health 14:063-672, 1967,

Kleinfeld, M., Messite, J., Kooyman, O.,
and Shapiro, J.: Pulmonary ventilatory
function in talcosis of the lung. Ind Hyg
Rev 7:14-23, 1965,

. Kleinfeld, M., Messite, J., and Langer, A.

J.: A study of workers exposed to
asbestiform minerals in commercial talc
manufaciure, Env Res 6:132-143, 1973,

. Kleinfeld, M. J., Messite, J., Shapiro, J.,

Kooyman, (3., and Swencicki, R.: Lung
function in talc workers: a comparative
physiologic study of workers exposed 1o
fibrous and granular talc dusts. Ind Hyg
Rev 7:3-13, 1965,

Kleinfeld, M., Messite, J., Swencicki, R.,
and Sarfaly, J.: Lung function changes
in talc pneumoconiosis. JOM 7:12-17,



58.

59.

61.

62.

63,

64.

65,

66.

67.

68,

1965,

Kleinfeld, M., Messite, J., and Zaki, H.;
Mortality experiences among talc
workers. A follow-up study. JOM
16:345-349, 1974,

Knox, J. F., Doll, R. 8., and Hill, L. D.:
Cohort analysis of changes in incidence
of bronchial carcinoma in a textile
asbestos factory. Ann NY Acad Sci
132:526-535, 1965.

. Knox, I. F., Holmes, 8., Doll, R., and Hill,

I. D.: Mortality from lung cancer and
other causes among workers in an
asbestos textile factory. Br ] Ind Med
25:293-303, 1968,

Kogan, F. M., Guselnikova, N. A., and
Gulevskaya, H. R.: Cancer mortality
rate among workers in the asbestos in-
dustry in the Urals. Gig i Sanit 37(7):29,
1972.

Kuhn, C. and Kuo, T. T.: Cytoplasmic
hvalin in asbestosis. A reaction of in-
jured alveolar epithelium. Arch Pathol
95:190-194, 1973,

Kuschner, M. and Wright, G.: The effects
of intratracheal insrillation of glass fiber
of varving sizes in puines pigs. In Pro-
ceedings of a Symposium: Occupational
Exposure to Fibrous Glass. U.S. Depart-
ment of Health, Education, and
Welfare, National Institute for Qccupa-
tional Safety and Health, HEW Publica-
tion No. (NIOSH) 76-151, 1976.

Langer, A. M., Maggiore, C. M.,
Micholson, W. J., Rohl, A. N., Rubin,
I. B., and Selikoff, 1. J.: The contamina-
tion of Lake Superior with amphibole
gangue minerals. Ann NY Acad Sci
330:549-572, 1979,

LeBouffant, L.: Investigations and analvsis
of asbestos fibers and accompanying
minerals in biological materials. Environ
Health Persp 9:149-153, 1974,

Lee, 3. H. and Selikoff, 1. J.: Historical
background to the asbestos problem. En-
viron Res 18:300-314, 1979,

Lewinsohn, H. C.: The medical surveillance
of asbestos workers. Rov Soc Health J
92(2):69-77, 1972.

Liddell, I3., Evssen, G., Thomas, ID,, and
McDonald, C.: Radiological changes
over 20 years in relation to chrysotile ex-
posure in Quebec. In: Inkaled Particles

69.

70.

71.

72.

73.

74,

75.

76.

77.

78.

79.

1V, W, H. Walton (ed.). Oxford:
Pergamon Press, 799-812, 1977.

Liddell, F. D. K. and McDonaid, J. C.:
Radiological findings as predictors of
mortality in Quebec ashestos workers. Br
J Ind Med 37:257-267, 198Q.

Lynch, K. M. and Smith, W. A.:
Pulmonary asbestosis I. Report of bron-
chial carcinoma and cpithelial
metaplasia. Am J Cancer 356:567-572,
1931,

Lynch, K. M. and Smith, W. A.:
Pulmonary asbestosis III. Carcinoma of
the lung in asbesto-silicosis. Am J
Cancer [4:56-64, 1935,

Maldoon, B. C. and Turner-Warwick, M.:
Lung function studies in asbestos
workers. Br J Dis Chest 66:121-132,
1972,

Mancuso, T. F. and Coulter, E. J.:
Methodology in industrial health studies.
The cohort approach, with special
reference to an asbestos company. Arch
Environ Health 6:210-226, 1963.

