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ease have serious side effects, and they
should be prescribed only for those who
will benefit. In thk essay, I’lf discuss how
schizophrenia is diagnosed and treated.
Current diagnostic views of schizophrenia are based on the work of two
European
psychiatrists
in the early
1900s, Emil Kraepelin, a German psychiatrist, considered the following to be
characteristic
symptoms of schizophrenia: lack of insight, emotion,
and will;
confusion; loosening of associations; deteriorated mental ability; hallucinations;
delusions; and disturbed motor functioning, or catatonia. He also stressed a
progressive deterioration,
or “dementia,” as central to the disease process. z-4
Eugen Bleuler, a Swiss psychiatrist,
agreed with Kraepelin that loosening of
associations
and the “splitting”
in
thought processes and emotions from
reality
were primary
symptoms
of
schizophrenia.
But he regarded halluci;
nations, delusions, negativism, and cat atonia as subordinate symptoms that were
not necessary for a diagnosis of schizophrenia. He also rejected any consideration of the outcome of the disease-not
all schizophrenics
were inevitably demented, in his experience. z-A
Current diagnostic criteria carry on
the Kraepelin-Bleuler
debate
as to
which symptoms are primary to schizophrenia, and whether or not to take into
account the course of the illness. Diagnoses based only on the present mental
status of the patient are called “cross-

In the first part of this essay, 1 I reviewed several current theories on the
causes of schizophrenia.
Schizophrenia
is one of the psychoses, or major mental
illnesses involving disordered thoughts,
emotions, and behavior. About ten million people
worldwide
suffer from
schwphrenia,
and between one and two
percent of the US population will be diagnosed as schizophrenic
in their lifetimes. Despite its prevalence and more
than 50 years of intensive research,
schizophrenia
stilf is a poorly understood disease.
Part of the problem is that “schizophrenia,” Iiie “cancer,” denotes a group
of diseases, each of which may have different causes and outcomes. Researchers and clinicians have defined various
criteria for diagnosing schizophrenia,
but they differ on exactly what symptoms are more or less relevant to the
disease. An individual might be labeled
schwphrenic
according to one diagnostic system, but not according to another.
This confusion frustrates the efforts of
scientists
studying schizophrenic
patients. Experimental results reported on
one group of schizophrenics may be difficult to confirm in another group diagnosed according to a different system.
Disagreements on diagnosis also complicate the clinician’s decision on how to
treat schizophrenics.
For example,
a
drug therapy successful in treating some
patients may be ineffective in others.
Many of the drugs used to treat this dis-
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sectional. ” Those that also take into account the course of the illness and other
factors, such as family history and the
patient’s condition before the onset of
schizophrenia,
are called “longitudinal”
diagnoses.s
In 1959, Kurt Schneider,
a German
psychiatrist,
provided the fmt set of
detailed symptoms on which to make a
cross-sectional
diagnosis of schizophrenia. He described 11 “first rank symptoms” (FRS), any one of which was sufficient for diagnosing a patient as schizophrenic in the absence of neurological
dkorders,
such as retardation
or brain
disease.b The fmt three deal with auditory hallucinations:
voices repeat or anticipate the patient’s private thoughts;
they d~cuss or argue about the patient;
or they keep up a running commentary
on the patient’s actions. Three more
symptoms involve bizarre thinking: the
belief that one’s thoughts are removed
by some outside
force;
that one’s
thoughts are magically broadcast
for
others to hear; and that thoughts are
forcibly inserted into the patient’s mind.
Another three symptoms relate to the
patient’s experience of his or her feelings, acts, and impulses being under the
control of some external agency, as if the
patient were a robot or hypnotized. The
patient also feels that he or she is a passive recipient of various sensations—
heat, touch, or movement—imposed
by
outside forces. Finally, the patient’s
are deluded—what
we
perceptions
would perceive as commonplace occurrences, the schizophrenic
interprets as
having a very special or profound personal significance .2)4
Schneider’s FRS are still regarded by
many clinicians as the definitive criteria
for making a diagnosis of schizophrenia.
They are commonly used in Europe, and
had a significant impact on British researchers and c~lcians
in particular.T
But studies show that FRS occur in

