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Clinical Case Conference

Chronic Late-Onset Schizophrenia-Like Psychosis
That Remitted: Revisiting Newton’s Psychosis?

Dilip V. Jeste, M.D., Kelly A. Harless, B.A., and Barton W. Palmer, Ph.D.

According to historical records, Sir
Isaac Newton developed new-onset
psychosis at age 51, which was charac-
terized by persecutory delusions. His
psychotic symptoms remitted in less
than 18 months, but their etiology has
since remained a puzzle. The present
case conference involves a present-day
individual with late-onset paranoid
psychosis with later remission, which
has some interesting similarities to, as
well as important differences from,
Newton’s illness. Our patient had no
history of psychiatric illness until
age 52, when he developed paranoid
delusions, which included thought
broadcasting, auditory hallucinations,
blunted affect, and poor insight. His
early medical history was remarkable
for grand mal seizures between ages 15
and 29. His psychosis improved with
the use of antipsychotic medication.
Approximately 6 years after its onset,
his psychotic illness remitted, and all
psychotropic medications were discon-
tinued. Four years later, at the writing
of this report, our patient continued
to function independently with no psy-
chiatric symptoms. We discuss the
differential diagnosis for this chronic
late-onset schizophrenia-like psychosis
with remission.

Historical records suggest that in
1693, Sir Isaac Newton, the renowned

scientist, experienced an episode of
psychosis at the age of 51 that was
characterized by paranoid delusions,
insomnia, irritability, and loss of appe-
tite (1, 2). He wrote several letters in
which he cut ties with close friends
and colleagues and made various accu-
sations and references to conversa-
tions that never occurred. For exam-
ple, one letter was written to his friend
and colleague Samuel Pepys on Sep-
tember 13, 1693.

Sir, Some time after Mr. Milling-
ton…had delivered your message, he
pressed me to see you the next time I
went to London. I was averse; but
upon his pressing consented, before I
considered what I did, for I am ex-
tremely troubled at the embroilment
I am in, and have neither ate nor
slept well this twelve month, nor
have I my former consistency of
mind.…I must withdraw from your
acquaintance, and see you nor the
rest of my friends any more. (quoted
in Christianson [1, pp 355–356])

Pepys was innocent of the accusa-
tions Newton alluded to and was quite
shaken by his letter. Moreover, the con-
versation with Millington that Newton
refers to apparently never occurred (1).

Shortly thereafter, Newton wrote a
letter to John Locke, a philosopher
and Newton’s personal friend, in
which Newton admitted that he had
been of the opinion that Locke was
attempting to “embroil him with
women.” The news of Newton’s
“mental breakdown” spread widely.
One German philosopher wrote that
he had heard that Newton was “so
disturbed in mind…as to be reduced to
very ill circumstances” (quoted in
White [2, p. 252]).

The records of Newton’s illness are
too spotty to give us certainty as to
precisely what symptoms he experi-

enced and when. Nonetheless, it ap-
pears that the psychosis lasted for less
than 18 months. When his subsequent
remission was complete, Newton
returned to his productive scientific
career. He expressed remorse to his
friends for his accusations (2).

The cause of Newton’s psychosis has
since remained a mystery. Although
some authors have attributed New-
ton’s illness to metal poisoning second-
ary to his experiments in alchemy,
Christianson (1) presents excellent evi-
dence against this theory. For example,
Newton appears to have manifested
few of the common symptoms of poi-
soning, such as tremor or ulceration of
the gums and loosening of the teeth.
Moreover, Newton recovered within
18 months, when he was still devoting
considerable time to his work in al-
chemy. Others have attributed his psy-
chosis to the breakup of an intimate re-
lationship with a young male scientist,
loss of important papers in a fire, and/
or other professional stresses and frus-
trations that were occurring around
this time (1, 2). The trail of evidence is
probably too cold for us to ever know
definitively what this illness was or
what caused it. We now present a de-
scription of a contemporary individual
with late-onset psychosis with later re-
mission that has some interesting par-
allels to, as well as differences from,
Newton’s psychosis.

