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Clinical Case Conference

Late-Onset Psychosis: Clinical, Research,
and Ethical Considerations

Fauzia Simjee McClure, Ph.D., Julie Akiko Gladsjo, Ph.D., and Dilip V. Jeste, M.D.

This is a case report of a patient
with no history of psychiatric illness
until the age of 60, at which time he
presented with paranoid delusions and
auditory hallucinations. Before then,
he had been employed, full-time, for
many years. In this report we discuss
his initial presentation, history, and
neuropsychological assessments, as
well as treatment and course of illness.
In the Discussion section, we outline
diagnostic and prognostic implica-
tions, as well as treatment and ethical/
legal considerations.

CASE PRESENTATION

Mr. A was a single, educated, unem-
ployed, Caucasian man with no history
of psychiatric symptoms until the age
of 60. At that time, he presented with
symptoms of paranoid delusions and
auditory hallucinations, along with flat
affect. Mr. A believed that his sister
and several other people were conspir-
ing against him and harassing him. He
felt they were out to steal his money,
lock him up, and physically injure him.
He believed that his sister was “forc-
ing” him to be hospitalized so that she
could steal his money. He admitted to
frequently hearing voices of people he
knew. He would hear two, three, or
even four voices at a time. The voices

would sometimes converse with each
other. The voices told him they would
steal his money and his car and some-
times told him to hurt himself. He was
admitted to a local hospital for 7 days.
After discharge from that hospital, he
was followed in a research clinic.

Mr. A’s history was obtained from
medical records, the patient himself,
his sister, and physicians and medical
staff involved in his care.

Background History

Mr. A was the youngest of four sib-
lings. He had one brother and two sis-
ters. His father and mother died of nat-
ural causes at 79 and 61 years of age,
respectively. Mr. A was reported to be
a “loner.” He never married and had
no children. He reported having sev-
eral girlfriends in the past; his longest
relationship lasted 10 years.

Mr. A earned a bachelor’s degree in
accounting. He joined the Army and
was in active duty for 2 years but saw
no combat and received an honorable
discharge. He then worked as a hospi-
tal controller/accountant at a commu-
nity hospital, his longest employment,
for 14 years. Mr. A left this job because
the administrative offices moved to a
distant locale. He then worked at an-
other community hospital as an ac-
countant for nearly 6 years before be-
ing laid off because of budget cuts. He
was unable to find a job for 1 year. He
then worked for an advertising corpo-
ration for 2 years. His main hobby was
collecting, restoring, and trading an-
tique cars; he stopped this later be-
cause of financial constraints. He gam-
bled on horse races, along with his
friends, about once a week. He spent
almost a year “studying” horse racing
through books and papers at the local
library. He won several thousand dol-
lars through gambling; most of this
money was spent on living expenses

and paying off his usual bills. Mr. A
stayed with his sister, to whom he paid
rent, and provided child care, without
compensation, for her daughter.

Limited information was available
about Mr. A’s family psychiatric his-
tory. His mother had been admitted to
an inpatient psychiatric unit at the age
of 22, but her diagnosis was unknown.
She had remained in the hospital for
nearly 3 months. There was no family
history of dementia.

Initial Mental Status Examination

Mr. A presented to the emergency
psychiatric unit at a local hospital as a
pleasant and cooperative man who
was balding and overweight. His cloth-
ing was dirty and stained. His voice
was aprosodic. He was matter-of-fact
but brief in recounting his psychotic
symptoms. There were no obviously
loose associations. He did have a
rather elaborate, paranoid delusional
system with delusions of thought inser-
tion and of being harassed and talked
about and a belief that he was being
monitored by various electronic de-
vices. He also believed that people
were trying to control his thinking, al-
though he would not allow it. He ad-
mitted to auditory hallucinations con-
cerning his sister, i.e., voices saying
that she was going to steal his car and
money. His mood was dysphoric, and
his affect was flat. He denied suicidal
and homicidal ideation. He stated,
however, that he would try to defend
himself if someone continued to harass
him. His orientation and memory were
globally intact. Intellectual functioning
was judged to be unimpaired. Insight
and judgment were considered to be
partial.

