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In this paper we present the results of the extension
of the follow-up of a historical cohort o f European
man-made mineral fiber (MMMF) production workers
carried out through international coll aboration
between the International Agency fo r Research on
Ca ncer (IARC) and a number of scientific institutions
in seven European countries . The pr elim inary results
of the study have been published in Cancer Letters (25).
The epidemiologic and animal evidence on the car-
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cinogenicity of MMMF is reviewed elsewhere in this
same supplement (6 , 21).

Material and methods

The populati on under stu dy , as in the previous follow­
up, was the workforce ever employed (with at least one
year of employment in England and Sweden) in the
13 factories already enrolled in the study (22, 23). These
factories are listed in table I along with th eir date o f
starti ng MMMF production and the co unt ry in which
each is located. More information on the facto ries and
their work forces m ay be fo und in th is suppleme nt in
the pape rs specific to ea ch country .

Th e curr ent total size of the cohort (24 609 persons)
was smaller than in the previous report (22, 23). Some
indi vidu als had been removed from the cohort, almost
entirely due to two reasons. First , a gro up of workers
had been found in factory 8 to ha ve been employed
in a di ff erent production ar ea , awa y fro m MMM F
product ion. Second, in factories 7, 8, and 9, the popu­
lat ion o f individu al s employed less th an one yea r was
incomplete at the factory level or th e quality o f the
data was inadequate for tracing vital status, and so,
to min imize the potential for bias, th ey were excluded
fro m the cohort. The total of 24 609persons remained



after these changes. After separation of the office
workers most of the analysis concentrated on 21 967
MMMF production workers .

In at least two of the factories (factories I and 6)
the factory records available at the time of cohort
definition were incomplete for the early years . For a
number of workers who had worked in MMMF pro­
duction for relatively short periods and then left , the
records had not been kept.

Age- and sex-specific national mortality reference
rates were computed at IARC for the study extension
period with the use of the mortality data bank of the
World Health Organization (WHO). A conversion
table was prepared at IARC to allow the pooling of
the results over different revisions (26, 27, 28) of the
International Clas sification of Diseases (lCD) . Na­
tional mortality reference rates were extrapolated back
to the date of starting MMMF production when this
date was prior to the availability of the rates. National
reference rates for cancer incidence, all according to
the seventh ICD revision, were supplied by the national
investigators and used for calculating expected incident
cancer cases. Th is procedure applied to factories I to
9 located in four countries providing nationwide can­
cer registration.

The data processing and analysis were centrally per­
formed at IARC in close collaboration with the na­
tional investigators. The expected deaths or incident
cancer cases were derived from multiplying the accu­
mulated person-years by the national reference rates
across sex, age, and calendar-year strata, and ratios
[standardized mortality ratio (SMR) or standardized
incidence ratio (SIR») between observed deaths (or
cancer cases) and expected values, multiplied by 100
(4) were calculated. The 95 0,70 confidence intervals for
the two types of ratio were computed on the basi s of
the Po isson distribution . Ratios with confidence in­
ter vals excluding 100 were considered significant at the
5 % level.

As it has been suggested that local reference popu­
lations ma y be more comparable to a study popula-

tion in terms of exposure to general pollution, social
class composition, or cultural habits (for example
cigarette smoking), locally adjusted standardized mor­
tality ratio (SMR) values for cancers of the trachea,
bronchus, and lung (referred to as "lung cancer") were
estimated from multiplying the expected deaths by a
locally derived SMR (16). In the cho ice of the most
appropriate SMR, the following factors have been
taken into account : the area should be representative
of the area from which the employees are drawn; the
size of the reference population should not to be too
small, and the period for which the SMR was available
should not have been too short. For factories 2 and
11, no adjustment was made because the national pop­
ulations were already quite small. SMR values for the
immediate local areas were used for factories I and
10, and for the remainder SMR value s were calculated
at the regional or county level.

All but one of the factories could be uniquely as­
signed to one of the three production processes, rock
wool/slag wool, glass wool, or continuous filament.
Factory 14, currently a continuous-filament produc­
tion plant, was also a gla ss wool producer during
1946-1960. The results of the hygiene measurements
summar ized in the previous report (18) indi cate that
respirable fiber levels are (and presumably ha ve been)
higher in glass -wool than in continuous-filament
plants. Therefore during 1946 to 1960 the factory was
categorized as a glass-wool factory , and the factory
cohort has been subdivided into two, those onl y em­
ployed in continuous-filament production (all of whom
started in 1961 or later) and those ever employed dur­
ing the period of glass-wool production. The results
by production process or for the total have been
generated from the summing of the observed and ex­
pected deaths over the relevant factories.

Of the 24 609 members of the cohort, 2 642 (11 %)
had onl y worked in office jobs, and they were con ­
sidered unexposed to the production environment . The
proportion of office workers varied by factor y between
o and 29.5 % .

Table 1. Factories included in the study by country, type of process, and dates of fellow-up.

Year Final year of to llow-up
Factory" production Country Type of process

Mortality Inc idencestarted

01 (C) 1937 Denma rk Rock wool/slag wool 1982 1982
02 (F) 1941 Finland Glass wool 1981 1981
03 (I) 1950 Norway Rock wool/slag wool 1982 1983
04 (H) 1940 Norway Rock wool/slag wool 1982 1983
05 (G) 1948 Norway Rock wool/slag wool 1982 1983
06 (L) 1935 Norway Glass wool 1982 1983
07 (D) 1933 Sweden Glass wool 1982 1982
08 (K) 1943 Sweden Rock wool/slag wool 1982 1982
09 (M) 1938 Sweden Rock wool /slag wool 1982 1982
10 (E) 1943 United Kingdom Glass woo l 1983
11 (J) 1946 United Kingdom Continuous filament 1983
12 (0) 1941 German y Rock wool/slag wool 1982
14 (N) 1961 Italy Cont inuous filament 1983
14 (N) 1946 Italy Glass wool 1983

a The alphabet ic code used in previous publications is given in parentheses.
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For most of the facto ries in the cohort , workers
could not be assigned to detailed occupational cate­
gories ; thus the analysis was carried out using fairly
broad occupational categories. Each individual was
allocated to one category as follows: (i) employed in
the production and preproduction areas only, (ii) em­
ployed in secondary processes only, (iii) employed in
maintenance occupations only, (iv) employed in other
jobs (eg, internal transport drivers, storemen) only, (v)
manual worker, unspecified job title or mixed expo­
sure having been employed in more than one of the
previously mentioned job categories, (vi) job category
unknown, or (vii) mixed exposed and unexposed,
having worked some time both in one of the preceding
categories and also in office employment.

For analysis by length of exposure, the duration of
employment of most of the population was known .
However there were 320 individuals who had at least
one period of employment of unknown duration, and
these plus 372 individuals in the mixed exposed and
unexpo sed category were assigned to the unknown
length category.

A historical environmental investigation was carried
out which involved a team from the Edinburgh Insti­
tute of Occupational Medicine and IARe visiting the
13 factories included in the study and collecting de­
tailed information on the production processes oper­
ating in each factory since the start of activity, the raw
materials used, the use and type of dust-suppressing
agents (mineral oil, resin/binders, pitch) in the dif­
ferent periods of industrial activity, any presence of
other contaminants, asbestos in particular, and the

Table 2. Person-years for mortality among both sexes by
leng th of employment and follow-up

Length of Years since first exposure
employment Tota l
(years) :59 10-19 20-29 ~ 30

< 1 72 474 30171 7002 1276 110923
1-4 85690 35627 14275 4671 140264
5-9 27904 16810 6842 2219 53775

10-19 26222 7483 2021 35726
~20 7095 2587 9682

Unknown 5797 5204 2658 573 14232

Total 191 866 114034 45355 13347 364601

Table 3. Study populat ion by vi tal status.