CASE PRESENTATION

Initial Symptoms

Mr. A had no history of psychiatric
symptoms or legal problems until his
early 50s, when he was incarcerated
for a nonviolent offense for 6 months.
During the incarceration, his mental
status deteriorated. He began exhibit-
ing tangential and disorganized think-
ing and paranoid delusions. He was
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hospitalized in the prison infirmary
and treated with haloperidol, 10 mg
b.i.d., nortriptyline, 100 mg/day,
phenytoin, 300 mg/day (because of a
past history of seizures), amantadine,
100 mg b.i.d., and metoprolol tartrate,
100 mg/day (for hypertension). Medi-
cal records from the correctional facil-
ity indicate that his symptoms re-
sponded well to treatment. He was
released after serving his full sentence.

A day after his release, Mr. A experi-
enced a relapse. He was agitated, wan-
dered at night, stared at others, was
noncommunicative, and had a poor
appetite. He believed that other people
could read and broadcast his thoughts.
He also heard voices outside his win-
dow telling him that he was “no good”
and would “never amount to any-
thing.” Mr. A heard his neighbors talk-
ing about him and actually confronted
some individuals, which resulted in an
altercation. His family sought inpa-
tient treatment for Mr. A.

Family and Developmental History

Mr. A was the oldest of five siblings.
He had three sisters, a brother, and
several half-siblings. Mr. A’s mother, a
homemaker, died of pneumonia in her
early 30s. His father, a blue-collar
worker, was in his mid-80s at the time
of this report and was functioning
independently.

Mr. A reported no significant family
problems or discord in his childhood.
His father reportedly had a history of
alcohol dependence, one uncle had a
seizure disorder, and another uncle had
possible dementia and depression.

Mr. A dropped out of school in the
10th grade at age 16. He then joined
the Navy and served for 9 years as a
cook and baker. He reported having
several close friends, both men and
women, and three long-term relation-
ships. After an honorable discharge
from the Navy, Mr. A joined the civil
service and worked for about 20 years
as a janitor, warehouse worker, truck
driver, and food server. He was mar-
ried in his late 20s. After about 15
years of marriage, he and his wife sep-
arated, but he reported that they were
still friends. They had three children.

Premorbid Medical History

Mr. A’s early medical charts indicate
that he had seizures at ages 15, 17, 19,
and 29. He experienced an aura with
headaches, blurred vision, dizziness,
and a “swimming feeling” in his head
15–20 minutes before the onset of a

seizure. During one seizure he fell to
the ground and sustained injuries of an
unspecified nature. Mr. A was reported
to “shake,” remain unconscious for a
few minutes, and then appear dazed
for a few additional minutes. There
was no tongue bite reflex or inconti-
nence. Mr. A had no recollection of the
nature of his seizures. The results of an
EEG performed at age 30 revealed dif-
fuse slowing and excessive paroxysmal
activity during the hyperventilation
and posthyperventilation phases of the
recording. The EEG was reported as
being compatible with, but not diag-
nostic of, a seizure disorder.

Mr. A. was diagnosed with gran-
ulomatous disease of the lungs at age 31.
He had a history of light cigarette smok-
ing and social drinking but stopped both
at age 48, when he was found to have
hypertension and hyperlipidemia.

Initial Examination

At the time of his first psychiatric as-
sessment after incarceration, Mr. A
was noted to be staring blankly with-
out looking at the interviewer. His
speech was monosyllabic, and his af-
fect was blunted. He appeared to be re-
sponding to internal stimuli, although
he denied experiencing auditory hallu-
cinations. He was oriented to time,
place, and person but had poor insight
and judgment. Results of a neurologi-
cal examination revealed a decreased
upward gaze, positive glabella tap,
decreased deep tendon reflexes in
both lower extremities, and a resting
tremor. He had decreased sensation to
pin prick in a glove-and-stocking pat-
tern and had ataxia on tandem gait. A
noncontrast computerized tomogra-
phy scan showed no structural brain
lesions.

