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a b s t r a c t
Insomnia is one of the most prevalent conditions in clinical practice, with significant mental, physical, and so­
cial consequences. This review aims to provide an updated and clinically oriented synthesis of current evidence 
on its diagnosis, pathophysiology, and therapeutic management, integrating cognitive perspectives and the role 
of shared decision-making. Its conceptualization has shifted from an unspecific symptom to a distinct disor­
der with well-established neurobiological foundations. Diagnosis is primarily clinical and requires assessment of 
functional impact, perpetuating factors, and patient expectations. International guidelines recommend cognitive-
behavioral therapy for insomnia (CBT-I) as the first-line treatment, with pharmacotherapy reserved for selected 
cases. Sleep hygiene measures, while necessary, are insufficient when used in isolation. Dysfunctional beliefs and 
shared decision-making are central to optimizing adherence and preventing chronicity. Contemporary manage­
ment demands an integral, personalized, and person-centered approach that combines educational strategies, 
psychotherapy, and rational pharmacological interventions.
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r e s u m e n
El insomnio es uno de los trastornos más frecuentes en la práctica médica, con importantes repercusiones en la 
salud mental, física y social. El objetivo de esta revisión es sintetizar de forma actualizada y práctica la eviden­
cia sobre su diagnóstico, fisiopatología y enfoque terapéutico, incorporando la perspectiva cognitiva y la toma 
de decisiones compartida. Su conceptualización ha pasado de ser un síntoma inespecífico a reconocerse como 
un trastorno autónomo con bases neurobiológicas propias. El diagnóstico es esencialmente clínico y requiere 
valorar la repercusión funcional, los factores perpetuantes y las expectativas del paciente. Las guías internacio­
nales recomiendan la terapia cognitivo-conductual para el insomnio (TCC-I) como tratamiento de primera línea, 
reservando la farmacoterapia para casos seleccionados. Las medidas de higiene del sueño, aunque necesarias, 
resultan insuficientes cuando se aplican de forma aislada. Las creencias disfuncionales y la toma de decisiones 
compartida son determinantes para la adherencia y la prevención de la cronificación. El enfoque actual exige un 
enfoque integral, personalizado y centrado en la persona.

Introduction

According to the International Classification of Sleep Disorders, 
Third Edition (ICSD-3) and the DSM-5-TR (Diagnostic and Statistical 
Manual of Mental Disorders, Fifth Edition, Text Revision), insomnia is 
defined as a persistent difficulty in initiating, maintaining or consolida­
ting sleep, occurring despite adequate opportunity and conditions for 
sleep, and associated with clinically significant impairment in daytime 
functioning.1,2
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Insomnia is one of the most common reasons for consultation in both 
primary care and psychiatry, and one of the most prevalent complaints 
in the general population. Approximately one quarter of adults report 
dissatisfaction with their sleep quality; between 10% and 15% report 
insomnia symptoms accompanied by daytime consequences, and bet­
ween 6% and 10% meet diagnostic criteria for an insomnia disorder, 
with higher incidence in women and older individuals.3 Far from being 
a trivial phenomenon, persistent insomnia is associated with substan­
tial impairment in daytime functioning, an increased risk of depression, 
anxiety and suicide, as well as various somatic diseases, including car­
diovascular and metabolic conditions.4
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Over recent decades, a profound conceptual shift has taken place: 
insomnia is no longer regarded merely as a secondary symptom, but 
rather as an independent disorder, with its own neurobiological me­
chanisms and a specific therapeutic approach.5 This review provides a 
practical update on the diagnosis and treatment of insomnia, with par­
ticular emphasis on the most effective interventions and on the role of 
patient expectations as a modulator of clinical course and therapeutic 
response.