Males Fe males Total

N % N % N %

Alive at end of
follow-up 16777 82.5 3725 87.1 20 502 83.3
Dead 2540 12.5 296 6.9 2 836 11.5
Emig rated 624 3.1 102 2.4 726 3.0
Lost to Iouow-up 389 1.9 156 3.7 545 2.2

Tota l 20330 100 4279 100 24609 100
Expos ed cohort 18753 92.2 3 2 14 75.1 21 967 89.3
Unexpos ed cohort 1577 7.8 1 065 24.9 2642 10.7
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general and local ventilation systems in use since pro­
duction started (3). All the information was collected
from the factory files, management, and personnel
presently or previously employed at the factory, and
a summary was agreed upon by the factory personnel
involved in the survey. No hygiene measurements from
the past were available, but the aforementioned infor­
mation was used to discriminate periods in each fac­
tory when the potential for respirable fiber exposure
was higher than at present.

An important change from the previous follow-up
derived from information newly acquired through the
historical environmental investigation. Because of it,
workers could be entered into the cohort from the date
of their first exposure to MMMF, rather than (as pre­
viously) from the date of their first employment at the
plant.

The type of process operating and the use and ty­
pes of dust-suppressing agents having been taken into
account, the "technological phases" judged to involve
different and decreasin g levels of exposure to fibers
were defined in advance of the statistical analysis. The
similarity of the technology used in the different facto­
ries, although at quite different dates, implied suffi­
cient homogeneit y in fiber exposure to justify pooling
the workers employed within each of the phases for
the analysis of mortality .

Airborne levels of MMMF in the factories were
estimated to be the highest when no dust-suppressing
agent (mainly mineral oil) was used and/or a batch
process involving labor intensive and hand-operated
production methods were in operation. These condi­
tions were called the early technologicalphase; the lung
cancer mortality experience of the part of the cohort
employed during this period has been presented for
comparison with the part of the cohort employed dur­
ing periods when oil and resin binder were in use with
modern mechanized production methods (late tech­
nological phase) . The intermediate phase with expo­
sure during the use of processes both with and without
dust suppressors was called the intermediate tech­
nological phase.

For the analysis by technological phase, individuals
were allocated into the group within which their date
of first exposure fell. Thus individuals who were em­
ployed for long periods covering, for example, two or
three technological phases only contribute to the first
subgroup they entered.

The person- years at risk subdivided by length of
employment and follow-up are presented in table 2.
The contribution to person -years of the longer ob­
servation periods (ie, 20-29 and ~ 30 years since first
exposure) was, respectively, 12.4 and 3.7 % of the
entire total. The total number of deaths, lost to follow­
up, and emigration are presented in table 3. Complete
follow-up was successful for 95 070 of the cohor t.

Due to the exclusion of some individuals and the
improved estimates of date s of first exposure , the
presented results are not directly comparable with the



previously published findings (23). In addition, other
deaths which occurred prior to 1977 have since been
identified . To allow a direct comparison of the results
with the earlier follow-up, the current cohort was also
analyzed up to the date of the end of the previous
follow-up (1977 for most factories), the results of
which were found to differ only slightly from those
previously published (25).

Results

Mortality
As previously stated, the analysis focused on the ex­
posed part of the cohort. However the SMR values for
a selected number of causes of death among office
workers are presented in table 4. There was a consistent
mortality deficit by cause apart from an elevated SMR
for bladder cancer.

Observed and expected deaths from selected causes
for the entire exposed cohort are presented by sex and
for both sexes combined in table 5. All the subsequent
results are presented for both sexes combined. A total
of 2719 deaths occurred during the study period ver­
sus 2 457 expected , yielding a SMR of Ill, which is

statistically significant (p < 0.05). For 46 deaths the
cause of death was not available. The major contri­
bution to the excess came from mortality from vio­
lent causes of death, which was concentrated among
workers with less than one year of employment, for
whom the SMR was 242 (table 6). This group of work­
ers with short-term employment also had an increased
mortality in the categories' 'diseases of the respiratory
system," " diseases of the nervous system," and "dis­
eases of the digestive system." Within this last cate­
gory deaths from liver cirrhosis were about four times
more frequent than for longer term employees . Lung
cancer mortality was not however significantly raised,
the SMR being 116. For only 9 out of the 13 factories,
workers with less than one year's employment were in­
cluded, and they altogether comprised about one-third
of the cohort. Within the cohort employed for at least
one year, the overall SMR was 102, that for violent
causes fell to 117, and those for most specific causes,
except lung cancer, were close to 100.

Mortality from all malignant neoplasms in the total
exposed cohort was statistically significantly elevated,
the excess mainly (but not exclusively) being due to
lung cancer. For no site other than lung cancer did the
overall SMR values present a statistically significant
departure from 100. Moderate excesses were however

Table 4. Mortality of the office workers by detailed cause , both sexes included .

Standardized 95 %
Cause of death " Observed Expected" mortality confidence

ratio interval

All malignant neoplasms (140- 209) 35 40.7 86 60-120
Buccal cavity & pharyn x (140-149) 1 0.7 147 4-819
Esophagus (150) 0.8 0 0-465
Stomach (151) 3 3.7 82 17-240
Intestine, except rectum (152-153) 2 2.7 75 9-270
Rectum (154) 1 1.6 61 2-339
Laryn x (161) 0.4 0 0-1045
Trachea, bronchus and lung (162) 7 9.6 73 29-151
Bone (170) 0.3 0 0-1263
Prostate (185) 1 1.5 68 2-381
Bladder (188) 4 1.0 396 108-1014
Leukemia (204-207) 2 1.7 121 15-438
Other lymphatic and hematopoietic neoplasms
(200-203, 208-209) 1 2.2 45 1-251
Other malignant neoplasms 13 14.8 88 47-151

Benign and unspecified neoplasms (210-239) 1 0.8 125 3-698

Diseases of the circulatory system (390-458) 46 59.8 77 56-103
Ischemic heart disease (410-414) 35 40.4 87 60-121
Cerebrovascular disease (430-438) 6 10.9 55 20-120

Diseases of the respiratory system (460-519) 5 9.9 51 16-119
Acute infections (460-466) 0.2 0 0-2277
Influenza (470-474) 0.4 0 0-997
Pneumonia (480-486) 3 4.0 74 15-217
Bronchitis, emphysema and asthma (490-493) 1 4.5 22 1-124

Diseases of the digestive system (520-577) 2 6.8 29 4-106

Accidents, poisoning and violence (EBOO-E999) 13 23.9 54 29-93
Suicide (E950-E959) 4 9.0 45 12-114

Other known causes 12 16.8 72 37-125

Cause of death unknown 3

All causes (000-999) 117 158.6 74 61-88

a The code of the International Classification of Diseases, eighth revision , in parentheses.
b Based on national aqe-, sex-, cause -, and calendar-year-specific death rates .
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Table 5. Mortality by detailed cause and sex, the total exposed cohort included. (0 = observed number of deaths, E = expected
number of deaths based on national age-, sex-, cause-, and calendar-year-specific death rates, SMR = standardized mortality
ratio, 95 % CI = 95 % confidence interval)