Martinischnig, K. M., Newell, D. J., Barn-
sley, W. C., Cowan, W. K., Feinmann,
E. L., and QOliver, E.: Unsuspected ex-
posure to asbestos and bronchogenic car-
cinoma. Br Med J }6063):746-749,
1977.

McDonald, A. D. and McDonald, I. C.:
Mesothelioma after crocidolite exposure
during gas mask manufacture. Environ
Res 17:340, 1978.

McDonald, J. C., Becklake, M. R., Gibbs,
G. W,, McDonald, A. D., and Rossiter,
C. E.: The health of chrysotile asbestos
minc and mill workers of Quebec. Arch
Environ Health 25(2/:61-68, 1974.

McDonald, I. C., Becklake, M. R.,
Fournier-Massey, G., and Rossiter, C.
E.: Respiratory symptoms in chrysotile
asbestos mine and mill workers of
Quebec. Arch Environ Health
24(5):358-363, 1972,

McDonald, J. C., Gibbs, G. W., Liddell,
F. V. D., and McDonald, A. D.: Mor-
tality after long exposure to cumming-
tonite grunerite. Am Rev Respir Dis
118:271-277, 1978.

McDonald, J. C. and Liddell, F. D. K.;
Martality in Canadian miners and millers
exposed to chrysotile. Ann NY Acad Sci

323



30.

81.

B2,

83.

84,

85.

86.

R7.

88.
89,

324

330:1-9, 1979,

McDonald, J. C., Liddell, F. D. K., Gibbs,
G. W, Eyssen, G. E., and McDonald,
A. D.: Dust exposure and mortality in
chrysotile mining, 1910-75. Br J Ind Med
37:11-24, 1980,

McDonald, J. C., McDonald, A. D.,
Gibbs, G. W., Siemiatycki, I., and
Rossiter, C. E.: Mortality in the
chrysotile asbestos mines and mills of
Quebec. Arch Environ Health
22:677-686, 1971.

Merchant, J. A., Klonda, P. T., Soutar,
C. A., Parkes, W. R., Lawler, 5. D, and
Turncr-Warwick, M.: The HLA system
in asbestos workers. Br Med J 718991,
1975,

Merewether, E. R, A.: In: Annual Report
of the Chief Inspector of Factories for
the year 1947, London: Her Majesty’s
Stationery Office. pp 56-58, January,
1947,

Merewether, E. R. A. and Price, C. W.;
Report on the effects of asbestos dust on
the lungs and dust suppression in the
asbestos industry. [. Occurrence of
pulmonary fibrosis and other pulmonary
affections in asbestos workers. 1. Pro-
cesses giving rise to dust and methods for
its suppression. London: Her Majestyv’s
Stationery Office, 1930.

Meurman, L. O.: Pleural fibrocalcific
plaques and asbestos exposure. Environ
Res 2:30-46, 1968.

Meurman, L. O., Kilviluato, R., and
Hakama, M.: Combined effects of
asbestos exposure and tobacco smoking
on Finnish anthophyllite miners and
millers. Ann NY Acad Sci 330-491-495,
197G,

Meurman, 1.. Q., Kilviluoto, R., and
Hakama, M.: Mortality and morbidity
among the working population of an-
thophyllite asbestos miners in Finland.
Br J Ind Mcd 31(2):105-112, 1974,

Mills, R. G.: Pulmonary asbestosis: Report
of a case. Minn Med J /3:495-499, 1930,

Morgan, R. H.: Proficiency examination
of physicians for classifving
pneumoconiosis chest films. Am J
Roentgenol 732:803-808, 1979,

. Morgan, R. H., Donner, M. W., Gayler,

B. W., et al.: Decision processes and

91

92.

