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Insomnia is a highly prevalent condition that often becomes chronic and is associated with significant psychiatric and medical mor-
bidity. There are several efficacious strategies for the treatment of insomnia. Historically, however, there has been little advice for the
long-term management of this condition. This article: reviews the historical context for the treatment strategies currently available;
previews, in a general way, the new therapies in development; and suggests reasonable practice guidelines for both the short- and
long-term management of insomnia.

Insomnia is a very common disorder with a preva-
lence of approximately 25% for acute insomnia
and 10% for chronic insomnia. Chronic insomnia
is associated with increased fatigue, cognitive
impairment, mood disturbance, physical com-
plaints and reduced quality of life.1–4 Beyond these
sequelae, there is now considerable evidence that
chronic insomnia increases the risk of substance
abuse,5 psychiatric illness (especially major depres-
sive disorder),5–11 hypertension and/or cardiovascular
disease,12 dysregulation of glucose homeostasis,13

immunosuppression14 and increased mortality.15

Despite the prevalence and consequences of allow-
ing insomnia to go untreated, there are no best
practice guidelines for its long-term management.
In this review, we will provide:

● some perspective on how treatment has been
conducted in the past

● information on current therapies

● an overview of novel approaches in development

● considerations for the management of chronic
insomnia.

Historical context
For several decades beginning in the 1970s, insom-
nia was considered a ‘symptom’ not a ‘disorder’.
To the extent that insomnia was considered ‘just a
symptom’ of medical or psychiatric disease, it was
believed that the treatment of the parent disorder
was sufficient and would result in the resolution of 

the insomnia. Long-term management of insom-
nia, therefore, was thought to be unnecessary.

Despite the ‘only a symptom’ perspective, targeted
treatments were developed and evaluated. Initially
barbiturates, then benzodiazepines and, most
recently, a class of compounds referred to as benzo-
diazepine receptor agonists (BZRAs) (also known
as ‘non-benzodiazepines’) were indicated for use as
sedative hypnotics. While all three classes have
demonstrated efficacy, barbiturates were shown to
have a high abuse potential and a low lethal dose
profile, and were also found to have what are
thought to be negative effects on sleep architecture
(reduced amount of rapid eye movement and slow-
wave sleep). The benzodiazepine hypnotics were
also thought to have similar attributes, but there is
little or no evidence for these claims. Benzodiazepines
bind to the benzodiazepine receptor component of
the γ-aminobutyric acid (GABA) receptor chloride
channel complex. The α-subunit is the main recep-
tor site on the GABA complex and at least five
α-receptor subtypes have been recognized. Most
of the older benzodiazepines bind to multiple
α-receptors. This nonselective binding is thought
to cause their hypnotic, anticonvulsant, muscle
relaxant and other CNS actions.

Despite both the clinical and market success of the
barbiturates and the benzodiazepines, BZRAs gained
widespread acceptance as the therapeutic standard
in practice owing to the fact that this class of
medication did not possess the aforementioned

Barbiturates are
thought to have

negative effects on
sleep architecture.



negative attributes, with the exception of some
questionable concerns regarding tolerance and
dose escalation. The first BZRA medications
developed and marketed as hypnotics were zolpi-
dem and zopiclone, with the more recent additions
of zaleplon and eszopiclone. Each medication is
chemically distinct. Zolpidem is an imidazopyri-
dine, zaleplon belongs to the pyrazolopyrimidine
class and eszopiclone is a pyrrolopyrazine derivative
of the cyclopyrrolone class. They all act as agonists
at the benzodiazepine receptor component of the
GABA receptor chloride channel complex and
preferentially bind to the α1-receptor, which is
thought to explain their minimal anticonvulsant
and muscle relaxant action. The selective hypnotic
effect is an important advantage over benzo-
diazepines, particularly for elderly individuals.
BZRAs are less likely to produce residual ‘hang-
over’ the next day, are safer than benzodiazepines
in overdose, possess a low risk of withdrawal
effects, produce no rebound insomnia and have
minimal tolerance issues.

