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Abstract: Delirium is an acute neuropsychia-
tric syndrome characterized by a sudden and
transient alteration in the state of conscious-
ness, accompanied by global impairment of
cognitive functions. It is a complex condition,
with clinical manifestations ranging from dif-
ficulty maintaining attention to alterations in
memory, language and perception. The clini-
cal picture can vary widely, with fluctuations
in the level of consciousness throughout the
day, alternating between periods of drowsiness,
restlessness and psychomotor agitation. These
fluctuations make it difficult for the patient to
interact with the environment and often confu-
se the diagnosis, especially in individuals with
other neurological or psychiatric conditions.
One of the most striking features of delirium is
the alteration of the sleep-wake cycle, which of-
ten manifests itself as insomnia at night and ex-
cessive sleepiness during the day, and there can
also be a complete reversal of these patterns.
The fluctuation of symptoms, with worsening
at night - a phenomenon known as “twilight”
- is one of the clinical aspects that help diffe-
rentiate delirium from other conditions, such
as dementia, which has a more insidious and
continuous evolution. This temporal variabi-
lity of symptoms reinforces the importance of
careful and repeated clinical assessment throu-
ghout the day, especially in at-risk populations.
Delirium is particularly common in hospital
environments, with a higher prevalence among
the elderly and patients in intensive care units.
Studies indicate that its occurrence can vary
between 10% and 80%, depending on the po-
pulation assessed and the criteria used for diag-
nosis. This high prevalence, coupled with the
negative impact on clinical outcomes - such as
increased morbidity and mortality, longer hos-
pital stays and the risk of institutionalization -
highlights the need for effective strategies for
its early identification and appropriate mana-
gement. Continuing education for healthcare
teams, combined with systematic assessment
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protocols, is a fundamental step towards re-
ducing the incidence and complications asso-
ciated with delirium. Delirium significantly
affects the elderly population, mainly due to
the greater brain vulnerability resulting from
ageing and the presence of multiple comorbi-
dities. In the elderly, delirium manifests itself
with sudden changes in the state of conscious-
ness and cognitive functioning, and it is com-
mon for symptoms to fluctuate throughout the
day, alternating periods of drowsiness, agita-
tion and disorientation. Alterations in the sle-
ep-wake cycle, difficulty maintaining attention
and perceptual alterations, such as illusions or
hallucinations, are frequent manifestations in
this age group. In addition, the presence of pre-
-existing conditions, such as dementia or other
neurological diseases, can mask or aggravate
the condition, making early diagnosis difficult.
Keywords: “Delirium”, “Precipitating Factors”,
“Risk Populations”, “Elderly”, “ICU”, “Hospi-
talized Patients”, “Prevention”, “Acute Confu-
sion”, and “Clinical Management”

INTRODUCTION

Population ageing is a worldwide pheno-
menon that has led to profound changes in
health systems, requiring greater attention
to common clinical conditions in the elderly
[1-5]. Among these conditions is delirium, an
acute neuropsychiatric syndrome characteri-
zed by disturbances in attention, conscious-
ness and cognition, with a rapid onset and a
generally reversible course [1-5].

Delirium affects up to 50% of hospitalized
elderly people, especially those in intensive
care units or undergoing surgical procedures
[1-5]. Despite its high prevalence and associa-
tion with negative outcomes, such as increased
morbidity and mortality, prolonged hospita-
lization, risk of institutionalization and func-
tional and cognitive decline, delirium remains
underdiagnosed and is often confused with
dementia or other psychiatric conditions [1-5].
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The main characteristics of delirium inclu-
de inattention, disorganized thinking, changes
in the level of consciousness and disorienta-
tion, and can manifest in hypoactive, hype-
ractive or mixed forms [1-5]. In the elderly,
factors such as pre-existing cognitive decline,
multiple comorbidities, polypharmacy and
prolonged hospitalizations significantly incre-
ase the risk of developing the syndrome [1-5].

From a clinical and social point of view,
delirium in the elderly represents a serious
public health problem [5-11]. It is associated
with increased morbidity, hospital and post-
-discharge mortality, as well as longer hospital
stays, early institutionalization and permanent
functional decline [5-11]. The costs related to
the treatment of delirium are significant, both
for health systems and for families, resulting
in a burden on caregivers and a significant
economic impact [5-11].

