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To: Committee Members
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I received this letter from Dr. Reuben Cherniack. If you have any
comments, please let me know.

Sincerely,
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Reuben Cherniack, K.D.
Editorxr
Aserican Review of Respirotory Disease
National Jewish Center ior iwmunvlogy
and Respiratory Nedicine i

- 1400 Jackson Street
Denver, Colorado 80206

Dear Sir:

The recent consensus statement by the Ad Hoc Committee of Scaentific
Assembly on Environmental and Cccupational Health(1) (the Committee)
regarding the diagnosis of nonmalignant asbestos-related disease had the
stated purpose: of summarizing “the current state of knowledge while
pointing out o eas where additional) information 18 necessary”, and to
"summarize [the) present knowliedge on the diagnosis of nonmalignant
asbestos-related pulmonary disease™. Unfortunately, the desired
clarification of this complex issue was not achieved, and in some instances
additional confusion was generated. The following are commente on some of
the important issues raised.

The stetement, "World production ©f asbestos has dropped markedly since the
mid 1970’%™ is migleading, and enuenders & folse sense of security
reqording the trend of asbestos impact on worker health. The decrease in
world production of asbestos since the all-time peak of 157% is probably
attributable to the world-wide recession of the mid-1970’s¢2)_. The impact
of environmental and health concerns on osbestos ut:lizetion is only a
phenomenon of Western industrialized countries, specifically the United
States. Third world countries, tountries with managed econories (the
Soviet Union, eastern Europe, Peoples Republic of Chins), and many
industrialized nations have mzintoined or expanded their production and use
of asbestos froe 1978 through 1985¢2¢3) Hore sianificantly, the U.S.
Bureau of Mines predicts a 4% annual increase in use of asbestos in the
United States from 1985 through 1930¢3), As the authors of the consensus
document suggest, the asbestos materials currently in the environment will
present hazards as they deteriorate and ore cisturbed during repair,
replacment, and reroval. The cumulstive burden is not only growing, but at
on increesing rote,
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The section entitled “benian Pleural Abnormgiities Associated with
ABbaetos” i& confusing. The term ‘pleural plagues’ hat been used to
describe circumscribed pleural fibrosie. Diffuse pleursl fibrosis, which
by definition is extensive snd involves the costophrenic angles, does not
fit the ters ‘pleural plaques’. Throughout this section ‘pleural
fibrosis’, which is the pathologic process underiying both the
circumscraibed pieursl abnorpalities {(pieursi plagues? and the diffuse
pleursl thickening, 18 only mentiones once. This is a si1gnificant chouice
of terminology since it obscures the relationship between the fibrotic
changes which can occur in both the pleura and parenchyma. Once it is
recognized that asbestos is fibrogenic for tne pleura, the reason to
separate the fibrogenicity for the pleura from that for tne pulmonary
parenchysa, and to include only the latter in the definition of asbestosis.

dissppeors.

Thus, the definition of ssbestosis chosen by the Committee is artificielly
restrictive. The justification offered for the exclusion of pleural
abnormalities is that “there are differences between pleural and
pareanchymnl fibrosis in spidemiology, clinicsl features, and prognosis”.
Although such differences exist, it is an arbitrary and illogical
distinction. Numerous examples could be given of diseases in which
manifestations with different clinicol festures and prognosis are included
within the usually accepted definition. Some examples are tuberculoEeis,
rheumatic fever, silicosis., and rheumatoid arthritis.

Under “Exposure History™ it is stated thot “particular attention should be
paid to occupations in which direct contect with asbestos has occurred”.

No clarification of the mesning of “direct contact™ is provided, and many
readers mpay infer that the Committee intended to imply personal handling

of asbestos during a worker’s occupation. If this is the case, this
recommendation is not only confusing but also misleading. It is well known
10 those who have experience in evaluating effects of asbestos exposure
that many, and possibly a msjority, of patients recently and currently
presenting with asbestosis have had exposure by virtue ¢of working in areas
where only a small fraction of employees personally handled asbestos. This
applies to the ghipbuilding and ship repear industry and the construction
industry with its many tredes. The spraving of ssbestos on steel beams is
mentioned in the next paraaraph, and is an excellent example of a hazardous
exposure for workers who had no "direct contact” with ssbestos, i.e. who
did not spray. but who worked (es eiectricians, carpenters, welders, etc.)
in such areas.