about 50 percent of clinically diagnosed
schiiplu-enics.
That is, half of the patients labeled schizophrenic do not show
any FRS. Also, FRS occur in other psychiatric disorders, especially mania, so
they are not exclusive to schizophrenias
Other
cross-sectional
diagnostic
systems are more or less based on
Schneider’s FRS, but they include other
symptoms as well. For example, the New
Haven Schizophrenia
Index (NHSI),S
developed in 1972 by B .M. Astrachan
and colleagues,
Yale University,
New
Haven, Connecticut,
lists more than 20
symptoms,
including visual hallucinations, confusion, catatonia, suspiciousness, and other paranoid signs. The flexible system,g designed in 1973 by W .T.
Carpenter and J.S. Strauss, National Institute of Mental Health (NIMH), Bethesda, Maryland, itemizes 12 relevant
symptoms of schizophrenia,
including
poor rapport and insight, incoherent
speech, and absence of early waking,
elation, and depression. The presence of
either five or six symptoms are necessary
for a diagnosis of schizophrenia with the
flexible system. The CATEGO system, 10
a computer
program used to process
data from the Present State Examination, 11 was developed by J.K. Wing and
colleagues, Medical Research Council,
London,
in 1974. It allows for sir
separate diagnoses: definite or uncertain
defiiite
or uncertain
schizophrenia;
paranoia;
and definite
or uncertain
“other” psychoses, such as simple and
catatonic schizophrenia.
At the same time that these crosssectional diagnostic systems were evolving, other researchers
and clinicians
developed a longitudinal approach.
Jn
addkion to considering present symptoms, they examined the patient’s past
h~tory-whether
or not other relatives
were schizophrenic,
the patient’s work
or school performance before the onset
of the disease, the age at onset and dura-
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tion of the illness, and so on. Their goal
was to distinguish between “true” or
chronic
schizophrenics
and patients
with an acute form of the disease.
Chronic schizophrenics,
who develop
symptoms earlier in life and over a
longer pefiod of time, have a poor prognosis. That is, there is little chance that
But acute schizothey will recover.
phrenics, who develop symptoms suddenly, often recover spontaneously.
The Diagnostic and Statistical Manual
of Mental Disorders (DSM-IID~2 is the
most current example of a longitudinal
diagnostic system. DSM-IIIis a standard
reference work in the US, and was published in 1980 by the American PsychL
atric Association.
It evolved from two
earlier longitudinal diagnostic criteria:
the Feighner criteria, IS defined in 1972
by J.P. Feighner and colleagues, Washington University, St. Louis, MKsoun;
and the research
diagnostic
criteria
(RDC), 14 developed
in 1975 by R.L.
Spitzer and colleagues, NIMH.
DSM-111 draws a distinction between
three classes of symptoms. “Prodromal”
symptoms may develop before the onset
of schizophrenia.
They indicate that the
individual’s previous level of functioning
is deteriorating-social
withdrawal, personalityy changes, eccentric
behavior,
neglected hygiene and grooming, and diminished performance at work or school
are listed as prodromal
symptoms in
DSM-IZI.59159lb
“Active” symptoms indicate the psychotic phase of schizophrenia.
Again,
they are derived
from Schneider’s
FRS—delusions,
hallucinations,
and
thought disorders.
Any one of these
symptoms is necessary for a diagnosis,
but thought disorders alone are not sufficient. Thought disorders-incoherence,
loose associations,
and poverty
of
speech, for example—must
occur with
delusions or hallucinations,
catatonic
behavior, or flat or inappropriate
emo-

