Letters

RE: Controlled Use of Asbestos

A lie can travel halfway around
the world while the truth js still
putting on i shoes.

~— Mark Twain

15 the Editor—Castleman’s
recent article, “Controlled Use of
Asbestos” critiques industry’s mis-
representation of the hazards asso-
ciated with using asbestoa! We
agree with Castleman when he
states that, “Controlled use’ of
asbestos is the asbestos industry’s
way of referring to business as usual
with a false face.” “Controlled use”
is but the latest trend in a series of
corporate misrepresentations relat-
ing to ashestos risks. Unfon Carbide
Corporation (UCC) and its consult-
ants have asserted that ashestos
mined from the Coalinga deposit in
California and sold by UCC as
“Catidria®" is innocuocus.? They base
these assertions on two arguments:
1} Calidria is unregulated “short-
fiher” chrysotiie (less than 5 pm)
and thus nontoxic, and 2} none of
the Calidria mine or mill workers
ever developed asbestosrelated dis-
ease, UCC successfully marketed
Calidria® as shortfiber asbestos,
while suppressing evidence that
more than 50% of Calidria fibers
were actually longer than 5 pm.
UCC concealed the results of
animal studies, and to give the
impression that Calidria was safe,
they employed c<onsultants to
manipulate Calidsia inhalation data
from previous studies. As a result of
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legal actions instigated by injured
workers,| 1.8, courts [have forced
UCC to ge some of these secret

studies and documents that reveal
the perfidious nature of these asser-
tions.”? We report this evidence
here.

The “Short.fiber™ Myth

Union Carbide has given customers
the impression that Calidria is
innocuous because of its short Rber
length. However, Kent Pinkerton’s
1982 PhD) thesis found that 48% of
acrosolized Calidria fibers were
longer than 5 pm, compared with
25% of Capadian (Jeffrcy) and
UICC B chrysotile? Calidria ako
had a greater percentage of fibers
more than 10 pm long: *At least
92% of the combined fibers and
fiber clusters in the Jeffrey and
UICC B acrosols were less than 10
pm in length, but only 66% of the
combined fibers and fiber clusters
in the Coalinga chrysotile aeroacl
were less than 10 pm.”* Edward
Igren, a UCC litigation consultant,
published selected portions of
Pinkerton's thesis but misrepre-
sented his data on fiber length.
{igren  repeatedly referred 10
Calidria as a short fiber: “Fibres
from . . . Coalinga, Calif., are almost
all less than 5 pm in length, .. .™ In
a 1998 deposition, however, Tigren

“admitted that he had no data to sup-

port his conclusion that Coalinga
asbestos was a short-fiber asbestos?

*Many of the documents cited in this
letter to the editor were produced in lit-
gation where one of wi (OF) {1 a consult-
ant for Kelly Moore: Kelly Moore Paint Com-
pany wr. Doot Chemical Conporation #t ol, No.
19'785-BHO.

+All Union Carhide Documents referved
o in this sriicle mey be found =t
cwww.egilman.com,/URCC_Corruptions,

Union Carbide undertook secret
studies that revealed that Calidria
fibers were thin, fine, and longer
than 5 pm. They rcalized that
Calidria fibers were on average
thinner than those of Canadian
chrysotile and they therefore were
often missed when analyzed by
light microscopy (which has a lower
limit of detection of 0.25 pm).
Three of these studies are high-
lighted below.

In 1975, UCC secretly compared
the lengths of Canadian and
Calidria fibers relcased during the
use of two, otherwise identical, ceil-
ing texture paints, The mecasure-
ments taken during the dry mixing
and spraying of the textures
revealed similar exposures to long
fbers: “There is clearly no differ-
ence between these types of ashestos
for concentrations of
asbestos fibers longer than 5 pm.™

In 1977, somec UCC customer
and QSHA sampling of Calidria
exposures determined that fiber
levels were 20-40 times higher than
previcus UCC counts. In response
to these reports, UCC recvaluated
its sampling method and found that
20-40 fibers/cc had been missed.
UCC noted that: “It has alio been
our experience in working with
ultrafine fibers that they are very
casy to miss completely unless the
operator specifically looks for such
material."™ UJCC did not paw this
information on to customers or gov-
ernment agencies. In 1983, when
NIOSH made an undercount error
at the UCC mine, UCC again con-
firmed that fine Coalinga fibers
escaped detection: “Tt would appear
that the NIOSH counting lab missed
a significant amount of ashestos
fiber in some of the samples, . . .
Coalinga has a much smaller mean
diameter and fiber length distribu-
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tion. Because of this and the fact
that most counting laboratories are
not familiar with Coalinga asbestos,
their fiber counts are often artifi-
cially low."™ UCC withheld this infor-
mation from NIOSH.