The present article also aims to offer clinicians an integrative, 
evidence-based perspective to facilitate decision-making in everyday 
practice. This work corresponds to a narrative review oriented towards 
clinical practice. For its preparation, a non-systematic search was con­
ducted in PubMed, Embase and Web of Science covering the period from 
2000 to 2025, using terms related to “insomnia”, “CBT-I”, “hypnotics”, 
“orexin antagonists”, “sleep hygiene” and “shared decision-making”. 
International clinical guidelines, meta-analyses and studies with high 
methodological quality were prioritised. The selection of studies was 
based on their relevance and clinical applicability, without applying for­
mal inclusion or exclusion criteria, in keeping with the narrative nature 
of the review.

Epidemiology and clinical burden

Insomnia is one of the most common sleep disorders in the general 
population and constitutes a major public health problem due to its high 
prevalence and functional impact.3 Approximately one third of adults 
experience insomnia symptoms, and between 9% and 15% meet clinical 
criteria when daytime impairment is required; the prevalence of chronic 
insomnia is around 6% according to formal diagnostic criteria.6

Rates are consistently higher in women (female-to-male ratio ∼1.5:1) 
and increase with age, particularly after 45 years.6 In Spain, the 
population-based study by Ohayon and Sagales showed that 20.8% of 
adults reported insomnia symptoms and 6.4% met diagnostic criteria, 
with higher prevalence in women and older individuals.7 Despite its 
impact, substantial levels of under-recognition and undertreatment per­
sist.

Insomnia is associated with marked impairment of attention and me­
mory, an increased risk of domestic, occupational and traffic accidents,8 
and reduced productivity. In addition, it represents an independent risk 
factor for depression, suicidal ideation and cardiovascular disease.9,10 
These consequences confirm that insomnia is not a minor symptom, but 
rather a disorder with significant clinical and functional implications, 
whose early detection should be considered a priority.

Clinical diagnosis of insomnia

A positive diagnosis of insomnia is primarily clinical and is based 
on three pillars: a subjective complaint of difficulty initiating or main­
taining sleep or early morning awakening, daytime impairment, and 
temporal persistence of symptoms at least three nights per week for 
more than three months.2

The main diagnostic systems converge on these essential elements, 
although they differ in certain conceptual nuances, particularly regar­
ding the definition of daytime distress and the exclusion of secondary 
causes. Table 1 summarises, in a comparative manner, the most relevant 
diagnostic criteria of the three classifications currently in use: DSM-5-
TR, ICSD-3-TR and ICD-11 (International Classification of Diseases, 11th 
edition).1,2,11
Clinical assessment

A structured clinical interview is the essential diagnostic tool. It 
should explore the sleep pattern (bedtime, sleep latency, nocturnal 
awakenings and perceived quality), precipitating and perpetuating fac­
tors, lifestyle habits, medication use and functional impact. A practical 

approach is Spielman’s 3-P model (predisposing, precipitating and per­
petuating factors), which is useful for guiding intervention.12

Among the available assessment instruments, the Insomnia Severity 
Index (ISI13 and the Pittsburgh Sleep Quality Index (PSQI14 are brief, 
self-administered paper-and-pencil questionnaires that are easy to in­
terpret and sensitive to change, making them particularly useful both 
in research and in clinical practice to objectify insomnia severity and to 
monitor therapeutic response.

The ISI consists of seven items assessing difficulty initiating or main­
taining sleep, satisfaction with sleep, daytime interference, concern 
about the problem and perceived distress. Each item is scored from 0 to 
4, yielding a total score ranging from 0 to 28, which allows classification 
of severity: no insomnia (0–7), subthreshold insomnia (8–14), moderate 
insomnia (15–21) and severe insomnia (22–28). Validated Spanish ver­
sions with excellent psychometric properties have been published, both 
in the general population and in patients with psychiatric and medical 
disorders,15 making it a particularly useful tool for detection and follow-
up in primary care, in contrast to the PSQI, which assesses overall sleep 
quality.

