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I. INTRODUCTION 

A century of failures in finding a cure to Alzheimer’s 

disease has not deterred the U.S. National Institute on Aging 

(NIA) from supporting a monolithic theory based on neuritic 

plaques and neurofibrillary tangles as causal agents [1], [2]. 

Despite evidence that pharmacological compounds that clear 

these plaques from the brain do not improve cognition but 

worsen it [3]-[7], the biological theory survives refutation. 

Doubling down, the NIA now proposes ignoring the clinical 

evidence completely and relying exclusively on these failed 

biomarkers to determine the presence of this clinical disease. 

NIA is using Alzheimer’s disease as the first test case to push 

for a purely biological nosology of a behavioral disease. What 

is worrying is that science does not support this belief. 

Diagnosing a mental disease, such as dementia based on 

biological markers is the holy grail of psychiatry. Many 

powerful forces are pushing for this change through the 

Research Domain Criteria (RDoC) framework [8]. However, 

the evidence contradicts such aspirations, especially among 

older people. Plaques and tangles are not consistently cor-

related with Alzheimer's disease or dementia. Half of 

clinically diagnosed oldest-old with dementia have 

insufficient neuropathology to account for their dementia [9], 

[10] while thirty to fifty percent of older adults without 

dementia meet the neuropathological criteria for Alzheimer's 

disease [11]-[17]. The neuropathology of dementia is so 

common that it is found in all adults [18]. Among older 

people, the correlation between Alzheimer's disease 

neuropathology and its clinical expression declines [19]. It is 

disturbing that we have known this fallacy for more than a 

century [20]. By ignoring the science and following a 

political path, the NIA relinquished its leadership role and in 

response to this vacuum, research has independently started 

looking at social interventions as preventive measures rather 

than a pharmacological cure. 

Small-scale studies that showed efficacy in improving 

cognition through social intervention [21], [22], were quickly 

followed by a multi-center, large clinical trials. The Finnish 

Geriatric Intervention Study to Prevent Cognitive Impairment 

and Disability (FINGER) showed that behavioral 

intervention can reduce dementia by a quarter [23]. An 

efficacy higher than any drug. The FINGER protocol, 

currently being implemented in twenty-five countries, is the 

first global study looking at social ways to reduce dementia 

risk [24]. Within a few years, the improvements through these 

lifestyle changes have already surpassed fifty years of 

pharmacological attempts at eradicating the disease. An 

achievement to celebrate, not because we have found a 

panacea but because we have corrected our course of action 

and we are now heading towards a broader appreciation of the 

causes of dementia. However, to mute the jubilation, there are 

still about 75% of cases of dementia that remain unaffected 

by these interventions. 

The many biological causes of dementia [25] suggest that 

in addition to psychology, there might also be biological 
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moderators and/or mediators that are influencing the 

progression of the disease. The most biologically significant 

are vascular and inflammatory conditions that bring about a 

cascade of negative biological sequelae resulting in dementia. 

It is extremely rare for a dementia diagnosis not to be 

accompanied by other morbidities. There are very few cases 

of pure dementias. Common pathologies are shared between 

dementia with Lewy bodies and Alzheimer’s disease [26], 

Alzheimer’s disease and Parkinson’s disease [27], and 

Alzheimer’s disease and vascular dementia [28]. Dementia is 

a “common final pathway” that has many and multiple 

causes. Rather than looking at sole causes we need to 

approach dementia as a Complexity Theory problem [29]. 

Even with all this knowledge, iatrogenic dementia—

unknown causes of dementia—still characterizes dementia 

research as a great expanse of unknowns remain to be 

explored. 

 

II. ROLE OF PSYCHOLOGY 

Although focusing on prevention rather than cure is a 

timely correction — adjusting our research trajectory in the 

right direction — the future of research in dementia requires 

not only radical thinking but comprehensive thinking. 