Delirium is a multifactorial clinical con-
dition that reflects acute brain dysfunction,
usually transient, and represents an impor-
tant challenge in the health care of the el-
derly [5-11]. In addition to predisposing and
precipitating factors, the pathophysiological
mechanisms are complex and not yet fully
understood, but involve multiple related bio-
logical pathways [5-11].

Among the main pathophysiological hypo-
theses is an imbalance of neurotransmitters,
particularly a reduction in cholinergic activi-
ty and an increase in dopaminergic activity,
which impairs attention and cognition [5-11].
Other neurotransmitters such as serotonin,
GABA and glutamate also play relevant roles,
contributing to alterations in mood, sleep and
sensory perception [5-11].

Early identification and appropriate mana-
gement are essential for reducing complica-
tions [5-11]. Non-pharmacological strategies
have been shown to be effective in preventing
delirium, such as cognitive reorientation, en-
couraging early mobilization and family in-
volvement in care [5-11].
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Given its high prevalence and functional
impact, delirium in the elderly should be re-
cognized as a clinical emergency and an im-
portant marker of frailty, requiring preventive
strategies and care focused on the elderly [5-
11]. Due to the importance of the topic and
the need to expand knowledge about caring
for elderly people with delirium, this inte-
grative review aimed to analyze studies ad-
dressing the prevalence, pathophysiological
mechanisms, associated risk factors and the
clinical, functional, cognitive and social im-
pacts of delirium in the elderly [5-11].

OBJECTIVES

The main aim of the review is to provide
an in-depth analysis of the pathophysiologi-
cal mechanisms of delirium, with an empha-
sis on the more complex aspects surrounding
the condition [12]. The review seeks to eluci-
date how neurotransmitter imbalances, neu-
roinflammation, oxidative stress, blood-brain
barrier (BBB) dysfunction and neuroendocri-
ne alterations contribute to the development
and worsening of delirium [12]. This detailed
understanding is essential to understand the
biological basis behind this syndrome and the
factors that make it so challenging in the cli-
nical context [12].

In addition, the review aims to analyze the
pharmacological approaches currently used
in the management of delirium, with a focus
on the most effective therapies for controlling
acute symptoms and improving the patient’s
condition [12]. By addressing pharmacolo-
gical strategies, the text aims to evaluate the
available treatment options, their mechanisms
of action, benefits and potential side effects,
providing a more comprehensive understan-
ding of the role of drugs in the management
of this syndrome and directions for future re-
search and clinical practice [12].
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METHODOLOGY

This integrative review aimed to gather and
analyze the best available evidence on precipi-
tating factors and risk populations associated
with the development of delirium, with an em-
phasis on early identification and prevention
and clinical management strategies [12-13].
To this end, a systematic search was carried
out in the PUBMED, VHL and MEDLINE
databases, covering publications between the
years 2020 and 2024 [12-13]. The search used
the following descriptors in English and Portu-
guese, combined by Boolean operators (AND,
OR): “Delirium’, “Precipitating Factors”, “Risk
Populations”, “Elderly”, “ICU”, “Hospitalized
Patients”, “Prevention”, “Acute Confusion”, and
“Clinical Management” [12-13].

Additional filters were applied to restrict
the selection to studies published in English
and Portuguese, with full-text access and
peer-reviewed [12-13]. Narrative review arti-
cles, editorials, studies with pediatric popula-
tions, and those that did not clearly address
the triggering factors of delirium or the cha-
racteristics of the populations most suscepti-
ble to its development were excluded [12-13].
The inclusion criteria prioritized observatio-
nal studies, clinical trials and systematic re-
views that explored the relationship between
acute clinical conditions (such as infections,
metabolic imbalances and medication use),
the hospital environment and the occurrence
of delirium, as well as research that discussed
the prevalence and impact of the syndrome in
vulnerable populations, especially the elderly
and patients in intensive care units [12-13].