The PSQI is a broader tool comprising 19 items grouped into se­
ven components (subjective sleep quality, sleep latency, sleep duration, 
sleep efficiency, sleep disturbances, use of hypnotic medication and day­
time dysfunction). It generates a global score ranging from 0 to 21, with 
values >5 indicating poor sleep quality. It also has Spanish adaptations 
and validations with good internal consistency and construct validity.16

It is essential to exclude secondary causes or comorbidities that may 
explain the complaint of insomnia, such as chronic pain, medical illnes­
ses, psychiatric disorders, alcohol or caffeine consumption, or the use 
of stimulant medications, as well as other sleep disorders (obstructive 
sleep apnoea, restless legs syndrome). Polysomnography is reserved for 
cases with suspected comorbid sleep disorders or lack of response to 
conventional treatment.17

Finally, assessment should consider the patient’s perception of their 
sleep, their expectations regarding rest and their degree of concern, 
as these cognitive factors substantially influence the persistence of the 
problem and adherence to therapeutic interventions.18

Pathophysiology and explanatory models

Spielman’s 3-P model remains the most useful framework for ex­
plaining the development and maintenance of insomnia, integrating 
predisposing, precipitating and perpetuating factors12 (see Table 2 for 
a conceptual summary). This framework helps to understand how an 
acute episode may evolve into a persistent problem in the presence of 
dysfunctional behaviours and cognitions.

From a neurobiological perspective, insomnia is related to a state 
of physiological and cognitive hyperarousal characterised by increa­
sed sympathetic tone, activation of the hypothalamic–pituitary–adrenal 
axis, and increased cortical activity even during sleep.19 Alterations ha­
ve also been described in circadian and homeostatic sleep regulation 
systems, with dysfunction in pathways that modulate wakefulness (ore­
xin, dopamine) and sleep (GABA, adenosine).20−24

Contemporary cognitive models emphasise the role of attentional 
focus on internal sleep-related cues, concerns about the consequences 
of insufficient sleep, and dysfunctional beliefs, all of which contribute 
to the maintenance of hyperarousal and chronicity.18

Taken together, these mechanisms explain why effective treatment 
of insomnia must simultaneously address the behavioural, cognitive and 
physiological components of the disorder, forming the conceptual basis 
of current therapeutic interventions.

Treatment of insomnia

Management of insomnia should be individualised based on sym­
ptom severity, duration, and perpetuating factors, with a preference 
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Table 1
Diagnostic criteria for insomnia according to DSM-5-TR, ICSD-3-TR and ICD-11 (comparative summary).

Diagnostic system Essential criteria Duration and functional impact
DSM-5-TR (20221 Difficulty initiating or maintaining sleep, or early 

awakening with an inability to return to sleep, despite 
having adequate opportunity to sleep

Symptoms ≥3 nights/week for ≥3 months. Cause 
clinically significant distress or daytime functional 
impairment (fatigue, irritability, concentration 
difficulties). Not better explained by another mental or 
medical disorder or by a substance

ICSD-3-TR (20232 Complaint of insomnia despite adequate opportunity 
and conditions for sleep; difficulty initiating, 
maintaining or consolidating sleep

Symptoms ≥3 nights/week for ≥3 months, with daytime 
consequences (fatigue, sleepiness, low mood, work 
errors, excessive concern about sleep)

ICD-11 (201911 Dissatisfaction with sleep quantity or quality associated 
with difficulty initiating, maintaining or consolidating 
sleep, or early morning awakening

Duration ≥3 months with clinically significant daytime 
impact (fatigue, cognitive or emotional disturbances, 
social or occupational impairment)

Sources: References 1,2,11.
DSM-5-TR: Diagnostic and Statistical Manual of Mental Disorders, Fifth Edition, Text Revision; ICSD-3-TR: International Classification of Sleep Disorders, Third Edition, Text 
Revision; ICD-11: International Classification of Diseases, 11th edition.

Table 2
Spielman’s 3 Ps model: predisposing, precipitating and perpetuating factors of insomnia (conceptual summary).