93.

94.

9s.

96.

98.

99,

100.

observer crrors in the diagnosis of
pneumoconiosis by chest roent-
genography. Am J Roentgenol 117:
757-764, 1973,

. Morgan, W. K. C.: Rheumatoid
pneumoconiosis in  association with
asbestosis. Thorax 19:433-435, 1964,

Murphy, R. L., Ferris, B., and Burgess, W,
A.; Effects of low concentrations of
asbestos. Clinical, environmental,
radiologic and epidemiologic observa-
tions in shipyvard pipe coverers and con-
trols. N Eng J Med 285(23):1271-1278,
1971,

Murphy, R. L. H., Gacnsler, E. A, Fer-
ris, B. G., et al.: Diagnosis of asbestosis.
Observations from a longitudinal survey
of shipyard pipe coverers. Am | Med
65(3):488-498, 1978.

Murphy, R. L. H., Gaensler, E. A., Red-
ding, R. A., Belleau, R., Kellan, P. .,
Smith, A. A., and Ferris, B. D., Ir.:
Low exposure to asbestos. Gas exchange
in ship pipe covers and controls. Arch
Environ Hith 25:253-264, 1972,

Murray, M.: As reported by Lee, D. H. K.
and Selikofr, I. J.: Historical
background to the asbestos problem. En-
viron Res 18:300-314, 1979,

Newhouse, M. L.: A study of the mortali-
ty of workers in an asbestos factory. Br
J Ind Med 26.294-301, 1969,

. Newhouse, M. L.: Cancer amang workers

in the asbestos textile industry. In: Pro-
ceedings of the Conference on Biological
Effects of Asbestos. P. Bogovski, J. C.
Gibson, V. Timbrell, and J. C. Wagner,
(Eds.). International Agency for
Rescarch on Cancer, 203-208, 1973,

Mewhouse, M. L.., Berry, G., Wagner, J.
C., and Turok, M. E.: A study of the
mortality of female asbestos workers. Br
J Ind Med 29(2):134-141, 1972,

Nicholson, W. J., Selikoff, 1. J., Scidman,
H., Lilis, R., and Formby, P.: Longterm
mortality of chrysotile miners and millers
in the Thetlord Mines, Quebec. Ann NY
Acad Sci 330:11-21, 1979,

Niewochner, D. F., Kleinerman, J., and
Rice, D. B.: Pathologic changes in the
peripheral airways of voung cigarette
smokers. N Eng J Med 29/-755-758,
1974,



101.

102.

103.

104.

105.

106.

107.

108.

109.

110.

111.

112.

113,

Nishimura, M. and Scra, Y.: Lung cancer
occurring with pneumoconiosis and
histological study of the bronchial
epithelium. Kinkishuo-Byein Nat
Sanatorium, Iryo, Japan, 23(2):194-203,
1669,

Nordmann, M.: The occupational basis for
asbestosis in asbestos workers. J Ind Hyy
20:184, 1938.

MNoro, L.: Occupational and non-
occupational asbestosis in Finland. Am
Ind Hyg Assoc J 29:195-201, 1968.

Oliver, T.: Clinical aspects of pulmonary
asbestosis. Br Med 1 2:1026, 1927.

Pancoast, H. K., Miller, T. C., and Lan-
dis, H. R. M.: A roentgenologic study
of the effects of dust inhalation upon the
lungs. Trans Assoc of Am Physicians
32:97-108, 1917,

Pancoast, H. K. and Pendergrass, F. P.:
Pneumoconiosis: A Roentgenological
Study. New York: Paul B Hocher Inc.,
1926.

Pano, F. W., Patton, J. K., and Hobbs,
A. A.: Pneumoconiosis in the talc in-
dustry. Am J Roent and Rad Ther
47:507-524, 1942,

Peto, l.: Dose-response rclationships {or
ashestos-related disease: Implication for
hygiene standards, Part II, Mortality.
Ann NY Acad Sci 330:195-204, 1979,

Peto, I., Doll, R., Howard, S. V., Kinlen,
L. J., and Lewinsohn, H, C.,: Mortality
study among workers in an English
asbestos factory. Br J Ind Med
34(3):169-173, 1977.