Treatment and Course of Illness

Mr. A was hospitalized and began
treatment with haloperidol, 5 mg
b.i.d., and nortriptyline, 100 mg at
bedtime. Because of a history of sei-
zures, he was also given—as a precau-
tionary measure—phenytoin, 300 mg/
day. Three days later, his treatment
with phenytoin and nortriptyline was
discontinued. Mr. A’s mental status im-
proved progressively, and he became
cooperative and well groomed. At that
point, treatment with haloperidol was
discontinued. Mr. A’s condition began
to deteriorate. A trial of haloperidol
plus desipramine was initiated, in addi-
tion to treatment with triamterene and

gemfibrozil for hypertension and hy-
perlipidemia, respectively.

After 6 weeks of treatment, Mr. A’s
condition stabilized, and he was dis-
charged to live with his daughter. His
haloperidol treatment was discontin-
ued, presumably because of the remis-
sion of his psychotic features. Mr. A
continued outpatient treatment. He
did reasonably well for a year, at which
point he began to decompensate and
experienced auditory hallucinations
and multiple conversant voices every-
day for much of the day. Mr. A also
noted feelings of electricity or rays go-
ing through his body. He complained
of thought insertion. He was readmit-
ted to the inpatient psychiatric unit for
2 weeks. The psychiatrist there (not a
member of our team) made a diagnosis
of chronic paranoid schizophrenia. A
mental status examination revealed a
rumpled appearance, blank stare, de-
creased movements, and paucity of
thought content. Mr. A denied feeling
depressed, and his affect appeared
blunted. He was given haloperidol de-
canoate, 50 mg i.m. He became less
withdrawn, and his hallucinations im-
proved. When Mr. A was discharged,
he was receiving haloperidol decano-
ate, 50 mg i.m. every 2 weeks, and en-
alapril for hypertension.

Over the following 8 months, Mr.
A’s symptoms continued to improve.
He reported a complete absence of au-
ditory hallucinations and paranoia.
His dose of haloperidol decanoate was
reduced to 50 mg i.m. every 4 weeks.
Five months later, Mr. A again experi-
enced mild paranoia and increased in-
somnia. He was also noted to have
akathisia and mild tardive dyskinesia.
His dose of haloperidol decanoate was
increased to 75 mg i.m. every 4 weeks,
and treatment with trihexyphenidyl
was initiated. Mr. A’s paranoia disap-
peared, although he continued to expe-
rience restlessness and tardive dyskine-
sia. A trial of vitamin E had little effect
on his tardive dyskinesia.

After 18 months of treatment with
haloperidol decanoate, Mr. A’s antipsy-
chotic medication was changed to ris-
peridone, 3 mg b.i.d. He remained on
risperidone treatment for 2 years, al-
though his dose was gradually reduced
as his psychotic symptoms improved.
He became symptom free at age 58.
His psychotropic medications were
discontinued several months later. Mr.
A continued to live with his daughter
and grandchildren until age 61, when
he moved into an independent-living
complex for seniors. His condition was
followed up by our geriatric psychiatry
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clinic and research program. His most
recent medications included fosinopril
and hydrochlorothiazide/triamterene
for hypertension and simvastatin for
hyperlipidemia.

At the time of this report, approxi-
mately 4 years after Mr. A discontin-
ued his psychotropic medications, he
lived independently and helped drive
his daughter to work and his grand-
children to school. He was responsible
for all aspects of daily living, including
paying bills, cooking, cleaning, and
grooming. He enjoyed watching sports
on television with friends and visiting
with his ex-wife. He complained only
of occasional insomnia and still had
mild tardive dyskinesia.

Longitudinal Research Assessments

Mr. A was repeatedly assessed as a
consenting outpatient at our clinic with
standardized instruments for evalu-
ating psychopathologic symptoms,
movement abnormalities, cognitive im-
pairment, well-being, and everyday
functioning. Table 1 compares his
mean scores over several assessments
as a mildly symptomatic but medicated
and clinically stabilized outpatient and
as a medication-free patient in remis-
sion with the mean scores of similarly

aged (55–65 years) outpatients with
schizophrenia (N=76) and normal
comparison subjects (N=42).