Factor Description Clinical examples
Predisposing Biological, psychological, or social vulnerabilities that 

increase susceptibility to insomnia
Hyperarousal tendency, anxious or perfectionistic traits, 
family history of insomnia, older age, female sex

Precipitating factors Events or circumstances that trigger an acute episode of 
insomnia

Occupational or academic stress, interpersonal 
problems, bereavement, medical illness, hospitalisation, 
schedule changes or night shifts

Perpetuating factors Dysfunctional behaviours and cognitions that maintain 
insomnia once the precipitating factor has resolved

Lying awake in bed, compensating with daytime naps, 
excessive caffeine intake, catastrophic thoughts about 
the consequences of not sleeping

Source: Spielman AJ, et al.12

for non-pharmacological interventions and pharmacotherapy reserved 
for selected cases. Current clinical guidelines consistently recommend 
cognitive behavioural therapy for insomnia (CBT-I) as the first-line treat­
ment for chronic insomnia.4,5

General measures and sleep hygiene

Sleep hygiene measures constitute the foundation of any therapeutic 
intervention, although on their own they are usually insufficient.24 They 
include maintaining regular sleep schedules, avoiding caffeine, alcohol 
or nicotine in the hours preceding bedtime, limiting daytime naps, redu­
cing screen exposure before going to bed, and ensuring an appropriate 
bedroom environment.25

Education on healthy habits should be accompanied by a review 
of dysfunctional compensatory behaviours, such as spending excessi­
ve time in bed or attempting to sleep “by force”, which perpetuate the 
problem. These recommendations, although simple, help prepare the 
ground for more specific interventions.

Table 3 summarises the main evidence-based sleep hygiene measu­
res recommended by international guidelines.

Cognitive behavioural therapy for insomnia (CBT-I)

CBT-I is a structured intervention that integrates behavioural and 
cognitive techniques to reduce hyperarousal, modify maladaptive sleep 
behaviours, and restructure dysfunctional beliefs. Its efficacy is well es­
tablished in meta-analyses and international guidelines, with remission 
rates of 60–70% in chronic insomnia and sustained long-term improve­
ment.26,27

The main components of CBT-I are:

• Stimulus control: strengthening the association between bed and sleep 
by restricting its use to sleep or sexual activity.• Sleep restriction: limiting time in bed to the average effective sleep time 
and gradually extending it as sleep efficiency improves.• Cognitive restructuring: identifying and replacing dysfunctional 
thoughts (“if I don’t sleep, I won’t be able to function tomorrow”) 
with more realistic interpretations.• Relaxation and mindfulness techniques: reducing physiological and cog­
nitive arousal.• Sleep hygiene education: consolidating the healthy habits described 
above.

Digital or self-guided versions of CBT-I have demonstrated efficacy 
comparable to face-to-face therapy in controlled trials28 and represent 
a cost-effective alternative, particularly useful in primary care.

Despite its high efficacy in clinical trials, the implementation of 
CBT-I in real-world practice faces relevant limitations: the availability 
of trained professionals is limited, waiting times are often long, and 
many patients encounter logistical difficulties in completing a structu­
red programme. This mismatch between evidence and implementation 
has driven the development of digital or self-guided versions that im­
prove accessibility, although they do not fully replace in-person clinical 
support. These barriers should be considered when planning individual 
therapeutic management.

Pharmacological treatment

Pharmacological treatment of insomnia should be considered a com­
plement to non-pharmacological interventions and reserved for cases in 
which CBT-I is not available, is insufficient, or a short-term intervention 
is required to relieve symptoms. The aim is not only to induce sleep, but 
to restore a healthy sleep pattern and enable the effective implemen­
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Table 3
Sleep hygiene measures and basic behavioural recommendations.

Aspect Recommendation Rationale
Schedule and regularity Maintain fixed bedtimes and wake-up times, even on 

weekends
Reinforces circadian rhythm and improves 
sleep efficiency

Bedroom environment Ensure a dark, quiet environment with a comfortable 
temperature (18–20 ∘C) and a comfortable bed

Minimises physiological arousal and 
interruptions

Use of the bed Reserve the bed exclusively for sleep or sexual activity. 
Avoid reading, watching television or using a mobile 
phone in bed

Strengthens the bed–sleep association and 
reduces negative conditioning

Pre-sleep routine Establish a relaxing routine (warm bath, breathing 
exercises, light reading). Avoid screens for at least one 
hour before bedtime

