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To our patients and staff at Patton State Hospital



This book is based on original research conducted by clinicians at Patton 
State Hospital and beyond and discusses outcome improvement in severe 
mental illness. The views expressed in this book are those of the author and 
do not necessarily reflect the opinions of Cambridge.  
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INTRODUCTION  
 
 
 

Visual Abstract 

Highlights 

 Reduced brain gray matter volume (GMV) is a significant driver of 
aggressive behaviors in patients with severe mental illness (SMI). 

 Without neuroprotecting agents, schizophrenia (SCZ), dementia, as 
well as most antipsychotic drugs, reduce GMV.  

 State hospitals continue to exist because the outcomes of chronic 
mental illness are marginally affected by the available treatments. 

 SMI has been associated with premature cellular/neuronal senescence, 
which disrupts biological barriers and allows gut microbes to migrate 
into host tissues, including the brain. 
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 Aryl hydrocarbon receptor (AhR), activated by intestinal 
microorganisms and or their molecules, drives cellular senescence, 
disrupting plasma and mitochondrial membranes. 

 More than other dementias, behavioral variant frontotemporal 
dementia (bvFTD) predisposes to violence and is challenging to 
differentiate from SMI. 

 Biochemical and biophysical treatments, including polyphenols, 
membrane lipid replacement (MLR), mitochondrial transplantation, 
and brain gamma wave entrainment, are potential novel interventions 
that could improve outcomes in SMI. 

 
Forensic hospitals are large public institutions for the treatment of patients 
with severe mental illness (SMI) and a history of criminal violations. In the 
past, individuals with chronic schizophrenia (SCZ) and schizophrenia-like 
disorders (SLDs) lived, on average, 15-20 years shorter than the general 
population and rarely developed late-life neurodegenerative disorders. 
However, improved medical care over the past decades has led to 
unprecedented longevity in this population, which, at the same time, has 
increased the prevalence of dementia (1). 

Sustained recovery in SMI 

The very existence of State hospitals is proof of the concept that sustained 
recovery is rare in most patients with SMI. Indeed, according to the newest 
studies, only 13.5% of patients with SCZ or SLDs achieve complete 
recovery (return to the premorbid level of functioning) after the first 
psychotic episode (2). Full-time employment after the first psychotic 
outbreak, an indirect measure of recovery, has been averaging 10-20% and 
has remained in that range for the past 100 years (3). Instead of returning to 
the premorbid level of functioning, most SCZ patients adhere to 
medications and achieve partial recovery, as evidenced by the amelioration 
of positive symptoms and improvement in their activities of daily living 
(ADLs).  
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Antipsychotic drugs, the good, the bad, and the ugly 

Antipsychotic drugs are highly productive for acute psychosis but less 
adequate, possibly even detrimental when administered for extended 
periods, as they contribute to GMV reduction, as demonstrated by numerous 
voxel-based morphometric studies using neuroimaging. Indeed, SCZ itself, 
as well as exposure to most first and second-generation antipsychotics, was 
associated with a reduction of GMV, an established driver of aggressive 
behavior (4)(5)(6). This raises the question of iatrogenic aggression, as 
documented in akathisia-induced violence.  

Maintaining homeostasis and preventing GMV reduction can be attained by 
the concomitant administration of antipsychotic drugs with neuroprotective, 
electron-donating agents, including dopamine (DA) D1 receptor agonists or 
acetylcholine (ACh) muscarinic agonists, such as PF-6294 and xanomeline 
respectively (7)(8)(9)(10)(11)(12)(13). As these compounds protect the 
gray matter and gut barrier, they are likely beneficial for patients with SMI 
(14)(15). 

Together, these findings suggest that acute psychosis and chronic schizophrenia 
(SCZ) or schizophrenia-like disorders (SLDs) may be different conditions 
that require different approaches. The natural and synthetic neuroprotective 
electron-donor agents are discussed in detail in the following chapters.  