The overall severity of Mr. A’s psy-
chopathologic symptoms on the Posi-
tive and Negative Syndrome Scale (3)
and the Hamilton Rating Scale for De-
pression (4) as a medicated outpatient
was relatively mild (i.e., his symptoms
had already improved relative to their
initial manifestation by our baseline as-
sessment). (His records suggested that
his symptoms had been much more se-
vere during his hospitalization.) As Mr.
A’s symptoms went into remission, his
symptoms’ severity decreased further
and became comparable to that of nor-
mal comparison subjects.

The severity of Mr. A’s extrapyrami-
dal symptoms and dyskinesia was eval-
uated with the modified Simpson-An-
gus Rating Scale (5) and the Abnormal
Involuntary Movement Scale (6), re-
spectively. His scores on both scales
were similar to those of other outpa-
tients, and although the scores de-
creased somewhat after he discontin-
ued his antipsychotic medication, he
continued to have persistent extrapyra-
midal symptoms and dyskinesia.

Mr. A’s global cognitive performance
was assessed with the Mini-Mental
State examination (7) and the Mattis

Dementia Rating Scale (8). His cogni-
tive scores improved as his psychosis
remitted, partly owing to practice ef-
fect, yet they were still much closer to
those of the symptomatic outpatients
than to those of the normal compari-
son subjects.

As a participant in a series of com-
prehensive neuropsychological evalua-
tions (see 9, 10 for details), Mr. A also
completed the California Verbal Learn-
ing Test (11) and the Story and Figure
Memory Tests (9). Mr. A’s cognitive
performance remained relatively stable
throughout the follow-up period. Al-
though his learning scores were in the
mildly to moderately impaired range,
he had consistently normal retention of
learned material. This pattern is simi-
lar to that reported in patients with
schizophrenia, but it is inconsistent
with what has been reported in pa-
tients with Alzheimer’s disease (10).

Mr. A was also evaluated on the
Quality of Well-Being Scale (12), a
utility measure designed to assess
health-related aspects of the quality of
life, and the Direct Assessment of
Functional Status (13), an observation-
based measure of everyday function-
ing. Mr. A’s scores on the Quality of
Well-Being Scale and the Direct Assess-
ment of Functional Status as a symp-

TABLE 1. Clinical Ratings for a Patient With Chronic Late-Onset Schizophrenia-Like Psychosis, Stable Outpatients With Schizo-
phrenia, and Normal Comparison Subjects

Measurea

Score

Patient When Mildly 
Symptomatic and 

Medicated
Stable

Outpatients (N=76)b,c

Patient When
Remitted and Free

of Antipsychotic
Medications

Normal Comparison
Subjects (N=42)b,c

Mean SD Mean SD Mean SD Mean SD

Psychopathologic symptoms
Positive and Negative Syndrome Scale

Total 47.3 5.9 62.5 15.6 36.0 1.4 35.4 5.6
Positive 9.0 3.5 15.3 6.2 7.0 0.0 8.7 2.3
Negative 15.7 2.1 17.2 7.2 11.5 2.1 7.8 1.0
General 22.7 0.6 31.5 8.3 17.5 0.7 18.9 3.3

Hamilton depression scale total 8.7 1.2 10.5 6.1 4.7 1.5 3.2 2.5
Motor symptoms

Simpson-Angus Rating Scale 25.7 3.8 18.8 5.4 17.5 3.5 16.5 4.2
Abnormal Involuntary Movement Scale 8.3 3.0 5.0 3.7 8.5 2.1 1.7 2.0

Cognitive functioning
Mini-Mental State 23.3 3.1 26.5 3.9 24.3 0.6 29.0 1.3
Mattis Dementia Rating Scale 124.0 4.2 128.6 14.2 129.5 2.1 139.2 3.4
Learningd 25.3 2.8 35.8 9.6 33.3 1.9 48.7 8.8
Memorye 46.8 6.3 48.9 8.0 48.3 0.4 52.0 6.7

Well-being and everyday functioning
Quality of Well-Being Scale 0.6 0.1 0.6 0.1 0.7 0.0 0.7 0.9
Direct Assessment of Functional Status 76.0f 88.7 9.5 97.3 3.2 100.3 5.9

a Higher scores on psychopathologic and motor symptom rating scales represent greater pathology. Conversely, higher scores on cognitive
scales and everyday functioning represent better functioning.