Looking for binary answers as the sole cause of the disease 

ignores factors that might mediate and/or moderate the 

disease process. In the last fifty years, epigenetics has taught 

us the importance of these environmental mediating and 

moderating factors in biology [30]. Besides, we know how 

significant psychological influences are on our biology 

through placebo and nocebo research that is now a necessary 

protocol in all medical and clinical trials [31]. Future 

dementia research requires consolidation of all three 

approaches of medical, clinical, and theoretical — psychiatry, 

psychology, and psychoanalysis. Prevention techniques using 

behavioral instead of pharmacological interventions, 

highlight the moderating and mediating aspects of dementia’s 

disease progression. These behavior modifications are 

important to understanding the global clinical expression of 

dementia.  

Older adults, because of age and their accumulated 

experience, have developed a complex and reliable model of 

their environment — an isomorphic representation [32]. 

Isomorphic relates to a model of the world that corresponds 

in form and function to the world around us — making a true 

representation of the world we live in. When it comes to 

problem-solving, older adults are more likely to rely on these 

extensive, and unconscious experiences rather than 

consciously looking at the environment for answers. This 

experience, based on past successes and failures, predicates 

how current issues are approached in order to solve problems 

successfully [33]. Eventually, this isomorphic representation 

becomes so well developed and self-reliant that we stop 

looking for input from outside. In older ages, global cognition 

becomes compromised, and this tipping point is the 

psychopathology beginnings of dementia, affecting all 

components of cognition. We can see how older adults “fall” 

into dementia by behaving in ways that promote negative 

cognition and explains why age remains the most important 

contributor to dementia. 

 

Cognition is defined as thinking processes involving 

perception, attention, novelty, application of knowledge 

(praxis), calculation, language, abstract thinking, orientation, 

and memory. Although memory is usually the obvious culprit 

in dementia research, studies suggest that there are no 

significant relationships between cognitive tests and the 

incidence of dementia in participants without global cognitive 

impairment [34]. Other than global cognitive impairment 

there is no single test, including memory that differentiates 

dementias with any accuracy. Tests tend to measure severity 

rather than specificity. Although memory deficits are not 

universal in dementia as they are in Alzheimer’s disease, 

memory is a lynchpin in the psychopathology of dementia, as 

we shall see. The remaining components of cognition are all 

affected by the psychopathology of dementia. There is ample 

evidence showing how all these cognitive components act as 

mediating and/or moderating influences on dementia since 

they lead to a cascade of negative consequences. While each 

part of cognition is discussed individually, it becomes clear 

that these components are intimately interconnected. 

A. Perception 

When looking at a picture, older participants spend more 

time scanning a small "useful" area of an image, while 

younger participants scan images more evenly [35]. Be-

coming aware that most solutions to current problems reside 

in our memories, the brain unconsciously reduces learning 

from the environment and relies more heavily on this 

isomorphic representation. Psychopathology of dementia 

involves a “change” in our cognition, including our 

perception, memory, attention, and orientation to fit a 

coherent narrative that we have adopted. In one study 

participants needed to be attentive to one of two groups of 

players by counting the number of times the three players in 

one group pass a ball among themselves. While counting, a 

person in a gorilla costume enters and then leaves the 

background. Around half of people will simply not "see" the 

gorilla [36]. We are unlikely to see events that do not conform 

to our "essential" task at hand. One study shows how our 

perceptual biases change what we see especially when we are 

focusing and anticipating a specific outcome. Many other 

types of biases change our perception including Change 

Blindness, Inattentional Blindness, Comparison Blindness, 

and Repetition Blindness, all expose this increased bias with 

age. We start perceiving the world not as it is but more as we 

know it is. We look at the world with anticipation that 

precludes perception. We become affirming rather than 

inquisitive agents. 

B. Attention 

Attention allows us to focus on a specific issue. As we get 

older and become more affirming agents, our attention 

becomes dictated by expectation rather than by external 

conditions. We are attentive to things that we expect to be 

important rather than how they appear today. A typical 

problem with attention among older adults is driving. Most 

older adults have been driving for decades and as a result, 

they have amassed a great deal of experience. We would 

expect them to be excellent drivers by the time they reach 65 

years of age. But this experience works against them. As a 

group, and considering mileage driven, older drivers have 

higher rates of automobile crashes and driving violations 



   RESEARCH ARTICLE 

European Journal of Medical and Health Sciences 

www.ejmed.org 
 

 