The selection process was carried out in two
stages [12-13]. In the first phase, 278 titles and
abstracts were analyzed, of which 52 studies
were selected for full reading. In the second
phase, after a detailed evaluation of the texts,
27 articles met the established methodological
and thematic criteria and were included in the
final analysis [12-13]. The data extracted was
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organized into thematic categories, focusing
on the main precipitating factors of delirium
(infections, metabolic disorders, sensory de-
privation, medication use), the population
groups most at risk (the elderly, hospitalized
patients, neurological comorbidities), and
the preventive and therapeutic strategies ad-
dressed in the studies [12-13]. This approach
enabled a critical synthesis of the available
evidence, contributing to an understanding
of the mechanisms underlying delirium and
to the formulation of more effective clinical
approaches aimed at its prevention and ma-
nagement [12-13].

RESULTS AND DISCUSSION

NEUROTRANSMITTER
IMBALANCES IN THE
PATHOPHYSIOLOGY OF DELIRIUM

Neurotransmitter dysfunction plays a cen-
tral role in the pathophysiology of delirium,
directly affecting neuronal activity, cogniti-
ve function and the state of consciousness of
patients [13-16]. This condition is marked by
complex alterations in the brain’s main neu-
rotransmitter systems, such as acetylcholine,
dopamine, glutamate and GABA [13-16].
Imbalances in these systems contribute to
the manifestation of the classic symptoms of
delirium, including mental confusion, psy-
chomotor agitation, visual hallucinations and
changes in the level of consciousness [13-16].

Among the neurotransmitters most studied
in the context of delirium is acetylcholine. Its
deficiency has been widely associated with
impaired attention, disorientation, difficul-
ty concentrating, slow thinking and memory
lapses [13-16]. The cholinergic hypothesis
proposes that impaired cholinergic activity in
the central nervous system is one of the main
pathophysiological mechanisms of delirium,
especially in elderly patients or those taking
anticholinergic drugs [13-16]. Thus, support
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for cholinergic neurotransmission may repre-
sent a promising avenue for therapeutic inter-
ventions [13-16].

Dopamine, in turn, is linked to a dopa-
minergic hyperactivity often observed in pa-
tients with hyperactive delirium [13-16]. An
excessive increase in dopamine release or a
reduction in inhibitory modulation of this
system can cause symptoms such as hallucina-
tions, delusions and disorganized behaviour
[13-16]. This mechanism is especially relevant
in situations of acute stress, substance with-
drawal or severe metabolic dysfunction [13-
16]. Understanding the role of dopamine in
the pathophysiology of delirium opens the
way for therapeutic approaches aimed at re-
ducing its excessive activity, such as the judi-
cious use of antipsychotics [13-16].

Glutamate, the brain’s main excitatory neu-
rotransmitter, also has a significant influence
on the genesis of delirium [13-16]. Under con-
ditions of metabolic stress, hypoxia or neu-
ronal injury, there is an exacerbated release
of glutamate, resulting in overstimulation of
NMDA receptors [13-16]. This process can tri-
gger excitotoxicity, neuronal damage and acute
cognitive alterations [13-16]. This pathway has
been particularly associated with delirium in
critically ill and neurological patients, indica-
ting that regulating the glutamatergic system
may be a relevant therapeutic strategy [13-16].

In addition, gamma-aminobutyric acid
(GABA), the main inhibitory neurotransmitter
in the central nervous system, also plays a role
in the pathophysiology of delirium [13-16].
The reduction in GABAergic activity compro-
mises neuronal inhibition, favoring cortical
hyperactivity and symptoms such as agitation,
insomnia and anxiety [13-16]. Patients with
alcohol withdrawal, for example, have marked
GABAergic dysfunction and are more suscep-
tible to severe delirium tremens [13-16]. There-
fore, modulating GABAergic transmission can
be an effective approach, especially in the most
hyperactive cases of the syndrome [13-16].
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An integrated understanding of these im-
balances in neurotransmitter systems is essen-
tial in order to elucidate the mechanisms un-
derlying delirium and propose more targeted
treatments [13-16]. By recognizing the impact
of alterations in the cholinergic, dopaminer-
gic, glutamatergic and GABAergic systems,
it becomes possible to develop more effective
pharmacological and non-pharmacological
strategies [13-16]. This knowledge also rein-
forces the importance of prevention, espe-
cially in at-risk populations, with the aim of
minimizing the occurrence of acute episodes
and improving the clinical outcomes of affec-
ted patients [13-16].