Given a dearth of long-term efficacy data on
BZRAs and a pervasive belief that chronic insomnia
is a symptom of depression (acute or subclinical),
coupled with abundant data on the long-term
efficacy and safety of sedating antidepressants,
their lack of need for scheduling and their relatively
low cost, many have opted to use sedating
antidepressants for the long-term management of
insomnia. The medications typically prescribed
for this purpose are amitriptyline, trimipramine,
doxepin and trazodone. This management strategy
has burgeoned so dramatically that trazodone is
prescribed in the USA as a hypnotic 30% more
frequently than any other medication. It should be
noted that this is so despite very limited evidence
for its effectiveness in treating insomnia in the
absence of depression16 and no safety data what-
soever for primary insomnia.

In parallel, nonpharmacological treatments have
also been developed and tested. Commonly referred
to as cognitive–behavioral therapy for insomnia
(CBT-I), this treatment modality has been found to
be effective,17,18 notably, to be as effective as sedative
hypnotics during acute treatment (4–8 weeks),19,20

and to be effective at sustaining improvements in
sleep in the long term (following treatment).19

Longitudinal studies provide good evidence of the
sustained treatment effects of CBT-I.18,21

The remaining historical development of interest
is that primary insomnia has once again become
considered a distinct nosological entity. Both

psychiatric (Diagnostic and Statistical Manual)
and the medical (International Classification of
Sleep Disorders) diagnosis guidelines recognize
insomnia as a primary disorder (as well as recog-
nizing the existence of secondary insomnia). These
carry more weight, especially as no occult/intrinsic
sleep disorder was discovered that gives rise to the
symptom of insomnia.22 Successful treatment of
the medical and/or psychiatric ‘parent’ disorders
often does not result in amelioration of insom-
nia,23–26 and insomnia often becomes chronic
despite the resolution of what were clearly acute
medical and/or psychiatric precipitants.27–30 More
recently, a formal nosology for insomnia has been
developed for research purposes.31 This system
(The Research Diagnostic Criteria for Insomnia)
uses a set of definitions that may also be useful for
the purposes of clinical diagnosis. Within this system,
insomnia is defined in terms of insomnia disorder,
primary insomnia, psychophysiological insomnia,
insomnia associated with a medical illness and
insomnia associated with a psychiatric illness.

Current approaches to the
long-term management of
insomnia 

Pharmacotherapies
At present, insomnia is considered a chronic dis-
order and there is no rational approach to its
pharmacological management over the long term.
There is no evidence that the medical treatment of
insomnia results in clinical improvements that per-
sist beyond the period in which active treatment is
provided. In fact, it is generally accepted that when
treatment is discontinued, insomnia recurs with
equal or worse severity (depending on the medica-
tion). Given that primary insomnia is a chronic
disorder and ‘insomnialytics’ have no effects
beyond active treatment, the only remaining
option for the pharmacological management of
insomnia is long-term treatment or maintenance
therapy. While such an approach is now the stan-
dard of practice for disorders such as hypertension
and major depression, there has been a reluctance
to engage a similar strategy for chronic insomnia.
The major concerns are two-fold: is primary
insomnia sufficiently serious to warrant long-term
treatment; and are the BZRA sedatives effective in the
long term without habituation and dose escalation?

As summarized above, there is now a preponder-
ance of evidence to suggest that insomnia confers
an increased risk of new onset or recurrent psychi-
atric and medical illness. Thus, long-term treatment
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appears to be indicated. The question of whether
BZRA sedatives provide long-term efficacy with-
out dose habituation and dose escalation has been
addressed empirically, albeit in a limited way. To
date, there has been one published study showing
that a BZRA (zaleplon) produces clinical gains
that are stable for up to 12 months.32 Given the
data from this study, it is expected that similar
investigations will be conducted for the other
BZRAs. Data such as these will begin to call into
question the long-held assumption that long-term
treatment with hypnotics is not advisable. 

