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Introduction

Cognitive Behavioral Therapy for insomnia (CBT-I) isa multicomponent
treatment that specifically targets sleep continuity disturbance® (difficul-
ties initiating and /or maintaining sleep). CBT-I is typically comprised of

®Sleep continuity refers to the class or set of variables that represent “sleep performance.”
That is, it is a class term (vs. sleep architecture or sleep microarchitecture) for variables
that represent latency to, and duration and efficiency of, the sleep that occurs during the
sleep period, including Sleep Latency (SL), Number of Awakenings (NWAK), Wake
After Sleep Onset (WASO), Early Morning Awakening (EMA), Total Sleep Time
(TST), and Sleep efficiency (SE%). When one or more of these variables are pathologic,
this may be referred to as sleep continuity disturbance. More, the use of this class term
promotes a level of specificity that is unconfounded with the many denotations and
connotations of the vernacular term “insomnia.”
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4 1. Standard CBT-1

Sleep Restriction Therapy, Stimulus Control procedures, and Sleep
Hygiene instructions. Classical CBT-I included some form of relaxation
training, though this is less true of contemporary protocols. With respect
to the acronym “CBT-I,” this was adopted (the hyphenated or
“rodomized” form of the acronym) to elicit the response “I know what
CBT is, but what the heck is CBT-I?!” (i.e., the abbreviation was and is used
so that patients and clinicians may distinguish the insomnia form of CBT
from other modalities [e.g., CBT-D, CBT-A, etc.]). The purpose of this chap-
ter is to review the components of standard CBT-I, discuss its efficacy and
effectiveness as a multicomponent therapy, and review common alterna-
tive approaches, rules, and therapies. The chapter closes with a discussion
about the need to adapt CBT-I for specific clinical conditions or demo-
graphic groups.

Components of therapy

Standard CBT-1is delivered over the course of six to eight sessions (ses-
sion length may vary between 15 and 90min) (Perlis, Jungquist, Smith, &
Posner, 2006). Each session typically has a specific agenda (e.g., evalua-
tion, rationale, and Rx delivery of single therapies; adherence manage-
ment; relapse prevention; etc.) (Perlis et al., 2006). Sessions most often
occur in person on a weekly or biweekly schedule as individual or group
encounters (Bastien, Morin, Ouellet, Blais, & Bouchard, 2004; Perlis et al.,
2006; Verbeek, Konings, Aldenkamp, Declerck, & Klip, 2006; Yamadera
et al, 2013; Zwart & Lisman, 1979a). Which prescriptive components
are thought to be essential or to account for the most clinical outcome var-
iance is a matter of debate and continues to be a subject of empirical eval-
uation (Epstein, Sidani, Bootzin, & Belyea, 2012; Harvey et al., 2014).
Absent definitive data, most treatment protocols, and/or published treat-
ment manuals focus on Sleep Restriction and Stimulus Control as the core
therapies (Edinger & Carney, 2014; Manber & Carney, 2015; Morin &
Espie, 2007; Perlis et al., 2006). More, the two treatment modalities are
often used (and explained to patients) as complementary therapies. SRT’s
primary indication is to induce sleep quickly and to allow for consolidated
sleep (Spielman, Saskin, & Thorpy, 1987). SCT’s primary indication is to
manage nocturnal wakefulness (Bootzin & Perlis, 2011). In the instances
where these treatments are applied without specific cognitive therapy
exercises (i.e., to debunk dysfunctional beliefs or to address catastrophiza-
tion), treatment still includes a fair amount of cognitive work in the form of
psychoeducation, the delivery of paradoxical instructions (i.e., stay awake
longer and when awake at night get out of bed and be awake), and the
management of nonadherence.

1. Traditional CBT-I components and delivery



Components of therapy 5

Sleep restriction therapy (SRT)

According to the Behavioral model of insomnia, the most important
perpetuating factor for chronic insomnia is sleep extension. Sleep exten-
sion is the tendency for individuals to compensate for sleep loss by extend-
ing their time in bed, either by going to sleep earlier or waking up later (or
by napping) (Spielman et al., 1987). A consequence of sleep extension,
however, is the mismatch between sleep opportunity (i.e., how much time
the patient spends in bed) and sleep ability (i.e., how much time the person
actually sleeps). Therefore, the primary goal of SRT is to address this mis-
match by limiting the amount of time a patient spends in bed to the
amount of time that they are actually sleeping. SRT is thought to be effec-
tive owing to its effects on “Process S” (sleep restriction increases the
homeostatic pressure for sleep and consequently reduces the time taken
to fall asleep (SL) and/or the amount of time spent awake at night
(WASOQO,).