INFLAMMATORY RESPONSE AND
COGNITIVE DYSFUNCTION IN
DELIRIUM

Neuroinflammation plays a central role in
the pathophysiology of delirium and is a dy-
namic process that contributes significantly
to the onset and progression of this condition
[13-16]. Stressful events, such as systemic in-
fections, trauma, cerebral ischemia and sur-
gical procedures, are capable of activating an
inflammatory cascade in the central nervous
system (CNS) [13-16]. This process is me-
diated mainly by the brain’s resident immune
cells, such as microglia and astrocytes, which
release pro-inflammatory cytokines when ac-
tivated [13-16]. These cytokines increase the
permeability of the blood-brain barrier, faci-
litating the entry of peripheral immune cells
into the CNS and promoting a neurotoxic and
dysregulated environment [13-16].

Among the main mediators involved are
interleukins (IL-1f, IL-6), tumor necrosis fac-
tor alpha (TNF-a) and other pro-inflamma-
tory molecules, which directly interfere with
neurotransmission and synaptic plasticity
[13-16]. In addition, intracellular pathways
such as the activation of nuclear factor kap-
pa B (NF-kB) and the inflammasome com-
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plex are fundamental in perpetuating the in-
flammatory state [13-16]. These mechanisms
lead to neuronal dysfunction, contributing to
the cognitive deficits observed in delirium,
such as inattention, disorientation and altered
level of consciousness [13-16].

Another relevant aspect is the activation
of the hypothalamic-pituitary-adrenal (HPA)
axis by neuroinflammation, resulting in the
increased release of cortisol, a hormone that
regulates the stress response [13-16]. In ex-
cess, cortisol can negatively modulate brain
activity, potentiating neurotoxicity and exa-
cerbating symptoms typical of delirium, such
as sleep disorders, autonomic instability and
circadian rhythm changes [13-16]. This in-
teraction between inflammatory processes
and the HPA axis reveals the neuroendocrine
complexity underlying the condition [13-16].

In addition to the HPA axis, neuroin-
flammation interacts with systems such as the
vagus nerve, the autonomic nervous system
and the endocrine system [13-16]. These inte-
ractions contribute to the heterogeneity of the
clinical manifestations of delirium, which can
range from neuropsychiatric symptoms - such
as psychomotor agitation, delusions and hallu-
cinations - to physiological instabilities, such
as tachycardia, hypertension or hypotension
[13-16]. This clinical complexity makes early
diagnosis difficult and highlights the need for
a comprehensive approach to understanding
and managing the syndrome [13-16].

Given the importance of inflammatory me-
chanisms, interest is growing in therapies that
modulate the neuroimmune response in deli-
rium [13-16]. Current strategies are still limited
and focus on supportive approaches and treat-
ment of the underlying cause [13-16]. Howe-
ver, advances in knowledge about the specific
inflammatory pathways involved in delirium
pave the way for the development of more pre-
cise interventions capable of reducing the im-
pact of neuroinflammation and improving the
cognition of affected patients [13-16].
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OXIDATIVE STRESS AND ITS
CONTRIBUTION TO THE
PATHOPHYSIOLOGY OF DELIRIUM

Oxidative stress is a fundamental compo-
nent in the pathophysiology of delirium and
is triggered by different clinical conditions
that favor the exacerbated production of re-
active oxygen species (ROS) [16-18]. During
episodes of delirium, factors such as cerebral
hypoxia, ischemia, tissue reperfusion, in-
creased cerebral metabolism and intense in-
flammatory processes increase the levels of
ROS in the central nervous system [16-18].
These highly reactive molecules promote oxi-
dative damage to essential structures such as
lipids, proteins and DNA, which significantly
compromises neuronal function and cellular
integrity [16-18].