Medical Examination and History

Mr. A had mild essential hyperten-
sion and diabetes mellitus, which were
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under good control with his weight
loss program and required no further
treatment. He had no history of ciga-
rette smoking or substance abuse. He
reported social drinking in the past.
The results of a general physical exam-
ination at intake were reported to be
within normal limits.

Subsequent detailed neurological ex-
amination (after Mr. A started neuro-
leptic treatment) revealed a decreased
upward gaze. He had a positive snout
reflex, decreased knee jerks, and ab-
sent ankle jerk bilaterally. He had ri-
gidity on activation, a resting tremor,
postural instability, and a slapping
gait. He also had postural and inten-
tion tremors, sensory ataxia on tandem
gait, decreased sensation of vibration
in all extremities with decreased tem-
perature sensation in peripheral upper
extremities bilaterally, and graphesthe-
sia. He did not demonstrate visual or
hearing impairment.

Neuropsychological Evaluations

As a research participant, Mr. A un-
derwent annual comprehensive neuro-
psychological evaluations for the first
3 years of his illness. His baseline
scores on cognitive screening tests, in-
cluding the Mini-Mental State (1),
Blessed Test of Information, Memory,
and Concentration (2), and Mattis’s
Dementia Rating Scale (3), were 28, 0,
and 142, respectively. These values
were considered to be within normal
limits for his age and education. At
baseline, his WAIS-R full-scale IQ was
97, verbal IQ was 99, and performance
IQ was 97.

Mr. A had scattered mildly to mod-
erately impaired scores on a few tests
within several neuropsychological abil-
ity areas (i.e., attention, learning,
memory, and motor). His only consis-
tently impaired performances were in
the areas of fine motor coordination,
speeded symbol copying, and general
fund of information.

Magnetic Resonance Imagery (MRI)

Mr. A’s MRI of the brain showed
moderate central and mild cortical vol-
ume loss and a few scattered focal hy-
perintensities in the deep white matter
of the cerebral hemispheres. No other
abnormalities were noted.

Treatment and Course of Illness

Mr. A started regimens of haloperi-
dol (10 mg b.i.d.) and benztropine me-
sylate (1 mg b.i.d.) during his initial
visit at the local hospital. Subsequently,

the dose of haloperidol was decreased
to 10 mg/day. Mr. A experienced re-
mission of most of his positive symp-
toms including auditory hallucinations
and a decrease in paranoia, although
he remained somewhat suspicious and
guarded. He had an unchanging facial
expression, paucity of expressive ges-
tures, affective nonresponsivity, and
poverty of speech.

Mr. A displayed signs of tardive dys-
kinesia (abnormal choreoathetoid jaw
and foot movements) within a year of
neuroleptic treatment. His appetite
had decreased, and he had lost seven
pounds. Because of these concerns, he
was advised to decrease the haloperi-
dol dose gradually to 2 mg. A few
weeks later, Mr. A decided on his own
to completely stop taking his medica-
tions. He reportedly did well without
his medications for about 6 months.

At that time, Mr. A again developed
psychotic symptoms, with a significant
disturbance in his functioning in social
relations and self-care. By the time he
came to the clinic, he had been experi-
encing a full-blown recurrence of his
hallucinations and delusions for at
least several weeks. He began thinking
that his sister and neighbors were plot-
ting against him and were out to take
his money and lock him up. Because of
his paranoia, Mr. A refused to eat
meals prepared by his sister and in-
stead bought and cooked his own
meals. He also believed that his drink
was being poisoned. He feared that
someone would set his car on fire if he
were to be hospitalized. He reported
auditory hallucinations of male and fe-
male voices, some familiar and some
unfamiliar, threatening him. He re-
ported that citizens band radios were
waking him up. His paranoia became
so intensified that he moved out of his
sister’s place and lived in a hotel for
about 1 week. As he related his para-
noid delusions, Mr. A became fearful
and began incorporating the hotel staff
into his delusional system. His thought
process was difficult to follow and tan-
gential. He admitted to homicidal ide-
ation toward his “attackers.” On ex-
amination, Mr. A was poorly groomed
and malodorous, and, in contrast to
his reported anxiety, fear, and worries,
he had a restricted range of affect. He
denied suicidal ideation. His speech
was slow, with long intervals to re-
spond. He reported that he was sleep-
ing only 3 to 4 hours per night, a
change from his usual 8 hours of sleep,
because of anxious preoccupation with
his paranoid delusions. Although he
was guarded, he admitted that he had

been sitting at home with a knife,
ready to defend himself against his
“attackers.”

