
Letters to the Ed.itor

Diagnosing Environmental
Allergy

With his commentary, "Total
Environmental Allergy: 20th Cen
tury Disease or Deception?"
(March 1990), Dr. Black has joined
a small group of advocates who are
using unscientific studies and tac
tics to deny the existence of an
emerging, increasingly recognized
public health· problem. It is critical
that your readers know the other
side of the story before they, too,
treat a growing group of difficult
to-treat patients as nut cases. Oth
erwise, the medical profession runs
the risk of further damaging its
credibility and doing a serious in
justice to the victims of an illness
that we admittedly do not clearly...
understand.

The first advocacy tactics em
ployed in this article rest in the title
and abstra~t. Why must we choose
between "Disease or Deception"?
Is there no room for uncertainty
here? Are we so arrogant as to
assert that we know everything
about neuroimmune interfaces? Is
there no room for definitive scien
tific research to finally put this
matter to rest?

Dr. Black and his fellow advo
cates seek to discredit an emerging
diagnosis. They are not pleading
for mainstream research in this
area; in fact, their articles serve to
create an atmosphere in which seri
ous scientists are afraid to engage
in reseaIth for fear of career dam-
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age from being accused of support
ing "clinical ecologists." This is
no way to help unravel a truly
difficult medical and societal con
cern.

Dr. Black also purports to ex
plain the etiology of environmental
illness, even though no claim has
been made that a single etiology
even exists. He sets up a straw man
in "clinical ecology," failing to
mention that multiple chemical
sensitivity is a common diagnosis
within occupational medicine and
has far greater acceptance as a
physiological illness in the medical
community than does his theory of
psychogenic illness. In fact, I was
an invited participant at a 1987
workshop at the National Research
Council during which Dr. Terr's
psychogenic theory received no
support. The clear consensus of
that meeting was that this was a
significant public health concern
for which research must be support
ed and funded.

To be sure, Dr. Black and those
he cites to support his psychiatric
etiology theory have support. The
Chemical Manufacturers Associa
tion, in its position paper,' has an
almost identical perspective on this
illness as Dr. Black. However, the
papers by Terr and Stewart and
Raskin are not scientific studies.
They are merely case reviews
which reflect the biases of the ob
servers. Given an absence of any
valid research design, none of them
could have detected a physiological
basis for this illness, even if one
clearly existed. Terr's 50 cases,2 it
should be noted, were almost all
cases referred to him by a workers'
compensation insurance carrier,

and for whom he failed to provide
any control group or any testing
protocol that could have met even
the most rudimentary standards for
research design.

However, even on its face, Dr.
Black's article was not even-hand
ed in his treatment of either this
illness or one of the groups of
physicians who deal with it, clini
cal ecologists. While criticizing the
lack of research to support clinical
ecology, Dr. Black has apparently
based his opinions on one clinical
vignette, a self-proclaimed obses
sive-compulsive. In fact, nothing
in his description of this patient
even relates to environmental ill
ness. Rather, the basic complaint
appears to be chronic candidiasis.
Yet, there is no proof that this
condition has anything to do with
the chemical sensitivity problem
which is central to what Dr. Black
terms "environmental illness."

In fact, it is difficult to ascertain
exactly what Dr. Black is even
talking about. It is clear that he has
no respect for physicians he calls
"clinical ecologists," but it is com
pletely unclear whether he has any
understanding of the standards of
the American Academy of Envi
ronmental Medicine, the Pan
American Allergy Society, and the
American Academy of Otolaryngo
logic Allergy, all of which support
the diagnosis and some of the at
tempts to aid these patients to
whom Dr. Black refers.

When Dr. Black refers to "clini
cal ecology" he does not make it
clear that he is referring to ap
proved practices and techniques
performed by a Fellow of the
American Academy of Environ-
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mental Medicine or a Dip[ornate of
the American Board of Environ~

mental Medicine. No such physi~

cians, according to the latest direc
tories from these organizations,
even exist in the State of Iowa. One
must wonder whether Dr. Black's
opinions are derived from a bad
experience with someone who is
not even representing clinical ecol~

ogy. Eithe~. way, he does a disser~

'lice to your readers by exaggerat~

ing the "fringe" status of this medi ~

cal perspective, omitting the fact
that its courses have been granted
CME accreditation.