Neurons, due to their high metabolic ac-
tivity and the abundance of unsaturated fat-
ty acids in their membranes, are particularly
sensitive to the damaging effects of oxidative
stress [16-18]. This vulnerability makes them
primary targets for oxidative aggression, whi-
ch can result in loss of structural integrity, sy-
naptic dysfunction and cell apoptosis [16-18].
These effects culminate in impaired cogniti-
ve functions, such as memory and attention,
which are hallmarks of delirium and various
neurodegenerative diseases [16-18].

Oxidative stress, in addition to causing di-
rect damage to neuronal cells, acts as an intra-
cellular signaling agent, activating molecular
pathways such as NF-kB and the inflamma-
some [16-18]. These pathways promote the
transcription of pro-inflammatory genes and
the release of cytokines, creating an even more
aggressive neurotoxic environment [16-18].
Thus, there is a constant interaction between
oxidative stress and neuroinflammation, for-
ming a vicious cycle that intensifies neuronal
dysfunction and the progression of delirium
[16-18].
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The body’s natural response to oxidative
stress is the activation of endogenous antio-
xidant systems, which include enzymes such
as superoxide dismutase (SOD), catalase and
glutathione peroxidase [16-18]. These me-
chanisms act by neutralizing free radicals and
restoring the cellular redox balance [16-18].
However, when the production of ROS exce-
eds the body’s neutralization capacity, the an-
tioxidant response becomes insufficient [16-
18]. This failure leads to irreversible damage
to neuronal cells and worsens the patient’s cli-
nical condition [16-18].

The limitations of the antioxidant respon-
se in extreme stress scenarios highlight the
need for interventions that strengthen these
natural defenses [16-18]. Studies show that
antioxidant compounds, both endogenous
and exogenous, can play a relevant role in the
prevention and treatment of delirium [16-18].
The inclusion of antioxidants in therapy, in
addition to protecting neurons against oxi-
dative damage, can contribute to a significant
improvement in the clinical outcomes of pa-
tients affected by the condition [16-18].

Therefore, understanding the impact of
oxidative stress in the context of delirium is
essential for designing more effective and tar-
geted therapeutic strategies [16-18]. Clinical
management can benefit from the use of an-
tioxidant agents, the reduction of metabolic
and inflammatory insults, and the prevention
of precipitating factors that amplify oxidative
stress [16-18]. In this way, it is possible to mi-
tigate neurological damage, improve cogni-
tion and reduce the morbidity and mortality
associated with delirium [16-18].
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BLOOD-BRAIN BARRIER
DYSFUNCTION AND ITS
CONTRIBUTION TO DELIRIUM

Alterations in the blood-brain barrier
(BBB) play a crucial role in the pathophysio-
logy of delirium, since this structure regula-
tes communication between the circulatory
system and the central nervous system (CNS)
[16-18]. The BBB acts as a functional boun-
dary between blood and brain tissue, strictly
controlling the exchange of substances in or-
der to protect the brain against potentially
harmful agents and maintain neural homeos-
tasis [16-18]. In the context of delirium, any
impairment of this barrier can trigger a casca-
de of neuroinflammatory and neurodegenera-
tive events [16-18].

The function of the BBB depends on its
semi-permeable properties, which allow
the selective entry of essential nutrients and
block the passage of toxins, pathogens and
inflammatory molecules [16-18]. This se-
lectivity is guaranteed by complex junctions
between the endothelial cells of the cerebral
capillaries, associated with astrocytes and pe-
ricytes [16-18]. This structure is vital for pre-
serving the stability of the cerebral microen-
vironment, which is fundamental for proper
synaptic transmission and cognitive function
[16-18]. When this system fails, the balance of
the CNS is threatened [16-18].

In situations of metabolic stress, such as
hypoxia, trauma, systemic infections or ex-
tensive surgery - conditions often associated
with delirium - the integrity of the BBB can
be compromised [16-18]. This leads to an in-
crease in its permeability, allowing the entry
of substances that would normally be blocked
[16-18]. This weakening of the barrier facili-
tates the penetration of toxic and inflamma-
tory elements into brain tissue, making the
neuronal environment vulnerable to damage
[16-18].
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During delirium, this impairment of the
BBB favors the passage of pro-inflammatory
cytokines, reactive oxygen species (ROS) and
other inflammatory mediators into the brain
[16-18]. The presence of these substances in
the CNS activates microglia and astrocytes,
promoting local inflammation, synaptic dys-
function and changes in neuronal metabolism
[16-18]. This inflammatory environment is
a determining factor in the manifestation of
symptoms typical of delirium, such as confu-
sion, disorientation, fluctuations in consciou-
sness and agitation [16-18].