Pott, F. and Friedrichs, K. H.: Tumors in
rats after intraperitoneal injection of
fibrous dust. Naturwissenschaften
59:318, 1972 {Ger.).

Port, F., Friedrichs, K. H., and Huth, F.:
Ergebnisse aus ticrversuchens zur
Kanzerogenen Wirkung Faserformiger
Stauke undihre deuting in himblick auf
die tumorentstehung beim mecnschen.
Zbl Bakt Hyg I Abt Orig B 162:467-505,
1976.

Roberts, G. F.: The pathology of parietal
pleural plaques. J Clin Parhol 24:
348-353, 1971.

Robinson, C. F., Lemen, R. A., and
Wagoner, J. K.: Mortality patterns,
1940-1973, among workers employed in

114.

115,

116.

117,

118,

119,

120.

121.

122.

123,

124,

an asbestos textile fiction and packing
products manufacturing facility. In:
Dusts and Diseases, R. A. Lemen and
J. M. Dement (Eds.), Park Farest South
Ilinois: Pathotox Publishers, Inc.,
131-143, 1979,

Rodriguez-Roisen, R., Merchant, J. A.,
Cochrane, G. M., Hickey, B. P. H.,
Turner-Warwick, M., and Clarke, T. T.:
Maximal expiratory flow volume curves
in workers exposed to asbestos. Respira-
tion 39:158-165, 1980.

Rohl, A. N., Langer, A. M. and Selikott,
I. J.: Environmental asbestos pollution
related to use of quarried serpentine
rock. Science 796:1319-1322, 1977.

Rubino, G. F., Newhouse, M., Murray, G.,
Scansetti, G., Piolatto, G., and Aresini,
G.: Radiologic changes after cessation
of cxposure among chrysotile asbestos
miners in Italy. Ann NY Acad Sci
J30:157-161, 1979,

Rubino, G. F., Piolatto, G., Newhouse, M.
L., et al.: Mortality of chrysotile asbestos
workers at the Balangero Mine, Nor-
thern taly. Br J Ind Med 36:187, 1979.

Seidman, H. R., Lilis, R., and Selikoff, I.
J.: Short-term ashestos exposure and
delayed cancer risk. In: Third Interna-
tional Symposium on Detection and
Prevention of Cancer. H. E. Nicbergo
(Ed.}, New York: Marcel Dekker, Inc.,
043-960, 1977.

Scidman, H., Selikoff, 1. J., and Ham-
mond, . C.: Short-term asbestos ex-
posure and long-tcrm observation. Ann
NY Acad Sci 330:61-89, 1979.

Seiler, H. E. and Gilmour, M. D.: A case
of pulmonary asbestosis. Br Med J
1:1112, 1931.

Selikoff, I. J.: Clinical survey of chrysotile
asbestos miners and millers in Bale
Verte, Newfoundland- 1976, Report to
the National [nstitute of Environmental
Health Sciences, December 22, 1977,

Selikoff, 1. J.: The occurrence of pleural
calcification among asbestos insulation
workers. Ann NY Acad Sci 732:351-367,
1965,

Selikoff, 1. I., Churg, J., and Hammond,
E. C.: Asbestos exposure and neoplasia.
JAMA /88(1):142-146, 1964.

Selikoff, I. J., Churg, J., and Hammond,

325



125,

126.

127,

128,

129,

130.

131,

132,

136.

137.

326

E. C.: The occurrence of asbestos among
insulation workers in the United States.
Ann NY Acad Sci 132:139-155, 1965.

Selikoft, 1. J., Hammond, E. C., and
Churg, J.: Carcinogenicity of amosite
asbestos. Arch Environ Health
25(3):183-186, 1972.