While the procedures for SRT vary from investigation to investigation
(Kyle et al., 2015) and from treatment manual to manual (see Table 1), the
following represents the original formulation (Spielman et al., 1987). The
first step is to determine the patient’s basal sleep ability in terms of average
total sleep time (TST [as assessed with daily sleep diaries gathered over a
period of two weeks]). Note that TST may be based on self-reported TST or
by a derived measure of TST (TST-C=TIB + [SL+ WASO + EMAY]). The lat-
ter has the value of being internally valid. The next step is to determine a
morning wake-up time that the patient can closely adhere to on a daily
basis. Given these data, the clinician then sets the prescribed time in
bed (PTIB, i.e., the patients’ sleep window). This is done by subtracting
PTIB from the desired wake-up time. For example, if a patient has a 6-h
sleep ability and chooses to get up at 7:00 am every morning, their desig-
nated bedtime is 1:00 am. This sleep schedule is maintained or altered
based upon how consolidated the individual’s sleep is, as assessed with
sleep efficiency SE% [sleep time/time in bed x 100]) once every 7 days.
If SE% is less than 85%, PTIB is reduced by 15min. If SE% is between
85% and 90%, PTIB is remains as prescribed. If SE% is greater than
90%, PTIB is increased by 15min. Adjustments to the sleep schedule are
usually accomplished by delaying, advancing, or leaving unchanged
the individual’s time to bed (TTB).

In theory, this titration process continues for as long as needed to
recover or exceed baseline TST. In practice, titration is limited by the num-
ber of sessions allowed by the protocol (or third-party payers). It should be
noted that most patients do not recover baseline TST within 8 sessions
(83% based on one study (Perlis et al., 2019; Scott et al., 2021)). This has
prompted some researchers and clinicians to modify SRT to use: (1) PTIB’s
that are in excess of average total sleep times; (2) shorter assessment

1. Traditional CBT-I components and delivery



TABLE 1 Sleep restriction therapy (SRT) rules based on the first four published treatment manuals.

SRT elements/rules
Session for SRT Rx
# days baseline
PTIB calculation
PTIB minimum
Initial Rx for PTI8
Paint of titration
Number of sessions
Cycle length
Titration rule
Titration increment

Manual
Issue in and Esple (2007] Perlis et al. (2006) Edinger and Carney [2014]
‘When is SRT implemented ? Session20r 3 Session 2 Session 2
How much baseline data is reguired ? 14 days Atleast 14 days
How s the TIB Rx calculated ? Mean TST; PTIB = mean TST (1) Mean TST +30 min (1) Mean TST; PTIB = Mean TST
‘What Is the minimum allowable PTI8 ? 5h 45h(2) Not specified (2)
How is the sleep schedule set ? (1) PTIB from earliest TOB (2) PTIB from earliest TOB PTIB from earliest TOB PTIB from earliest TOB
What time point is used for SSE ? (2) TTB or T0B TTE (titrate back toward baseline) Nat specified T8 or TOB (3}
How many sessions are recommendad ? 6-10 sessions & sessions 4 sessions (3) 6 sessions
How many days are required between RXs ? 7 days 7 days Not specified (4) 7-14 days
‘What is the threshold for change in PTIB? >80% (increase) <85 (decrease) 85-90 (stick) > 50 (increase) (3) < 0-85 (stick) > 85 < 80 [decrease) BO-E5 (stick) » 85 (increase) (4)
How much time is PTIB? 15 min 15 min 15 min 15 or 30 (5)

TiB, time in bed; PTIB,

rescribed time in bed; SSE, systematic sleep extension; T5T, total sleep time; 778, time in bed; 708, time out of bed

(1) Given PTIB, the procedure for setting the sleej
schedule or sleep window? For example, if PTIB is

hours and the desired TOB is 7am, then TTB = 1am.

(2) Systematic sleep extension (sleep period or sleep

window expansion or time in bed expansion]. This

pertains to where time is added or subtracted during

titration (e.g., TTB or TOB)

p (1) 10 day sample of 14 is allowed. This may be
6 to accommodate extreme values. For
example, the first 4 days after d/c medication.

(2) The selection of TOB is generally based on
patient preference, but is biased toward
whatever time is earlest.

rule

(1) Tt Is curently reccomended that TST-C be used in

liu of TST where TST-C= [TIB + [SL+WASO+EMA])

(2) 4.5 his based on the orginal Speilman

formulation. Less experienced clinicians should not

gobelowSh

(3) Using a lower threshold (e.g., 85% (increase])
may allow for more apportunities for increased
ST and exposure opportunities for setbacks.