Forensic detainees with SMI 

Inefficient mental health policies implemented over the past 4 to 6 decades 
swell the number of state and federal detainees over the age of 55, from 3% 
in 1991 to 15% in 2021. In addition, over 61,000 older adults with dementia 
are estimated to die in prison each year (16). Moreover, incarcerated 
individuals age at a much faster rate compared to the general population, 
suggesting that the psychological stress of life in captivity promotes 
premature cellular/neuronal senescence and accelerated brain aging. Indeed, 
it is estimated that each year spent in prison takes away two years of an 
individual’s life expectancy. At the same time, age-related diseases, 
including dementia, appear much earlier in prisoners than in nonincarcerated 
people, probably due to increased activation of stress and inflammatory 
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pathways (17). Taken together, the early occurrence of age-related diseases 
and increased healthcare expenditures highlight the need for novel solutions 
and treatment models for forensic psychiatric patients (18)(19). 

Neurocognitive disorders in older forensic detainees are inadequately 
studied and often challenging to differentiate from the underlying SMI 
(20)(21)(22). However, this differentiation is essential as diagnosing 
dementias early is of the essence because antipsychotic drugs can precipitate 
cardiovascular or cerebrovascular adverse events in patients with 
neurocognitive disorders. This raises a dilemma unknown to the previous 
generation clinicians: continuing antipsychotic drugs may have detrimental 
effects while discontinuing treatment with these agents may increase the 
risk of violent behavior and injuries (23).  

The discovery of chlorpromazine in the 1950s has revolutionized psychiatry 
and contributed to the deinstitutionalization of people with SMI. Subsequently, 
homelessness and incarceration of individuals with SCZ and SLDs 
increased dramatically, suggesting that symptomatic relief rarely translates 
into sustained recovery (2)(3). In addition, for the past 70 years, the 
dopamine (DA) hypothesis has been the critical working model in SCZ. 
This paradigm has contributed to the development of numerous 
antipsychotic drugs that can effectively clear psychotic symptoms but cause 
marginal outcome improvement (3).  

The cells of righteousness and wrath 

During the past decades, there was limited research on the quantifiable 
pathological changes in SCZ, including premature cellular/neuronal, 
senescence, GMV reduction, attenuation of gamma oscillations on 
electroencephalogram (EEG), and lipid damage in plasma or mitochondrial 
membranes. 

The forensic psychiatric population is comprised of two major subgroups: 
1) career criminals with a life-long history of SMI who are getting older and 
develop dementia, and 2) a smaller category of first-time offenders after the 
age of 55 with behavioral variant frontotemporal (bvFTD) dementia. The 
latter subgroup exhibits a preference for criminal violations and is difficult 
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to distinguish from SCZ and SLDs, as cognition may remain intact for an 
extended period (24)(25)(26).  

Von Economo neurons (VENs) are large, bipolar cells implicated in 
empathy and emotional intelligence, which bvFTD selectively targets. 
Reduced number of VENs and subsequent impulsivity, apathy, loss of 
empathy, and decreased fear of consequences may encourage the patient to 
engage in criminal violations, including homicide (27).  

We surmise that VENs are preferentially targeted by frontotemporal lobar 
degeneration, the bvFTD pathology, because of their large cell surface and 
increased vulnerability to lipid peroxidation and ferroptosis. VENs, more 
numerous in the right hemisphere than the left, are found in the anterior 
cingulate cortex (ACC) and anterior insular cortex (AIC), areas associated 
with insight as well as gastrointestinal (GI) inflammation (27). VENs are 
large neurons in superior mammals, including humans, great apes, 
elephants, and dolphins.  

In the 1990s, bvFTD was poorly defined. Over the past two decades, a 
wealth of data became available, linking AIC and ACC to interoception 
insight and “gut feeling” or intuition, processes altered in SCZ and 
dementia. However, despite the progress in this area, few forensic 
psychiatrists are familiar with bvFTD, and this disorder is often missed or 
construed as SCZ or bipolar disorder, resulting in risky treatments and 
inadequate admission in State hospitals. This is unfortunate as these 
institutions promote the recovery model, which does not apply to patients 
with neurodegenerative disorders. Instead, patients with dementia should be 
referred to palliative care facilities. In a previous article, we recommended 
these facilities and screening for bvFTD in first offenders after age 55.  