Promotes physiological and cognitive 
deactivation

Physical activity Engage in regular exercise, preferably in the morning or 
early afternoon. Avoid intense evening exercise

Improves sleep quality and regulates 
circadian rhythm

Substance consumption Avoid caffeine, nicotine, or alcohol in the hours before 
bedtime

These substances disrupt sleep latency and 
sleep architecture

Diet Avoid heavy meals before bedtime. If hungry, opt for a 
light snack

Facilitates digestion and reduces reflux or 
nocturnal discomfort

Naps Limit naps to less than 30 min and avoid them after 
16:00

Prevents reduction in homeostatic sleep 
pressure

Night-time awakenings If sleep does not occur within 15–20 min, get out of bed 
and engage in a quiet activity until feeling sleepy

Reduces the association between bed and 
frustration at not being able to sleep

Relationship with sleep Avoid clock-watching during the night and accept that 
one poor night’s sleep does not imply serious 
consequences

Reduces anticipatory anxiety and cognitive 
hyperarousal

Sources: Adapted from references 4,25.
tation of behavioural strategies.3,5 The basic principles for the rational 
and safe use of hypnotics are summarised in Table 4 .

Although widely used, some pharmacological options have im­
portant limitations that must be considered in real-world practice. 
Prolonged-release melatonin shows modest efficacy, with clinical bene­
fit mainly confined to individuals over 55 years of age or cases of mild 
insomnia, and therefore does not constitute a first-line alternative for 
most patients.29,30 Z-drugs provide rapid relief, but their efficacy decrea­
ses over time, and their safety profile—complex parasomnias, cognitive 
impairment and risk of misuse—limits prolonged use.31,32 Dual orexin 
receptor antagonists (DORAs) represent a novel option with better tole­
rability and less cognitive interference, although their cost, availability 
and limited long-term experience currently constrain their use in daily 
practice.33−35 These considerations highlight the need to individualise 
hypnotic choice and to periodically reassess clinical usefulness.

European and North American guidelines recommend using hypno­
tic drugs at the minimum effective dose and for the shortest possible 
time, periodically reviewing the need to continue treatment and pro­
moting gradual withdrawal when feasible.3,9

Benzodiazepine hypnotics

These include lorazepam, lormetazepam, temazepam, flurazepam, 
and triazolam, among others. They act as positive allosteric modulators 
of the GABA-A receptor, reducing sleep latency and increasing sleep 
continuity. They are effective in the short term, but prolonged use is 
associated with tolerance, dependence, cognitive impairment, falls and 
residual daytime sleepiness.36,37

Short- or intermediate-acting compounds (such as lormetazepam or 
temazepam) are preferred, chronic use should be avoided, and discon­
tinuation should be gradual, reducing the dose by 10–25% every 1–2 
weeks.38,39 They should be avoided in patients with COPD, sleep ap­
noea, or concomitant alcohol consumption.

Z-drugs (zolpidem, zopiclone, eszopiclone)

These are selective GABA-A α1 receptor agonists, with a more predic­
table pharmacokinetic profile and less disruption of sleep architecture 
than benzodiazepines. Although they show better tolerability, they may 
cause tolerance, complex parasomnias (sleepwalking or sleep-related 
eating) and cognitive impairment with prolonged use.31

Treatment duration should be limited to ≤4 weeks. Eszopiclone has 
demonstrated efficacy for up to six months in controlled studies, always 
with close clinical monitoring.32

Sedating antidepressants

These can be used when insomnia coexists with depressive or anxiety 
symptoms.

• Trazodone (25–100 mg/night): improves sleep latency and mainte­
nance, with a favourable safety profile and no risk of dependence.40• Mirtazapine (7.5–15 mg): effective in patients with weight loss or an­
xiety, although it may cause daytime somnolence and weight gain.41• Doxepin (3–6 mg): a tricyclic antidepressant approved for sleep main­
tenance insomnia, with minimal anticholinergic activity.42• Amitriptyline: frequently used off-label but not recommended due to 
lack of evidence and risk of adverse effects.43

Melatonin and analogues

Prolonged-release melatonin (2 mg) has shown modest efficacy, 
particularly in individuals over 55 years of age or in cases of mild sleep-
onset insomnia41. It carries no risk of dependence or residual effects, 
making it suitable for polymedicated patients or those with chronic 
illnesses.