                                                              
DOI: http://dx.doi.org/10.24018/ejmed.2021.3.5.1039                                                                                                                              Vol 3 | Issue 5 | October 2021 63 

 

[37]. Although on an individual basis these driving outcomes 

are not higher than that of younger drivers [38], older adults 

mitigate their diminishing driving capacity by restricting 

driving in particular situations, such as restricting driving at 

night, in poor weather, when the roads are busy, and on 

highways [39]. One of the problems is not their driving per se 

but their attention. Older adults are attentive to aspects of a 

visual field that they think, from past experiences, deserve 

their attention. They orient themselves to "useful" 

information in what is known as a useful field of view 

(UFOV). UFOV explains how older adults become 

accustomed to relying on their expectations rather than the 

conditions on the ground [40]. They orient themselves only 

to what they consider useful, and this works well until 

something unexpected happens. This also reflects activities in 

daily life as most older adults orient themselves into a tunnel 

vision, mostly unconscious and involving more control and 

inhibition. 

C. Novelty 

As our isomorphic representation becomes more complex 

and comprehensive, and as we increasingly affirm our 

interpretation of the world, we begin to shun novelty as we 

already know the answer. Novelty requires attention, 

memory, and learning that are all resource-intensive 

activities. Although there is no empirical evidence showing 

that conservatism promotes dementia, studies are showing the 

obverse that novelty-seeking reduces dementia. The 

frequency of learning new skills, taking up new hobbies, or 

learning about a new subject reduced the chances of the 

disease by one in four [41]. Various other novel interventions 

such as playing strategy video games [42] and cognitive and 

perceptual-motor activities [43], group problem solving [44], 

helping children with reading, classroom behavior, and 

library support [45], giving piano lessons [46], and engaging 

in group discussions [47] all showed beneficial effects on 

cognitive out-comes [48]. Novelty is the antithesis of our 

isomorphic representation and challenges our affirming 

biases. 

D. Application of Knowledge (Praxis) 

Older adults become so efficient at engaging in regular 

activities (e.g., reading, driving, communicating, and talking) 

that changing this routine becomes difficult. The greater our 

ability the less open we are to looking at the world differently. 

This preferential bias was revealed with London taxi drivers. 

In one study, middle-aged men that learned directions to over 

60,000 streets and 100,000 places of interest in the city paid 

a price for this proficient in one task, they lost their capacity 

to learn novel tasks [49]. The more proficient we become at 

one task, the less reliant we become on alternative 

approaches. All of this happens unconsciously, without 

awareness. As we get older, we develop complex skills that 

attract us away from learning novel ones. We not only affirm 

our knowledge base, but we also shy away from learning 

novel skills. Praxis is a double-edged sword, as we become 

proficient in one task, we are less likely to be able to learn an 

alternate one. 

E. Calculation 

Mathematical skills, in general, diminish quickly with age. 

Although healthy old people are impaired in numerosity 

discrimination such as the ability to distinguish many from 

few, most keep their arithmetical skills such as adding, 

subtracting, dividing, and multiplying [50]. In dementia the 

opposite is true where arithmetical skills diminish fast 

especially in an early stage of the disease [51]. Interestingly, 

numerical skills are disturbed more than reading and spelling 

in Alzheimer’s disease [52]. In contrast, in some cases, 

numerical abilities remain preserved, despite impaired 

memory [53], or language disorders [54], suggesting that 

calculation is a different skill set and not related directly to 

dementia [55]. 

F. Language 

In the Nun Study, a longitudinal study of 678 Catholic 

sisters 75 to 107 years of age who are members of the School 

Sisters of Notre Dame congregation, looked at the use of 

language over 50 years. What was found was that those 

novices who wrote autobiographical essays in very simple 

sentences died with symptoms of Alzheimer's, but none of 

those whose prose style was more complex succumbed to the 

disease [56]. Even in their 20s, problems with complex 

language had devastating clinical repercussions half a century 

later. Psychopathology starts early and has long-term 

consequences and different components of cognition are all 

affected like a house of cards. 