Mr. A was hospitalized. On admis-
sion, there was no evidence of sensory
impairment, alcohol or other sub-
stance abuse, or neurological illness,
such as stroke or seizure disorder. Re-
sults of laboratory tests including
chemistry panel, CBC, vitamin B12
level, liver and thyroid functions, and
serology were within normal limits, ex-
cept for a slightly elevated cholesterol
level.

Mr. A started a regimen of haloperi-
dol, 6 mg/day. His hallucinations and
delusions improved. Following dis-
charge, he returned to baseline func-
tioning with continued residual symp-
toms, including diminished sense of
purpose, social drive, and emotional
range, few interests, restricted affect,
and poverty of speech. He was enrolled
in a study of vitamin E to reduce symp-
toms of tardive dyskinesia, which had
been evident in the orofacial region as
well as limbs, on and off, for the pre-
vious couple of years. After 10 months
in this study, Mr. A discontinued vita-
min E because of lack of response.

There was no decline in Mr. A’s cog-
nitive performance (including mem-
ory) over the course of repeated testing
over 3 years, except for a word list
learning task (California Verbal Learn-
ing Test), in which his learning perfor-
mance declined from the average to the
mildly to moderately impaired range.
Given that a similar but milder decline
was seen on story learning, it appears
that Mr. A experienced an isolated,
mild decrease in verbal learning ability.
There was no known neurological
cause for such an isolated deficit. His
IQ ranged from 100 to 112. His Mini-
Mental State scores remained at 29,
and Dementia Rating Scale scores
ranged from 135 to 140 (all within the
normal range).

Mr. A’s sister asked him to move out.
He had difficulty accepting this situa-
tion and came up with a number of ex-
cuses as to why he could not move out
on his own. He refused assistance from
a clinic social worker in finding a
board-and-care home or other living
arrangements.

During a subsequent routine physi-
cal examination, a nodule was discov-
ered on Mr. A’s prostate. A laboratory
evaluation revealed an elevated pros-
tate-specific antigen count. No further
workup could be done, however, be-
cause of his refusal. Mr. A was edu-
cated about the seriousness of possible
prostate cancer and its treatability, if
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diagnosed early, and was encouraged
to get treatment for this condition, but
he continued to refuse treatment, prob-
ably because of underlying paranoia.
He was alerted about possible conse-
quences of refusing treatment, and his
informed consent not to receive treat-
ment was obtained. At the time of his
decision, Mr. A was considered to have
the legally mandated decision-making
capacity for deciding not to be treated.

During the latest medication visit,
Mr. A was fairly cooperative with the
interviewer but made poor eye contact.
Moderate orofacial and limb tardive
dyskinesia and mild parkinsonism and
akathisia were present. His speech was
monotonic. His affect was flat, but his
mood was slightly anxious. He did not
report hallucinations or delusions but
appeared guarded and suspicious.
Other staff working with Mr. A de-
scribed him as being unwilling to dis-
cuss his symptoms, probably because
of a fear of being hospitalized again.
He stated that he was doing well and
had adequate sleep (about 6 hours per
night, with some middle insomnia), ap-
petite, and energy.

Mr. A’s medications at this time in-
cluded haloperidol, 2 mg at bedtime,
for psychotic symptoms, trazodone, 25
mg at bedtime, for insomnia, and
levobunolol, 0.5% ophthalmic solu-
tion, for glaucoma. Mr. A asserted that
he was taking his medications regu-
larly. Although he had been informed
several times about the benefits of
switching to a newer atypical antipsy-
chotic medication, he continued to
refuse this medication because he
feared that it would not be helpful for
him and that his auditory hallucina-
tions would return if he switched to a
different medication. He also refused
to participate in individual or group
psychotherapy and dropped out of re-
search but attended the medication
clinic regularly.