Other melatonin receptor agonists, such as ramelteon (not availa­
ble in Spain) and tasimelteon, have demonstrated efficacy in circadian 
rhythm disorders, but their use in primary insomnia is limited.29,30
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Table 4
General principles for the use of hypnotic drugs in the treatment of insomnia.

Principle Practical recommendation
Indication Use only when CBT-I is unavailable, insufficient, or a short-term intervention is required
Dose and duration Use the minimum effective dose for a period not exceeding 2–4 weeks, unless clinically justified
Clinical follow-up Periodically review efficacy, adverse effects, tolerance, and signs of dependence or abuse
Polypharmacy Avoid concomitant use of other central nervous system depressants (alcohol, opioids, antihistamines, 

antipsychotics)
Older adults Reassess with particular caution in older people, due to the increased risk of falls, confusion and 

cognitive impairment31

Sources: Adapted from references 4,17.
CBT-I: cognitive behavioural therapy for insomnia; CNS: central nervous system.≥: Greater than or equal to.≤: Less than or equal to.

Table 5
Practical outline for the pharmacological management of insomnia in adults.

Clinical scenario First choice Alternatives Comments
Chronic insomnia without 

psychiatric comorbidity
CBT-I (face-to-face or digital) — Assess sleep hygiene and 

perpetuating factors
Limited access to or partial 

response to CBT-I
Z-drugs (zolpidem, zopiclone) ≤4 
weeks

Intermediate half-life 
benzodiazepine or PR melatonin 
2 mg

Avoid prolonged use and 
combine with CBT-I

Insomnia with depression or 
anxiety

CBT-I + sedating antidepressant 
(trazodone, mirtazapine)

Doxepin 3–6 mg Reassess after 4–6 weeks; avoid 
polypharmacy

Sleep maintenance insomnia in 
older adult

PR melatonin 2 mg or doxepin 
3–6 mg

Daridorexant (if available) Monitor for falls, confusion, and 
residual effects

Treatment-resistant insomnia or 
tolerance to hypnotics

DORA (daridorexant, suvorexant, 
lemborexant)

— Adjust dose according to hepatic 
function and maintain fixed 
dosing time

Sources: Adapted from references 4,5,17,48,49.
CBT-I: cognitive behavioural therapy for insomnia; DORA: dual orexin receptor antagonist; PR: prolonged-release; Z-drugs: non-benzodiazepine hypnotics from the 
Z group (zolpidem, zopiclone).

Dual orexin receptor antagonists (DORAs)

Orexin receptor antagonists (suvorexant, lemborexant and daridore­
xant) exert their effects by inhibiting the orexin A and B neuropeptides, 
leading to reduced activation of the arousal system.33

Phase III clinical trials have demonstrated efficacy in both sleep-
onset latency and sleep maintenance, with few residual effects and 
minimal cognitive interference.34

Daridorexant, recently authorised in Europe, shows a significant im­
provement in quality of life and daytime functioning, with a low risk of 
dependence or withdrawal.35

They are particularly useful in older patients or those with medical 
comorbidities in whom traditional hypnotics are contraindicated.

Other drugs

• Antihistamines (hydroxyzine, diphenhydramine): sedating, but as­
sociated with rapid tolerance, anticholinergic effects and daytime 
somnolence; not recommended for long-term use.44• Sedative antipsychotics (quetiapine, olanzapine): should not be used 
unless there is significant psychiatric comorbidity.45• Cannabinoids, valerian and phytotherapy: insufficient evidence to re­
commend routine use.46,47

Pharmacological treatment of insomnia should be understood as 
a temporary and complementary tool alongside cognitive–behavioural 
interventions. Its effectiveness increases when accompanied by appro­
priate education, review of expectations and shared decision-making 

between clinician and patient, with the aim of achieving functional and 
sustainable sleep.