tions for a DSM-111 diagnosis of schizophrenia.s,lslb
“Residual” symptoms may persist after the active phase of schizophrenia.
They are similar to the prodromal symptoms, but emotional flattening and impaired role functioning are more common in the residual phase.
In addition to these symptoms, DSM111 requires several longitudinal factors:
onset before age 45 and continuous illness for at least six months, for example.
Also, a diagnosis of schwophrenia is not
atlowed if the patient has a history of
manic or depressive disorders, or brain
disease and retardation.
As you can see, there is considerable
room for disagreement on exactly what
schwphrenia
is and how it can be diagnosed. I should point out that I haven’t
discussed
several
other
diagnostic
systems for reasons of space-those
of
G. LangfeldtlT and M.A. Taylor and R.
Abrams, @ for example. But there is no
reason to believe that any one system is
“better” than another.s
The situation
would be considerably improved if diagnoses were based on biological “markers” of schizophrenia. 15 In Part 1 of this
essay, I reviewed current research on
several biological causes of the disease-hypersensitive
dopamine receptors, structural and physiological abnormalities in the brain, and so on. Researchers and clinicians may eventually
be able to diagnose subtypes of schizophrenia according to these biological
factors.
The vast majority of patients diagnosed as schmphrenic
are treated with
a group of drugs called “neuroleptics.” It
is important to understand that neuroIeptics do not cure schizophrenia. They
simply reduce the more obvious symptoms—hallucinations,
paranoid behavior, agitation,
combativeness,
sleep
disturbance, and soon, But neuroleptics
have little or no effect on other symp-

toms—impaired
judgment, withdrawal,
lack of insight, and poor motivation, for
example. In addition, neuroleptic drugs
reduce the risk of relapse. Two out of
three patients who discontinue drug use
reexperience
schmphrenic
episodes
within one year. Drug maintenance
reduces the relapse rate to between 20 and
30 percent. 19
There are five categories of neuroleptics, classed by chemical structure. The
phenothiazines include chlorpromazine,
marketed under the trade name Thorazine; triflupromazine
or Vesprin; mesoridazine or Serentil; thioridazine or Mellaril; fluphenazine or Prolixii and Permitil; perphenazine
or Trilafon; and trifluoperazine
or St elazine.
Another
group,
the thloxanthenes,
includes
chlorprothixene
or Taractan, and thlothixene or Navane. Loxapine, marketed
as Loxitane and Daxolin, is a dlbenzoxazepine. Haloperidol,
or HaIdol, is a
butyrophenone.
Finally, moliidone,
or
Moban, is an indole.m
The neuroleptics differ in their potency, or the dose required to have an effect
on schizophrenic
symptoms. High potency drugs, such as Haldol, Prolixin,
Stelazine, and Moban, are prescribed in
low doses. Thorazine, Mellaril, Taractan, and other low potency drugs are
given in higher doses. The high potency
drugs are not more effective or faster
acting than low potency agents—they
give comparable
clinical results, but
with fewer milligrams per dose. Typically, it takes between ten days and two
weeks for the neuroleptics to show therapeutic results, but some schizophrenics
respond within two or three days. 19
AS with any oral medication in tablet
or liquid form, there is the risk that patients will not comply with the doctor’s
prescription.
I’ve discussed patient noncompliance
in a separate
essay.zl
Among schizophrenics in hospitals, noncompliance has been estimated at about
20 percent.
For schizophrenic
outpa-