Males Females Both sexes
Cause of death- SMR 95% CI

0 E 0 E 0 E

All malignant neoplasms (140-209) 564 509.4 97 88.4 661 597.7 111 102-119
Buccal cavity & pharynx (140-149) 10 9.7 3 0.9 13 10.6 123 65-210
Esophagus (150) 14 11.7 1.3 14 13.0 108 59-181
Stomach (151) 55 61.7 9 6.8 64 68.5 93 72-119
Intestine, except rectum (152-153) 35 33.7 2 6.8 37 40.5 91 64-126
Rectum (154) 29 23.9 4 3.2 33 27.0 122 84-172
Larynx (161) 9 6.1 0.2 9 6.3 143 66-272
Trachea, bronchus and lung (162) 181 143.8 8 7.4 189 151.2 125 108-144
Bone (170) 6 3.4 0.5 6 3.9 153 56-332
Prostate (185) 31 33.4 31 33.4 93 53-132
Bladder (188) 22 16.9 2 1.0 24 17.9 134 86-199
Leukemia (204-207) 15 18.5 2 2.8 17 21.3 80 47-128
Other lymphatic and hematopoietic neoplasms
(200-203,208-209) 25 25.9 8 3.7 33 29.6 112 77-157
Other malignant neoplasms 132 120.8 59 53.8 191 174.6 109 94-126

Benign and unspecified neoplasms (210-239) 17 11.2 1 2.0 18 13.2 136 81-216

Diseases of the circulatory system (390-458) 951 933.5 92 105.8 1043 1039.3 100 94-107
Ischemic heart disease (410-414) 669 644.7 53 54.4 722 699.0 103 96-111
Cerebrovascular disease (430-438) 156 170.2 22 32.5 178 202.8 88 75-102

Diseases of the respiratory system (460-519) 152 146.9 13 18.0 165 164.9 100 85-117
Acute infections (460-466) 2.1 2 0.4 2 2.5 79 10-287
Influenza (470-474) 8 5.5 1.0 8 6.5 124 53-244
Pneumonia (480-486) 58 58.6 7 9.8 65 68.4 95 73-121
Bronchitis, emphysema and asthma (490-493) 64 68.1 2 5.3 66 73.4 90 70-114

Diseases of the digestive system (520-577) 112 97.3 11 10.5 123 107.8 114 95-136

Accidents, poisoning and violence (E800-E999) 384 247.7 22 17.1 406 264.8 153 139-169
Suicide (E950-E959) 102 78.4 8 6.2 110 84.6 130 107-157

Other known causes 226 229.8 31 39.6 257 269.4 95 84-108

Cause of death unknown 43 3 46

All causes (000-999) 2449 2175.7 270 281.3 27192457.0 111 107-115

a Code of the International Classification of Diseases, eighth revision, in parentheses.

Table 6. Mortality from selected causes subdivided by dura-
tion of employment of less than and more than one year, both
sexes included. (SMR = standardized mortality ratio)

Less than More than
one year one year

Cause of death"
Ob- SMR

Ob- SMR
served served

All causes
(000-999) 741 147* 1978 102

Malignant neoplasms
(140-209) 143 119' 518 109'
Lung Cancer
(162) 35 116 154 128'
Circulatory diseases
(390-458) 216 113 827 98

Respiratory diseases
(460-519) 39 150' 126 91

Digestive diseases
(520-577) 40 171' 83 99

Violent deaths
(E800-E999) 200 242' 206 117'

Other known causes 80 133' 195 89

a Code of the International Classification of Diseases, eighth
revision, in parentheses.

• p<0.05.
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present for death from cancers of the buccal cavity and
pharynx, rectum, larynx, and bladder. As shown in
table 7 for all malignant neoplasms, there was no rela­
tionship between the SMR values and time since first
exposure, but for lung cancer an increasing pattern was
apparent, a statistically significant SMR of 173 ap­
pearing for the category :::= 30 years since first expo­
sure.

The lung cancer findings are presented separately
for the three production processes in table 8. The over­
all SMR values for lung cancer were elevated for each
of the three processes when compared to national rates.
For each of the rock-woollslag-wool and glass-wool
subcohorts statistically nonsignificant increasing trends
for the SMR values were present for time since first
exposure (x' 1.7 and 2.9, respectively, 1 degree of
freedom (df), for national figures). No such pattern
was apparent for the continuous-filament subcohort,
for which, however, the number of expected deaths
more than 20 years after first exposure were very small.
Except for continuous filament, the highest SMR
values were found for the period :::= 30 years from first
exposure. However, when adjustment factors based on



local lung cancer mortality are applied the results are
modified. The SMR values for glass wool and con­
tinuous filament are no longer raised, but that for rock
wool/slag wool remains almost unchanged, similar
trends remaining.

The lung cancer mortality by individual factory is
reported in table 9, showing the effect of regional cor­
rection for each factory. For rock wool/slag wool, the
largest excess was evident for factory 4, although an
excess was also present for four other factories. (Fac­
tories I, 4, and 9 contribute most of the excess in the
long follow-up periods.) For glass wool, the excesswas
mainly in factories 7, 10, and 14, reaching statistical
significance for the largest (ie, factory 10). The excess
mortality was substantially reduced by regional cor­
rection for factories 10 and 14.

The lung cancer mortality among workers with at
least 20 years of follow-up is presented by occupational
category in table 10. For rock-wool/slag-wool workers
the excess is evident among the production/preproduc­
tion, maintenance, and unknown groups. The un­
known category dates from early in the history of
MMMF production when most of the workforce was
engaged directly in production work. For glass wool
the lung cancer excesswas distributed over production-

preproduction, maintenance, and unspecified and
mixed production workers.

In table 11, lung cancer mortality 20 years or more
since first exposure in the rock-wool/slag-wool sub­
cohort is presented by duration of employment. The
total length of employment and employment during
the early and intermediate technological phases only
are presented before and after correction for regional
mortality rates. The total employment showed no pat­
tern, with a high SMR for the one to four years'
employment group. When only the employment in the
first two technological phases is considered, the SMR
is consistently high up to 20 years, after which both
observed and expected deaths are truncated by the re­
stricted length of the two technological phases. Within
the early phase, the number of expected deaths was
rather small for carrying out an analysis by duration
of employment. For the ten cases in the early phase,
the average duration of employment was 9.8 years,
with 2.5 years within the early-phase period, compared
with 12.5 years (2.7 within the early phase) for the
whole early-phase subcohort (331 individuals). These
figures compare to an average duration of employment
of 3.8 years for the whole rock-wool/slag-wool sub­
cohort.

Table 7. Mortality of the total exposed cohort (both sexes included) from selected causes by time since first exposure to man­
made mineral fibers. (0 = observed number of deaths, E = expected number of deaths based on national age-, sex-, cause-,
and calendar-year-speclflc death rates, SMR = standardized mortality ratio, 95 % CI = 95 % confidence interval)

Cause of death"

Years since
All causes All malignant neoplasms Cancer of trachea, All nonmalignant

first (000-999) (140-209) bronchus and lung respiratory diseases
exposure (162) (460-519)

0 E SMR 95% CI 0 E SMR 95% CI 0 E SMR 95% CI 0 E SMR 95% CI

",9 721 654.7110102-118 146 149.4 98 83-115 39 36.3 107 76-147 24 34.7 69 44-103
10-19 936 835.8112105-119 237 207.9 114110-129 70 55.3 127 99-160 61 55.7 110 84-141
20-29 724 655.9110102-119 196 163.7 120104-138 51 42.8 119 89-157 51 50.6 101 75-133

2:30 338 310.7 109 97-121 82 76.7 107 85-133 29 16.8 173 116-248 29 23.9 122 81-175

Total 27192457.0 111 107-115 661 597.7 111 102-119 189 151.2 125108-144 165 164.9 100 85-117

a Code of the International Classification of Diseases, eighth revision, in parentheses.