b Ns for some individual variables were lower than for total number of subjects.
c Aged 55–65 years.
d T scores on learning trials from the California Verbal Learning Test, Story Memory Test, and Figure Memory Test.
e T scores (percent forgetting after delay) on the California Verbal Learning Test, Story Memory Test, and Figure Memory Test.
f Actual score from single assessment.
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tomatic outpatient were comparable to
those of other outpatients, whereas his
more recent scores were similar to
those of normal comparison subjects,
which was consistent with observa-
tions of clinical remission.

A recent magnetic resonance image
showed mild central and peripheral
volume loss consistent with Mr. A’s
age and minimal scattered periventric-
ular deep white matter hyperechoic
foci consistent with chronic ischemic
change. The results of a recent sleep
EEG with nasopharyngeal leads re-
vealed mild nonspecific abnormalities
that were reported to have minimal
clinical significance.

DISCUSSION

Our patient had no previous history
of psychiatric illness until age 52. He
was seen with auditory hallucinations,
thought broadcasting, and other para-
noid delusions. His medical history
was remarkable for a seizure disorder.
His neuropsychological performance
did not suggest dementia. He was
treated with an antipsychotic, an anti-
depressant, and an anticonvulsant but
ultimately seemed to benefit most from
antipsychotic medication. He devel-
oped the symptoms of tardive dyskine-
sia within a year of treatment with ha-
loperidol decanoate. Approximately 6
years after the onset of his psychiatric
symptoms, our patient experienced re-
mission of his psychiatric symptoms,
and his psychotropic medications were
discontinued. Nearly 4 years later, at
the time of this report, he continued to
function independently, with no psy-
chiatric symptoms, but he still had
some persistent extrapyramidal symp-
toms and tardive dyskinesia.

Diagnostic Implications

Our patient’s differential diagnosis
included the following:

1. Psychotic disorder due to a gen-
eral medical condition (seizure disor-
der). Our patient’s history and the re-
sults of a physical examination and
laboratory assessments provided no
evidence of any medical condition that
likely caused his psychotic illness other
than seizure disorder.

An increased incidence of psychotic
symptoms in patients with seizure dis-
orders has been observed for more
than a century (14). Mesial temporal
lobes are often implicated in the psy-
chopathology of schizophrenia and
are also a frequent point of origin for
complex partial seizures (15). There is

a higher risk of schizophrenia in pa-
tients with complex partial seizures
than in those with generalized tonic-
clonic seizures (16). Psychosis may fol-
low the onset of epilepsy, during an in-
terval ranging from 14 to 21 years
(15). Some researchers have hypothe-
sized that complex partial seizures
may induce a neurologic reorganiza-
tion that subsequently predisposes pa-
tients to psychosis (17).

Our patient’s seizures were, how-
ever, of the grand mal type, and his last
known seizures occurred 23 years be-
fore the onset of his psychotic symp-
toms. While he may have continued to
experience subtle seizures, the results
of a recent EEG did not suggest an on-
going seizure disorder. Finally, antipsy-
chotics, rather than anticonvulsants,
proved to be the best treatment for his
psychotic symptoms. Our patient’s sei-
zure disorder (or its underlying neuro-
pathological cause) might have made
him vulnerable to subsequent psycho-
sis, but a diagnosis of psychosis sec-
ondary to a seizure disorder would be
difficult to justify in this case.

2. Dementia of the Alzheimer’s type
with delusions and hallucinations. Psy-
chotic symptoms that first appear in
late life may be symptoms of Alzhei-
mer’s disease or other dementing disor-
ders (18). Our patient’s neuropsycho-
logical performance was, however, not
consistent with that of Alzheimer’s dis-
ease. One of the hallmarks of Alz-
heimer’s disease is rapid forgetting,
but our patient showed consistently
normal retention of material, once
learned, on measures of memory. In
fact, his neuropsychological perfor-
mance and his everyday functioning
improved when his status was assessed
over several years.