tients, it increases to between 40 and 70
percent. Injectable
long-acting neuroleptics have been developed
to treat
noncompliant
schizophrenics.
For example, fluphenazine
decanoate
injections have a duration of action between
three and four weeks. 19
While neuroleptics are very effective
in treating
schizophrenic
symptoms,
they have unpleasant
side effects for
some patients which contribute to noncompliance.
Before I discuss these side
effects, let me point out that most researchers
and clinicians consider the
neuroleptics to be no more “dangerous”
than other drugs used to treat physical
disorders in general medical practice.
Afso, not alf schizophrenics
on neuroIeptic therapies suffer side effects. The
benefits
of neuroleptics
in treating
symptoms of schizophrenia
usually outweigh their side effects.
The short-term side effects of neuroleptic drugs include urinary hesitation,
constipation, blurred vision, dry mouth,
decreased blood pressure, and exacerbation of glaucoma. Thus, elderly patients and those with heart dkease are
more vulnerable
to these
side effectso19.22
Neuroleptic drugs also have long-term
side effects for some patients that are
disabling, sometimes irreversible,
and
even fatal. Soon after the neuroleptics
were introduced in 1952, clirdcians observed odd jaw movements, grimacing,
and other “dyskinetic” movements in the
oral region of some schizophrenic
patients.~
In 1%0, this syndrome was
named “tardive dyskinesia,”zg and it has
proved to be the most frequent and
feared of long-term risks of neuroleptic
drug therapy.zz
The cliiical signs of tardhe dyskinesia
include sucking or smacking of the lips,
moving the jaw from side to side, puffing
out the cheeks, and occasionally thrusting the tongue out of the mouth, In addition, jerking movements of the arms and
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extremities,
contractions
of the neck
and back, and writhhg movements of
the fingers, toes, or ankles are observed.19,22,25 These involuntary
and
grotesque movements obviously are a
source of distress and embarrassment
for schizophrenics,
and they may decide
to stop taking the medications that cause
them.zs
Tardive dyskinesia
usualy
appears
about two years after drug treatment is
started, but the syndrome can occur
witiin three months. Only about 20 percent of older, chronic patients with a
long’ hktory of neuroleptic
medication
are afflicted. The incidence is much
lower in younger, acute schizophrenics. 1g It is most frequentf y observed in
efderly females, in particular those with
a history of brain disease.zs When drugs
are discontinued,
tardive dyskinesia is
reversed in about 30 percent of patients.lg
Pseudoparkinsonism
is another longterm side effect that appears weeks or
months after the start of drug therapy,
most frequently in elderly females, The
symptoms are muscle fatigue and weakness, tremor in the hands and fingers,
rigidity, drooling, and heat intolerance.
Ahnost alf cases of pseudoparkinsonism
remit within a month or two after medication is discontinued.zs
Akathfiia often occurs in combination
with pseudoparkinsonism,
but this longterm side effect can occur alone. It is
marked by the inability to sit still-restless movements, rocking back and forth
while standing, and tapping the feet
whiie sitting are observable
several
weeks or months after drug therapy begins. Again, akathisic symptoms disappear after drug therapy is stopped.zs
Acute dystonic reactions most frequently
afflict children
and young
adults, especially males, within three
days after drug therapy
is started.
Dystonic means abnormal muscle tension—the patient suffers spasms of the

face and throat muscles, curling and
sticking out the tongue, grimacing and
other facial distortions, and unusual posturing of the head, neck, and jaw. In addition, the patient’s eyes may be fixed in
an upward gaze. These symptoms come
and go while drug therapy continues,
but they remit about a week after drugs
are stopped.zs
The neuroleptic malignant syndrome
(NMS), a potentially
lethal and rare
complication,
was first noticed in 1960.
The symptoms are apparent anywhere
from a few hours to several months after
neuroleptic
therapy
begins. Once it
starts, NMS develops very rapidly over
the next 24 to 72 hours. The symptoms
are rigidity
and akinesia,
elevated
temperatures
as high as 110-20 degrees
Fahrenheit,
stupor and coma, rapid
heartbeat, unstable blood pressure, and
perspiration. Young adult males are predominantly affected, but NMS can strike
patients of alf ages and either sex.zb
Only 60 cases of NMS have been documented in the literature. Of these, 12
patients
died. The fatalities
resulted
from respiratory or kidney failure and
cardiovascular
collapse, and they occurred from three to 30 days after the
onset of symptoms. The patient recovers
about a week after drugs are discontinued, or two to three weeks later if longacting injectable neuroleptics were prescribed.
Interestingly,
some patients
were treated with drugs on several different occasions
before NMS developed. Also, NMS sometimes does not
recur after drug therapy is restarted.
Thus, neuroleptics
alone are not sufficient to trigger NMS. The patient’s state
of health at the time of medication may
have considerable impact on the onset of
NMS.26
The long-term side effects of neuroleptic drugs make it desirable to develop
alternative
treatment
strategies. Also,
you should remember that 25 percent of
schizophrenics do not respond to neuro-
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leptics.zT Propranolol,
a drug used to
treat high blood pressure and migraine
headaches, has been used in combination with the neuroleptic
chlorprorna-