Table 8. Lung cancer mortality by time since first exposure and by process, both sexes included. The expected number of
deaths (E) and standardized mortality ratio (SMR) are shown according to both the national and local reference populations.
(0 = observed number of deaths)

Rock-wool/slagwool
Glass-wool subcohort

Continuous-filament
Total cohort

Years subcohort subcohort

since Reference population Reference population Reference population Reference population
first
exposure 0 National Local 0 National Local 0 National Local 0 National Local

E SMR E SMR E SMR E SMR E SMR E SMR E SMR E SMR

",9 17 16.5 103 16.4 104 13 15.8 82 19.3 68 9 4.0 224' 5.1 176 39 36.3 107 40.8 96
10-19 30 24.6 122 24.7 122 34 24.5 139 30.0 113 6 6.3 96 7.9 76 70 55.3 127 62.5 112
20-29 22 17.6 125 17.8 124 29 23.3 125 28.9 100 2.0 0 2.1 0 51 42.8 119 48.8 104

2:30 12 6.7 178 6.5 185 17 9.8 173' 12.4 138 0.3 0 0.3 0 29 16.8 173' 19.1 152'

Total 81 65.4 124 65.3 124 93 73.3 127* 90.5 103 15 12.5 120 15.4 97 189151.2 125' 171.2110

• p<0.05.
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In table 12, the equivalent data are presented for
glass wool. Whether the total employment or only that
in the early and intermediate technological phases is
cons idered , the risk appears to be unrelat ed to length
- high for the second- and fourth-duration categories,

Table 9. Lung cancer mortality (both sexes included) by fac­
tory and process accord ing to both the nat ional and local
reference populations. (0 =observed num ber of death s,
E = expected numbe r of deaths, SMR = standardized mortality
ratio)

Reference popu lation

Factory 0 National Local

E SMR E SMR

Rock-wool/ swg-wool process
Factory 1 39 32.0 122 32.3 121
Factory 3 1.3 0 1.2 0
Factory 4 7 1.9 360' 2.3 300'
Factory 5 6 5.1 119 5.1 119
Factory 8 2.4 0 2.1 0
Factory 9 8 5.2 153 2.9 27S'
Factory 12 21 17.5 120 19.4 108
Total 81 65.4 124 65.3 124

Glass-wool process
Factory 2 4 S.9 68 5.9 68
Facto ry 6 1 2.S 40 2.S 40
Fac tory 7 10 8.8 114 11.5 87
Factory 10 71 SO.6 140' 61.7 115
Factory 14" 7 5.6 125 9.0 78
Total 93 73.3 127 90.5 103

Continuous-filament process
Facto ry 11 8 7.8 103 7.8 103
Factory 14" 7 4.7 148 7.7 91
Tot al 15 12.5 120 15.4 97

" Glass-wool producer from 1946 to 1960, con t inuous- filam ent
producer from 1961 on.

, p<0.05.

low for the others. By average length of employmen t,
the 16 early-phase lung cancer death s were employed
for 8.5 years (3.8 within the early phase) compared to
an average of 7.2 years (4.4 within the early phase) for
the 1 182 earl y-phase individuals. The average dura­
tion of emplo yment was 5.6 year s for the whole glass­
wool cohort.

The SMR values for lung cancer classified by the
technological phase during which workers first entered
a plant are shown in table 13. For rock wool/slag wool
the results for the periods 20-29 years and ~ 30 years
since first exposure in the early technologica l phase
showed the highest values. They ran ged from 244 to
317, depending on the referen ce populatio n used.
Somewhat lower values, ranging from 161 to 217, were
found for the intermediate technological phase, but
all the latter ones have wide con fidence limit s, and
none is statistically significant. For the late technolog­
ical phase the corr esponding SMR values ran ged from
77 to 93. For 20 or more years since first exposur e the
decreasing trend for lung cancer from the early to the
late technological phase was statistically significant
(X' = 6.5 or 9.8 for national or local, respectively). For
the same time interval s since first expo sure , the SMR
values for glass wool were much lower in the early
technological phase (SMR 80 to 145), but slightly
elevated in the intermediate technological phase (SMR
106 to 194).

Only one case of mesothelioma was found out of
364 601 person-years at risk. The person involved was
employed for less than one year and died 13years after
firs t exposure. Reference rat es were not available for
pleural mesothelioma; ho wever a reasonable expec­
tation of the number of cases from a male population
of tha t size would probably lie in the ran ge of I to 3.

Table 10. Lung cancer mortal it y (both sexes included) by occupati onal category 2:20 years since firs t exposure to man-made
mineral f ibers accord ing to both the nat ional and local reference populat ions.

Rock-wool/slag·wool production Glass -wool production

Reference population Reference population

National Local Nati onal Local
Job categ ory Ob- Ob·

served s tan- Stan- served Stan- Stan-
Ex- dardized Ex- dardized Ex- dardized Ex- dard ized

pected morta lit y pected mort ality pected mortality pect ed mortality
rat io ratio ratio rat io

Production /pre-
180 9.0production 11 6.1 181 5.3 209' 13 7.2 144

Secondary
77 7.7 65process 1 0.2 455 0.2 455 5 6.5

Maintenance 7 4.1 169 4.3 161 9 4.6 196 5.9 152
Others 0.5 0 0.4 0 2 3.0 67 3.8 53
Unspecif ied
and mixed
product ion 7 9.4 75 10.0 70 15 8.7 173 11.2 134
Unknown 8 3.6 222 3.6 220 2.0 0 2.4 0
Mixed exposed

2 1.1 190 1.3 154and unexposed 0.4 0 0.3 0

Total 34 24.4 140 24.2 140 46 33.1 139' 41.3 111

, p<0.05.
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Table 11. Lung cancer mortality (both sexes inc luded) fo r the rock-wool/slag-wool production subcohort 2:20 years since f irst
exposure to man-made mineral f ibers by duration of employment according to both the nat ional and local reference population .

Total employment Employment in early and intermediate phases

Reference population Reference population

Durat ion of Nation al Local National Local
employment oe- Ob-
(years) served Stan- Stan- served Stan- Stan-

Ex- dard ized Ex- dardized Ex· dardized sx- dard ized
pected mortality peeted mortality pected mortality pected mortality

ratio ratio ratio ratio

< 1 8 5.7 141 5.9 136 8 3.8 210 3.8 211
1-4 9 4.9 185 4.5 200 7 3.1 225 2.7 257*
5-9 3 2.2 138 2.1 140 4 1.9 209 1.7 236

10-19 5 4.9 102 5.0 100 2 1.0 195 0.9 214
2:20 9 6.3 142 6.4 141 0 0 0 0

Unknown 0.4 0 0.3 0 0.3 0 0.3 0

Total 34 24.4 140 24.2 140 21 10.2 206' 9.4 223'

, p<0.05.

Table 12. Lung cancer mortality (both sexes included) for the glass-wool production subcohort 2:20 years since first exposure
to man-made mineral fibers by duration of employment according to both the national and local reference population.

Total employment Employment in early and intermediate phases

Reference population Reference population

Duration of Nat ional Loca l Nat ional Local
employment Ob- oe-
(years) served Stan - Stan- served Stan- Stan-

Ex· dard ized Ex· dardized Ex· dardized Ex- dardized
peeted mortalit y peeted mortality pected mortal ity pected mortality

rat io ratio ratio rati o

< 1 1 1.6 63 1.9 53 1 1.6 62 1.9 52
1-4 19 9.7 197* 12.0 158 19 10.0 191' 12.4 154
5-9 1 5.1 20 6.4 16' 2 5.7 35 7.1 28

10-19 15 7.9 190' 10.2 146 17 10.5 163 13.4 127
2:20 5 6.9 73 8.3 60 2 3.2 62 3.9 51

Unknow n 5 2.0 249 2.5 202 5 2.0 249 2.5 202

Total 46 33.1 139' 41.3 111 46 33.0 139' 41.2 112

, p<0.05.

The only other cause of death showing an increasing
pattern with time since first exposure was bladder can­
cer (table 14). When broken down by type of process,
no excess was discernible in the continuous-filament
subcohort, while an elevated SMR was present in both
the rock-woolis lag-wool and glass-wool groups. Anal­
ysis by time since first exposure showed no trend for
glass wool, while an increasing trend (p < 0.05) was
evident for rock-wooIlslag-wool production. The
bladder cancer mortality was also anal yzed by tech­
nological phase and did not show the same pattern as
the lung cancer results, but after subdivision the num­
bers were very small.

