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a neurological disorder while hallucina-
tions are psychiatric is due purely to ran-
dom historical events.

The stigma of Butler Hospital has
affected my own practice. When I
moved, my referrals slowed. Some pa-
tients who saw me in a private office were
reluctant to transfer care. Occasionally
family members would tell me, “He didn’t
want to see you at  Butler. We had to con-
vince him.”

When I first opened my office at
Butler, I asked the hospital not to adver-
tise because I thought I would be over-
whelmed and that I would alienate the
doctors who referred patients because of
lengthy waiting times. I wish. I’ve been
here over 6 months and my schedule is
still not full.

The orthopedists have offices on the
Butler campus but I doubt they have this
problem. Bones and brains aren’t con-
fused and I doubt that patients refuse to
see an orthopedist because the building
is on the Butler campus. “I saw Dr X at
Butler for my hip,” sounds different than,
“I saw Dr. Friedman at Butler for my
Parkinson’s.”  Some do worry about see-
ing me on the Butler campus (“Will I
have to stay there?” some occasionally ask
my secretary, only semi-joking), and I
believe this reflects the stigma of being
treated at a psychiatric hospital. Butler
and I are keen to correct this.

The neurological literature certainly
reflects the changes in the discipline’s
thinking about behavior in the last 15
years. Increasing numbers of articles dis-
cuss dementia, mood and other behav-
ioral problems in PD, ALS, stroke, epi-
lepsy, MS and all the other “neurologi-
cal” disorders that used to be considered
as not having a behavioral component.
Increasing numbers of conferences now
focus on the behavioral aspects of neuro-
logical disorders. There are few brain
changes that do not have either direct or
indirect behavioral consequences and,
while for historical reasons certain disor-
ders fall into one discipline rather than
another, the basic identification of a dis-
order as “brain or not brain,” is really
what counts.

Non-psychiatric physicians must
help lead the way.

– JOSEPH H. FRIEDMAN, MD
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Commentaries

We are all aware of the notion of stigma
attached to seeing a psychiatrist. We all
have tried to refer patients to psychiatrists,
only to have the patient refuse. Yet re-
cently the SSRI anti-depressants and the
benzodiazepine anxiolytics have trans-
formed the treatment of depression and
anxiety in the US partly because these
drugs are so easy to use, and partly be-
cause patients are willing to take medica-
tions for psychiatric reasons, so long as a
non-psychiatrist prescribes the drugs.

Although I’m a neurologist, I am
now, quite surprisingly to myself, deal-
ing with that stigma directly. In Febru-
ary I moved to Butler Hospital. It is my
fourth employer since I moved to R.I. in
1982, and hopefully my last. Since I am
a movement disorders neurologist, one
might reasonably ask why I would want
to be at Butler, a psychiatric hospital, and
why Butler would want me. These two
questions have different answers. How-
ever, what is more interesting is why pa-
tients who wanted to see me when my
offices were in Warwick and East Provi-
dence, do not want to see me at the But-
ler campus?

I am at Butler for two major reasons.
The main one is to expand research en-
deavors into movement disorders, prima-
rily Parkinson’s disease (PD), but also
Huntington’s disease, drug-induced
movement disorders and psychogenic
movement disorders (more common than
Huntington’s disease).

Almost all movement disorders have
concomitant behavioral disorders. My own
personal research interests have focused on
these behavioral problems, so that while I
treat, hopefully, the “whole” patient, move-
ment and non-motor problems, I would
like to expand research into the most de-
bilitating aspects of PD, namely demen-
tia, fatigue, depression and sleep disorders.
And Butler, of course, has research groups
interested in some of these areas.

The second answer to this question
reflects my age. Although it was only af-

ter I moved that one of my patients left
me a note asking for the name of the neu-
rologist she should see when “something
happens” to me and I stop seeing patients.
The question had occurred to me as well.
I have worried about where my many PD
patients would go when “something”
happens to me. While there are many
superb neurologists in our area, there
were none with special expertise and in-
terest in PD. Now, with Victoria Chang,
MD,  working with me, there is, and
hopefully another specialist will join us
to follow these patients.

The second question, why would
Butler want me,  is more interesting. But-
ler views itself, and would like itself to be
viewed, as a hospital for “brain disor-
ders,” not just psychiatric disorders. It
had a distinguished dementia center, and
adding a movement disorders program
advanced the notion that brain disorders
don’t respect classification fault lines that
separate neurologic and psychiatric dis-
orders. Like the maps drawn arbitrarily
through Africa in 19th century imperi-
alist days, “officially” sanctioned lines
separating disciplines may not reflect the
reality on the ground. Brain disease is an
all encompassing concept. A good ex-
ample of the arbitrariness of classification
is Bonnet’s syndrome, in which otherwise
normal elderly people with severe visual
impairment develop complex visual hal-
lucinations. When onset is acute the pa-
tients go the emergency room, which then
directs them to the psychiatric service,
which then directs them to the neurolo-
gist.