Exposure to “Shortfiber” Ashestos
Does Cause Disease: Hidden and
Deceptive Studses

Ronald Dodson et al. reviewed the
pathogenicity of various fiber
lengths and conchided that all fiber
lengths canse asbestosrelated dis.
cascs? Sccret, unpublished, UCC-
funded studies performed by the
Mellon Institute support thess con-
clusions. The Mellon Institute con-
ducted at least two animal studies
on Coalinga chrysotile, the first in
1966 and the second in 1971. In the
1966 study, Mellon resecarchers
injected Coalinga into the peri-
toneal cavity in guinca pigs, rats,
and rabbits. To mimic the human
exposure route, Mellon researchers
intratracheally injected a second
cohort of rats. The asbestos tested
included a Johns Manville Cana-
dian long-fiber chrysotile and two
shert-fiber types, including a
Coalinga sample (CMS-100}. The
Meliors researchers concluded that
fiber length was unrelated to patho-
genicity and that Coalinga fiber was
potentially more harmful than the
Canadian chrysotile: “The results. ..
indicate that the asbestos products
studied produced fibrotic lesions of
the visceral organs . . . regardless of
fiber length. Of the 3 products,
CMS5-100 (Coalinga fiber) produces
the most severe reaction.”®

After reviewing the results of the
1966 Mellon report, Dr. Demehl,
UCC's associate mediral director,
remarked that: “The only conclusion
we can draw from this crude test is
that it is possible that our Coalinga
product raay be more hazardous to
use than long fiber ashestos in that it
may induce the disease, asbestosis, at
an carlier time after exposure.™!!
Dernehl also concluded that the
1966 test called inw question the

adequacy of the threshold limit valze

to protect employees: “It is probable
that the 5 million particles per cubic
foot will not be acceptable for the
prevention of mesothclioma, *?

The 1971 Mellon study tra-
cheally insufflated rats with a new
UCC product, a silica coated
asbestos pellet (RG-244). The rats
were examined at 30-, 60-, 90-, and
180-day intervals, and the results
provided UCC with clear evidence
of the hazards associated with expo-
sure to this double-hazard produet:
*In general, because of the over-
whelming preponderance of effect
in the asboatos doscd Tungs yerays
in the controls, we have sufficient
evidence of damage to warn us 1o
do our best to prevent inhalation of
concentrations of asbestos in excess
of the Threshold Limit Value pro-
posed for 1970. .. "®

Unfortunately, UCC did not
publizh either of the Mellon stud-
jes. In 1982, after pamage of the
Texic Substances Contral Act
{TSCA), which required companies
to report toxicologic findings to the
EPA, UCG lawyers and manage-
ment made a decision to hide these
findings from the FPA: =, . . the
Mellon Institute studies are
presently defined as confidential.
Since they are more than 10 years
old, however, they do not appear to
be reportable.™'*

As mentioned above, between
1997 and 1988, UCC consultants
ligren and Chatfeld published
selected portions of Pinkerton's
1982 PhD thesis (and subscquent
abstracts and articles), which com-
pared the relative fibrogenicitics of
ground Calidria and Canadian and
UICC reference chrysotile.d The
ctonsultants claimed that they per-
formed a “careful review” of Pinker-
ton's data, and published their con-
clusion avowing that Coalinga was
not fibrogenic: “Exposed animals
displayed no fibrosis following
cxposure to Coalinga chrysotile,