To be sure, this entire field is

confusing; however, Dr. Black
only adds to that confusion. He
provides incomplete references to
mainstream articles that support the
diagnosis, which appeared not in
"Occupational Medicine" as in his
references 1, 2, and 22, but rather,
in "Occupational Medicine: State
of the Art Reviews, Workers with
Multiple Chemical Sensitivities,"
published by Hanley and Belfus,
Philadelphia, 1987, and edited by
Mark Cullen, M.D., Director of the
Occupational Medicine Program at
Yale. Clearly, the correct citation
could have detracted from Dr.
Black's position that this diagnosis

is supported only by "fringe" med
icine.

Dr. Black also failed to mention
that the Ontario Ministry of Health
Report he cites as reference 6 con~

eluded that the environmental ill
ness diagnosis was valid. He failed
to mention that the U.S. Environ
mental Protection Agency (EPA)
has recommended research on this
illness,} that there is current re
search ongoing in this area at major
medical centers, that two states
have completed major reports on
these illnesses:.5 and that the EPA
and National Academy of Sciences
are pursuing research in this area.
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Should we be relying upon the
unscientific conjectures of Or.
Black, or should we withhold judg
ment until these studies are com
plete?

It is also unfortunate that Or.
Black failed to note that the 1981
position of the California Medical
Association (CMA) has been with
drawn and is no longer in effect.6

The article to which he refers in
Ref. 24 is not the position of the
CMA.

Should we look at the facts, or
should we jump at the first easy
explanations to come along? Cer
tainly, it would be easy for us to
just write off this entire illness as
psychogenic and ship everyone off
to a psychiatrist. But would that be
right? Would it be ethical to as
sume that a new illness is psycho
genic, without even ruling out a
physiological basis? Is the "sci
ence" of Dr. Black any better than
that which herejects from "clinical
ecologists"? I

I am troubled by the "bandwag
on" approach of anticlinical ecolo
gists who want to throw out the
baby with the bathwater. The pa
tients are caught in a cross fire, and
their interests are in no way served
by untested theories which would
serve to "blame the victim." I
admit to being an advocate at
times, but the difference is that I am
advocating research, and Dr. Black
is not. Also, I think we first must
rule out physiologic illness before
assuming psychogenesis, and Dr.
Black thinks it has already been
ruled out, or that his theory is so
persuasive as to not require scien
tific verification.

It is troubling that physicians

like Or. Black can get away with
attacking a diagnosis without scien
tific data or confirmed alternative
diagnosis, or scientifically tested
treatment protocol. Can anyone
seriously claim that Terr's paper
truly tested the hypotheses of clini
cal ecologists? Can it even be seri
ously claimed that clinical ecology
theories should serve as the only
basis for evaluating this illness?

In my experience, psychiatric
approaches have not worked with
confirmed cases of multiple chemi
cal sensitivities, except to assist
them in the tremendously stressful
process of coping with this illness
and with physicians and insurers
who insist that the illness is "all in
their heads." Psychogenesis is a
diagnosis of last resort precisely
because it defines away a problem
that might, indeed, be real. In do
ing so, there is also a risk of im
mense harm to our economy and
public health if this illness is, in
deed, growing and is physiologi
cally based and remains. unrecog
nized.

I believe psychiatrists would de
scribe this phenomenon as the need
ofthe majority to "deny" any prob
lem that makes them uncomfort
able and challenges prevailing atti
tudes. This "denial" and the unsci
entific counter-attacks exemplified
by Dr. Black, serve only to drive
these patients further away from
mainstream medicine and to vilify
a group of physicians who attempt
to make their lives more full and
productive. Rather than developing
a dialogue with those who have
decades of experience with this ill
ness, the tenor of the current debate
is condemning and in no way con-

ducive to good science.
There is room for disagreement

in this area; however, the. medical
community deserves more even
handed articles in this complex,
emerging area of concern. Many,
many mainstream physicians have
seen this illness, and they need
solid research, not generalizations
and advocacy, to help them make
their own decisions on this matter.
For a thoughtful and complete re
view of this problem, I urge physi
cians to obtain a copy of the New
Jersey studies mentioned above,
which also somehow eluded men
tion by Dr. Black.

Earon S. Davis, J.D., M.P.H.
Environmental Health Consultant
Evanston, IL
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• Dr. Black replies:
Mr. Davis has set himself up as

his own straw man. He has not
challenged any of my fundamental
points, nor has he provided any
evidence to counter them. First, the
diagnosis of multiple chemical hy
persensitivity syndrome is unrelia
ble; there are no adequate. case
definitions that would allow rea
sonable epidemiologic study. Sec
ond, the disorder is not associated
with any -reproducible laboratory
abnormalities. Third, the tests that
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