G. Abstract Thinking 

One of the early features of dementia, together with the 

initial awareness of short-term memory loss, is the loss of 

abstract thinking—the ability to think symbolically without 

the object being present. There is an age-related decrease in 

the ability to "regulate behavior on the basis of plans, abstract 

concepts, environmental feedback or one's own responses" 

[57]. Young children (between 5-7 years) more easily learn a 

wider variety of language sounds than adults [58] are better 

than adults at discriminating between unique faces (such as 

that of Barbary macaques) [59] and are more likely to look 

beyond the conventional uses of tools to solve problems [60]. 

Children learn causal relationships using only a handful of 

events, making far-reaching causal inferences easier and 

more quickly than adults [61]. Moreover, children were more 

likely than adults to generalize from two related and 

necessary causes rather than relying on prior assumptions. 

They pay more attention to available evidence. In contrast, 

older adults rely on their past knowledge — their isomorphic 

representation. Their model of the world has proved reliable 

in their past and they come to rely on it more than the current 

observation. 

Abstract thinking cannot exist without memory, or 

calculation without attention, or perception without 

orientation. All cognitive components are interdependent, 

while abstract thinking is the foundation of an isomorphic 

representation. It forms Piaget’s final stages of human 

development [62]. The essential idea from Piaget is the 

development of thinking about actions, to thinking in the 

abstract. As we get older, we aim to reflect the world in our 

isomorphic representation, from anticipating individual 

events to complete thought experiments and eventually 

actively constructing a comprehensive knowledgebase about 

the world we live in. This forms part of our orientation. 
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H. Orientation 

In cognition, orientation refers to being aware of time, 

place, and person. During a mental assessment you might get 

asked questions such as, where do you live, where are you 

right now, and who is the current president? Orientation is 

closely connected with all the other cognitive components 

and is one of the final attributes to diminish. That sense of 

self, that makes orientation important, fades with the 

diminishing of other cognitive components. While Reality 

Orientation Therapy delays nursing home placement and 

slows down the progression of cognitive decline in the early 

stages of dementia [63] it is indicative of a greater disconnect 

between our isomorphic representation and reality. We rely 

so much on our model of the world that we stop altogether 

taking input from the world around us. 

I. Memory 

Age-related memory deficits are common without 

dementia. Nevertheless, memory has attracted the most 

research in dementia compared to other cognitive 

components. Although there is no definitive test that 

distinguishes types of dementias, memory is the most obvious 

deficit as people first notice problems with their cognition as 

a result of problems with their short-term memory. However, 

despite the prevalence of memory deficits that do not result 

in dementia, it is now being proposed that such memory 

complaints in older adults should no longer be considered 

merely a normal age- related phenomenon but as an early sign 

of dementia [64]. Instead of narrowing the diagnosis of 

dementia interested parties are expanding it to include most 

older adults. By pathologizing aging we solidify stereotypes 

making the experience more emotive. 

The more emotive an event, the easier the central features 

of the event are remembered, and peripheral details ignored 

[65]-[67]. As a downside, emotional events—although more 

memorable—are nevertheless more susceptible to distortion 

[68]-[70]. We easily accept memory loss as dementia and our 

cognitive biases confirm this expectation. We fill in the gaps. 

Distortion in memory becomes more likely under extreme 

emotional conditions compared to neutral conditions [71]. 

 

III. DISCUSSION 

When we prefer experiences to learning, we sidestep the 

function of memory. As a result, we start noticing deficits in 

the first stage of memory — short-term memory. Problems in 

this early conduit of memory cause a cascade of bigger 

memory problems over time. For example, although 

retrieving information from our past is very efficient, it 

eventually subverts the role of learning. Memory's role is not 

just to recall past events, it is to recall past events so that we 

use these experiences as a lesson for the present, to better 

anticipate the future. We should ask not what memory is, but 

what memory is for [72]. If we follow this approach, then we 

realize that our lifetime goal of developing an isomorphic 

representation that is accurate and complete, will negate the 

function of learning novel items and therefore the role of 

memory. The better we become at this task the less we can 

learn new ones. Learning is how we interact and adapt to our 

surroundings. Memory allows for incremental learning. We 

recollect past experiences to predict the outcome. We build 

upon these experiences of predictions until we develop an 

isomorphic representation that is complex, comprehensive, 

and complete. But there is one problem with this 

development. 