In the summary section 1t is stated that a number of "necessery” conditions
have tu be present for a diagnosis of 0sbes105is to be considered,
Specifically, in the absence of a psathologic specimen, a patient must have
an appropriate history of exposure and latency interval. We sgree with
these criteria. However, the subseguent “clinical criteria™ raise a numbsr
of significant questions. First, the Committee has chosen a radiographic
oppeorance of s»all opacities corresponding to an ILO clessification of 1/1
or greater as a cut-off for s diagnosie of asbestosis, The ILO guidelines
do not specify a threshold of parenchymal opacities for the diagnosis of
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sebestosis, and do “not imsply leaal definitions of pneumoconiosis for
compensation purposes, nor set nor imply a leveli at which compensation is
payable”(4). The choice of the above mentioned cut-off is therefore
somevhat arbitrary. In our cpinion the Committes has cecided upon a
threshold which is too restrictive. We believe that an ILD clessification
of 1/0 is more appropriate. By the choice of 1" for the numerstor., a
clinician or radiologist is indicating that he/she has interpreted a
particular film to be abnormal, although "0”, or normai, wae a
consideration in the deliberations. With a level of 1/1 as o cut-off, the
Coamittee appears to encourage practitioners to tell patients with a
suitable exposure history and latency, small opacities with profusion 1/0,
and no pleural disease, that they have no evidence of aspestos-related
disease. From the perspective of patient care, and also, we believe, for
the purposes of workers’ compensation and lisbility, 1/1 1s too
restrictive. It is well known that the PA chest x~ray 1 not the most
sensitive test for interstitial fibrosis, and that as many as 10X of
pathologiccily proven gasss of ashextosis will have "normal” chest x-rays

(0/0 or 0/1 ILO classification) (32,

An important omission in the consensus document is the complete absence of
pleural abnormalities from the final summery of diagnostic criteria for
asbestosis. From its title ("The Disgnosis of Nonmalignant Diseases
Related to Asbestos™?), one would anticipate that the guidelines would help
the reader in the diagnosis of both pleural and parenchymal asbestos-
related dicease. As noted above, the omission of pleural disease from the
diagnostic criteria of asbestosis was by design: the definition of
asbestosis was chosen to exclude pleural abnormalities. The impression
given is that such findings are irrelevant to the diagnosis of nonmalianant
asbestos-related disease. Although benign pleural disesase resulis in
significant functional impairment only when extensivet®’, the goal is the
definition of criteria for the diagnosis of nonmalignant asbestos-relatved
disease, and not the degree (or lack thereof) of functional impairment, In
addition, the well accepted concept that pleural plaques are & marker of
asbestos oxposura(7) is not given the focus and attention it deserves.
Should a patient with an sppropriste exposure and latency, calcified
pleural plagues, and “normal™ parenchysa (¢/0 or 0/) IL0O classification} be
told that he has no evidence of biologic effects of asbectos exposure?

In the development of disgnostic criteria one must begin by outlining the
goals of such en endesvour, particularly since all nonmalignant ssbestos-
related conditions are untreatable, except for symptomatac relief. Of
utmost importance to clinicians should be their responsibility to their
patients, and in this case the advice, prognostic information, pealiative
therapy, and emotional support which can be offered. As noted in the
consensus document, asbeatos and esbestoe-related disease have become
significant public health and public policy iesuves. Obviously, physicians
have an important rcle to play in these situntions. Numerous physicians
are, and will continue to be, enmexhed in the legal conflicts resulting
froa workers’ coapensation claims and third-party liability suits.
Finally, the epidemiologic study of diseases, including ssbestos-related
conditions, requires that investigstors have valid and reproducible
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criteria for defining and diagnosing the dicease under study. Although a
restrictive definition of a disease may have an attraction for some, we
believe that the Commitree has formulated diagnostic criteris for
nonmalignant asbestoe-relatad disease which asre too restrictive from the
perspectives of patient care, workers’ compensation, third-party liability,

pubiic hmalth and public policy.
Alfred Frenzbleu, M.D. :57{°; : \/szf\‘_,,._
Ruth Lilis, N.D. S v¢1>
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Mount Sinai Medical Center
Division of Environmental and Occupational Nedicine

10 Eest 102 Street
Now York, New York 10029
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