Treatment selection for insomnia should take into account patient 
age, comorbidities and insomnia subtype, with cognitive behavioural 
interventions consistently prioritised. When pharmacotherapy is indi­
cated, the choice of agent, dosage and treatment duration should be 
tailored to the individual patient and potential risks.

Table 5 presents a practical algorithm for the pharmacological ma­
nagement of insomnia in adults, adapted from the main international 
clinical guidelines and the available evidence, which may guide thera­
peutic decision-making in clinical practice.

Expectations, beliefs and shared decision-making

Patients’ expectations regarding sleep and its treatment play a decisi­
ve role in both the chronicity of insomnia and therapeutic response.3,20 
Dysfunctional beliefs—such as considering eight hours of sleep essential 
or assuming that insomnia always requires medication—contribute to 
anticipatory anxiety, increased cognitive hyperarousal and, ultimately, 
dependence on hypnotics.50

Therefore, reviewing and aligning expectations is an essential com­
ponent of the cognitive intervention within CBT-I. Clinicians should 
actively explore what patients expect from treatment, clarify realistic 
goals—for example, prioritising improvement in daytime functioning 
over achieving “perfect” sleep—and address erroneous beliefs about rest 
and medication.50

Recently, the so-called Sleep Expectation–Reality Gap has been des­
cribed, referring to the discrepancy between desired and perceived sleep 
duration or quality, which may generate distress, worry and cognitive 
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distortion regarding one’s own sleep. This phenomenon has been iden­
tified in primary care patients, where unrealistic sleep expectations are 
associated with greater dissatisfaction and poorer adaptation to treat­
ment.51

Shared decision-making is likewise a central element in mo­
dern insomnia management. Active patient participation in choosing 
interventions—behavioural or pharmacological—improves adheren­
ce, therapeutic satisfaction and clinical outcomes.52,53 Studies in 
mental health settings have shown that patient involvement in 
decision-making is associated with greater trust in treatment, better 
adherence and reduced treatment discontinuation, particularly when 
empathic, bidirectional communication exists between clinician and
patient.54

Ultimately, addressing insomnia involves not only treating a sym­
ptom, but rebuilding the patient’s relationship with sleep, helping 
them understand its mechanisms, moderate expectations and actively 
participate in therapeutic decisions. This collaborative, person-centred 
approach integrates the different treatment modalities—from CBT-I to 
pharmacotherapy—in a rational manner and strengthens autonomy and 
the therapeutic alliance.

Conclusions and future perspectives

Insomnia is a highly prevalent disorder with significant functional 
impact that requires an integrated approach based on understanding its 
multiple biological, psychological and behavioural determinants. Spiel­
man’s 3-P model and the concept of hyperarousal provide a coherent 
framework for understanding its pathophysiology and guiding treat­
ment.

CBT-I represents the first-line intervention, with proven efficacy and 
sustained effects, while pharmacotherapy should be reserved for selec­
ted cases and limited periods. The incorporation of new strategies, such 
as digital CBT-I platforms and orexin system modulators, broadens the­
rapeutic options and favours a more individualised approach. However, 
treatment success largely depends on reviewing patient expectations and 
beliefs and on shared decision-making that strengthens adherence and 
promotes self-care. Future research should further explore the neurobio­
logical and cognitive mechanisms underlying insomnia chronicity and 
evaluate integrated interventions combining psychological, pharmaco­
logical and educational therapies in real-world clinical settings.

Looking ahead, priority should be given to expanding and va­
lidating digital CBT-I platforms to overcome access limitations to 
face-to-face therapy, as well as to developing strategies to rationalise 
hypnotic use, with particular attention to structured deprescribing pro­
grammes. The integration of hybrid models—digital psychoeducation, 
brief interventions and focused clinical follow-up—could improve the 
real-world applicability of evidence-based recommendations and con­
tribute to safer and more efficient management of insomnia in clinical
practice.
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