Assuming that the findings from the 12-month
trial of zaleplon32 can be generalized to the whole
class of medications, the primary issue raised by
such studies is the matter of what constitutes ‘long
term’. While this is an empirical question, which
may continue to be incrementally answered in
6–12-month extensions to the definition of ‘long
term’, many may suspect that therapy with BZRAs
cannot be extended ad infinitum. If this is the case,
two approaches are possible. One approach would
be to extend the efficacy half-life of hypnotic treat-
ment using an intermittent dosing regimen. While
this has been shown with intermittent zolpidem for
periods of up to 3 months,33,34 it is also likely that
this strategy (like its ‘every night at bedtime’ coun-
terpart) cannot be used indefinitely. The remaining
approach (given an appropriate dose and duration
of treatment) is to use a treatment discontinuation
protocol as a means to extend treatment effects
beyond the therapeutic window. While this clearly
represents ‘good medical practice’, it has not been
formally evaluated.

Cognitive–behavioral therapy
At present, CBT-I is clearly indicated when the
condition is chronic, or in acute cases where pharma-
cotherapy may pose a potential safety concern
(such as in pediatric or geriatric patients, when
there is a potential for drug interactions, or when
patients present with a history of substance abuse).
Unfortunately, these guidelines are of limited use
for four reasons. 

First, behavioral interventions appear to be more
costly. Secondly, there is a lack of awareness
among healthcare professionals about the proced-
ures and effectiveness of behavioral medicine in
general and regarding behavioral sleep medicine in
particular. Thirdly, there are only a few hundred
clinicians worldwide who are trained in, experi-
enced with, and specialize in the provision of this
kind of sleep medicine. Fourthly, most insurance
companies and health plans (at least in the USA) 

do not cover CBT-I, and those that do, provide
cover under mental health codes and benefits.
These considerations, when taken alone or in
combination, highlight a disturbing reality: most
patients will not receive CBT-I.

This state of affairs, however, may change in the
near future as several watershed events have
occurred that may serve to make CBT-I more
widely available. These include:

● the knowledge that the long-term effects of
CBT-I may justify the short-term expense of
therapy, especially compared with maintenance
therapy using the newer generation hypnotics

● recent efforts (such as this review) to charac-
terize chronic insomnia as a disorder which
requires targeted treatment

● clear support from the American Academy of
Sleep Medicine for CBT-I as a first-line treat-
ment for insomnia

● availability of published treatment manuals and
training opportunities35,36

● existence of an accreditation board to certify
competence to provide behavioral sleep medi-
cine services

● establishment of new billing codes enabling
CBT-I services to be billed under medical practice.

While the considerations already mentioned may
serve to make CBT-I more openly available, there
is a remaining issue that needs to be considered;
CBT-I requires substantial patient compliance. It
has been suggested that noncompliance may be
related to the excessive daytime sleepiness that
accrues from the sleep restriction facet of CBT-I.
A recent investigation has shown that CBT-I com-
bined with daytime administration of modafinil
resulted in decreased daytime sleepiness, increased
compliance and no decrement in treatment efficacy.37

Thus, this form of combined therapy may repre-
sent one strategy to increase patient acceptance of
CBT-I. 

New developments for long-
term insomnia management

New pharmacotherapies
There are essentially two approaches to the devel-
opment of new pharmacotherapies. First, modify
existing BZRAs so that they produce more robust
effects and/or fewer side effects. Secondly, identify
new compounds that have different therapeutic
targets. 