AhR-driven premature aging and barrier permeability 

Accelerated aging is a well-documented feature of SCZ and SLDs, but its 
role in the pathogenesis of these illnesses remains unclear (28). Cellular 
senescence, the source of organismal aging, is an anticancer program 
marked by proliferative arrest, resistance to apoptosis, active metabolism, 
and a toxic secretome that can spread senescence to neighboring healthy 
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cells. Senescent cells, including neurons and glia, undergo lipidomic 
changes in plasma and organelle membranes. These changes are primarily 
oxidative and lead to the loss of membrane cholesterol and an increase in 
ceramide, altering the biophysical properties as well as nutrient intake and 
neurotransmission (29)(30)(31).  

 At the level of the intestinal barrier and blood-brain barrier (BBB), 
senescent cells alter permeability, facilitating the translocation of microbes 
and their components into the systemic circulation from where they can 
reach the brain (32)(33). This may explain the high comorbidity between 
SCZ and the disorders of increased gut permeability, such as human 
immunodeficiency virus (HIV) infection or inflammatory bowel disease 
(IBD), conditions marked by microbial migration from the gut into the host 
tissues (34). It has been established that senescent brain cells, including 
microglia and astrocytes, may promote neurodegeneration by becoming 
neurotoxic, engaging in the aberrant phagocytosis of healthy neurons and 
synapses (35). 

Throughout this book, we discuss several articles derived from the 
presentations at the Annual Forensic Conferences at Patton State Hospital 
in San Bernardino County, California. These presentations highlight novel 
ideas, concepts, and models for treating chronic SMI with superimposed 
dementia.  
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CHAPTER 1 

NEURODEGENERATION AND CRIMINAL 
VIOLATIONS 

 

 
Along with the “graying” of the population at large, incarcerated individuals 
living with severe mental illness (SMI) also age and develop dementia 
prematurely. It is estimated that over 61,000 older adults with dementia are 
predicted to die in detention each year (1). In addition, incarcerated 
individuals age at a much faster rate compared to the general population, 
suggesting that loss of freedom predisposes to accelerated aging. Indeed, it 
is estimated that each year spent in captivity may decrease life expectancy 
by two years. Moreover, age-related diseases, including dementia, start 
earlier in incarcerated individuals (2).  

Aside from the fact that correctional institutions are poorly equipped for the 
treatment of geriatric pathology, age-related complications have led to 
increased healthcare expenditures, highlighting the need for novel solutions 
and concepts (2)(3).  

Age-related pathology is not different in State hospitals compared to other 
institutions that house patients with SMI and a history of criminal violations. 
The very existence of these facilities is proof of the concept that sustained 
recovery is rare in most patients with SMI. According to the newest data, 
only 13.5% of SCZ patients achieve complete recovery (premorbid level of 
functioning without relapse) after the first psychotic episode (4). 
Employment, another measure of recovery, is around 10-20% at any time 
after the first psychotic outbreak (5). Instead of sustained recovery, most 
SCZ patients undergoing antipsychotic treatment achieve symptomatic 
improvement as well as some degree of independence in the activities of 
daily living (ADLs).  
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Antipsychotic drugs are highly productive for acute psychosis but 
inadequate, possibly even detrimental, for the patients in the “stable” phase 
of SCZ (6) (Fig.1). 

 

Fig. 1 SCZ is most likely a neurodevelopmental disorder starting “in utero.” There are 
usually no or very few symptoms in the initial premorbid phase. The following prodromal 
phaseis marked by behavioral changes but no overt psychosis. Acute positive symptoms, 
multiple hospitalizations, and frequent nonadherence to medication characterize the 
psychotic phase. The “stable” SCZ phase, beginning around the age of 50, is 
characterized by negative and cognitive symptoms, significant disability, and poor 
response to medications. As patients get older, cognitive disorders usually begin during 
this phase.  