With dementia, there is a global deficit in all different 

components of cognition. These deficits come as a function 

of how we develop. They are developmental in that these 

deficits accumulate and progress as we become better at 

representing our world. The tipping point is how this slow 

global age-related deficit in cognition turns into a 

progressive, fast deterioration. Psychopathology can explain 

this tipping point. Once we rely on our accumulated 

experiences, our isomorphic representation, we stop learning 

and unconsciously reach a tipping point. The brain changes 

from looking for answers from the outside to looking for 

answers from our experiences. The self-reliance on our 

isomorphic representation ensures that the outside world 

becomes increasingly peripheral. By reducing learning, we 

stop using memory as intended, making memory increasingly 

redundant. Not that dementia affects cognition, but by 

reducing learning, cognition atrophies and progresses to 

dementia. It is the reduced reliance on cognition particularly 

memory, that causes dementia. This is the psychopathology 

of dementia that eventually influences bio-logical changes. 

The psychopathology of dementia can initiate dementia, 

moderate it by enhancing or retarding the progressing of the 

disease or mediate the disease by expressing or suppress-ing 

the disease. The psychology of all these processes is the same, 

it follows a common final pathway of stopping learning, 

affecting short-term memory and later all aspects of memory 

that then affects all other cognitive components resulting in a 

degenerative dis-ease clinically expressed as dementia as a 

common final pathway. 

A. Initiate 

Initiate can start the process of the disease. Once we 

diagnose ourselves with dementia, or someone else with 

authority diagnose us with dementia, even when there is no, 

or little evidence, we easily conform to the stereotype [73]. 

These perceptual biases ensure that we ignore any proof that 

negates our self-assigned stereotype, or imposed stereotype. 

We only perceive events that support our judgment our 

narrative. Once we make these judgments it is difficult, if not 

impossible, to reverse — even if there is evidence to the 

contrary. Sadly, there is such a case and involves a 58-year-

old woman who received a misdiagnosis of Alzheimer’s 

disease by a neurologist who later had 26 malpractice suits 

filed against him and the hospital. But this patient did not 

know that at the time. Even when she was informed that her 

behavior is normal and that the neurologist made a mistake, 

this woman was convinced that the diagnosis was still correct 

[74]. Misleading feedback such as a diagnosis of dementia 

increases self-reported symptoms not just for dementia but 

also for health in general [75]. Although we would like to 

think that physicians are correct in diagnosing, a German 

study conducted a follow-up on diagnosis, confirmed 

Alzheimer dementia in only a third of cases (38%) [76]. 

However, even when the diagnosis is inaccurate, the 

diagnosis by itself sets into motion all kinds of internal 

negative reactions in the patient. People who believe that their 

memory is failing will try and find a tipping point, and if not, 
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in most cases, they will create one. They will recall that their 

memory was better before [77]. When such problems become 

more obvious, we try to rationalize these memory lapses and 

we find a ready-made stereotype: dementia. By assigning a 

term, we effectively create a tipping point when we 

unconsciously start to substantiate it, through the hundreds of 

different psychological biases. 

One study looked at how we change our memories to 

accommodate an outcome (say a diagnosis.). This study 

measured how well-prepared students were for an exam 

before the exam and after receiving the bogus exam results. 

They found that those students that were randomly told they 

had good grades retrospectively reported more time studying, 

while those students that were randomly told they had a bad 

grade “remembered” less time studying than they reported 

earlier [78]. We rationalize and confirm our current situation 

as we see it, or on what we have been told. Just two biases 

create a powerful self-fulfilling strategy, by simultaneously 

narrowing our perception to see what we anticipate, and then 

rationalizing past experiences to substantiate this stereotype. 

Such judgment rationalizes experiences that “something 

aberrant happened” starting a series of negative self- 

evaluation. As a construct, dementia is important in helping 

us define that tipping point. These are powerful unconscious 

processes that then promote a negative but coherent story. 

Creating a coherent story is part of our isomorphic 

representation a developmental stage that is impossible to 

eradicate. 