DISCUSSION

In summary, Mr. A had no history of
psychiatric illness until the age of 60.
He presented with paranoid delusions
and auditory hallucinations. Limited
family psychiatric history was avail-
able; his mother had been admitted to
an inpatient psychiatric unit at the age
of 22, but her diagnosis was unknown.
Results of medical examination and
history were unremarkable. Neuropsy-
chological performance did not suggest
dementia. Moderate central and mild
cortical volume loss was noted on the
MRI. Although Mr. A had tried several

psychotropic medications, he felt he
benefited most from haloperidol. He
developed tardive dyskinesia within a
year of treatment.

Diagnostic Implications

Mr. A presented at the local hospital
with psychotic symptoms. His initial
symptom presentation was atypical, in
that at age 60, he had no history of
psychiatric illness, no known history of
substance abuse, and no obvious med-
ical illness. A number of evaluations,
including history, physical examina-
tion, and laboratory tests, were con-
ducted to rule out specific diagnoses.
The differential diagnosis included 1)
psychotic disorder due to a general
medical condition (metabolic or other
medical encephalopathy), 2) delirium,
3) psychosis secondary to substance
abuse/dependence, 4) dementia with
delusions and hallucinations, 5) mood
disorder with psychotic features, 6) de-
lusional disorder, 7) psychosis not oth-
erwise specified or schizophreniform
disorder, 8) brief reactive psychosis,
and 9) schizophrenia with onset before
versus after age 45.

1. Psychotic disorder due to a gen-
eral medical condition (metabolic or
other medical encephalopathy). Late
age at onset and no past psychiatric
history would point in favor of this di-
agnosis. According to history, physical
examination, and laboratory results,
however, there was no evidence of
medical conditions known to cause
psychiatric symptoms. The few neuro-
logical abnormalities identified were
generally consistent with age. The MRI
findings were nonspecific.

2. Delirium. Mr. A’s physical exami-
nation yielded largely negative results.
He had no fever and no medical condi-
tions associated with delirium.

3. Psychosis secondary to substance
abuse/dependence. There was no his-
tory of substance abuse. Laboratory
results showed no evidence of acute
drug or alcohol intoxication or liver
disease.

4. Dementia with delusions and
hallucinations. Points in favor of this
diagnosis would include late age at
onset, scattered abnormalities on neu-
rological and neuropsychological ex-
amination, and moderate central and
mild cortical volume loss with multiple
areas of focal hyperintensities on the
MRI. There are, however, several
points against this diagnosis including
an absence of marked memory distur-
bances, dysphasia, and significant
visuoconstructional deficits on neuro-

logical examination, no decrement in
cognitive performance over the follow-
up period, and global neuropsycho-
logical performance within normal
limits. On clinical mental status exam-
ination, Mr. A did not demonstrate any
evidence of dementia, such as word-
finding difficulties or inability to retain
newly learned information over time.
Neurological findings did not fit a
clear pattern. Although not conclusive,
the MRI results, along with history
and mental status findings, pointed
away from dementia as the cause of
Mr. A’s current psychotic symptoms.
However, the possibility of a very early
dementing process could not be ruled
out.

5. Mood disorder with psychotic
features. Mr. A never met the criteria
for a manic or hypomanic episode; he
never had a distinct period of abnor-
mally and persistently elevated, expan-
sive, or irritable mood lasting at least 4
days. He did not have inflated self-es-
teem or grandiosity, a decreased need
for sleep (in fact, on numerous occa-
sions he reported sleep disturbances
and the need for more sleep), pressure
to keep talking (he was usually quite
guarded), flight of ideas, distractibil-
ity, increased goal-directed activity, or
excessive involvement in pleasurable
activities with a high potential for
painful consequences. He also did not
meet the criteria for major depressive
episodes (i.e., for a period of at least 2
weeks, there was either depressed
mood or loss of interest or pleasure in
nearly all activities). In addition, he
did not have psychomotor agitation
or retardation, fatigue or loss of en-
ergy, feelings of worthlessness or ex-
cessive or inappropriate guilt, dimin-
ished ability to think or concentrate,
or indecisiveness nearly every day or
recurrent thoughts of death, suicidal
ideation, or expansive or irritable
mood. Mr. A’s affect was typically de-
scribed as flat. There was no history
of marked mood fluctuations.