Both SCZ and most antipsychotic drugs have been associated with GMV 
reduction, which is more pronounced when patients with SMI develop 
superimposed dementia. Indeed, numerous neuroimaging studies have 
documented GMV loss triggered by first and second-generation antipsychotic 
drugs, suggesting that these agents should be administered with neurotrophic 
compounds, such as dopamine D1 receptor agonists or acetylcholine (ACH) 
agonists (7-13). This is important as GMV loss is the chief driver of 
aggression in neuropsychiatric disorders, raising the question of iatrogenic-
induced violence (14)(15)(16). 
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A novel, quantum psychopharmacological concept divides antipsychotic 
drugs into electron donors and acceptors. DA antagonists accept electrons, 
while agonists and DA itself give electrons away (17)(18). Electron 
acceptors promote GMV reduction, while donors, like DA, prevent brain 
atrophy. This is important as neuroimaging studies showed most DA-
blocking antipsychotics to deplete the gray matter. This highlights the fact 
that DA (and its agonists) are indispensable for maintaining gray matter 
integrity (19)(20). Indeed, lower DA levels reflect higher gray matter loss. 
The partial DA receptor agonists, including aripiprazole, aripiprazole, 
cariprazine, and lumateperone, may preserve the GMV. However, more 
studies are needed to establish the biophysical properties of these agents 
(21). The same applies to ACh agonists, which exert antipsychotic 
properties, preserve the GMV, and give electrons away (20)(22)(23). 

DA itself and several antipsychotic drugs are activators of AhR, a 
transcription factor that is also the master regulator of cellular senescence. 
In addition, AhR controls the growth of dendrites and dendritic spines, 
which comprise the bulk of GMV (24)(25). SCZ has been associated with 
premature cellular/neuronal senescence, a property that triggers GMV 
reduction. In the gut, AhR-induced cellular senescence increases the barrier 
permeability, facilitating microbial translocation into the host tissues and 
organs (26)(27). Like bacteria, commensal viruses, known as the virome, 
dwell in the gut and other organs. Interestingly, a virome was recently 
identified in the brain, linking viruses to premature neuronal senescence, 
GMV loss, and aggressive behavior (28). Indeed, virus-induced cellular 
senescence (VIS) has been documented during the COVID-19 pandemic, 
linking the virome to GMV reduction (29). 

The pathway from AhR activation to premature cellular senescence, GMV 
loss, and aggressive behavior is likely comprised of the following steps: 

1. Exogenous and endogenous ligands activate AhR, inducing 
cellular/neuronal senescence.  

2. In the gut, intestinal epithelial cells (IECs) senescence disrupt the gut 
barrier, enabling microbial translocation from the GI tract into the 
systemic circulation.  
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3. SCZ and dementia are characterized by immune activation in 
response to translocated gut bacteria and viruses.  

4. Deficient gut interleukin-22 (IL-22) increases intestinal permeability, 
enhancing microbial translocation. For this reason, human 
recombinant IL-22 may be therapeutic. 

5. SCZ and dementias are comorbid with inflammatory bowel disease 
(IBD), emphasizing the critical role of microbial migration in these 
pathologies. 

6. SCZ and dementias are characterized by upregulated peripheral 
blood translocation markers, further emphasizing the role of 
microbes. 

7. bacterial and viral molecules in the brains of patients with SCZ and 
dementia further support microbial translocation in these 
pathologies. 