Ultimately, the breakdown of the BBB in
delirium intensifies the neuroinflammatory
process and contributes to the neuronal dys-
function and cognitive impairment observed
in these patients [16-18]. Understanding this
mechanism is essential for the development
of therapeutic strategies aimed at protecting
the integrity of the BBB, attenuating brain
inflammation and effectively preventing or
treating delirium [16-18]. Furthermore, pre-
serving the BBB may be a key to improving
clinical outcomes in critically ill patients [16-
18].

HPA AXIS, CORTISOL AND THE
STRESS RESPONSE IN DELIRIUM

Neuroendocrine dysfunction is a key ele-
ment in the pathophysiology of delirium, par-
ticularly alterations in the hypothalamic-pi-
tuitary-adrenal (HPA) axis, which regulates
the stress response [18-20]. This axis plays a
fundamental role in maintaining homeos-
tasis, but in critical situations, such as infec-
tions, surgeries or serious illnesses - factors
often associated with delirium - it can become
hyperactivated [18-20]. This exacerbated ac-
tivation leads to the excessive release of corti-
sol, the main glucocorticoid hormone, which
has a direct impact on the brain and immune
system [18-20].
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The HPA axis works like a hormonal fee-
dback loop: the hypothalamus releases corti-
cotrophin-releasing hormone (CRH), which
stimulates the pituitary gland to secrete adre-
nocorticotrophic hormone (ACTH) [18-20].
This, in turn, acts on the adrenal glands, in-
ducing the production of cortisol [18-20].
Under normal conditions, cortisol regula-
tes inflammation and metabolism [18-20].
However, in delirium, the persistent and ele-
vated release of this hormone contributes to a
state of systemic inflammation and neuroin-
flammation, aggravating the cognitive dys-
function and altered behavior characteristic
of the condition [18-20].

Excess cortisol in the central nervous sys-
tem has neurotoxic effects and can directly da-
mage sensitive areas such as the hippocampus,
which is responsible for memory and learning
[18-20]. In addition, high cortisol levels com-
promise neurogenesis and synaptic plasticity
- crucial processes for cognition [18-20]. In
the long term, this hormonal imbalance can
contribute to cognitive deterioration, anxiety,
sleep disorders and mood swings, symptoms
often observed in patients with delirium, es-
pecially the elderly or critically ill [18-20].

In addition to the HPA axis, other hormo-
nes are also altered in delirium [18-20]. Dys-
regulated secretion of antidiuretic hormone
(ADH) can lead to electrolyte disturbances,
such as hyponatremia, which in itself can tri-
gger or aggravate an episode of delirium [18-
20]. Changes in thyroid hormone levels have
also been described, which can affect cerebral
metabolism and neuronal function [18-20].
These combined hormonal changes contribu-
te to a state of metabolic and functional ins-
tability in the central nervous system [18-20].

Therefore, recognizing neuroendocrine
dysfunction as a component of delirium bro-
adens our understanding of its pathophysio-
logy and opens up avenues for more targeted
therapeutic approaches [18-20]. Strategies
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aimed at restoring the balance of the HPA
axis, modulating cortisol levels and correcting
other hormonal alterations could represent
significant advances in the treatment and pre-
vention of delirium, especially in hospital and
intensive care settings [18-20].

PHARMACOLOGICAL
MANAGEMENT OF DELIRIUM

Pharmacological interventions play a fun-
damental role in the management of delirium,
especially in cases where the symptoms are
intense, with psychomotor agitation, hallu-
cinations or risk of injury to the patient or
staftf [18-20]. However, the use of medication
should always be judicious and individuali-
zed, respecting the particularities of each case
[18-20]. The approach should take into ac-
count the etiology of delirium, the presence of
comorbidities, the patient’s age, as well as the
expected response to the desired effects and
possible adverse reactions [18-20].

