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When a group of schoolboys are stranded
on a desert island, what could go wrong? A
plane crashes on a desert island. The only
survivors are a group of schoolboys.
By day, they discover fantastic
wildlife and dazzling
beaches, learning to
survive; at night, they are
haunted by nightmares of |
a primitive beast




and yellow, flashed upwards with a witch-like cry; i
s echoed by another. i

“Hil” it said, “‘wait a minute!”

The undergrowth at the side of the scar was shaken and a
multitude of raindrops fell pattering.

ait a minute,” the voice said, “I got caught up.”

The fair boy stopped and jerked his stockings with an auto-
matic gesture that made the jungle seem for a moment like the
Home Counties.

The again.
hsly ‘move with all these creeper things.”

scratched on a greasy wind-breaker. The naked
of his knees were plump, caught and scratched by
,L llly, and turned
He was shorter than the fair boy and very fat. He came
hing out safe lodgements for his feet, and then
igh thick spectacles.
;}b; man with the megaphone?”"
g

£
Painted faces and Long Hair

RaLei lay in a covert, wondering about
4is wounds. The bruised fiesh was inches in diameter over
sis right ribs, with a swollen and bloody scar where the

tad hit him. His hair was full of dirt and tapped
Jike the tendrils of a crecper. All over he was scratched
and bruised from his flight through the forest. By the
ime his breathing was normal again, he had worked out
tat bathing these injuries would have to wait. How
could you listen for naked feet if you were splashing in
waer? How could you be safe by the little stream or on
the open beach?

Ralph listened. He was not really far from the Castle
Rack, and during the first panic he had thought he heard
sounds of pursuit. But the hunters had only sneaked into
the fringes of the greenery, retrieving spears perhaps, and
then had rushed back to the sunny rock as if terrified of
the darkness under the leaves. He had cven glimpsed one
of them, striped brown, black, and red, and had judged
@t it was Bill. But really, thought Ralph, this was not
Bil This was a savage whose image refuscd to blend with
3t ancient piciure of a boy in shorts and shirt. ;:

The afternoon died away; the circular spots of sunlight
Roved steadily over green fronds and brown fibre but ©

“ad ame from behind the rock. At last Ralph pormcd
219




Memory Loss

A Scientific Review

wWhaiwas w1

e ¥
strokes, brain aneurysms, traumatic

Pl ‘Sht:}"i’t—‘te;xﬁ-memo;ﬂ))/*i’s also called short-term sto
%" oractive memory. The term indicates different systems of memory in-
volved in retaining pieces of information, or memory chunks, for a‘rela-
tively short time, typically up to 30 seconds.

Although short-term memory is closely
related to the concept of working
memory, both are distinct entities.
Short-term memory is a set of storage
systems, whereas working memory
indicates the cognitive operations and
executive'functions associated with
the organization and manipulation

of stored information. Nevertheless,
the terms short-term memory and
working memory are often used
interchangeably: Short-term memory
must also be distinguished from
sensory memory, such as the acoustical
echoic and iconic visual memories,
which are shorter in duration; typically
fractions of a second, and reflect

the stimulus’s original sensation or
perception. In other words, sensory
.memory is specific to the stimulus
modality of presentation.This raw
sensory information unde?goes
pregessing to

n a format
n'that perceived initially.
Hippocampal neurogenesis

regulates the maintenance of long-
term potentiation. However, the
hippocampal network, including the
parahippocampal gyrus, hippocampus,
and neocortical areas, is not the
storage site for memories but plays a
crucial role in forming new memories
and their subsequent reactivation. The
hippocampus appears to have a limited
capacity but acquires information
quickly and automatically. Over time,
the initially available information
is permanent in othgr brain

clinical conditions, including

__in reverse order of their development. |

brain injuries, primitive or metastatic
neoplasms, and infectious diseases,
may impair various components of
short-term memory. However, the
damage to short-term memory is sel-
dom selective. For example, aneurysm
rupture can lead to short-term and
long-term memory loss. Apart from
diseases that induce short-term mem-
ory alterations through direct neural
damage, a wide range of medical
conditions such as systemic infections;
thyroid diseases; surgery, including
neuroinflammation-mediated post-
operative delirium and postoperative.
cognitive dysfunction; or psychiatric s,
diseases, including depression;or—
psychological trauma can also impact
short-term memory. In this regard,
evidence shows that violence during
childhood impairs cognitive processes,
including memory (psychogenic am-
nesia). Cancer treatments, including ra-
diation and chemotherapy, can induce
short-term damage through a complex
neuroinflammation mechanism