prove symptoms. Several studies tested
the effects of naloxone, an opiate antagonist, on schizophrenics.
But the balance of research results indicates that
naloxone has little or no effect on this
disease.Jb.BT I recently discussed naloxone in a separate essay on Jack Fishman
and Harold Blumberg,
who won the
1982 John Scott Award for their synthesis and investigation of this drug.~
More recently,
gamma-type
endorphins were studied for their effects on
schizophrenics
who did not respond to
neuroleptics.
Half of the patients tested
showed clinical signs of improvement.
More intensive research on gamma-endorphins is needed. If it proves successful in treating some schizophrenics,
the
lack of side effects would give it a distinct advantage over neuroleptic medication.B9
Interestingly,
research on endorphins
and schizophrenia
has revived the controversial practice of treating psychiatric
patients with hemodialysis. Hemodialysis is used on patients whose kidneys
have failed in order to clear the blood of
toxic substances. In 1977, an endorphin
was reportedly found in excess amounts
in the blood of schizophrenics.@
This
fiiding, combined with anecdotal evidence that schizophrenic symptoms improved after hemodialysis,
suggested
that dialysis might be a useful treatment
strategy .41 But recent controlled studies
have shown dialysis to be ineffective in
treating schizophrenia .4z-44
One of the earlier treatments
for
schizophrenia
was electroconvuktve
therapy (ECT). In fact, the first patient
treated with ECT, in 1938, was a schizophrenic.4s
Chronic schizophrenics
or
patients who have been ill for more than
two years do not respond well to ECT.
However, acute schwphrenics,
especially those with catatonic
symptoms,
benefit from ECT—they are discharged
from the hospitrd earlier, and their selfcare behavior improves. The number of

zinc.n But more controlled studies on
larger populations of schizophrenics are
needed to test the efficacy of propranolol, and to see what its long-term
side effects are.
Lithium is another drug used in combination
with neuroleptics
to treat
schizophrenics
who do not respond to
neuroleptics alone. E. Fulfer Torrey, St.
Elizabeth
Hospital, Washington,
DC,
says, “Lhhium is being used quite widely
as an ancillary drug in schizophrenia.
Lithium is well established in the bipolar
[depressions],
but many are starting to
use it on treatment
resistant schizophrenics in conjunction
with antipsychotics. Its use is spreading quite quickly.”zg I previously reviewed the literature on lithium as a treatment for depression.~
1 should point out that large doses of
vitamins have been suggested as a treatment for schizophrenia for more than 20
years now.gl.az But recent controlled
studies have not supported the claims
that megavitamin
therapy is useful in
treating this dwease. Torrey concluded,
“Unfortunately,
this therapeutic
regimen has not been shown to be effective
in controlled studies of schizophrenics.
It is possible that it maybe effective for
some subgroups, but no evidence has
been offered to date.”Jg
The endorphins also have been tested
as a treatment for schizophrenia.
When
beta-type
endorphins
were used on
chronic schizophrenics,
no clinically signtilcant improvement
in symptoms was
observed.~ In fact, symptoms worsened
when beta-endorphin
was tested on
acute schizophrenics.ss
This finding suggests that too much of these opiates in
the brain might actually be a cause of
schizophrenia.
Thus, reducing or blocking the effects of endorphins might im209

schizophrenics
treated with ECT who
improve has been reported at between
40 and 80 percent. But relapse rates are
high.ls.lb I’ve previously discussed the
use of ECT for schizophrenia and other
mental dk.orders.qT
Like many patients with major psychiatric disorders, schizophrenics
are also
treated
with psychotherapy.
Studies
comparing the effectiveness of psychotherapy to other treatment
strategies
show that it is most useful in combination with drugs and/or ECT. Schizophrenics treated with ECT, drugs alone,
or drugs and psychotherapy
spent less
time in the hospital than those undergoing psychotherapy alone. Psychotherapy
designed to support and rehabilitate the
patient’s social skills was more effective
than psychotherapy
aimed at improving
the patient’s insight and understanding
of the psychodynamics
of schizophrenia.~
Other forms of “talk therapy” include
the schizophrenic’s
family in the treatment plan. Family treatment programs
evolved in response to research showing
that stress in the home environment increases the rate of relapse in patients.
Family members who have to cope with
the emotional demands of dealing with a
sch~ophrenic
relative can be critical of,
and hostile toward, the patient. Or they
feel somehow guilty for the patient’s
condition and are overanxious and protective of the schizophrenic.
About 50
percent of patients who return to “highstress” home environments relapse within the year. The relapse rates improve
significantly when patients continue taking medication and spend less time with
high-stress family members.qg
However, spending less time with critical or emotionally overinvolved family
members often is not a practical alternative for the schizophrenic.
Thus, researchers have tried to reduce the stress
levels in the home environment through
family counseling. The program involves