IPinkerton refused to coauthor these
papers. He did not agree that Calidria
should be contidered a nubance dust.
Peorsona! communication, August 2008,

but showed fibrogenic responses
with both Canadian fibres.""* How-
ever, Pinkerton et al, the actual
researchers, arrived at the opposite
conclusion: "Interstitial fibrosis was
scen histologically in all exposed
animals [including the Coalinga
group} at one year and increased in
severity during the year in air [with-
out exposure].,”™ This fibrosis
developed cven though the
Coalinga-exposed  rats  were
exposed to much less asbastos than
the other exposed animals.'®
Despite the data, llgren touted
Goalinga chrysotile as “innocuous™
and declared that it should be
treated as a “nuisance dust, "™
Iigren also claimed that none of
the chrysotile fibers tested induced
mesotheliomas in any of the rats.!
This “finding™ conflicts with other
literature, which reveals a direct
relationship between exposure to
Coalinga ashestos and the develop-
ment of mesothelioma.!® igren's
conclusion also conflicts with
almost al! other animal studies that
have examined this question.®
Although Pinkerton did not
show that Coalinga asbestos was
“inhocuous,” his experiment did
indicate that it was less toxic than
comparison chrysotiles. This appar-
ent conflict with Mellon study find-
ings is casily explaincd. Asbestosis is
a dose—response discase, and
Pinkerton’s Coalinga-exposed rats
were exposed to 66% less fiber by
weight and five tmes fewer res
pirable fibers than rats exposed 1o
the comparison chrysotiles.?
Additonally, the asbestos types
were prepared differently prior to
testing. The Coalinga asbestos was
water processed and ground three
times, while the Canadian fiber was
passed through a hurricane pulver-
izer? Unlike the Canadian fiber,
which was a commercial sample, the
Coalinga sample came from the
cyclone overflow at the UCG mill®
The UICC B was untreated.® Many
studies have shown that grinding or
manipuhting the asbestos structure
alters the toxicity and subsequent
pathogenicity of  ashestos. 313
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Pinkerton confirms this fact, byt
docs not provide any evidence that
commercial Calidria is any less toxic
than any other asbestos form,

Finally, ligren stated that Coalinga
asbestos was “amphibole-free,” but
in his 1998 deposition, he admitted
he had no data 10 suggest this
assumption.

Asbestos disease in UCC Calidria
mine and mill workers, UCC has
denied the presence of asbestos dis-
case in any mine or mill workers in
sworn testimony and bas failed 1o

report any cases to OSHA™ In the .

1960s, UCC implemented a

of perudic surveillance of ashestos.
cxposed workers, including pul-
monary function tests and chest x-
rays. Additionally, Dr. Hilion
Lewinsohn, their medical director,
performed an additional review of
the xrays in 1984, Our review of
these medical records and reparts
reveals that many workers had find-
ings compatible with ashestosis on
chest x-rays, four of whom were diag-
nosed as having ashestosis (see Table
1} ¥ Four other employees exhibited
possible asbestosrelated Jung can-
cers or other chest malignancies,
one of whom had “lng cancer”

listed on his death certificate ¥
Additional Medical Information

One worker died -in 1991 after
working at the King City mill for 28
years. On his original death ceriifi-
cate, his treating thoracic surgeon
stated that asbestosis was a con-
tributing cause of death. Afer
conferring with UCC corporate
lawyers (despite the fact that UCC
had sold the mine to a group of
investors six years carlier), UCC's
mine manager and president of
KCAC, the successor corporation,
obtained his death certificate,
arranged to wake the worker a
“coroner’s case” and had an
autopsy performed on the
worker.® The worker’s family was

A1) medical eecords referred to In thix
article may be found a1 <www.cgitman,
tom/UCC_Corruption>.

ot consulted. The coroner subse-
quently changed the death certifi-
catc, replacing “asbestosis® with
“non-specific pulmonary fibro-
8i5."7%* The mine president was a
member of the city council at the
time (he is now the mayor and has
been for 12 years), was a friend of
the owner of the funeral parlor (in
retirement he currently drives the
parlor hearse), and Zerves on the
board of the only hospital int town,
The autopsy repart listed pleural
thickening, diffusc pulmonary fibro-
sis, and history of ashestos exposure
(remotc) as diagnoses.® The text of
the report noted the absence of
asbestos bodies. The coroner was
apparently under the impression
that the diagnosis of ashestosis
required the finding of asbestos
bodies. UCC's secret animal srudies
indicated, however, that Calidria
caused asbestosia but did not induce
the farmation of asbestos bodies.*

