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When Richard Katzman combined senile (“old age”) dementia with Alzheimer’s disease in
19761, he gained a larger constituency to promote the mission of the nascent United States
National Institute on Aging (NIA). But this confabulation resulted in Alzheimer’s disease
research becoming confused and lacking a theoretical rudder2. The resulting confusion led
the NIA to start promoting the diagnoses of Alzheimer’s disease based on biological markers
and not on clinical diagnosis3,4.

However, evidence contradicts the NIA’s aspiration of diagnosing Alzheimer’s disease
purely on biological markers. These biological markers—colloquially referred to as plaques
and tangles5—are not consistently correlated to Alzheimer’s disease or dementia. Half of
clinically diagnosed oldest-old with dementia have insufficient neuropathology to account for
their dementia6,7 while thirty to fifty percent of older adults without dementia meet the neu-
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ropathological criteria for Alzheimer’s disease8,9,10 ,11,12,13,14. Among older people, the cor-
relation between Alzheimer’s disease neuropathology and its clinical expression declines15.
It is disturbing that we have known this fallacy for more than a century16. We therefore need
to think more creatively if we want to be in a different place a hundred years from now.

A recent review identified close to a hundred documented causes of dementia17. These
causes are so broad that some researchers suggest that dementia might be a biological strat-
egy18. Because the brain is incredibly complex, it attracts, isolates, and insulates biological
attacks. The biological theory suggests that this short-term strategy leads to long-term lia-
bility for dementia. But even these broad biological causes do not explain all the cases of
dementia. Another process must be influencing its development.

Surprisingly, one of the avenues that might explain this process is psychology. By looking
at what happens with memory at older age. Following a decrease in learning in older age, this
affects memory and starts a cascade of negative events. Older adults, because of their ample
experience, have developed a complex and reliant model of their environment—an isomorphic
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representation19. When it comes to problem solving, older adults are more likely to rely on
this constancy in favor of looking at the current environment. Their isomorphic representation
becomes self-reliant, needing little input from outside. Older adults become so efficient in
their regular activities (e.g., reading, driving, communicating, talking, and anticipating events)
that any divergence away from this routine becomes difficult. It seems that for most older
adults, both age and brain development bring about more control and inhibition, especially as
found with eidetic imagery20, 21,22. Finding that most of the answers reside in our experiences,
the brain restricts learning from the environment and retrieves the information from our past.
Although this system is very efficient, it eventually subverts the role of memory. Memory’s
role is not just to recall past events, it is to recall past event so that we might use them as a
lesson for the present, in order to better anticipate our future. We should ask not what memory
is, but what memory is for23.

The brain, which in earlier times looked for answers from the outside, slowly becomes
introspective as increasingly our internal representation supplies the information we need.
The self-reliance on the isomorphic representation ensures that the outside world becomes
increasingly ignored and discounted. As we reduce learning, we stop using memory as it was
intended for, and it becomes increasingly redundant. This is the social pathology of dementia.

As a result, we start noticing faults with short-term memory recall—the first stage of mem-
ory. We attempt to rationalize these memory lapses and we find a ready-made stereotype for
what we are experiencing: dementia. Then we substantiate it through “confirmatory bias” and
“inattentive/change blindness” even when there is no biological evidence24. These perceptual
biases (there are over 134 of them25) ensure that we reinforce our self-description by discount-
ing evidence that negate this judgement and highlighting evidence that support it. Once we
make these judgements it is difficult, if not impossible, to reverse—even if there is evidence
to the contrary26.
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Older people who report subjective cognitive decline are four times more likely to progress
to dementia, and then these people are twice as likely to develop dementia when others sub-
stantiate their memory loss27. Our social world reinforces these negative expectations. One
unexpected observation is that subjective memory decline only predicts dementia if this self-
evaluation causes concern28. A “consensus trance” further promotes the self-evaluation, when
other people—through stereotypes, expectations, and interactions—confirm these negative
expectations29. The social pathology of dementia can play a key role in tipping the scales
from memory lapses to dementia. This explains why longer-lived people free from dementia
live in communities of older people (Blue Zones), where such negative stereotypes do not
exist30. Many other perceptual biases may appear that then make this subjective negative
evaluation come true. We become psychologically apathetic, not concerned so much with the
world around us, as with focusing on the immediacy of our situation. We can see all these de-
velopments because apathy and depression correlate closely with dementia31,32 and they are
indicative of a perceptual change33. These emotions suggests that a radical perceptual change
has occurred, a change that modifies how we see the world.

Like a house of cards, the edifice of social learning slowly unhinges and then dismantles
when we rely on established patterns of behavior, while disregarding novelty. With the loss
of memory, we lose retrieval of memories that shape self-consciousness, self-knowledge, and
self-image34. Our lack of access to these memories not only leads to a diminished sense of
self and identity, but also slows down acquisition of new knowledge, in general, as this loss of
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self-importance reduces our motivation to learn35. Apathy, shadowed by depression, further
reduces the motivation to learn. Activities that involve novelty-seeking—such as sharing, ex-
changing of ideas, and being social, the bedrock for challenging dementia36—are shunned. In
the same way that placebos change our biology and outcomes, nocebos and negative percep-
tual biases similarly bring about negative physical and biological changes37. Social dementia
translates to biological changes38. Like false memories39, social dementia follows a set pat-
tern of validation. Dementia is promoted by how we feel, our emotions, in this case apathy,
depression and the lack of interest in learning about the world around us. The social pathology
of dementia is an important part of the puzzle in understanding the causes of dementia.

35Amanzio, M., Geminiani, G., Leotta, D., & Cappa, S. (2008). Metaphor comprehension in Alzheimer’s
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