The extension of the follow-up confirmed the pre­
vious finding of an elevated mortality from larynx can­
cer in factory 14; this finding is discussed in detail in
another paper in this issue (2). In the rest of the study
populat ion three deaths were observed versus 4.78 ex­
pected.

No overall death excess from nonmalignant respi­
ratory diseases was present for the total cohort (ta-

ble 5). Workers with less than one year of exposure
showed however an elevated SMR which was statisti­
cally significant (table 6). Aside from these short-term
workers, when mortality from this group of causes was
analyzed by process, by time since first exposure, and
by length of employment, no excess was discernible
in any of the industrial processes. The analysis by tech­
nological phase did not show any pattern either in the
glass-wool or in the rock-wooIlslag-wool production
subcohorts. These results are not presented in the
tables .

Incidence (factories 1-9)

The SIR for the total cohort did not indicate an over­
all cancer excess (table 15). The overall lung cancer in­
cidence was increased in the rock-wooIlslag-wool sub­
cohort but not in the glass-wool one, for which how­
ever the results were less informative due to the ex­
clusion of two large factories for which incidence data
were not available . In both processes the lung cancer

41



Table 13. Lung cancer mortality (both sexes included) by time since first exposure to man-made mineral fibers and by technological ph
t ion and as determined according to both the national and local reference populat ions. (0 =obs erved number of deaths, E =expee

Rock-woo lls lag-wool technolog ical phase
Years

Early Intermediate Late Earlysince
fi rst National Local Nat ional Local National Local Nat ional Local
exposure

0 E SMR E SMR 0 E SMR E SMR 0 E SMR E SMR 0 E SMR E SW

s 9 0.2 0 0.1 0 1.0 0 1.0 0 17 15.3 111 15.2 112 2 1.6 123 1.9 10
10-19 0.6 0 0.5 0 3 2.8 106 2.8 107 27 21.2 127 21.4 126 3 3.8 80 4.3 7
20- 29 4 1.5 270 1.3 317 7 4.3 161 4.3 164 11 11.8 93 12.2 90 5 5.4 93 6.3 8
~ 30 6 2.5 244 2.0 295 ' 4 1.9 211 1.8 217 2 2.4 84 2.6 77 6 4.1 145 5.0 12

Total 10 4.7 214' 3.9 257' 14 10.1 139 9.9 141 57 50 .7 113 51.5 111 16 14.9 107 17.4 9

Table 14. Bladder cancer mortalit y (both sexes included) by the t ime since f irst exposure and by proce ss. (0 =observed num­
ber of deaths, E = expect ed number of deaths, SMR = standardized mortali ty rat io , 95 % CI = 95 % con fid ence interval)

Years since Rock-wool/slag-wool Glass-wool proces s Continuous-filament Tot al
f irst process process

exposure a E SMR 95 % CI a E SMR 95 % CI a E SMR 95 % CI a E SMR 95 % CI

s 9 1 2.1 48 1-267 2 1.3 157 19-564 0.3 0 0-1476 3 3.6 83 17-242
10-19 3 3.5 87 18-254 3 2.4 127 26-372 0.5 0 0- 802 6 6.3 96 35-208
20-29 6 2.7 221 81 -480 4 2.6 156 43-400 0.2 0 0-2 459 10 5.4 184 88-339
~ 30 3 1.2 249 51-725 2 1.4 147 18-527 0.0 0 0-1844 5 2.6 193 63-451

Total 13 9.5 137 73-235 11 7.6 145 73-260 0.9 0 0- 373 24 17.9 134 86 -199

Table 15. Cancer incidence of the tota l exposed cohort (bot h sexes included) by si te.

Standardized
95 %Cancer site" Observed Expected incidence conf idence intervalrat io

Buccal cavity and pharynx (140- 148) 28 17.0 164 109-238
Esoph agus (150) 8 6.0 133 57-262
Stom ach (151) 46 40.1 115 84-153
Intestine, except rec tum (152 - 153) 36 36.8 98 69-136
Rectu m (154) 28 26.1 107 71- 155
Larynx (161) 6 7.3 82 30 -179

Trachea, bronchus and lung (162-163) 87 75.1 116 93-143

Breast (170) 16 20.7 77 44- 125

Cervix uteri (171) 4 6.0 67 18- 172

Ute rus (172-174) 9 5.7 157 72-299

Prost ate (177) 45 54.7 82 60-110

Bladder (181) 35 32.2 109 76-151

Melanoma of skin (190) 12 13.8 87 45- 152

Bone (196) 3 1.6 184 38-537

Leukemi a (204) 15 15.3 98 55 -162

Oth er lymphat ic and hematopo iet ic
neoplasms (200-203, 205) 22 22.7 86 54-130

Oth er malignant neoplasms 137 146.33 94 79 - 111

All malignant neoplasms (140-205) 537 530 .6 101 93 - 110

a Code of the Inte rnati onal Classif icat ion of Diseases, seventh revision, in parent heses .

incidence tended to increase with the time since first
exposure, as shown in table 16. The ana lysis by tech­
nological phase (table 17) tended to confirm the lung
cancer mortality patterns with slightly lower ratios. For
glass wool the intermediate technological phase was
not informative due to the exclusion of factories 10
and 14, the results from which contributed almo st
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entirely to the observed and expected values in the mor­
ta lity analysis.

In table 18 the pattern of the 87 incident respira­
tory cancer cases is shown subdivided by histo logical
type and country. Th e 10 cases occurring among those
employed during the early phase comprised three squa­
mous cell, two small cell, three " others," and two with



: expo su re as ident ifie d in the historical environment al investiga-
sr of deaths, SMR =standardized mortality ratio)

s-wo ol tec hno lo gical phase

Int erm edia te Late

lational Local Nat ional Local

E SMR E SMR 0 E SMR E SMR

7.7 52 9.5 42 7 6.6 107 7.9 88
7.7 164 ' 22.0 132 2 3.1 66 3.6 55
7.8 135 22.6 106 0.1 0 0.1 0
5.7 194 7.4 149 0.0 a 0.0 a
8.8 139 ' 61 .4 111 9 9.7 93 11.7 77

no histological confir mation.
The histo logical breakdown was not available for

all the Nord ic countries for comparison, but recent
data from Norway (12) an d Finland (all lung cancers
1974-1978) suggest that our reported pattern s are not
unu sual. In Norway, for squa mous, small cell, and
ad enocarcinom a, there were 34, 9, and I I 0J0 , respec­
tively. In Finland there were 28, 13, and 7 ltJo, respec­
tively. Th e proportion of adenocarcinoma appeared
to be higher than is no rmally expected . However the
interpretation of this findi ng is limit ed by the small
numbers involved an d becau se refe rence prop or tion s

Table 16. Lung cance r incidence of the total cohort (both sexes includ ed) by proce ss and tim e since first exposu re. (0 =observed
numb er of cases, E = expected number of cases. SIR = stan dardized incidence ratio . 95 % CI = 95 % confidence interval)

Years si nce Rock-wool /slag- wool process Glass-wool process Tota l
first expos ure 0 E SIR 95 % CI 0 E SIR 95 % CI 0 E SIR 95 % CI

,,;9 15 16.9 89 50-1 47 1 3.8 26 1-146 16 20.7 77 44-1 26
10-19 31 22.0 141 96-200 4 6.0 67 18-172 35 28.0 125 87-174
20-29 18 12.3 146 87-231 6 5.5 110 40- 240 24 17.8 135 87-201