Most patients
will not receive

cognitive–behavioral
therapy for insomnia.
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The first approach is typified by the effort to create
single isomer or modified-release formulations of
existing medications. The single isomer strategy is
to isolate the therapeutically active isomer of a
racemic compound, resulting in a more potent for-
mulation or an equally potent version with a
reduced dosage. The additional promise of this
strategy is that side effects are reduced by elimin-
ating administration of the isomer that may only
serve to produce nonspecific effects and the reduc-
tion in the overall dose of the medication. The
modified-release strategy also addresses the issue
of potency and side-effect profiles, but does so in a
different manner. Before the application of this
methodology, the clinician was required to match
the pharmacokinetic profile of the hypnotic to the
presenting complaint. For example, if the patient
presented with a sleep onset problem, a short-
acting hypnotic would be prescribed. If the patient
presented with a sleep maintenance problem (middle-
or late-night insomnia), a longer-acting hypnotic
would be prescribed. While this approach has
the advantage of allowing the clinician to tailor
treatment to the patient’s needs, it has two draw-
backs. In the case of short-acting hypnotics, there
is the potential for within-night rebound insomnia
(similar to that which occurs with alcohol). In the
case of long-acting hypnotics, there is the potential
for residual daytime effects (sedation persisting
beyond the sleep period). With the advent of
modified-release versions of shorter-acting medica-
tions, it may be possible to extend the therapeutic
window without the risk of ‘hangover’ effects. Put
differently, the ideal formulation exerts its clinical
effect rapidly, has a sustained effect for the whole
of the sleep period, and is inert by the time the
patient awakens. Modified release of short-acting
medications allow for this ideal pharmacokinetic
profile by the bi- or triphasic release of a short-
acting substance. 

The second approach is typified by the effort to
identify and target selectively receptors or neuro-
transmitter systems other than those affected by
standard benzodiazepine receptor agonism.
Several approaches are being developed including
compounds that:

● bind to non-synaptic benzodiazepine receptor sites

● directly modulate GABA

● modulate serotonin (antagonists effecting 5-HT2A
receptors)

● modulate melatonin (melatonin receptor
agonists).

The promise of these approaches is that the effects
on sleep may extend beyond improvements in sleep
continuity (i.e. promote sleep initiation and main-
tenance) to improvements in sleep architecture. For
example, one or more of the strategies identified
above may promote slow-wave sleep in such a way
as to provide deeper and more restorative sleep,
and these effects may have the additional conse-
quences of promoting better daytime performance.

New approaches to dosing schedules
Data from intermittent dosing investigations34,38

provide confirmatory evidence regarding average
effects, the lack of rebound insomnia on ‘nonpill’
nights, the stability of clinical gains and absence of
dose escalation. Of particular note, non-nightly
dosing has also been successfully combined with
simple behavioral instructions in the primary-care
setting.38 The data from these studies also clearly
show, however, that patients, while not experien-
cing rebound insomnia, are predictably worse on
nights when medication is not used, compared
with nights when medication is used. Thus, while
intermittent dosing may confer a longer efficacy
half-life, the strategy has the major disadvantage
of failing to provide symptom relief on ‘nonpill’
nights. There may yet be a way to capitalize on
the intermittent dosing schedule and still provide
clinical gains on nights that patients do not use
medication. Specifically, the use of placebo on
nonmedication nights might produce clinical gains
while minimizing exposure to the active com-
pound. Such a strategy would seek to produce
clinical gains not only via the placebo response,
but also by a classical conditioning effect whereby
placebo, as a conditioned stimulus, is used to
elicit the soporific effects conferred by hypnotics.
Promising preliminary results have been found
with this method across a variety of disease
states.39 Whether this will also be a useful
approach for the long-term management of insom-
nia awaits investigation.

New approaches to CBT-I
Apart from the possibility of combined therapy
(for example, CBT-I and concomitant treatment
with modafinil), new approaches to CBT-I have
focused primarily on the issue of treatment deliv-
ery. These new approaches include:

● shortening the length of treatment from six to
eight sessions in a tertiary-care setting to two to
four treatment sessions in a primary-care setting40

● training and accreditation of clinicians who are
expert in the provision of cognitive and/or
behavioral treatment in the delivery of CBT-I

An ideal formulation
has a rapid and
sustained clinical
effect, and is inert
by the time the
patient awakens.