educating the patient and Iamdy about
schizophrenia
and the use of medications. They are also trained in various
methods of problem solving. For example, the family learns to be more positive
and less critical of the patient. They are
also taught various strategies to cope
with difficult situations as they arise. In
addition, the patient is encouraged to
become more independent of the family,
and to develop and maintain social skills
and outside interests. ~
Studies show that family treatment
plans are a successful therapeutic
approach to schizophrenia.
Relapse rates
are significantly
reduced,
as are the
number of days spent in the hospital.
Also, better compliance with drug treatments is associated with family management.sl,sz
Unfortunately,
not all families of
schizophrenics are willing to accept the
patient after he or she is discharged from
the hospital. Some schizophrenics
simply may not have a family to return to.
The problem of where to place schizophrenic patients has become a major
concern over the last two decades. Shce
the early 1960s, state mental hospitals in
the US have discharged
hundreds of
thousands of psychiatric patients. Part
of the reason is due to the introduction
of the neuroleptic
drugs. Since they
treated the symptoms so dramatically, it
was felt that the patient’s life would be
improved if he or she returned to the
community instead of being confined to
the hospital ward.ss,sq
Also, there was growing pressure to
develop
more
humane
communitybased treatment programs. The spirit of
reform resulted in passage of the Community Mental Health Centers Act in
1963.55 Although the act made provisions for a network of counselig
and
outpatient services, they were not fully
implemented.
Many mental patients
were
simply “reinstitutionalized
in
nursing homes, homes for the aged, or
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“welfare hotels” in the poorest sections
of the city. Medical and psychiatric care
was inadequate or nonexistent, and the
discharged mental patients often wound
up on the streets.ss,~ I’ve d~cussed the
increasing phenomenon of street people
and “bagladles” previously.%
In contrast, the Veterans Administration (VA) hospitals began to place their
discharged
mental patients in “foster
homes” in 1951. Foster homes are small,
private family houses in which the patient lives with at least one adult “sponser. ” The patients pay for their care and
are treated as members of the family. Social workers periodically look in on patients to make sure they are taking medication and to monitor their progress.
The VA has placed more than 60,000 patients in foster homes since the program
was started, and about 12,000 patients
are currently in foster care .s7-59
The relapse rate for schizophrenics in
foster care after one year is about 36 percent. Keep in mind that chronic schizophrenics treated with drugs have a relapse rate of about 45 percent one year
after discharge. Researchers compared
relapsed and nonrelapsed
patients in
foster care to see if they ddfered significantly on the kinds of activities they pursued. Nonrelapsed schizophrenics spent
more of theu time reading, working in
the garden or doing other outside activities, and caring for chfldren. Relapsed
patients tended to watch more television
and movies.5Q
Several characteristics
of the foster
home itself were found to have an impact on relapse rates. Relapsed patients
tended to come from larger foster homes
with more than ten people. These homes
also had more than two patients in foster
care. Relapse rates also were higher if
the home had no children in the family.
That is, the more the foster home resembled an institution rather than a family
environment,
the higher the relapse