2:30 8 5.1 158 68-311 4 3.6 111 30-285 12 8.7 139 72- 242

Total 72 56.3 128 100-1 61 15 18.8 80 45- 132 87 75.1 116 93-143

Table 17. Lung cance r inci dence by time since first expos ure and by tec hno logical phase at f irst exposure as identified in the
histo rical environment al invest igation, bo th sexes inc luded. (0 =observed number o f deaths, E =expected number of deaths,
SIR =standardized inci dence rati o, 95 % CI = 95 % confidence interval)

Years Hoc k-wooftslaq-woot tec hnolog ical phase Glass-wool technol ogical phase
since Early Intermediate Late Early Intermediate Latefirst
exposu re a E SIR 95 % CI a E SIR 95 % CI a E SIR 95 % CI a E SIR 95 % CI a E SIR 95 % CI a E SIR 95 % CI

5 9 0.1 0 0- 7233 1.1 0 0-335 15 15.7 95 53-1 57 1.2 83 2-460 - 0.3 a 0-11 46 2.3 0 0-162
10- 19 0.5 a 0-716 4 3.3120 33- 308 27 18.2 148 98-216 3.7 82 17- 239 - 0.5 0 0-700 1 1.8 57 1-31 5
20-20 4 1.7 232 63- 593 10 5.3190 91-350 4 5.3 75 21- 193 5.4 112 41- 244 - 0.1 a 0- 7094 - 0:0 a 0- 9222

"' 30 6 2.8 214 78- 465 2 22 93 11-334 - 0.1 0 0-3581 3.6111 30- 285 - 0.0 a 0.0 0

Tot al 10 5.1 196 94-360 1611.81 35 77-219 46 39.31 17 86- 156 14 13.8101 55-1 70 - 0.9 a 0- 409 1 4.1 25 1- 137

Table 18. Resp iratory cancer cases by h istol ogical type and co untry.

Type of cancer

Squ amous cell ca rc inoma
Small cell ca rcino ma
Ade nocarcinoma
Oth ers
No histology

Tota l

Denm ark

14
11
5
2

13
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Finl and

1
2

4

Percent age of

Nor way Sweden Total the to tal of
all countries

together

4 6 25 29
13 15

5 3 13 15
5 9 18 21
5 1 19 22

19 19 87 100

Table 19. Incidence of cancer of th e buccal cavity and pharyn xs by follow-up and process, bot h sexes included. (0 =observe d
num ber of cases, E =expect ed number of cases , SMR =standardized mortal ity rat io , 95 % CI = 95 % co nfidence interval)

Years since
Bock-wool /sl aq-wool

Glass-wool subc ohor tsubcohort
f irst exposure

0 E SMR 95 % CI 0 E SMR 95 % CI

,,;9 5 4.0 125 40-290 1.1 0 0-326
10 - 19 11 4.6 238 119-426 1.5 0 0-249
20-29 7 2.6 272 109- 559 3 1.3 231 48-674

2:30 1 1.0 102 3- 569 1 1.0 105 3-587

Tot al 24 12.2 197 126-293 4 4.9 83 23-211

a Code 140-148 in the Internati onal Classification o f Diseases, seventh revision .

To tal cohort

a E SMR 95 % CI

5 5.1 97 32- 227
11 6.1 180 90- 323
10 3.9 258 124-475
2 1.9 104 13- 376

._- -
28 17.0 164 109-238_._ - -
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of histological type were not available for Denmark,
which alone contributed more than half of the cases.

For cancer of the buccal cavity and pharynx there
was a statistically significant excess (table 19). The in­
cidence for these sites increased with time since first
exposure till the 20- to 29-year group (10 observed
versus 3.9 expected) and then fell in the group ~ 30
years since first exposure (2 observed versus 1.9 ex­
pected).

No other cancer site showed a relationship between
SIR and time since first exposure.

Discussion

For a number of cancer sites (buccal cavity and phar­
ynx, larynx, bladder, rectum) increases in mortality
and/or cancer incidence have been observed which,
however, are not large, are not consistently related to
time since first exposure, nor appear to be consistent
across factories within a given production process. In
addition, for these sites, there were no suspicions
emerging from a priori evidence derived from animal
experiments or previous epidemiologic findings. Such
evidence, on the other hand, makes two malignancies,
mesotheliomas and lung cancer, as well as nonmalig­
nant respiratory disease worth special attention. For
mesothelioma and nonmalignant respiratory disease no
excesses were found in the present study. In none of
the other published studies of MMMF-exposed popula­
tions has any case of mesothelioma been reported (9,
21). For nonmalignant respiratory disease an increased
risk was reported in the large cohort study of MMMF
workers in the United States (8). For lung cancer an
elevation in mortality (paralleled, to a less extent, by
an elevation in incidence) was found among workers
with a long period of observation (at least 20 years
since first exposure) and was particularly marked with­
in the early technological phase of rock-woollslag-wool
production.

In assessments of the validity of death certificate
data cancer registration data can be used. In the four
Scandinavian countries where cancer incidence data
were available, 75 deaths from lung cancer occurred.
Sixty-eight of these cases were also registered as inci­
dent cases of lung cancer. Of the remaining seven
deaths, one took place in 1948 (before the cancer
register was established), one had been registered as
a stomach cancer, one had not been registered, and
four were coded as secondary and unspecified cancers.
The stomach cancer and one secondary and unspeci­
fied cancer occurred during the early technological
phase in a glass-wool worker. The other three sec­
ondary and unspecified cases occurred in rock-wool
workers, one each in the early, intermediate, and late
phases. On the other hand 9 of the 87 persons with
registered cases of respiratory cancer were certified as
having died from some other cause.
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In order to explain the lung cancer excess, on which
the discussion is centered, several possible causes have
to be considered.

Tobacco is the most important single cause of lung
cancer, and the absence of information on smoking
habits of the population under study is certainly a
limitation, as it is in most historical cohort studies.
However for the following reasons smoking is unlikely
to explain the entire excess: (i) the magnitude of the
risk in the rock-wool/slag-wool early group was larger
than can be plausibly explained by differences in smok­
ing habits between the study population and the gen­
eral population (I, 5, 16) and (ii) the use of local
reference populations should have, at least partially,
taken into account the effect of different smoking
habits within the countries where such differences may
exist.

No information was available on other occupational
exposures experienced before or after employment in
MMMF production. In order to have a confounding
effect, however, the other occupational exposures
should both carry a carcinogenic risk for the lungs and
be associated with the part of the workforce (ie, em­
ployed in rock-woollslag-wool production, early tech­
nological phase) estimated to be at risk of higher ex­
posure to MMMF. Such a situation, although it can­
not be excluded, appears to be a rather remote pos­
sibility. In addition, the group estimated to be at high
risk of exposure to MMMF started to show an excess
20 years after first exposure, which is the lag-time
usually needed for a display of effect, for example,
for asbestos fibers.

As part of the historical environmental investigation,
occupational exposures were identified which could
conceivably be associated with an excess lung cancer
risk. Of particular concern was asbestos. While major
amounts of asbestos usage disqualified factories from
being included in the study, some minor uses were iden­
tified. Some use of asbestos insulation for furnaces or
asbestos gloves and aprons were reported, as is to be
expected in an industry involving hot processes. Some
limited use of asbestos, such as stitching yarn, was
identified in factories 1, 2, 10, and 12. Analysis of the
mortality of those workers employed during these
periods of asbestos use did not show any excess for
lung cancer. In factory I, there was one lung cancer
death (0.2 expected) with less than 10 years since first
exposure. Factory 2 showed a slight deficit for lung
cancer, and none of the four who died from lung can­
cer was employed during the relevant years. In both
factory 10 and factory 12, most of the cohort was em­
ployed for some time during the reported use of as­
bestos. Factory 10was one of the three glass-wool fac­
tories contributing to the excess in 30 or more years
since first exposure. Factory 12 did not contribute to
the excess of lung cancer deaths in the long observa­
tion period in rock-wool production.