3. Brief reactive psychosis. Although
our patient’s incarceration constituted
a significant stressor in his life and was
concurrent with the onset of his psy-
chotic symptoms, he continued to ex-
perience symptoms years after his re-
lease. The persistence and duration of
his psychotic symptoms precluded this
diagnosis.

4. Factitious disorder or “hysterical
psychosis” (19). It is possible that the
onset of our patient’s psychosis was re-
lated to a conscious or unconscious
motivation to gain early release from
incarceration. Such motivation would
suggest a diagnosis of factitious disor-
der, conversion reaction, or dissocia-
tive disorder. Yet our patient demon-
strated improvement with treatment
while incarcerated. In addition, he
served his entire sentence and, in fact,

experienced a severe psychotic episode
and decline in function a year after his
release. While the patient might have
had a primary or secondary gain from
the development of psychosis while in-
carcerated, there were no obvious envi-
ronmental reasons for chronicity or
eventual remission.

5. Mood disorder with psychotic fea-
tures. Our patient never met the DSM-
IV criteria for a manic or hypomanic
episode or for major depressive epi-
sode. His affect was typically described
as blunted or flat. There was no history
of marked mood fluctuations.

6. Delusional disorder. Bizarre delu-
sions, including thought insertion and
prominent auditory hallucinations,
ruled out this condition.

7. Schizophrenia. Onset of our pa-
tient’s psychotic symptoms at age 52
would have excluded this diagnosis in
DSM-III, which explicitly prohibited
the diagnosis of schizophrenia in cases
with onset of prodromal symptoms af-
ter age 45. DSM-III-R permitted a di-
agnosis of late-onset schizophrenia in
such cases. The DSM-IV criteria have
no restrictions or specifiers based on
age at onset, although the construct of
late-onset schizophrenia has remained
somewhat controversial (20–24).

Clinically, our patient seemed to
meet the DSM-IV criteria for schizo-
phrenia. As a medicated and mildly
symptomatic outpatient, his ratings for
psychopathologic symptoms, well-be-
ing, and everyday functioning were
similar to those of other clinically sta-
ble outpatients with schizophrenia. As
his symptoms remitted, however, our
patient’s scores on these scales became
similar to those of normal comparison
subjects. While chronicity is the rule in
schizophrenia, several investigators
have found that as many as 20% of
such patients experience remission in
late life (25, 26). Certain factors have
reportedly been associated with a posi-
tive long-term outcome in schizophre-
nia (27, 28). Our patient had several of
these characteristics, including good
premorbid adjustment, acute onset of
psychosis, and early intervention with
antipsychotic medications. His neu-
ropsychological performance was sim-
ilar to that seen in patients with schizo-
phrenia rather than to that of patients
with Alzheimer’s disease.

Our patient’s psychosis differed
from that found in typical schizophre-
nia in several important ways. He had
no family history of schizophrenia and
had apparently normal premorbid
functioning. A major stressor precipi-
tated his first psychotic episode, and
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after discharge from the hospital, he
did well in the absence of neuroleptic
treatment for a year. His subsequent
remission resulted in a return to com-
pletely normal premorbid functioning,
without any of the “stigmata” of
chronic schizophrenia. The confluence
of all of these unusual features suggests
that a diagnosis of late-onset schizo-
phrenia-like psychosis might be ap-
propriately less specific than that of
schizophrenia.

8. Psychotic disorder not otherwise
specified. Our patient could be given a
diagnosis of psychotic disorder not
otherwise specified since he did not fit
the typical pattern of any common psy-
chotic disorder. This diagnosis is one of
exclusion, however, and does not help
explain the nature of his illness.

Comparisons Between the Psychotic 
Illnesses of Newton and Our Patient

Any comparisons of the psychotic
illnesses of Newton and our patient are
severely limited because we have very
poor documentation of the onset, na-
ture, and course of Newton’s symp-
toms. Nonetheless, at least super-
ficially, there are several interesting
parallels between our patient’s psycho-
sis and that reportedly exhibited by
Newton. One is the lack of previous
symptoms until a psychotic break-
down in their early 50s. A second sim-
ilarity is the predominance of persecu-
tory delusions. Newton believed that
his friends and colleagues were trying
to smear his reputation or were other-
wise conspiring to hurt his position,
and he made reference to conversa-
tions that never occurred. He angrily
confronted his colleagues about this
through his letters. Our patient be-
lieved that his neighbors were talking
about him, and he actually confronted
some individuals, which resulted in an
altercation.