rates.ss,sg In addition, relapse rates were
higher when the sponsor initiated many
social activities, or when the patient was
closely supervised by the sponsor or so
cial worker. Thus, when the schizophrenic was treated more as a patient
than a family member, there was a greater chance of deterioration and relapse.%
The VA foster care program is patterned after a form of treatment for the
mentally ill that dates back to the thirteenth century in Gheel, Belgium. According to tradition, the patron saint of
the mentally disturbed,
St. Dymphna,
was murdered in Gheel by her father. In
response to this tragedy, the church
founded an infiiary
to treat the increasing number of mentally ill people
who made pilgrimages to her tomb in
search of a miraculous cure. When the
number
of patients
overflowed
the
wards, the townspeople began to accept
them into their homes as members of the
family.~
Today, patients are placed with families from similar social and economic
backgrounds.
They are given their own
room and have their meals at the family
table. No more than two patients are
placed in one home. They are free to
come and go as they liie, and can even
get a job. Many of the patients have
been with their families for 20 or more
years. The townspeople treat the mentally ill as friends and neighbors. This is
in contrast to most people in the US,
who are suspicious or fearful of the mentally ill and avoid contact with them.m
The most difficult task in successfully
treating schizophrenia may be to change
our attitudes toward the mentally ill.
Several groups in the US have been organized to improve the public image of
the mentally disturbed. In addition, they
help families cope with the pressures of
caring for affficted relatives, advocate
the patients’ rights to treatment
and
social services,
and lobby for more
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research funds. Many of them are local
or statewide organizations,
while others
have joined to form national coalitions.
I can’t discuss them aU in detail, but
Table 1 provides a partial list of family
self-help organizations.
The National
Table I: A partial Sist of private organizations providing self-help, treatment, emotional support,
and/or advocacy on behalf of the mentalSy ill,
Affiance for the Mentaffy Ill
P.o. Box 1502
Madison, WI 53701
(tQ8) 255-1695
American Schizophrenia Association
Huxfey fnstitute for Biosncial Research
219 East 31st Street
New York, NY 10316
(212) 683-9455
Commurdty Mental Health Organization,
93 West Pafiaade Avenue
Englewood, NJ 07631
(20 1) 567-0503

Inc.

Famifies and Friends of the Adult Mentalfy Uf
983 6th Street
Boulder, CO 603432
Families Unite for Mental Health
P.0, Box 126
Oreland, PA IW75
(215) 572-1394
Mental Health Advucates Coalition
of Mmnesnta, Inc.
265 Fort Road (W. 7th St.)
St. Paul, MN 55102
(612) 222-2741
National Affiance for the Mentaffy 111
1234 Massachusetts Avenue, NW
Suite 721
WashiigtOn, OC 24M05
(202) 783-6393
Parents of Adult Schizophrenics
San Mateo County
P,O. Box 03333
San Mateo, CA 94403
Project Overcome
1900 Hennepin Avenue
Mmneapcdis, MN 55403
(612) 874-76CS3
Schizophrenia Association of Greater
Washington, fnc.
Wheaton Pfaza Office Buifding North M04
Wheaton, MD 2t3932
(301 1949-82E2

AUiance for the MentaUy Ill, shown in
Table 1, is a coalition of about 200 family
and friends groups. You can contact
them for more information on these organizations in your part of the US. The
Caring Family,bl a book written for families with relatives who have emotional
and psychological problems, lists more
than 100 self-help organizations. Another book by Torrey, Surviving Schizophrenia ,62 which will be published in the
near future by Harper & Row, identifies
about 300 self-help groups.
As you can see from this two-part essay, research on schizophrenia
represents a broad field with many specializations—etiology,
diagnosis,
treatment,
etc. In Part 1, I listed the LSI/BIOMELN 63 research fronts on the causes of
Table
2 shows
the
schizophrenia.
1981-1982 ISI/BIOMED
research fronts
on the diagnosis
and treatment
of
schizophrenia,
and the number of core
and citing papers in each. Research
fronts are formed when a group of current papers cite one or more articles
identified as core for that topic.
I’ve included both 1981 and 1982
research fronts in Table 2 to demonstrate the wealth of literature you can
retrieve from the ISI/BIOMED
data
base. For example, if you are interested
in the diagnosis of schuophrenia
you can
retrieve 159 current papers that cited thp
core literature on that topic. In 1981, 118
papers cited the core documents in research front #81-0323, “Diagnosis of
schizophrenia. ” In 1982,41 citing papers
were
research
front
included
in
#82- 1534, “Diagnosis of schizophrenia
and catatonic. ”
You should keep in mind that the core
publications in these two research fronts
do not overlap. Table 3 lists the core
literature in the 1981 and 1982 LSZ/BIOMED research fronts on diagnosis of
schizophrenia.
It’s interesting
to note
that the core documents
in the 1981
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Tabfe 2: ZS[/BIOIUEDa research fronts un the disgnosis and treatment of scfdmphrerda, A= research
front number. B=research front nsme. C=number of core papers in the resesrch front. D=number of
citing papers in the research front.
A