In terms of family history, the reason
for Mr. A’s mother’s past psychiatric
hospitalization was unknown and
therefore was not helpful for evaluat-
ing the possibility of a mood disorder.

6. Delusional disorder. Late-onset
psychosis with paranoid delusions may
seem to favor the diagnosis of delu-
sional disorder. Bizarre delusions, in-
cluding thought insertion, and promi-
nent auditory hallucinations would,
however, rule out this condition.

 7. Psychosis not otherwise specified
or schizophreniform disorder. Mr. A
could have been given a provisional di-
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agnosis of psychosis not otherwise
specified or schizophreniform disorder
at the initial presentation, but the fol-
low-up showed persistence of some
symptoms of schizophrenia.

8. Brief reactive psychosis. When
questioned about the onset of his
symptoms, Mr. A denied having any
recent stressors in his life.

9. Schizophrenia. Mr. A met all
DSM-IV criteria for schizophrenia.
One issue was whether he might have
had onset of illness before age 45.
Pointers against this possibility include
a lack of prodromal symptoms, func-
tional decline, or history of treatment
before the age of 60. Mr. A had had a
stable vocational history, and he had
been able to function successfully. Al-
though he was always somewhat of a
loner, he had been able to sustain some
relationships.

At follow-up, Mr. A was compre-
hensively reevaluated as part of his
research participation. Baseline neuro-
psychological testing (including as-
sessments of learning and memory) did
not reveal deficits consistent with de-
mentia, and his isolated cognitive defi-
cits did not fit a pattern characteristic
of a known neurological disorder. He
did not experience any significant
mood changes. Although Mr. A dis-
continued research participation after
4 years, he continued to be followed
clinically. Earlier repeated neuropsy-
chological evaluations were generally
in the average range and showed no ev-
idence of a progressive decline. Mr. A’s
cognitive strengths and weaknesses did
not suggest any common neurological
illness but were consistent with the
pattern commonly seen in schizophre-
nia (4). He continued to take haloperi-
dol, and he experienced a significant
improvement in positive symptoms.
Given Mr. A’s symptoms and course of
illness, his diagnosis would be late-on-
set schizophrenia.

At the initial presentation, Mr. A’s
clinical subtype was paranoid. The
clinical picture does change over time,
however, especially with neuroleptic
treatment. In the present case, the al-
ternative subtype diagnosis at follow-
up would have been either undifferen-
tiated or residual.

Late-Onset Schizophrenia

Late-onset schizophrenia is predom-
inantly of the paranoid subtype. Ac-
cording to DSM-III-R, the onset of
symptoms, including prodromal symp-
toms, must be after the age of 45.
DSM-IV, however, does not specify the

term “late onset,” nor does it set an
upper age limit for the diagnosis of
schizophrenia. Often, the most notable
symptom of late-onset schizophrenia is
a bizarre, persecutory delusion. A
number of patients experience system-
atized delusions of physical or mental
influence. Auditory hallucinations are
the next most prominent psychotic
symptom. Schneiderian first-rank
symptoms as well as mood symptoms
may be seen in patients with late-onset
schizophrenia. A review of the litera-
ture suggests that 13% of all hospital-
ized patients with schizophrenia had
onset of illness in their 40s, 7% had
onset in their 50s, and only 3% first
presented after age 60 (5). Most stud-
ies report that late-onset schizophrenia
is two to 10 times more common in
women than in men (6–9). The higher
prevalence of late-onset schizophrenia
among women may result from post-
menopausal neuroendocrine changes,
psychosocial stressors, or unknown
neurobiological factors. Most studies
suggest a chronic course for late-onset
schizophrenia (5, 10–12).