B. Moderate 

Moderate can enhance or diminish a process. 

Psychopathology of dementia is best seen as a moderating 

influence similar in its mechanism to the nocebo effect. In the 

most medically intensive units in hospital, the Intensive Care 

Units (ICUs) both placebos and nocebos are being employed 

to promote faster recovery. Medical staff in ICUs give 

patients positive reviews of their treatment applying 

suggestive techniques-based on future orientation, reframing, 

positivity, and supporting autonomy among many other 

positive suggestions — as part of their treatment. The 

outcome of these suggestive techniques is that patients get 

better faster [79]. Speedy and full recovery involves reducing 

ICU duration [80],[81], pain [82], post-operative 

complications [83], medications [84], and opioid use [85]. 

They approached the problem as both a nocebo and a placebo 

effect. Nocebo is when there is a negative expectation while 

placebo when there is a positive expectation. Before coming 

into the ICU unit, patients have a negative expectation that 

acts as a nocebo. With suggestive techniques, they reduced 

the nocebo and increased the placebo. In the context of 

dementia, other people keep reminding you of your deficits. 

The first question people with dementia hear is “Do you 

remember…?”  And we take them to “memory cafes.” 

Bibliographical evidence suggests that this stereotype threat 

acts as a nocebo where: “I feel I so often have to say I am 

sorry” [86]. Most people living with dementia are under a 

constant nocebo where those around them remind them 

constantly of their cognitive loss, especially memory loss. 

What is important is that even in ICUs, two-thirds of people 

who do not address their ICU traumas tend to have more 

nightmares, hallucinations, and paranoid delusions [87], 

indicating that trauma has long-term psychological sequela. 

Addressing trauma is therefore a therapeutic necessity and 

with dementia addressing their fears is the first step. 

Dementiaphobia the fear of getting dementia, needs to be 

approached as a nocebo. 

Older people who report subjective cognitive decline are 

four times more likely to progress to dementia, and when 

others substantiate this stereotype, they are twice as likely to 

develop dementia [88]. This could mean that the memory loss 

is obvious because it is severe, but it could also show that a 

social diagnosis solidifies and promotes the stereotype. When 

other people — through stereotypes, expectations, and 

interactions — confirm these negative expectations they 

create a “consensus trance” that further promotes our 

negative self-evaluation [89]. Older adults exposed to 

negative stereotypes about age-related cognitive decline, 

show decreased memory performance [90]. Similarly, we see 

how having a stereotype hanging over you, a “stereotype 

threat,” reduces your ability to perform. Those that had 

dementiaphobia underperformed on executive tasks. Just the 

fear reduces your ability to function to your normal level [91]. 

Fear itself reduces your ability. With a stereotype not only are 

you more likely to acquiesce, but others are more likely to 

support that stereotype once it is applied. When physicians 

read articles revealing that older adults with memory issues 

are likely to have dementia, they were more likely to diagnose 

older patients with memory problems as having dementia 

(70%) rather than when they did not read about the stereotype 

(14%) [92]. 

C. Mediate 

Mediate can express or suppress dementia. 

Psychopathology of dementia can tip the scales from 

temporary memory lapses to progressive dementia. This 

explains why longer-lived people that live free from 

dementia, live in communities of similarly older people (Blue 

Zones) where such negative stereotypes do not exist [93]. A 

low level of social contacts promotes all types of dementia 

while high educational attainment and a range of leisure 

activities showed protection against dementia [94]. These 

protective features are part of the theory of “brain reserve” 

[95] referring to the ability to tolerate biological pathology in 

the brain without developing clinical symptoms. 

Psychopathology arbitrates the dis-ease. The concept of brain 

reserve illustrates the importance of psychology, where 

complex patterns of mental activity through life reduces the 

incidence of dementia [96], and where high motivational 

abilities — self-discipline, willpower, and diligence — 

prevents cognitive decline [97] as well as improves verbal 

intelligence, education, and occupation [98]. A high purpose 

in life, by people over 80 years old, reduce the incidence of 

Alzheimer’s disease 7 years later even after adjusting for 

education, and depression [99]. 