B

c

D

81-0323
81-0938
81-1516
81-1722
81-2122
81-2198
81-2669
81-24)78
82-0628

Diagrmsiz of achizopbrerda
SUCial approachesto acfdzophrerda
Des, tyrnsine and gmnma-endorpbin in the treatment of scbiznphrenia
Antipsychotics and schizophrenia
Diagnosis, treatment and socisl adjustment for schizophrenia
Studies of scfdzc.pfrrerda therapy
Depression symptoms in schizophrenia
Proprenolol, cfrforpromazine and other beta-blockerz in zchiznpbrenia
Clinkal studies and behavioral pharmacology of the endorphirrs; treatment of
schizophrenia
Prediction of respnnse to pimozide therapy for schizophrenia based on respnse to
treatment with dextruarnphetarrrine
Disgnoaiz of schizophrenia and catatonia
Fsrrrily management and -id
intervention in scfriznphrenia petients
Effects of antidepressant dmg therspy on dopamine receptors, uptake and
rnetabcdizm of dopamine end on noradrenergic synaptic mechanisms, and the usc
of doparrrirreagonists in the treatment of schizophrenia
Socisl factors in the diagnosis of schizophrenia, sffective dmrdem, major
deprezaive dkrrder snd other psychiatric dianrders
Systenrz of diagnrrsiz, typez and prognosis of schizophrenia

4
2
3
2
2
2
3
2

118
67
84
40
70
31
49
40

39

2s4

8
2
5

108
41
54

3

26

2
2

184
19

82-1110
82-1534
82-1718
82-195 I

82-2330
82-3536

Tabfc 3: Core documents in ISI/BIOMED@ research fronts on the diagnosis of zchizophrerda. A =resesrch
front #81 -0323, “fliagncrsis of schizophrenia. ” B= research front #82-1534, “DIagnoai.s of schizophrenia
end catatonic. ”
A
Asrracfran B M, Hurow M, Adfer D, Brarrer L, Schwartz A, Schwartz C & Trrcker G. A checklist fur
the diagrrosiz of schizophrenia. M-it. J. Psychiat. 121:52939, 1972.
Cerpanter W T, Strauss J S & Bartko J L Flexible system for the dlagnnaia of schizophrenia: report from
the WHO International Pdot Study of Schiiphrenia.
Science 182:1275-8, 1973.
Cerpenter W T, StTSrJasJ S & Mrefeh S. Are there pstfrognonronic symptoms in schizophrenia?
An empiric investigation of Schneider’s fwst-rank symptoms. Arch. Gen. Psychiar. 28:847-52, 1973.
Scbnekfer K. Clinical psychopathology.
New York: Gmne & Stratton, 1959.173 p.
B
Bfeerfm 1?. Demeatia ptuecar or the group of schizophnrrrias,
New York: Intemationsf Universities Press, 1950.548 p.
Kmepaffn E. Dementia prueco.x and pamphrerria. Huntington,

research front represent
some of the
more
recent
diagnostic
systems—
NHSI of Astrachan
and colleagues,E
Carpenter and Strauss’s flexible system,g
and Schneider’s
FRS.6 But the core
books in the 1982 research front are the
work of Bleuler and Kraepelin,
first
pubfished in the early 1900s. The frequent citation of these old sources by
current researchers
may indicate that
real breakthroughs
in the diagnosis of
schimphrenia
are yet to come.

NY: Krieger, 1971.331

p.

I’ve pointed out several times that we
still don’t know what schizophrenia is or
how to cure it, even after a half century
of intensive research. But there is no
reason to feel helpless or pessimistic
about the schizophrenic’s
plight. It has
been estimated that between 20 and 30
percent of schizophrenics
recover completely, and another 40 percent improve
sign~~cantly. ~ In the near future, there
may be medical breakthroughs
that
reach chronic schizophrenics
who do
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not respond to drug therapy.
Even
though they may have little chance of
being cured, we can at least improve the
quality of their lives by being accepting
and compassionate.
More tolerance and
undt?rstanding might create the atmosphere needed to gain support in Con-

gress for basic research to help unlock
the puzzle of schizophrenia.
*****
My thanks to Linda Cooper and
Alfred Welljams-Dorof for their heip in
the prepamtion of this essay.
Olm
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