 
Von Economo neurons (VENs) are large, spindle-shaped cells with a single 
dendrite that reside in layer five of the insular cortex (IC) and anterior 
cingulate cortex (ACC). VENs are part of the brain salience network (SN), 
a neuronal assembly associated with emotional intelligence, empathy, and 
morality (30) (see next chapter). Due to their large cell membrane surface, 
VENs are susceptible to the lipid bilayer's peroxidation, explaining why 
these cells are preferentially affected in bvFTD and possibly in SCZ (31). 
As cognition is often intact in the initial phase of bvFTD, this condition is 
frequently misdiagnosed as SCZ, bipolar disorder, or major depression, 
triggering inadequate treatment and placement in forensic rather than 
palliative facilities (32).  

A recent transcriptomic study of human VENs has implicated dysfunctional 
VENs in SMI (33). For example, adrenoceptor alpha 1A (ADRA1A), 
gamma-aminobutyric acid (GABA) type A receptor, GABA subunit theta 
(GABRQ), and vesicular monoamine transporter 2 (VMAT2) are VEN 
signatures identified in SCZ and dementia (34). As VMAT2 provides 
neuroprotection from both endogenous and exogenous toxicants, loss of this 
protein may activate AhR via ligands, such as DA and serotonin (5HT) (35) 
(Fig.2). Indeed, dysfunctional VMAT2 was associated with excessive fear, 
linking monoamines to fearful traumatic experiences (36). Indeed, 
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aggression and violent behaviors were previously associated with 
monoamine oxidase A (MAOA), a gene that implicates dysfunctional DA 
and 5-HT in this pathology (37)(38)(39). This may explain why, compared 
to AD, in which 10% of patients exhibit criminal behavior,50% of bvFTD 
patients commit crimes criminality, including homicide (40)(41)(42)(43). 

 

AhR is a sensor for endogenous and exogenous molecules, including DA, serotonin (5-
HT), vitamin D, melatonin, cholesterol, pollutants, bisphenol A, and phthalate. In the 
cytosol, AhR is stabilized by two heat shock protein 90 (HSP90) molecules. When 
attached to HSP90, AhR is inactive as it cannot enter the nucleus and act as a 
transcription factor. Aripiprazole enhances the HSP90 bond with AhR, probably 
explaining why it does not induce GMV loss. 

From the judiciary perspective, bvFTD is highly challenging as these 
patients can often appreciate right and wrong but cannot adaptively act on 
this assessment (see attached paper). 

Dementia and the criminal justice system 

Over 6 million older Americans are currently living with neurocognitive 
disorders, and a small percentage of this population violates social norms 
and engages in criminal behavior, including homicide (44). For example, 
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according to the most extensive dataset, 20% of individuals living with 
bvFTD commit murder (45). 

In AD, criminal violations are less common. However, some individuals 
enter the criminal justice system and get incarcerated or admitted to State 
hospitals. Indeed, between 1993 and 2013, the “graying” of the population 
throughout the country has contributed to a 400% increase in the number of 
State prison inmates over the age of 55, suggesting a direct correlation 
between longevity and the prevalence of dementia (46)(47). 

State hospitals and prisons are ill-equipped for the treatment of patients with 
age-related diseases who may not be independent in their activities of daily 
living (ADLs). In addition, these institutions operate on a recovery model, 
which does not apply to patients with neurocognitive disorders who are 
rarely restored to competency. Since more adequate palliative care facilities 
are not currently available, individuals with dementing illnesses will 
continue to inundate the prisons and State Hospitals for the foreseeable 
future. 

The criminal justice system for the elderly with dementia requires changes 
in two specific areas: 

1. Development of public, private, or hybrid palliative institutions 
specialized for patients with dementia. 

2. The sequence of events from the arrest to sentencing and 
incarceration requires a system of diverting dementia patients away 
from the criminal justice system.  

 
The interaction of patients with dementia with the criminal justice system, 
from arrest through incarceration, has not been adequately studied, and few 
professionals can navigate this system with confidence. Along these lines, 
in 2022, the Commission on Law and Aging released a study on people with 
dementia in the criminal justice system. This report, based on a nationwide 
survey of legal professionals, healthcare workers, and correctional staff, has 
concluded that: 
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1. A growing number of persons with dementia come to the attention 
of law enforcement, and this number is likely to increase over the 
next decade. 