The UCC Lewinsokn Report

In 1984, in anticipation of the sale
of the King City mill, Union Car-
bides medical director, Dr. Lewin-
tohn, who previously had served as
the medical director for the
asbestos companies Turner &
Newall and Raybestos Manhattan,
reviewed aff the employeer® radiog-
raphy reports. in his report, Dr.
Lewinsohn, stated that * . . 1/1 is
regarded as definite radiographic
evidence of the presence of changes
consistent with pncumoconiosis. !
Dr. Lewinsohn found that several
ashestos millers had x-ray evidence
of pneumoconiosia, including evi-
dence of progression, One worker’s
X-riy progressed from 0/1 toa 1/1
profusion between 1969 and 1988 3
UCC's medical director noted that

this progression could have be
relcd o] oo capom o
suggested the possibility that an

unidentified asbestos exposure,
other than the exposure at the
asbestos mill where the worker was
employed, might have caused this
worker’s disease: ‘Further investiga-
ton of this case is suggested to

determine whether the changes
noted are related to asbestos expo-
sure at King City or elsewhere,™?
UCC’s records £il to identify any
other asbestos exposure for this
individual. Even if the worker had
other additional exposure, it is
indisputable that his 14 ycar expo-
sure to Calidria at the King City
mine contributed to his ashestos-
related disease.

Despite the fact that Dr. Lewin-
sohn wold UCC that informing the
employees of their condition was a
legal requirement under the OSHA
act, we have been unable to find
any evidence that UCC, its medical
director Dr. Lewinsohn, or any of
its consulting physicians ever
informed any of the workers that
they might have had an asbesos-
related illness, This medical infor-
mation proves that Calidria causes
ashestosrelated disease,

UCC Successful Marheting:
Customers Believed Calidria Was
Safe

Not only did United Carbide tel}
employces that Calidria was safe
enough to eat, they also expended
considerable resources to persuade
customers that Calidria was
“innocuous.” After receiving UCC
promotional material and/or
attending UCC lectures, several
UCC customers believed Calidria
was safe. After attending a UCC
presentation, one Dow employee
wrote, “Apparently there are four
crystalline structures common to
wbestoa. Of the four, three are
proven bad actors whereas the
fourth (which they claim is the
Calidria type) is much more
innocuous . . . Union Carbide
claims they have sufficient toxico-
logical data that places Calidria in
the nuisance dust category. . . "%
Other customers belicved that
Calidria was not carcinogenic: “The
asbestos we use is a unique type
awailable from just one mine in Cal-
iffornfa. It i produced and

processed by the Union Carbide
Corporation. The have run exten-
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TABLE 1, Disease in King Cliy Mine and Mill

Worker 25 “Asbestosis” wittlen on report’
Worker 108 ILO section “small lveguiar opacities” Med in: 0/1 (196, 171 (1983):t
parenchymal abnormalifies consistont with pneumoconiosist-t (1969, 1983);
“P” Indicated in comments (1983) »; *k* indlicated In comments (1983)“!; “the smaller copacties (sic}
are more obvicus than they were in 1949* (1983); “co” indicated In commenits (1949)0t
Worker 178 "Shows x-fay evidence of an early pneumoconioss, must wear resplrator In dust.” (1970)
Worker 217 ‘Mﬂmlncremlnthahiemmdiungmukhgs'(WW)'
“Mid obstructive ung disease” (1986)
-There Is o mikd obstructive lung defect” (198 )"
“Thera Is o moderate cbatructive lung desfect” (1984)"
“Midto mod«maobmm cla;g:; (1983 1966 o
porenchymal abnorm cong! with pneumoconiods (1966, 1984
ILO section "smakk imeguiar opactties” flad In: 0/1 (1968), 1/0 (1984)t
Worker 291 “Maderate Restrictive puimoncry impainment” (1993)°
“There Is a moderate obstructive lung defect” (1986)°
Worker 358 “Ruggestive of csbestcals” (1974
:nM‘c;y be the first Indication of slshuetive ing disecsa” (1070)"