Reported similarities between late-
onset schizophrenia and the typical
early-onset schizophrenia include se-
verity of positive symptoms, chronicity
of course, sensory impairment, family
history of schizophrenia, early child-
hood maladjustment, number of minor
physical anomalies, increased mortal-
ity, overall pattern of neuropsychologi-
cal impairment, nonspecific brain im-
aging abnormalities, and qualitative
response to neuroleptics (13–16). In
comparison to patients with early-on-
set schizophrenia, those with late-onset
schizophrenia have a higher female-to-
male ratio, less severe negative symp-
toms, less severe impairment in learn-
ing and abstraction, and a more intact
semantic network. In adolescence and
early adulthood, patients with late-on-
set schizophrenia also have had better
premorbid functioning. In addition,
patients with late-onset schizophrenia
may have a larger thalamus, as shown
on MRI, and seem to need lower doses
of neuroleptics than age-comparable
patients with early-onset schizophre-
nia. In summary, it appears that al-
though there is a similar predisposition
and probably similar brain lesions in
patients with early-onset and late-on-
set schizophrenia, patients with late-
onset may have a less severe form and
a neurobiologically distinct subtype of
the illness (15). Discontinuation of
neuroleptics tends to exacerbate psy-
chotic symptoms. Infrequently, sponta-
neous remissions may occur.

Late-onset schizophrenia is still a
controversial entity. Beginning with
the Kraepelinian notion of dementia
praecox (17) and recently exemplified
by DSM-III, the conventional wisdom
limits the age at onset of schizophre-
nia to adolescence and young adult-
hood. It is postulated that negative
symptoms, personality and cognitive
deterioration, and social dysfunction
typically associated with schizophre-
nia are typically lacking in patients
with later onset of the illness. For this
reason, various terms such as para-
phrenia, late paraphrenia, and para-
noia have been employed to describe
late-onset paranoid psychotic disor-
ders. One problem with such nosol-
ogy, however, is that these terms have
been used by different authors with
varying definitions and do not have
consistent clinical criteria (5).

Psychosis at any age can be due to
any one of multiple causes, including
substance use, specific brain disorders
(e.g., tumors), and other general medi-
cal conditions. In later life, the likeli-
hood of new-onset psychosis being sec-
ondary to identifiable brain disorders
increases, and these must first be ruled
out. Nonetheless, there is a proportion
of patients, as illustrated by Mr. A,
whose late-onset psychotic disorder is
similar to that of patients with early-
onset schizophrenia, particularly the
paranoid type, in terms of symptoms,
course, and treatment response. Fur-
thermore, neuropsychological and
brain imaging findings, as well as fol-
low-up data, do not support alterna-
tive diagnoses. It is worth noting that
paranoid schizophrenia at any age is
characterized by relative paucity of
negative symptoms, absence of pro-
nounced deterioration, and better
prognosis than other clinical subtypes
such as disorganized schizophrenia
(18). We believe that on the basis of the
overall clinical picture, the most ap-
propriate diagnosis for individuals
such as Mr. A is late-onset schizophre-
nia. Making a distinct categorization
of late-onset schizophrenia and con-
tinuing research on this topic are nec-
essary to learn more about the factors
associated with delayed onset of
schizophrenia.

Treatment Considerations

Pharmacological. Mr. A was treated
with an antipsychotic (haloperidol).
Because of the potential side effects as-
sociated with neuroleptic use, in-
formed consent was obtained and doc-
umented in his medical chart. At the
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time of his first symptoms, the only
atypical antipsychotic medication
available was clozapine, which, in the
elderly, is recommended only for se-
vere, refractory cases (19). The starting
dose of haloperidol was 10 mg b.i.d.;
this would generally be considered too
high for a person with late-onset
schizophrenia. The dose was later re-
duced to 10 mg/day and subsequently
to 6 mg/day. His last maintenance dose
was 2 mg at bedtime. Given the sensi-
tivity of older patients to side effects, it
is critical to prescribe antipsychotics in
doses that are considerably lower than
those used in younger adults (19).

Mr. A had a partial response to
haloperidol; his auditory hallucina-
tions remitted and his delusions im-
proved, although mild paranoia per-
sisted, along with some residual
symptoms. He also developed parkin-
sonism, akathisia, and, within a year
of treatment, tardive dyskinesia. Older
patients are more likely to develop
tardive dyskinesia even with lower
doses (20, 21). Vitamin E did not im-
prove his tardive dyskinesia.