2. There are few screening tools available to law enforcement to assess 
the presence or absence of dementia in arrestees. 

3. People living with dementia (PLWD) who are deemed incompetent 
to stand trial should not be committed to State hospitals for 
restoration of capacity. 

4. Strategies to divert people with dementia from entering the criminal 
justice system are needed. 

5. Palliative care units in State hospitals or prisons are urgently needed 
as individuals with criminal violations are ineligible for placement 
in the community. 

 
Should individuals with dementia who commit crimes be protected in the 
same manner as people living with SCZ who may be deemed “not guilty 
because of insanity”? Since “not guilty because of dementia” does not exist, 
people with cognitive disorders, especially bvFTD, may be trapped by the 
mental competency laws. For example, cases of dementia superimposed on 
the “stable phase” of SCZ are also referred to State hospitals, although they 
may never be restored to capacity. In California, the Murphy conservatorship is 
a legal avenue for these patients. This legal pathway refers to a court-
ordered appointment of a guardian for an individual who cannot regain 
capacity and who is charged with a felony involving great bodily harm, 
death, or a severe threat to the physical well-being of another person. 
However, Murphy's conservatorship does not solve the placement issue in 
the community, as felons with or without a conservatorship are not eligible 
to reside in an outside facility. This situation is illustrated by the following 
case from Patton State Hospital: 

Murder at Del Rio 

RB was an African-American female in her 70s who had chronic SCZ since 
the age of 30. RB resided at Del Rio Convalescent Center in Bel Gardens, 
California, a community approximately 25 miles East of Los Angeles. RB 
was on SCZ maintenance therapy, consisting of Haldol Decanoate monthly 
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injection, and when agitated due to her auditory hallucinations, RB received 
rescue medication. 

Ms. RB suffered from insomnia, and 2 or 3 nights per week, she would pace 
up and down the hallway, talking to herself. After an hour or two, RB would 
return to her room and sleep till the following day. As this behavior had 
been going on for many years, the staff viewed it as “normal” for this 
patient, and since RB rarely bothered anyone else, they seldom intervened.  

One night in 1998, instead of walking back to her room, RB, unnoticed by 
the staff, entered another room where a bedridden 69-year-old lady with 
advanced dementia resided. The lady had her old purse on the pillow next 
to her. This purse was brought in by her family, hoping that it would remind 
the patient of the happier days in her life and bring her some joy. RB 
grabbed the purse and strangled the bedridden patient with the purse string. 
Next, RB proceeded to hit her victim in the forehead, causing a fracture that 
ultimately killed her. 

After the police arrived to examine the scene, RB was transferred to Los 
Alamitos Medical Center, an acute local hospital with a geropsychiatric 
unit, where she stayed until admitted to Patton State Hospital. 

This case portrays an unprovoked homicide perpetrated by a patient with a 
long history of SCZ and superimposed late-life dementia. Although cruel, 
this crime lacked “men's rea” knowledge of wrongdoing. For this reason, 
instead of being jailed, JB was transferred to a state hospital under Cal. Pen. 
Code § 1370, incompetent to stand trial. RB never regained capacity and 
was placed on Murphy's conservatorship. In contrast to this case, the 
opposite is also problematic when the police, physicians, or judges surmise 
that an older individual has dementia and place them in a facility, therefore 
denying them freedom and access to their property. These incidents are 
sometimes initiated by the family members who consciously or unconsciously 
aspire to inherit early the property or financial assets of their loved one. 

Here is a real case from our practice: 

“I need to talk to President Clinton.” 

FDW was a short, slim man in his mid-80s, a known sculptor from the post-
WW2 era, famous for his statues depicting Marines in action. FDW had a 
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successful career, an active social life, and no prior psychiatric history. 