THE AMNESTIC SYNDROME

The amnestic syndrome is an im-
pairment in the ability to form new
memories. Regardless of its etiology,
the memories of recent events are par-
ticularly vulnerable, whereas long-term
memory is more resilient and protect-
ed from damage. This concept is not
new; towards the end of the 19th cen-
tury, the French psychologist Theod-
ule-Armand Ribot (1839-1916) demon-
strated that amnesia affects memories.

idea underscores the importal
guishing between anterog
rograde amnesia. The former *
concerns the new, ies, whereas
the latter is we d by neura@
networks. This n explains
why some con §'involving drugs, -

such as benzodiazepines, can lead to
a deficit, especially within short-term
memory. In turn, amnestic disorders
primarily affect anterograde memories,
A recent study on short-term memory =¥
binding has identified amnestic mild =
cognitive impairment as the most
typical preclinical stage of Alzheimer
disease. Neuropsychological measures
are rélatively sensitive and speciﬁcﬁ'
diagnostic tools for amnestic mild cog=
nitive impairment, although theydo = *
not replace the utility of biomarkers
EVALUATION AND TREATMENT
Several'strategies have been proposed
to.enhance memory tasks, including
havioral and non-behavioral ap-
proaches. Behavioral approaches, or
cognitive training, are mostly focused
on the maintenance rehearsal, which 7
facilitates memory processing through
repetitive stimuli, and the elaborative
rehearsal, which entails associating
new information with stored knowl-
edge and analyzing it. Several pro-
posed behavioral strategies include the
combination of Tai Chi movements and
breathing. However, further research
and controlled studies are required to
confirm their real benefit. Concerning
pharmacological approaches, although
commonly prescribed, drugs approved
to manage memory symptoms of
Alzheimer disease, such as cholinester-.
ase inhibitors, have not demonst[ated'
significant benefits in slowing;
or preventing ti i
cognitive impai
disease.




The Amnestic Syndrome

‘The amnestic syndrome is an
impairment in the ability to form new
memories. Regardless of its etiology,
the memories of recent events are
particularly vulnerable, whereas long-
term memory is more resilient and
protected from damage. This concept
is not new; towards the end of the
19th century, the French psychologist
Theodule-Armand Ribot (1839-1916)
demonstrated that amnesia affects
memories in reverse order of their
development. This idea underscores
the importance of distinguishi

are relatively sensitive and specific
diagnostic tools for amnestic mild
cognitive impairment, although they do
not replace the utility of biomarkers
Several strategies have been proposed
to enhance memory tasks, including
behavioral and non-behavioral
approaches. Behavioral approaches, or
cognitive training, are mostly focused
on the maintenance rehearsal, which
facilitates memory processing through
repetitive stimuli, and the elaborative
rehearsal, which entails associating new
information with stored knowledge

between anterograde and retrograde
amnesia. The former concerns the
new memories, whereas the latter is
well-established by neural networks.
This distinction explains why some
conditions involving drugs, such as
benzodiazepines, can lead to a deficit,
especially within short-term memory.
In turn, amnestic disorders primarily
affect anterograde memories. A
recent study on short-term memory
binding has identified amnestic mild
cognitive impairment as the most
typical preclinical stage of Alzheimer
disease. Neuropsychological measures

and anal it. Several proposed
behavioral strategies include the
combination of Tai Chi movements and
breathing. However, further research
and controlled studies are required to
confirm their real benefit. Concerning
pharmacological approaches,

although commonly prescribed,

drugs approved to manage memory
symptoms of Alzheimer disease,

such as cholinesterase inhibitors,

have not demonstrated significant
benefits in slowing down or preventing
the progression of mild cognitive
impairment to Alzheimer disease.
Different clinical conditions, including