Among the pharmacological options avai-
lable, antipsychotics are the most commonly
used to control the psychotic symptoms of
delirium [18-20]. Drugs such as quetiapine,
risperidone, haloperidol and olanzapine are
often indicated, with preference given to those
with less potential for extrapyramidal effects,
such as quetiapine, especially in the elderly
[18-20]. These drugs act by blocking dopa-
minergic and serotoninergic receptors, redu-
cing disorganized thinking and the distorted
perception of reality [18-20]. Even so, they
should be used with caution, as they can cause
excessive sedation, hypotension and even pro-
longation of the QT interval [18-20].

Benzodiazepines, on the other hand, have
a more limited indication in delirium and
are generally reserved for cases of delirium
induced by alcohol withdrawal or sedatives
[18-20]. In these contexts, drugs such as lora-
zepam and diazepam are effective in preven-
ting seizures and controlling intense agitation
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[18-20]. Outside of these scenarios, benzodia-
zepines should be avoided as they can aggra-
vate confusion, increase the risk of falls and
prolong the duration of delirium, especially in
elderly and frail patients [18-20].

Despite the widespread use of antipsycho-
tics and benzodiazepines, the scientific evi-
dence supporting their effectiveness in trea-
ting delirium is still limited [18-20]. For this
reason, clinical guidelines recommend that
non-pharmacological interventions should
always be considered as the first line of treat-
ment [18-20]. Measures such as maintaining
a quiet environment, adequate lighting, tem-
poral and spatial orientation, sleep manage-
ment and hydration, as well as the presence
of family members or caregivers, are strategies
that can significantly reduce the incidence and
duration of delirium [18-20].

The management of delirium therefore
requires a broad and integrated vision, whi-
ch values both pharmacological resources
and environmental and behavioral interven-
tions [20-27]. The introduction of medication
should always be accompanied by rigorous
monitoring, with constant reassessment of ef-
ficacy and safety [20-27]. In addition, the gra-
dual withdrawal of drugs should be planned
as soon as the acute symptoms are controlled,
in order to avoid late adverse effects [20-27].

In conclusion, the pharmacological tre-
atment of delirium is a valuable tool, but it
should be used with caution and good clinical
judgment [20-27]. Prioritizing non-pharma-
cological approaches, associated with the ju-
dicious use of medication, can result in better
functional recovery and shorter hospital stays
[20-27]. Thus, a balance between drug inter-
ventions and humanized care is essential for
therapeutic success and patient well-being
[20-27].
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CONCLUSION

The findings of this integrative review rein-
force the complexity of delirium as a multifac-
torial condition whose occurrence is strongly
related to acute precipitating factors and the
clinical vulnerability of specific populations,
such as the elderly and hospitalized patients,
especially in intensive care units. Early iden-
tification of these factors is essential for the
development of preventive strategies and the
implementation of effective interventions
that can minimize the incidence and com-
plications associated with the syndrome. The
analysis of the selected studies highlighted the
importance of systematic and continuous as-
sessment of patients’ mental state, as well as
the need for special attention to aspects such
as polypharmacy, infections, metabolic disor-
ders and sensory deprivation.

The literature reviewed indicates that deli-
rium prevention should be a priority in heal-
thcare, focusing on multifaceted interventions
adapted to each patient’s risk profile. Measures
such as optimizing the hospital environment,
promoting sleep, adequate pain control, early
mobilization and careful review of the medi-
cations used have proved effective in various
clinical contexts. In addition, training multi-
-professional teams to recognize early signs of
the syndrome is an indispensable strategy for
improving prognosis and reducing length of
stay and hospital costs.

It can therefore be concluded that dealing
with delirium requires a proactive, patient-
-centered and evidence-based approach. In-
tegrating the knowledge produced by recent
studies with daily clinical practice can make a
significant contribution to the quality of care
provided and patient safety. Thus, this inte-
grative review not only deepens understan-
ding of the factors related to the development
of delirium, but also supports the formulation
of care protocols aimed at its prevention and
appropriate clinical management, with a focus
on humanization and effective health care.
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