Bitumen and pitch have both been used to varying
extents as dust suppressive agents early in the history



of MMMF production, and they can contain carcino­
genic polycyclic aromatic hydrocarbons. Within the
rock-wool category the following four factories had
used bitumen or pitch binders: factory I (1950-1954),
4 (1942-1955),5 (1948-1960), and 9 (1946-1949).
Within the glass-wool production only factory 10 used
bitumen during 1945-1962. Within the rock-wool
category mortality of the group employed during
periods of bitumen use accounted for some of the ex­
cess in the 20- to 29-year follow-up (7 observed versus
4.6 expected) but none of the excess in the group with
30 or more years since first exposure (I observed ver­
sus 1.2 expected).

The industrial hygiene measurements previously car­
ried out in these factories indicated that respirable fiber
levels tended to be higher for rock woollslag wool than
for glass wool and higher in secondary processes than
in production areas (18). However the relative posi­
tion of respirable dust levels between production and
secondary processes may not have been the same in
the past, especially when the production methods were
less automated and less enclosed. The lung cancer mor­
tality analyzed by occupational category did not ap­
pear to be concentrated in any particular group. For
the rock-woollslag-wool subcohort the SMR in the
secondary process is hard to interpret given the small
number of exposed persons in the group.

The most convincing evidence of a causal associa­
tion would derive from a relationship of increasing
lung cancer risk with increasing dose. Taking length
of employment instead of dose gives no evidence in
this study of such a relationship for the total cohort
or single process. For none of the three processes was
there any association between lung cancer mortality
and length of employment, whether for the complete
follow-up or for the observed and expected deaths
more than 20 years since first exposure. However
length of employment is not necessarily a reliable
estimate of the true cumulative dose . The MMMF in­
dustry has, since its inception, undergone improve­
ments in industrial hygiene with a reduction in respi­
rable fibers. Short periods during the dustier exposures
could lead to cumulative doses as high or higher than
long periods of exposure to low dust levels. Quanti­
tative estimates of exposure levels in the early tech­
nological phase were not available for any of the fac­
tories under study, although the respirable fiber levels
are generally thought to have been higher than today
(3, 10, 24). Airborne levels have recently been mea­
sured in a rock-wool factory during the manufacture
of a product without any use of oil or binder, giving
results ranging from 9.8 to 25.6 fibers /ml (17). The
line was completely mechanized, and no worker ex­
posure occurred in the area.

Using these latter results and the average duration
of exposure in the rock-wool early phase (2.7 years)
to estimate the highest cumulative exposure, we ob­
tain a cumulative dose in the range of 25-70 fibers­
years /ml. Such cumulative fiber dose and the SMR

values observed in the early phase group are compati­
ble with the dose-response estimates from other studies
on workers exposed to chrysotile asbestos (7, 14, 15,
19,20). However the preceding exposure estimates are
highly imprecise, and the dose estimates in the asbestos
studies themselves suffer from errors related to the COn­
version of limited particle count data into fiber levels.

Quantitative measures of present airborne fiber
levels (18) have not been used for constructing a
cumulative dose because of the uncertainty of extra­
polating present levels back to the past MMMF expo­
sure. A qualitative approach has been chosen that takes
into account the type of process operating, the use of
binders, and the types of binder so as to identify a
priori the groups with highest exposure. As previous­
ly mentioned, during the early technological phase in
rock-wool/slag-wool production, mainly because of
the absence of oil, higher concentrations of airborne
fibers were very probably present (no direct measure­
ments were available) than in the intermediate and late
technological phases. This situation contrasts with that
in glass-wool production where two changes (introduc­
tion of oil binders but also a reduction in nominal
diameter of the fibers produced) took place between
the early and the subsequent technological phases, the
effects of which act in opposite directions on airborne
fiber levels. As a result changes in airborne fiber ex­
posure between the early and intermediate techno­
logical phases were likely to have been less conspicu­
ous than in rock-wool/slag-wool production.

The results of the lung cancer analysis indicated that
the lung cancer excess was associated with the early
technological phase in the rock-woollslag-wool sub­
cohort. The SMR values are still raised, but lower, in
the intermediate technological phase. Restricting the
analysis by duration of exposure to the technological
phases (early and intermediate) which show elevated
SMR values revealed no clear association although the
pattern was less irregular than in the analysis by over­
all duration of employment. No risk excess was de­
tected in the late technological phase. This finding,
which certainly requires further confirmation, is how­
ever suggestive of a decrease or absence of risk among
workers entering work during more recent MMMF
production.

The historical environmental investigation identified
some use of slag in the rock-woollslag-wool plants
during their early history. This use was on a limited
or experimental basis in factories 4 and 5 but was a
large component of the material in factories I, 8, and
9 (for the first 8, 25, and 16 years, respectively) . For
a short period in factory 1, copper slag was used, which
would therefore have been contaminated with arsenic,
an element which has been shown to be carcinogenic
in some compounds (11).

The industry has reported that during the early years
of production and thus the early technological phase,
environmental conditions were affected by poor ven­
tilation which might have also resulted in a potential
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exposure to polycyclic aromatic hydrocarbons from
furnace fumes. Possible effects of such exposure, either
alone or in combination with fiber exposures, cannot
be excluded.

For glass wool, after adjustment for local popula­
tions' mortality, no clear excess or pattern was dis­
cernible, apart from a slight increase in the SMR for
the middle technological phase , which was dominated
by the presence of factory 10. This factory was char­
acterized by different production lines which used
bitumen, oil binder, and no binder at all and which
had bcen operating at the same time, as well as a line
producing microfibers, some continuous-filament pro­
duction, and some reported asbe stos use. This excess
might be related to one or more of these specific
processes, but the currently available occupational his­
tories do not allow allocation of individuals according
to the different processes or exposures. A more-de­
tailed analysis is underway.

The results from the extension of this study are con­
sistent with those from other cohort studies reviewed
elsewhere in this supplement (21). They show an ex­
cess of lung cancer in the long-term follow-up of work­
ers in the MMMF production industry. In particular
a large cohort study conducted by Enterline & Marsh
in the United States (19) found an excess of lung can­
cer 30 or more years since first exposure among work­
ers in rock-woollslag-wool production (14 observed
versus 8.1 expected).

Conclusions

No excess mortality from nonmalignant respiratory
diseases has been found in the study population in any
of the three production proce sses.

An elevated mortality for lung cancer among rock­
wool/slag-wool workers was associated with employ­
ment during the early technological phase of this
process. Exposures such as smoking or previous em­
ployment were considered unlikely to provide a suf­
ficient explanation for the excess. The concentration
of the lung cancer excess in the group of workers em­
ployed during periods identified a priori as having a
potential for the highest levels of fibrous dust expo­
sure indicates that the assoc iation may be of causal
nature . Environmental conditions during the earl y
technological phase of production were also reported
to be affected by the use of slag, some of which con­
tained arsenic and, because of poor ventilation, re­
sulted in potential exposure to polycyclic aromatic
hydrocarbons from furnace fumes . Possible effects of
such exposures either alone or in combination with
fiber exposures cannot be excluded on the basis of the
information available. Since respirable fibers were a
significant component of the ambient pollution, it is
plausible that fiber expo sure during the earl y period
of rock-woolislag-wool production - alone or in com­
bination with other factors - may have contributed
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to the observed lung cancer excess. No increased risk
was found after the full introduction of dust -sup­
pressing agents. No excess of the same magn itude was
present in glass-wool production, where a lung can­
cer excess 30 or more years since first exposure was
largely reduced by adjustment for local mort ality rates .
Due to the shor t follow-up of the continuous-filament
subcohort , no evaluation of possible long-term effects
of occupational exposure could be made.

The data provide no evidence of an increa sed risk
for pleural tumors in the stud y populat ion.