Selikoff, 1. 1., Hammond, E. C., and Seid-
man, H.: Cancer risk of insulation
workers in the United States. In: Pro-
ceeding of the Conference on Biological
Effects of Ashestos. P. Bogovoki, J. C.
Gilson, V. Timbrell, and J. C. Wagner
(Eds.). International Agency for
Research on Cancer, 209-216, 1973.

Selikoff, 1. J., Hammond, E. C., and Seid-
man, H.: Mortality experience of insula-
tion workers in the United States and
Canada, 1943-1976, Ann NY Acad Sci
330:91-116, 1979,

Selikoff, 1. J. and Lee, D. H.: Ashestos and
Disease. New York: Academic Press,
Inc., 1978.

Selikoff, I. J., Seidman, H., and Ham-
mond, E. C.: Mortality effect of
cigarette smoking among amosite
asbestos factory workers. J Natl Cancer
Inst 63(3):507-513, 1980.

Sheers, G.: Asbestos-associated disease in
employees of Devonport Dockyard. Ann
NY Acad Sci 330:281-287, 1979.

Schull, I. R.: Asbestosis. A rocnlgenologic
review of 71 cases. Radiology
27:279-292, 1936.

Siegal, W., Smith, A. R., and Greenburg,
L.: The dust hazard in tremolite mining,
including roentgenological findings in
talc workers. Am J Roentgenology and
Radium Ther 49:11-29, 1942,

. Siegal, W., Smith, A. R., and Greenburg,

L.: Study of talc miners and millers. In-
dustrial Bull 22:3-12, 1943.

. Simson, F. W.: Pulmonary asbestosis in

Africa. Br Med J 7:885, 1928.

. Simson, F. W. and Strachan, A. S.:

Asbestos bodies in sputum; a study of
specimens from 50 workers in asbestos
mill. J Path and Bact 34:1-4, 1931.

Shuis-Cremer, G. K.: The relationship bet-
ween asbestosis and bronchial cancer.
Chest 78:380-381, 1980.

Smith, M. J., and Navlor, B.: A method
for extracting ferruginous bodies from

138,

139.

140.

141,

142,

143.

144,

145,

146.

147,

148

149

sputum and pulmonary tissue. Am J Clin
Pathol 38.:250-255, 1972,

Spencer, H.: The pneumoconioses and
other occupational lung diseases. In:
Pathology of the Lung, Vol. 1, 1977,
New York: Pergamon Press, pp.
371-462, 1977.

Stanton, M. ., Layard, M., Miller, M.,
and Kent, E.: Carcinogenicity of fibrous
glass: Pleural response in the rat in rela-
tion to fiber dimension. J Natl Cancer
Inst 58:587-603, 1977,

Stewart, 1. M., Putscher, R. E., Hermecki,
H. I., and Shimps, R. J.: Asbestos fibers
in discharges from selected mining and
milling activities, Final Report. EPA
Contract No. 68-01-2690, January, 1977,

Stewart, M. J.: The immediate diagnosis
of pulmonary asbestosis at necropsy. Br
Med J 2:509, 1928, )

Stansfield, D. and Edge, J. R.: Circulatory
rheumatoid factor and antinuclear an-
tibodies in shipyard asbestos workers
with pleural plagues. Br J Dis Chest
68:166-170, 1974,

Suzuki, Y. and Churg, J.: Structure and
development of the asbestos body. Am
J Pathol 35:79-107, 1969,

Taivanen, O., Salmirolli, M., G’Molnar,
G.: Pulmonary asbestosis and aulo-
immunity, Br Med J 1:691-692, 1976.

Thompson, J. G.: The pathogenesis of
pleural plagues. In: Preumoconiosis,
Proceedings of the International Con-
ference, Johanneshurg, 1969, H. A.
Shapiroe, Ed., Cape Town: Oxford
University Press, pp. 138-141, 1969,

Turner-Warwick, M.: HLA phenotypes in
asbestos workers. Br J Dis Chest
73:243-244, 1979,

Turner-Warwick, M. and Parkes, W. R.,;
Circulatory rheumatoid and antinuclear
factors in asbestos workers. Br Med J
111:492-495, 1970,

. U.S. Public Health Service, National In-
stitute for Occupational Safety and
Health. Criteria for a Recommended
Standard: Occupational Exposure to
Asbestos. Publication No. HSM
72-10267, 1972.