Combined therapy
may be a strategy to
increase patient
acceptance of CBT-I.
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● training non-MD or PhD healthcare profession-
als to deliver the treatment41

● deploying internet- and phone-based clinician-
guided CBT-I.42

Specific recommendations for
the primary care physician
Attend to acute presentation
Although the focus of this article is the long-term
management of chronic insomnia, it should be
emphasized that aggressive treatment of acute
insomnia may constitute the ‘ounce of prevention’
that obviates the need for ‘a pound of cure’.

While the majority of instances of acute insomnia
appear to resolve spontaneously, a large minority
of acute episodes persist. Moreover, once chronic,
very few episodes of insomnia resolve spontan-
eously. This suggests that early intervention is
desirable. This may be accomplished either with
medication (ideally BZRAs or next-generation
hypnotics) or with some simple behavioral recom-
mendations. With respect to the latter, it may be
useful to recommend to that:

● the patient avoids using increased amounts of
alcohol to induce sleep

● following a night of poor sleep, the patient does
not sleep in on the following day or retire early
on the next evening

● the patient avoids napping or, following a nap,
delays bedtime by an equivalent amount of time

● when awake, the patient should not spend pro-
tracted amounts of time in bed (i.e. >5–15 minutes)

● insomnia, especially in association with life stres-
sors, may be an adaptive process to the extent
that there is more time in the day to resolve issues

● insomnia in the short term is likely to re-
solve but, if the problem persists for more than
1–2 weeks, there are a variety of safe and
effective medications that can be prescribed.

The physician prescribing in the short term should
consider: matching the half-life of the medication
prescribed to the specific complaint (i.e. early,
middle or late insomnia); a treatment plan that
specifies the duration of treatment; and planned
follow-up appointment(s) to reassess the insomnia
complaint.

Long-term guidelines
The same practices outlined above also apply to
the physician considering long-term management 

of insomnia with pharmacotherapy. In addition,
the following recommendations are made.

● The presence of any comorbid medical or psy-
chiatric conditions is assessed and, if identified,
treated. Two important things should be noted.

– it is not necessary, and perhaps not advanta-
geous, to delay the targeted treatment of the
insomnia because of another disorder.

– other sleep disorders, such as restless legs
syndrome (RLS) and obstructive sleep apnea,
may serve to precipitate or perpetuate
insomnia. Thus, the diagnosis of RLS, for
instance, does not rule out the possibility of
concomitant insomnia (and vice versa). Both
conditions require treatment.

● CBT-I, if available, should be the first-line treat-
ment before proceeding to pharmacotherapy in
the long term, or if pharmacotherapy has been
deployed with little or no success.

● Follow-up should be scheduled to assess efficacy,
dose escalation and side effects.

● Use of a fixed intermittent dosing schedule
(rather than ‘as-needed’ use) should be con-
sidered.

● Once the insomnia complaint has ameliorated
and is stable with medication, a taper schedule
should be designed and attempted. The inclu-
sion of behavioral instructions for relapse pre-
vention may greatly assist this process.

Conclusion
Given that acute and chronic insomnia warrant
targeted treatment, it should be of some comfort to
know that there is currently a diversity of treat-
ment options available, that there is a virtual flurry
of ongoing research both with respect to the
pathophysiology of insomnia and its treatment,
and that in the very near future novel approaches
will be available. 

Key messages
● Early treatment of insomnia is desirable.

● Medication (a BZRA or next generation
hypnotic) or simple behavioral therapy should
be initial treatment of insomnia. 

● Long-term treatment of insomnia should be
CBT-I in the first instance, followed by
pharmacotherapy.

Intermittent dosing
schedules have shown

benefit.



INSOM Issue 5 June 2005 REVIEW
ARTICLE

9

The long-term management of chronic insomnia

References
1. Kupperman M, Lubeck DP, Mazonson PD, et al. Sleep

problems and their correlates in a working population.
J Gen Intern Med 1995;10:25–32.