 

IV. CONCLUSION 

The catalyst that starts the psychopathology of dementia is 

when we stop learning. We do not seek novelty. We do not 

know why this happens, whether it is the final stages of our 

development through a comprehensive isomorphic 

representation and the belief that we know the answers 



   RESEARCH ARTICLE 

European Journal of Medical and Health Sciences 

www.ejmed.org 
 

 

                                                              
DOI: http://dx.doi.org/10.24018/ejmed.2021.3.5.1039                                                                                                                              Vol 3 | Issue 5 | October 2021 66 

 

already, or whether it is emotional, related to the loss of zest 

for life. One of the most consistent findings in the etiology of 

dementia is the emerging expression of apathy and depression 

as a prodrome of dementia [100], [101]. Apathy and 

depression highlight a perceptual change [102] with long-

term consequences. Both apathy and depression express a 

lack of concern with the world around us and reduces our 

interest in learning. These emotions herald a change in our 

developmental trajectory. Elderly people with depression and 

apathy are more likely than their counterparts to develop 

dementia [103], [104]. Social learning slowly unhinges as we 

come to rely on established patterns of behavior and dis-

regarding novelty. With less learning, memory since it is 

designed for learning, atrophies. This slow process takes 

decades to express as dementia. Memory loss becomes 

increasingly peripheral as we stop learning. 

When short-term memory atrophies, we lose retrieval of 

memories that shape self-consciousness, self-knowledge, and 

self-image [105] the loss of self, in turn, reduces our 

motivation to learn [106]. Each change results in an 

incremental negative change in our cognition. We avoid 

activities that involve novelty-seeking — such as sharing, ex-

changing of ideas, and being social, all known to 

delay/prevent dementia [107]. In the same way that placebos 

change our biology and outcomes, nocebos and negative 

perceptual biases similarly bring about negative physical and 

biological changes [108]. There is no conflict with the 

biology of dementia, but there is an intimate interrelatedness. 

Psychopathology promotes negative biological changes [109] 

as much as biological changes promote negative cognition. 

As with false memories [110], psychopathology follows a 

set pattern of validation. Dementia becomes promoted by 

how we feel, our emotions, in this case, apathy, depression, 

and the lack of interest in learning about the world around us 

that start a cascade of negative cognitive sequala. As there is 

a strong correlation between dementia and depression, early 

studies suggested that up to one in twelve patients with 

dementia was in fact caused by depression [111], [112]. 

However, as a result of better diagnostics, more recent studies 

suggest lower rates (less than 1%) [113]. Still, one in ten 

individuals who are seeking evaluation may well have 

dementia caused and or promoted by depression and its 

corollary, apathy [114]. Our negative emotions regulate our 

perception and act as a nocebo that influences our biology. 

In a review of cognition-oriented treatments [115], while 

the results were mixed, on balance greater depression 

predicted poorer cognitive functioning, and improvement in 

controlling depressive resulted in cognitive benefits. 

Addressing apathy and depression goes a long way in 

mitigating cascading negative cognitions. Such interventions 

work best in the early stages of dementia when people are still 

able and willing to adjust their behavior. Dealing with the 

nocebo and stereotype threat is the first step in counteracting 

the psychopathology of dementia. 

The second step is to develop self-serving positive 

suggestions. This requires embracing novelty in all things in 

life, to embrace challenges. Perseverance for learning new 

skills that we are not comfortable with. The easiest example 

to achieve this is to have ever-evolving 5-year goals; write a 

book, learn a language, play an instrument, hike a bucket list, 

anything that is achievable but not completely comfortable, 

and not to give up [116]. When you feel like giving up, it is 

how your brain informs you that it is using too many 

resources to accomplish the new task, and therefore an 

indication that you are learning. We should embrace 

eudemonia — the Greek philosophy of earning our 

contentment by self-regulation — such an approach helps our 

psychology and our brain by giving us a sense of control 

[117]. The psychopathology of dementia is a lifespan etiology 

and requires not only lifestyle change but also psychological 

changes as well. A great expanse of unknowns remains to be 

explored in dementia research and the psychopathology of 

dementia provides a first alternative psychological theory of 

the etiology of dementia. 
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