References

I . Axelson O. Aspects of confounding in occupational
health epidemiology. Scand 1 Work Environ Health 4
(1978) 85-89. (Letter to the Editor).

2. Bertazzi PA, Zocchetti C, Riboldi L, Pesatori A, Radice
L. Cancer mortality of an Italian cohort o f workers in
man-made glass fiber production. Scand 1 Work En­
viron Health . 12 (1986): suppl 1,65-71.

3. C herrie 1, Dodgson 1. Past exposures to airbo rne fibers
and other potential risk factors in the European man­
made mineral fiber production industry. Scand 1 Work
Environ Health 12 (1986): suppl 1, 26-33 .

4. Coleman M, Douglas A, Hermon C , Peto 1. Cohort
study analysis with a fortran co mputer pro gram . Int 1
Epidemiol 15 (1986) 134-137.

5. Cornfield 1, Haenszel W, Hamm ond EC , Lilienfeld AM,
Shimkin MB, Wynd er EL. Sm ok ing and lun g ca ncer:
Recent evidence and a discussion of some qu estions. 1
Natl Cancer Inst 22 (1979) 173-203.

6. Davis lMG. A review of the exper imental evide nce for
the car cino genicit y of man-made vitreous fibers. Scand
1 Work Envi ron Health 12 (1986): sup pl I , 12-17.

7. Dement 1M , Harris RL , Symons Ml , Shy C. Estimates
o f dose-respon se for respiratory ca ncer a mo ng chryso­
tile asbestos text ile workers. Ann Occup Hyg 26 (1982):
1-4, 869-887.

8. Ent erlin e PE, Marsh CM . Th e health o f workers in the
MMMF industr y. In: Guthe T , ed . Biological ef fects of
man-m ade mineral fibres: Proceedin gs of a WHO/I ARC
confe rence in association with lEMRB and TlMA
Copenhagen, 20-22 April 1982. World Health Or­
gan ization, Regional Office for Eu rope, Copenhagen
1984, pp 311-339.

9. Guthe T, ed. Biological effects of man-made mineral
fib res: Proceedings of a WHO/IARC conference in as­
sociatio n with lEMRB and TlMA Copenhagen, 20-22
April 1982. World Health Organization , Region al Office
for Eur ope, Copenhagen 1984.

10. Hartung WlA. Te chnical history o f MMMF with par­
ticular referenc e to fibre diameter and du stin ess. In :
Guthe T , ed . Biological effects o f man-mad e mineral
fibres : Proceedings of a WHO/IARC co nference in as ­
sociation with lEMRB and Tl MA Cop enh agen , 20-22
April 1982. Wo rld Health Organ ization, Regional Offic e
for Europe, Copenhage n 1984, pp 12-19.

II . Int ern ational Agency for Research on Ca ncer. Some
metals and metallic co mpounds . Lyon 1980. (Mo no­
gra phs on the evaluation of the carcin oge nic risk of
chemical to humans, volume 23).

12. Internat ion al Agen cy for Resear ch on Canc er. Final
report o n mortality and cancer incidence a mo ng man­
mad e mineral fibre production work ers in th irteen fac­
to ries. Lyon 1983.

13. Kvale G. Bjelke E, Heuch I. Occup at ional expos ure and
lung ca ncer risk. Int 1 Cancer 37 (1986) 185-193 .

14. McDon ald AD , Fry JS, Wooll ey AJ. McDon ald J . Dust



exposure and mortality in an American chrysotile tex­
tile plant. Br J Ind Med 40 (1983) 361-367.

15. McDonald r c , Liddell FDK, Gibbs GW, Eyssen GE,
McDonald AD. Dust exposure and mortality in chryso­
tile mining, 1910-75. Br J Ind Med 37 (1980) 11-24.

16. Medical Research Council. Expected number s in cohort
studies: Proceedings of a meeting held in Southampton,
21 May 1~84. Southampton 1984. (Scientific report
no 6).

17. Ottery J . Report on the environmental investigation at
Rockwool AlB, Skode, 12-14 May 1981. Institute of
Occupational Medicine, Edinburgh 1981. (BP 310751
2/B (4)13.I) .

18. Ottery J , Cherrie JW , Dodgson J , Harrison GE. A sum­
mary report on environmental conditions at 13 Euro ­
pean MMMF plants . In: Guthe T, ed. Biological effects
of man-made mineral fibres : Proceedings of a WHOI
IARC conference in association with JEMRB and TIMA
Copenhagen, 20-22 April 1982. Volume I. World
Health Organization, Regional Office for Europe,
Copenhagen 1984, pp 83-117.

19. Peto J , Doll R, Hermon C, Binns W, Clayton R, Goffe
T . Relationship of mortality to measures of environ­
mental asbestos pollution in an asbesto s textile factory.
Ann Occup Hyg 29 (1985): 3, 305-355.

20. Rubino GF, Piolatto G, Newhouse ML, Scansetti G,
Aresini GA, Murray R. Mortality of chrysotile asbestos
workers at the Balangero Mine, Northern Italy. Br J Ind
Med 36 (1979) 187-194.

21. Saracci R. Ten years of epidemiologic investigations on
man-made mineral fibers and health . Scand J Work En­
viron Health 12 (1986): suppl 1, 5-1 1.

22. Saracci R, Simonato L, Acheson ED, Ander sen A, Ber­
tazzi PA , Claude J , Charnay N, Esteve J , Frentzel­
Beyme RR, Gardner MJ, Jensen OM , Maasing R, Olsen
JH , Teppo L, Westerholm P, Zo cchett i C. The IARC
mortality and cancer incidence study of MMMF pro­
duct ion worker s. In: Guthe T, ed . Biological effects of

man-made mineral fibres: Proceedings of a WHO/IARC
conference in association with JEMRB and TIMA
Copenhagen, 20-22 April 1982. World Health Or­
ganization, Regional Office for Europe, Copenhagen
1984, pp 279-310.

23. Saracci R, Simonato L, Acheson ED, Ander sen A, Ber­
tazzi PA , Claude J, Charnay N, Esteve J , Frentzel­
Beyme RR, Gardner MJ, Jensen OM, Maasing R, Olsen
JH, Teppo L, Westerholm P, Zocchetti C. Mortality and
incidence of cancer of workers in the man-made vitre­
ous fibre s producing industry: An international in­
vestigation at 13 European plants . Br J Ind Med 41
(1984) 425-436.

24. Schneider T , Smith ED. Characteristics of dust clouds
generat ed from old MMMF products: Part II Experi­
mental approach. In: Guthe T, ed. Biological effects of
man-made mineral fibres: Proceedings of a WHO/IARC
conference in association with JEMRB and TIMA
Copenhagen, 20-22 Apr il 1982. World Health Or­
ganizat ion , Regional Office for Europe, Copenhagen
1984, pp 33-43 .

25. Simonato L, Fletcher AC, Cherrie J, Ander sen A, Ber­
tazzi PA, Bolander AM, Charnay N, Claude J, Dodg­
son J, Esteve J , Frentzel-Beyme RR, Gardner MJ, Jen­
sen 0, Saracci R, Teppo L, Westerholm P, Winkelmann
R, Winter P, Zocchetti C. Updating lung cancer mor­
tality among a cohort of man-made mineral fibre pro­
duction worker s in seven European countries. Cancer
Lett 30 (1986): 2, 189-200.

26. World Health Organization. Manual of the international
statistical classification of diseases, injur ies, and causes
of death. Geneva 1957. (Seventh revision con ference).

27. World Health Organization . Manual of the international
statistical classification of diseases, injuries, and causes
of death. Geneva 1967. (Eighth revision conference).

28. World Health Organization. Manual of the international
statistical classificat ion of diseases, injur ies, and causes
of death. Geneva 1978. (Ninth revision conference).

47