2. Reimer MA, Flemons WW. Quality of life in sleep
disorders. Sleep Med Rev 2003;7:335–49.

3. Rosenthal LD, Meixner RM. Psychological status and
levels of sleepiness-alertness among patients with insomnia.
CNS Spectr 2003;8:114–8.

4. Moul DE, Nofzinger EA, Pilkonis PA, et al. Symptom
reports in severe chronic insomnia. Sleep 2002;25:553–63.

5. Ford DE, Kamerow DB. Epidemiologic study of sleep
disturbances and psychiatric disorders: an opportunity
for prevention? JAMA 1989;262:1479–84.

6. Breslau N, Roth T, Rosenthal L, et al. Sleep disturbance
and psychiatric disorders: a longitudinal epidemiological
study of young adults. Biol Psychiatry 1996;39:411–8.

7. Chang PP, Ford DE, Mead LA, et al. Insomnia in young
men and subsequent depression. The Johns Hopkins
Precursors Study. Am J Epidemiol 1997;146:105–14.

8. Dryman A, Eaton WW. Affective symptoms associated with
the onset of major depression in the community: findings
from the US National Institute of Mental Health
Epidemiologic Catchment Area Program. Acta Psychiatr
Scand 1991;84:1–5.

9. Livingston G, Blizard B, Mann A. Does sleep disturbance
predict depression in elderly people? A study in inner
London. Br J Gen Pract 1993;43:445–8.

10. Perlis ML, Giles DE, Buysse DJ, et al. Self-reported sleep
disturbance as a prodromal symptom in recurrent
depression. J Affect Disord 1997;42:209–12.

11. Roberts RE, Shema SJ, Kaplan GA, et al. Sleep complaints
and depression in an aging cohort: a prospective
perspective. Am J Psychiatry 2000;157:81–8.

12. Suka M, Yoshida K, Sugimori H. Persistent insomnia is
a predictor of hypertension in Japanese male workers.
J Occup Health 2003;45:344–50.

13. Van Cauter E, Blackman JD, Roland D, et al. Modulation
of glucose regulation and insulin secretion by circadian
rhythmicity and sleep. J Clin Invest 1991;88:934–42.

14. Irwin M, Smith TL, Gillin GC. Electroencephalographic
sleep and natural-killer activity in depressed-patients and
control subjects. Psychosom Med 1992;54:10–21.

15. Dew MA, Hoch CC, Buysse DJ, et al. Healthy older adults’
sleep predicts all-cause mortality at 4 to 19 years of follow-
up. Psychosom Med 2003;65:63–73.

16. Compton-McBride S, Schweitzer PK, Walsh JK. Most
commonly used drugs to treat insomnia in 2002. Sleep
2004;27S:255.

17. Morin CM, Culbert JP, Schwartz SM. Nonpharmacological
interventions for insomnia: a meta-analysis of treatment
efficacy. Am J Psychiatry 1994;151:1172–80.

18. Murtagh DR, Greenwood KM. Identifying effective
psychological treatments for insomnia: a meta-analysis.
J Consult Clin Psychol 1995;63:79–89.

19. Morin CM, Colecchi C, Stone J, et al. Behavioral and
pharmacological therapies for late-life insomnia: a
randomized controlled trial. JAMA 1999;281:991–9.

20. Smith MT, Perlis ML, Park A, et al. Comparative meta-
analysis of pharmacotherapy and behavior therapy for
persistent insomnia. Am J Psychiatry 2002;159:511.

21. Edinger JD, Wohlgemuth WK, Radtke RA, et al. Cognitive
behavioral therapy for treatment of chronic primary
insomnia: a randomized controlled trial. JAMA
2001;285:1856–64.

22. Perlis M, Smith MT, Pigeon W. The Etiology of Primary
Insomnia. In: Roth T, Dement WC, Kryger MH, eds.
Principles and Practice of Sleep Medicine. Philadelphia:
WB Saunders Co., 2005.