Is Alzheimer’s disease a neurological
or psychiatric disorder? As Dr. Easton
would say, “Yes.” Obviously it is a brain
disease.  I’m a movement disorders neu-
rologist but my research is in “neuropsy-
chiatry,” which, by the way, is different
from “behavioral neurology,” a field
which addresses aphasia, abnormal emo-
tional responses, and apraxia. But all of
these are brain disorders. That aphasia is



3
VOLUME 94     NO. 1     JANUARY 2011

From Sequence to Consequence
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minutes but decades, and so much transpired in the interim. A
child touches a hot stove and a fraction of a second later feels the
pain. If the interval between touching a hot surface and experi-
encing pain had been many days, the likelihood of the child, or
the adult, learning something from the experience is probably
lost. And with the many shipyard workers it required much pains-
taking epidemiologic inquiry and laboratory research to indict
asbestos finally as the cause of mesothelioma.

It also required over a century of research to convince the
conservative medical profession that microscopic organisms –
called microbes – might cause human distress, even fatal ill-
ness. And further, that each strain of bacteria generally causes
its own specific, often idiosyncratic infection. It didn’t seem
reasonable to most physicians that an invisible organism could
fell a 200 pound adult. A German physician named Robert
Koch (1843 - 1910) assembled a sequence of laboratory steps,
now called Koch’s postulates, to provide proof of causality.

First, the suspect microbe must be consistently associated
with the specific disease. Second, the suspected microbe must
be isolated from one or more organs and grown in pure cul-
ture. And third, a healthy susceptible host (an experimental
animal such as a mouse) when inoculated with the putative
microbe will then develop the disease. A fourth proviso was
later added: the same microbe must be re-isolated from the
experimental animal.

As clinical medicine learned more of the intricacies of in-
fectious disease, some of these postulates have been modified;
but Koch’s postulates, recognizing that the world is awash with
bacteria and other risks – some of which may be harmful to
humans – still  offer a rational means by which disease-produc-
ing germs might be distinguished from non-disease-produc-
ing germs: a laboratory method effectively separating the in-
nocent microbiologic bystanders from the hostile invaders.

As water runs downhill so, too, does effect follow cause.
Some relationships never seem to change.

– STANLEY M. ARONSON, MD
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A stranger walks down a country lane and sees a small
farmhouse at the margins of a plowed field. He wonders: “Did
that visibly fertile field attract the farmer who then built his
dwelling next to the field?” Or, alternatively, “Did the farmer,
inheriting the farmhouse from his parents, then clear the adja-
cent woodland to make a meadow capable of growing a crop?”
A farmhouse and a plowed field: which came first? And did
the farmhouse “cause” the plowing? Or did the fertile field
“cause” the farmer to construct his farmhouse beside this obvi-
ously fecund field? Or, perhaps, was there no causal relation-
ship between the two physical entities?

A tourist from the States visits Stonehenge in southern En-
gland and exclaims: “Wasn’t it thoughtful of those early Dru-
ids to build their primitive monument next to an accessible
highway and parking lot!”  Or an equally credulous tourist in
Virginia questions: “How come so many Civil War battles were
fought in National Parks?” People take two or more disparate
things and speculate about their interrelationships, wonder-
ing, sometimes, if one came about because of the other.

Before they perceive the rudiments of language, young
children learn the fundamentals of causal relationships. One
of the first principles that they learn is the temporal connec-
tion between causes and effects: if A truly causes B, then A
must precede B. A baseball game is not rained out if it rains the
next day.  Eating forbidden cookies comes before a spanking –
not after (except, perhaps, in dysfunctional families.)

Nature respects the rules of causality but displays a cosmic
indifference to how the many and varied consequences are per-
ceived. It acknowledges neither penalties nor prizes, just outcomes.

But how reliable is a temporal relationship in assigning cau-
sality when the outcome is a complexity such as a human disease?
For example, most people with Alzheimer’s disease have grey hair;
furthermore, the grey hair almost always precedes the develop-
ment of dementia. Can we conclude then that the grey hair
“caused” the dementia? Or will we require more stringent evi-
dence to indict greyness as the etiologic agent?  How might in-
nocent sequence be separated from evil consequence?

The time is 1942 and a healthy man works in a New En-
gland shipyard constructing ocean-going freighters to sustain
the war effort. His job is to coat the many interior pipes with an
insulating sludge containing asbestos. Many years later, after an
interval during which he held many diverse jobs and smoked
countless cigarettes, he developed difficulties in breathing, lost
weight and was diagnosed as a victim of the lung cancer me-
sothelioma. In the year 2011 we now recognize that inhaled
asbestos particles may eventually lead to this unusual form of
malignant tumor. The time interval, the latent phase, was not
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