asbestos seon, Indefinite opacity on (ight) ioba obove diaphragm—rule out ca.” (1984 concer listed
as “ca” under “other abnormaltties (1984)24, “pl” Indicated In comments (1972, 1984)8: “co” Indicerted
In comments (1966, 1984)°4: 071 protusion (1972)t; *Confraction of Right lower lobe +pleural thickening
In horlzontal fissure” (1972)'; *od” Indicated In comments (1966)*; Pleural cbnoenmalities consistent with
pneumoconioss (1984)4: parenchymal abnormatties consistent with pneumoconioss (1972)ty
Worker 311 Cancer Isted as "ca” under “other abnormalities” (1984)°+
Worker 360 Death cetificate—"fung concer and “chronic obstructive puimonary disecte™(1994)
Warker 380 “The E_st ¥+ay [does show changes suggestive of chronic pumonary fibrosis” (1965)"; parenchymal
abnofmaliies Consistert with pneumoconioss (1963
ILO section “small ireguior opacities” filed In:1/0 (1983); “od® indicated In comments (1984)41; ‘b
commanty (1963)*: *cn” indicated In comments (1963)ent
Isted on intial death certficata (1991)"; ~Rule cut nflommatory changes) before consider-
ing osls” (1981)%; An 0/) profusion noted (1987)*; ~od" indicated in comments (1963, 1981)t;
parenchymal abnormalifies consktent with pneumoconiogs (1981)tt
Worker 385 Concer lstact s “ca” under “other abnomalities” (1984)1: "A rounded opaciy k present in the left
hilurn. It appears iorger than on 4-30-83, but wos Probably present on 1981 fims. Although unliateral,
nJe out carcinoma* {1984)t
Worker 549 “This man shoud not be expaosed to further inhaldation of asbestos. Dt. Hughes, Radliclogist read the file
as csbestesls, not even knowl fhlswamUnlonCorbldewodcec.mdconwhonwlfhﬂtmfmm o
1969 shows definltely achvily In the ungs.” (1974)
Parenchymal abnomaliies consistent with pneumncconioss (1966)*; ILO section “small megular opack
:'qu;a%d In: 1/0 (1966)!: “cn” Indicated in commants (1968, 19820 *pl* indicated In comments
Worker 131 Parenchymal (1981, 1982) and plaural{1981) abnormalies corsittent with pnaumoconicsis™1; ILO
section “smcll imeguicr opactties” filed in: 1/ (19813, 0/1 (1982)t
"Mid restrictive pumonary mpament” (1992 "co” Indicated In comments (1981, 1982)cat
Worker 362 ILO sacton “small meguicr opacitias” fled in: 0/1 (1972, 1982 parenchymad (1972, 1982) ana piewral
(1984) cbnormaiities conistant with prieumocaniosls™; *evidence of obstructive Lung disecse” (1580)°
Worker 218 ‘Appemmbemmubummanm'umv
parenchymat abnormaltiies consistant with pneumoconioss (1973, 1083, 198t obstructive
disease” (1984)"; L.O section "smal hre?uacpodﬂes‘ fled In: 1/0 (1973, 1983) O/t (1984)": *pi" Ind-
cated In comments {1958, 1941, 1973, 1983, 19844 “co” Indicated In comments (1043, 1984)08: ~og”
indicated In comments (1983, 1984)*+; “W" Incictrted I comments (1983, 1984)4t
“Culcified cpociies” (1982t parenchymal abnormalifias consistent with preunoconiosls (1982)11;
“smell Imeguiar opacities” filed In: 0/1 (1982)": “od” Indicoled In comments (1982t
Worker 83 Pleural abnomalties conslstent with pneurmnoconicsis (19834 “appearances on the loft chast wall
maybe due fo previous frama or pleutsy” (1979t
Worlar 12 “(right) Lppsr lobe_ fung)? Carcinoma” (1982)*: Pleural abnemaities consistent with pneumoconioss
(1982341 *od” iIndlieated In comments (1982y=4; *pl” Indicated in commera {19829

Worker 383

Worker 72

mmmmmmmmmwmmm.
lmmwmmpmmmwgmmmmm.

o plara,
¥ *pl” is the symbol uaed o indicate “plewral In the interor fasure or mediastium®
wed fo indicate on ™ of cordioc sz or shape,”
symbct abnomalty X

""N"l the symbol sed 1o Indicate cn “eniorgement of hiar or mediartinal ymph nodes.”
““en” b the tymbaol wsed to indicote g “calcification In smoll pneumcconiofic opacities,”
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sive medical tests on this asbestos
{Calidria RG-144) and we have their
assurance it is non-carcinogenic."

The ashestos industry continues
to take advantage of the short-fiber
myth to promote the use of
chrysotile around the world. For
example, the Asbestos Institnte, the
lobbying arm of the Canadian
Asbestos industry, has recently
touted a sovn-to-be published study
that concludes that chrysotile is safe
to use.3® This study relics on Ngen's
shortfiber misrepresentations.

The evidence presented in this
paper illustrates only one example
of how corporations have used sci-
ence to achieve profit growth and
escape liability at the expense of
dead and injured workers.
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