23. Karp JF, Buysse DJ, Houck PR, et al. Relationship of
variability in residual symptoms with recurrence of major
depressive disorder during maintenance treatment.
Am J Psychiatry 2004;161:1877–84.

24. Menza M, Marin H, Opper RS. Residual symptoms in
depression: can treatment be symptom-specific? J Clin
Psychiatry 2003;64:516–23.

25. Katz DA, McHorney CA. Clinical correlates of insomnia
in patients with chronic illness. Arch Intern Med
1998;158:1099–107.

26. Vollrath M, Wicki W, Angst J. The Zurich study. VIII.
Insomnia: association with depression, anxiety, somatic
syndromes, and course of insomnia. Eur Arch Psychiatry
Neurol Sci 1989;239:113–24.

27. Lichstein KL, Wilson NM, Johnson CT. Psychological
treatment of secondary insomnia. Psychol Aging
2000;15:232–40.

28. Mendelson WB. Long-term follow-up of chronic insomnia.
Sleep 1995;18:698–701.

29. Harvey AG. Insomnia: symptom or diagnosis? Clin Psychol
Rev 2001;21:1037–59.

30. Hauri P, Chernik D, Hawkins D, et al. Sleep of depressed
patients in remission. Arch Gen Psychiatry
1974;31:386–91.

31. Edinger JD, Bonnet MH, Bootzin RR, et al. Derivation
of research diagnostic criteria for insomnia: report of an
American Academy of Sleep Medicine work group.
Sleep 2004;27(8):1567–96.

32. Ancoli-Israel S, Richardson GS, Mangano RM, et al.
Long-term use of sedative hypnotics in older patients with
insomnia. Sleep Med 2005;6:107–13.

33. Walsh JK, Roth T, Randazzo A, et al. Eight weeks of
non-nightly use of zolpidem for primary insomnia.
Sleep 2000;23:1087–96.

34. Perlis ML, McCall WV, Krystal AD, et al. Long-term,
non-nightly administration of zolpidem in the treatment of
patients with primary insomnia. J Clin Psychiatry
2004;65:1128–37.

35. Perlis ML, Jungquist C, Smith MT, et al. The Cognitive
Behavioral Treatment of Insomnia: a Treatment Manual.
New York: Spinger Verlag, 2005.

36. Morin CM, Espie CA. Insomnia: A Clinical Guide
to Assessment and Treatment. New York: Kluwer
Academic/Plenum Press, 2003.

37. Perlis ML, Smith MT, Orff H, et al. The effects of
modafinil and cognitive behavior therapy on sleep
continuity in patients with primary insomnia. Sleep
2004;27:715–25.

38. Hajak G, Cluydts R, Allain H, et al. The challenge of
chronic insomnia: is non-nightly hypnotic treatment a
feasible alternative? Eur Psychiatry 2003;18:201–8.

39. Ader R. The role of conditioning in pharmacotherapy.
In: Harrington A, ed. The placebo effect: an
interdisciplinary exploration. Cambridge: Harvard
University Press, 1997:138–65.

40. Edinger JD, Sampson WS. A primary care “friendly”
cognitive behavioral insomnia therapy. Sleep
2003;26:177–82.

41. Espie CA, Inglis SJ, Tessier S, et al. The clinical
effectiveness of cognitive behaviour therapy for chronic
insomnia: implementation and evaluation of a sleep clinic
in general medical practice. Behav Res Ther
2001;39:45–60.

42. Bastien CH, Morin CM, Ouellet M, et al.
Cognitive–behavior therapy for insomnia: comparison of
individual therapy, group therapy, and telephone
consultations. J Consult Clin Psychol 2004;72:653–9.

After reading this article you
will be able to:

1) Understand the need for early and
targeted pharmacological and/or
behavioral therapy in chronic insomnia

2) Apply strategies to aid the optimal
management of chronic insomnia