Another similarity is the murky na-
ture of the etiology of the psychosis. In
both cases there were suggestions of
possible organic contributions (metal
poisoning for Newton and seizure dis-
order for our patient), yet on close in-
spection, the organic explanations
seemed unable to fully account for the
psychosis. Thus, certain features that
would have strongly supported a diag-
nosis of psychosis secondary to a gen-
eral medical condition were absent
(e.g., Newton did not exhibit the com-
mon signs of metal poisoning, and our
patient’s history and EEG results did
not suggest complex partial seizures).
In both cases there were significant

psychosocial stressors that might have
precipitated the initial psychosis (New-
ton had experienced a breakup in a
close personal relationship and also
had professional problems, and our
patient was incarcerated).

Finally, both men experienced total
remission of their symptoms after
months or years of psychotic illness
and returned to their premorbid levels
of functioning, with little evidence of
residual symptoms.

There are, however, some important
differences between these two cases.
Our patient’s symptoms included audi-
tory hallucinations, bizarre delusions
(thought insertion and thought broad-
casting), and negative symptoms, in-
cluding blunted affect and paucity of
thought content. Since the records of
Newton’s symptoms consist primarily
of letters to and among his acquaintan-
ces, it is difficult to know whether he
experienced hallucinations and other
delusions. Furthermore, while the pre-
cise onset of Newton’s psychosis is not
clear, it appears that his symptoms
spontaneously remitted in less than 18
months. In contrast, our patient did
not experience full remission until 6
years after his initial episode, despite
treatment with antipsychotics.

Relatively little research has been
done on chronic late-onset psychotic
disorders in patients without dementia
or mood disorders. We believe that a
proportion of such patients do have
late-onset schizophrenia (22–24),
whereas others have delusional disor-
der or other DSM-IV-defined primary
psychotic disorders. There remain sub-
groups of patients, however, whose di-
agnostic categorization is uncertain.
The use of terms such as “paraphre-
nia” or “psychotic disorder not other-
wise specified” is unhelpful because
these terms do not shed light on the na-
ture of these psychotic disorders. The
diagnosis of paraphrenia has been used
so inconsistently over the years that it
does not appear to have a clear mean-
ing (29). When Kraepelin (30) used the
term “paraphrenia,” his concept
(which made no reference to age at on-
set) involved a form of psychosis in
which patients manifested hallucina-
tions and delusions, but other aspects
of their mental functioning and per-
sonality were relatively spared. Roth
(31) introduced the term “late para-
phrenia” in the 1950s to refer to para-
noid psychosis with onset after age 65.
However, both terms (“paraphrenia”
and “late paraphrenia”) were some-
times used as if they were synonymous
with “late-onset schizophrenia.” Some

prominent investigators in the United
Kingdom, where this terminology has
been historically more popular, have
recently abandoned the term “para-
phrenia” because of a lack of known
distinct etiologic or treatment implica-
tions (Robert Howard, personal com-
munication, August 1999).

Our patient would appear to meet
the DSM-IV criteria for schizophrenia
with late onset. In Newton’s case, the
available information is inadequate to
make a DSM-IV diagnosis. We would,
however, not recommend a diagnosis
of late-onset schizophrenia in either in-
dividual because of the temporally cir-
cumscribed nature of the psychosis, in
which both men had relatively normal
premorbid and postmorbid function-
ing. (Patients with late-onset schizo-
phrenia tend to have somewhat sub-
normal premorbid functioning and
generally have a chronic course of ill-
ness without full remission.) For the
lack of a better term, one may call the
disorder “late-onset schizophrenia-like
psychosis.” Patients with such a disor-
der expose the limitations of our
present diagnostic systems and call for
more research on psychotic disorders
with late-life onset that do not fit
nicely into the standard nosologic
schemas (24).
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