I met FDW in a nursing home in Anaheim, California, where I served as a 
psychiatric consultant. FDW was brought in by the police to West Anaheim 
Medical Center Emergency Room (ER) because he got lost and ran a red 
light. When approached by the officers, he “seemed confused, mumbling 
something about President Clinton.” While in the ER, the social worker 
found that FDW was recently diagnosed with SCZ and had a 
conservatorship, which named his wife as conservator.  

EB’s laboratory studies showed mild to moderate dehydration but were 
otherwise unremarkable. The ER doctor diagnosed him with acute delirium 
superimposed on a mild cognitive impairment (MCI). The ER social worker 
called the wife, and it was established that she was FDW’s third spouse, who 
was 45 years younger and was assigned to be his conservator. She agreed 
to transfer FDW to a nearby locked nursing home specializing in SCZ.  

 The next day, I was called by the nursing home staff and the primary 
physician to see FDW because “he is delusional and keeps asking staff to 
call President Clinton.” He insisted he leave the facility “because I have a 
speech in San Diego, in front of the Marines.” FDW held a paper with a 
phone number that he handed to staff members, asking them to call the 
President at that number. Thinking that FDW was “delusional,” everyone 
in that facility ignored him. 

During my interview with him, FDW was alert and oriented in all four 
spheres, including person, time, place, and reason for examination. He was 
unsure about the name of the nursing home he was in, but this was not 
surprising, considering that he had arrived there only 24 hours earlier. 
FDW was coherent, but he presented with mild word-finding difficulties, 
which he compensated for by talking slowly and using synonyms. He scored 
29/30 on the mini-mental status exam (MMSE) and told me that because of 
his artwork, he developed a close relationship with the Marines, and every 
year on Memorial Day (the next day), he spoke in front of the Marine Corps. 
Asked about President Clinton, he said that presidents usually attend his 
Memorial Day speeches, and President Clinton called him to let him know 
that he would be present. He offered me the phone number to contact the 
President. I did not call but started to believe his story. There was no SCZ 
at all, and I never found out who or why diagnosed FDW with this condition 
(he might have had a delirium that was confounded with SCZ). Indeed, 
FDW’s conservatorship papers listed SCZ as the primary diagnosis and 
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dementia, possibly Alzheimer’s type, as the secondary. After discussing the 
case with the primary physician, it was decided that FDW should be 
admitted to the geriatric psychiatry unit at West Anaheim Medical Center to 
complete a dementia workup. When neuroimaging and blood work came 
back normal, FDW was taken off the conservatorship, and the SCZ 
diagnosis was replaced with acute delirium; the clinical picture likely 
manifested when the police stopped him. 

This case illustrates how a misdiagnosed SCZ or dementia can deprive an 
older individual of both their freedom and property. Indeed, the criminal 
justice system lacks a consistent approach to screening older offenders for 
dementia. There are instances in which the police realize that the arrestee 
has a cognitive impairment but have no adequate place to bring the person 
except the nearest ER. 

The following case mirrors societal stereotyping of older individuals as 
having dementia when making non-conventional choices. Although these 
concerns may be genuine and well-intentioned, they may affect the 
autonomy and freedom of aging people to actuate their property and 
finances according to their will. 

Turbulence in Leisure World  

EB was a gentleman in his late 80s, a retired physicist known for 
participating in the Manhattan Project after WW2. EB was never married 
and had no children of his own. He lived alone in Leisure World, a 
retirement community in Southern California, and enjoyed traveling and 
interacting with friends. EB hired a Mexican lady to clean his home twice 
weekly a few years prior. In time, he became friends with this person. At 87, 
he decided that upon his death, he would leave his property and seven-figure 
life savings to this lady. He wrote his will to this effect and notarized it in 
Leisure World. However, the notary felt this could be inappropriate. He 
called the retirement community social worker, expressing his concerns that 
“EB may not be in his right mind” and that the lady may have coerced him 
to sell the property to her. 

The social worker told EB that a psychiatric evaluation was necessary to 
make sure that he was competent and that the will would not be challenged 
by a potential relative who might come forward after his death. EB was 
initially upset but agreed to be evaluated. During the assessment, EB was 