Despite recommendations from his
treating physician to switch to an atyp-
ical antipsychotic medication, Mr. A
continued to take haloperidol. He was
given information about the risks and
benefits associated with typical and
atypical antipsychotics, but he was un-
willing to change medicines because of
fears that his positive psychotic symp-
toms would return.

Psychosocial. Mr. A did not follow
up with recommendations to partici-
pate in individual or group therapy
that could improve his coping skills.
Possible reasons for his refusal include
the existence of better than average so-
cial supports, along with a lack of
awareness of his limitations and of the
benefit he might derive from therapy,
the fact that he was always a loner, and
his continued underlying suspicious-
ness toward others. It appeared that
Mr. A was overly dependent on his
older sister in terms of housing, finan-
cial, and social support. It would be
important to develop alternative re-
sources for him so that he would be
prepared if his sister carried through
with her plans to live without him.

Ethical/Legal Considerations

The two main ethical/legal issues in
Mr. A’s care were his continuing tar-
dive dyskinesia and the prostate nod-
ule that remained undiagnosed.

Mr. A was informed about the risk
of tardive dyskinesia when he started

neuroleptic medication and contin-
ued to be reeducated about his op-
tions (i.e., switching to an atypical
antipsychotic medication) at follow-
up visits. He was, however, less con-
cerned with medication side effects
and more attuned to the fact that his
medication was keeping his symp-
toms under control.

The other ethical/legal issue that af-
fected Mr. A’s care was his unwilling-
ness to pursue evaluation and treat-
ment of the prostate nodule. His
physicians continued to educate Mr. A
about the potential risks of letting this
condition go untreated. His unwilling-
ness to consent to evaluation and treat-
ment might be attributed to his para-
noia. Evidence from his clinical and
neuropsychological evaluations dem-
onstrated that he was capable of un-
derstanding the risks, benefits, and al-
ternatives to treatment. Thus, he was
entitled to make his own health care
choices. Nonetheless, it is important to
continue to provide Mr. A with educa-
tion about his condition and to moni-
tor his mental status to determine
whether he remains competent and
free of the influence of delusions.

Prognostic Implications

A comprehensive assessment of Mr.
A revealed several good prognostic in-
dicators (18). These include later onset
of schizophrenia, paranoid subtype,
relatively good premorbid adjustment
with a supportive social network,
treatment initiated early in the course
of illness, only mildly impaired neuro-
psychological functioning, stable living
situation (at least for the time being),
and neuroleptic medication compli-
ance. Negative prognostic indicators
that cloud the picture include persis-
tence of some symptoms, male gender,
development of tardive dyskinesia,
some treatment noncompliance, im-
paired insight into his needs and defi-
cits, and the undiagnosed prostatic
nodule.

Mr. A should continue to receive
antipsychotic medication, with careful
monitoring of side effects. As he ages,
Mr. A’s dose requirement and toler-
ance are likely to decline, whereas his
risk of and sensitivity to side effects
may increase.

In terms of suicide risk, Mr. A is
now past the phase of the greatest
risk (5 to 10 years after diagnosis of
schizophrenia). The fact that he does
not have command hallucinations
further decreases his risk. In addition,
he denies suicidal ideation and has

never attempted suicide in the past.
On the other hand, as a single, elderly
white man, Mr. A is in the demo-
graphic group with the highest risk of
suicide (22).

Research has shown that outpatients
with schizophrenia are not necessarily
at greater risk of developing dementia
(23), but, of course, this risk will in-
crease with age, as it does for the pop-
ulation at large. Thus far, however, re-
peated neuropsychological and clinical
assessments have found Mr. A’s cogni-
tive functioning to be stable.

In terms of his psychosocial func-
tioning, it is important to make long-
term plans for Mr. A’s future care
needs. Previous plans to move Mr. A to
a board-and-care facility failed because
of a lack of follow-through and sup-
port from Mr. A’s sister. It is important
to enlist her support and to make plans
while his functioning is still stable.
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