strokes, brain aneurysms, traumatic
brain injuries, primitive or metastatic
neoplasms, and infectious diseases, may
impair various components of short-
term memory. However, the damage to
short-term memory is seldom selective.
For example, aneurysm rupture can
lead to short-term and long-term
memory loss. Apart from diseases that
induce short-term memory alterations
through direct neural damage, a wide
range of medical conditions such as
systemic infections; thyroid diseases;
surgery, including neuroinflammation-
mediated postoperative delirium and
postoperative cognitive dysfunction;
or psychiatric diseases, including
depression; or psychological trauma
can also impact short-term memory.
In this regard, evidence shows that
violence during childhood impairs
cognitive processes, including memory
(psychogenic amnesia). Cancer
treatments, including radiation and
chemotherapy, can induce short-

term damage through a complex
neuroinflammation mechanism.f

In particular, memory loss without interference in daily life or independent function is the main feature
of mild cognitive impairment, which represents the stage between the expected cognitive decline of
normal aging and the more severe decline observed in Alzheimer disease. A recent study showed that

the difference between mild cognitive impairment and visual short-term memory from normal cognitive
aging is evident only where the spatial configuration of stimuli is retained at original locations. Findings
also revealed a reduced ability to inhibit irrelevant items and location priming (by repetition) deficits.
However, visual short-term memory for simultaneous items declines significantly in normal aging but

is not influenced differently by spatial or object configuration change. Moreover, alterations in different
memory domains have been shown in Parkinson disease, in those affected by Huntington disease, and in
primary progressive aphasia. Several strategies have been proposed to enhance memory tasks, including
behavioral and non-behavioral approaches. Behavioral approaches, or cognitive training, are mostly
focused on the maintenance rehearsal, which facilitates memory processing through repetitive stimuli, and
the elaborative rehearsal, which entails associating new information with stored knowledge and analyzing
it. Several proposed behavioral strategies include the combination of Tai Chi movements and breathing.
However, further research and controlled studies are required to confirm their real benefit. Concerning
pharmacological approaches, although commonly prescribed, drugs approved to manage memory
symptoms of Alzheimer disease, such as cholinesterase inhibitors, have not demonstrated significant

benefits in slowing down or preventing the progression of mild cognitive impairment to Alzheimer disease.

Recent reviews reported impairments of executive function
in primary progressive aphasia. Executive functions
pertain to a set of cognitive processes, specifically

shifting, inhibition, and updating of working memory,

and are involved in the cognitive control of behavior.
Results revealed that the primary progressive aphasia
variant and disease duration were significant moderators
of performance, whereas task modality and years of
education were not. The non-fluent or agrammatic primary
progressive aphasia and the logopenic primary progressive
aphasia variants were similarly affected, but the semantic
variant was affected to a lesser extent.[21] Another study
described the semantic variant of primary progressive
aphasia as a progressive loss of semantic knowledge
impairing the ability to name and recognize the meaning of
words, which can be improved through learning therapy.

Other conditions that impair memory tasks include
alcohol and drug abuse, such as marijuana; heavy cigarette
smoking; sleep deprivation; severe stress; and vitamin

B12 deficiency. Prolonged alcohol intake can lead to
Korsakoff syndrome, which is a complex amnestic disorder
with neuropsychological sequelae caused by vitamin

B1 (thiamine) deficiency. In addition to alcohol, other
causes can lead to vitamin B1 deficiency (non-alcoholic
Korsakoff syndrome) with related memory disorders,
including dietary deficiencies, prolonged vomiting, and
eating disorders. Korsakoff-like amnestic syndromes

have also been observed after brain lesions involving the
an dian thalamus and hipp p

Recent reviews have emphasized the crucial role of

the prefrontal cortex in mediating executive functions

and organizing a person’s thinking, decision, and
behavior, particularly to stress. Stress activates the
hypothalamic-pituitary-adrenal axis, releasing prefrontal
neurot with dop issi
responding as a stress modulator. Different reviews showed
that stressful events are associated with increased dopamine
concentrations in the medial prefrontal cortex. This
increase affects working memory by causing an inability

to process information selectively and impairing cognitive
function.

Among other causes of memory impairment, a common
adverse effect of electroconvulsive therapy is short-term
memory alteration during treatment. Another notable
concern is medication-induced memory loss. The list of
drugs implicated includes benzodiazepines, antiepileptic
drugs, opioids, and tricyclic antidepressants. Limited
evidence, primarily from observational data and case
reports, is available regarding statin use and memory loss.
Most of these drugs, such as benzodiazepines, impair
memory processing and, in turn, can present an obstacle to
the consolidation of information.

neurot