. U.S. Public Health Service, National In-
stitute for Qccupational Safety and
Health. Workplace exposure to



Asbestos: Review and Recommenda-
tions. Publication No. DHHS (NIO5SH)
81-103, 1980.

150. Vallyathan, N. V., Green, F. H. Y., and
Craighead, J. E.: Recent advances in the
study of mineral pneumoconiosis. Pathol
Annual 75:77-104, 1980.

151. Wagner, 1. C., Gilson, J. C., Berry, G.,
and Timbrcll, V.: Epidemiology of
asbestos cancers. Br Med Bull 27:71-76,
1971.

152. Wagner, I. C., Sleggs, C. A., and Mar-
chand, P.: Diffuse pleural mesothelioma
and asbestos exposure in the North
Western Cape Province. Br J Ind Med
17:260-271, 1960.

153. Wang, N. 8., Haung, 8. N., and Gold, P.:
Absence of carcinoembryonic antigen-
like material in mesothelioma. An im-
munchistochemical differentiation from
other lung cancer. Cancer 44:937-943,
1979.

154. Waxler, B., Eisenstein, R., and Battifora, H.:
Electrophoresis of tissue glycosaminogly-
cans as an aid in the diagnosis of meso-
theliomas. Cuncer 44:221-227, 1979,

155. Webster, I.: Malignancy in relation to
crocidolite and amosite. In: Proceedings
of the Conference on Biological Effects
ol Asbestos. P. Bogovski, J. C. Gilson,
V. Timbrell, J. C. Wagncr (Eds.). Inter-
national Agency for Research on
Cancer, 195-198, 1973,

156. Weill, H., Hughes, J., and Waggenpack,
C.: Influence of dose and fiber type on
respiratory malignancy risks in asbestos
cement manufacturing. Am Rev Respir
Dis 120:345-354, 1979.

157. Weill, H., Waggenpack, C., Bailey, W., Zis-

158.

i61.

162.

163.

kind, M., and Rossiter C.: Radiographic
and physiologic patterns among workers
engaged in manufacture of asbestos ce-
ment praducts. A Preliminary Report.
JOM 15(3):248-252, 1973.

Weill, H., Ziskind, M. M., and Waggen-
pack, C.: Lung function consequences
of dust exposure in asbestos cement
manufacturing plants. Arch Environ
Health 3({2):88-97, 1975.

. Weiss, W.: Cigarette smoking, asbestos,

and pulmonary fibrosis. Am Rev Respir
Dis 7104:223-227, 1971.

. Weiss, W.: Mortality of a cohort exposed

to  chrysotile asbestos. JOM
19(11):737-740, 1977.

Weiss, W. and Theodas, P. A.: Pleuro-
pulmonary disease among asbestos
workers in relation to smoking and type
of exposure. JOM 26:341-345, 1978.

Whitwell, F., Newhouse, M. L., and Ben-
nett, D. R.: A study of the histological
cell tvpes of lung cancer in workers suf-
fering from asbestosis in the United
Kingdom. Br J Ind Med 37:298-303,
1974,

Whitwell, F., Scott, J., and Grimshaw, M.:
Relationship between occupalions and
asbestos-fibre content of the lungs in pa-
tients with pleural mesothelioma, lung

cancer, and other diseases. Thorax
32:377-186, 1977.
. Wood, W. B. and Gloyne, S. R.:

Pulmonary asbestosis. Lancet [:445,
1934,

. Wyers, H.: Thesis presented to the Univer-

sity of Glasgow for the degree of Doc-
tor of Medicine, 1946.

327



	ASBESTOSIS
	INTRODUCTION
	DEFINITION
	CAUSATIVE AGENTS
	POPULATION AT RISK
	EPIDEMIOLOGY
	PATHOLOGY
	CLINICAL EVALUATION
	PREVENTION
	REFERENCES