(1)The le for this s that
for normal duration 5L, WASO, and/or EMA. and for
subjective overestimates in these parameters

(2) (Personal Communication). PTIB is generally not set to
lessthané h

(3) Two sessions are clearly delineated but there appears to

be an allowence for more sessions as neaded.

{4) (Personal Communication). The initial Rx is fixed for 1
month.

(5) Generally
using SE% (<85 (decrease) 85-30
But this may vary by patient.

(stick) > 90 [increase]).

1) Six biweekly sessions are reccomended. But less or
more sessions are allowad based on patint needs

(2) 14 days is reccomended with the caveat that more
may be needed with patients with highly variable sleep
schedules

(3) Rounded to the nearest quarter hour

4) This element is not specified in the text delination
of the procedures) but examples are given for both

TT8 and TOB

(5) 20 min is allowed based on elevated ESS scores.
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intervals; (3) lower SE% criteria; and/or (4) greater than 15min increases
when conducting upward titration (e.g., see Table 1). Finally, please bear
in mind that the above-described procedures are only half of what it takes
to deliver SRT. The other half pertains to how the prescription is delivered
(i.e., how it is explained to the patient to garner their buy-in). The meta-
phors, examples, exercises, and dialogs are what make the delivery vehi-
cle as important as the prescription itself. For examples of therapist
“deliveries,” the reader is referred to the various treatment manuals
(Edinger & Carney, 2014; Manber & Carney, 2015; Morin & Espie, 2007;
Perlis et al., 2006).

Stimulus control therapy (SCT)

Stimulus Control procedures, while a standard behavioral method,
were first applied to the problem of insomnia by Richard Bootzin in
1972 (Bootzin, 1972). The goal of the treatment is to reverse the patient’s
tendency to stay in bed and “rest” and/or to engage in nonsleep behaviors
in the bedroom or during the sleep period. Such practices are thought to
lead to stimulus dyscontrol (the reduced probability that sleep will occur
when and where the patient wants). Put differently, SCT is based on learn-
ing principles and the idea that one stimulus may elicit a variety of
responses depending on the conditioning history. In good sleepers, the
environmental stimuli typically associated with sleep (e.g., bed, bedroom,
etc.) are paired with the response of sleep. In patients with insomnia, sleep-
related stimuli become paired with activities other than sleep, such as
reading, watching television, and most importantly, lying awake in bed.
Engaging in these other behaviors while in bed contributes to maladaptive
conditioning and further strengthens the association between one’s bed
and wakefulness. In other words, the bed and the bedroom become cues
for wakefulness and frustration (which likely exacerbates sleep onset
and maintenance problems). Accordingly, the treatment is to limit the time
spent awake and the activities engaged in when the individual is awake at
night. This is done by following a simple set of rules (as below).

1. Lie down intending to go to sleep only when you are sleepy.

2. Do not read or watch television in the bedroom.

3. If you find yourself unable to fall asleep, get up and go into another
room. Stay up as long as you wish and then return to the bedroom to
sleep.

4. If you still cannot fall asleep, repeat Step 3. Do this as often as is
necessary throughout the night. The above rules were to form the basis
for the development of permanent sleeping habits. Thus, the same rules
were to be observed even after success was achieved.

1. Traditional CBT-I components and delivery



8 1. Standard CBT-I

Please note the above rules are the original version of Stimulus Control
instructions. As with SRT, these rules have been modified over time. The
rationale for such modifications, while not based on evidentiary criteria,
have been altered based on logistical and/or theoretical considerations.
Logistically speaking, Rule 1, in the context of CBT-I (vs. SCT as a mono-
therapy) is no longer relevant because Time to Bed (TTB) is a prescribed
element of SRT. Theoretically speaking, the admonishments to (1) adopt
a 15-min rule for when to implement SCT and (2) self-monitor for
“sleepiness” as a que for when to return to bed may be less than optimal
approaches. The former may prompt “clock-watching,” and this may be
anxiogenic. The latter may fuel sleep effort and cause the patient to
“under dose” SCT. Finally, it has been suggested that SCT, while unques-
tionably efficacious, may work via mechanisms not related to, but compat-
ible with, correcting stimulus dyscontrol. One alternative explanation is
that SCT prevents microsleeping (sleep episodes that are not perceived
as sleep but when they occur diminish sleep pressure) and enforces full
wakefulness at a time of day where this may result in “twice the prime”
for subsequent sleep (Klerman et al., 2019). These perspectives have led
some to formulate versions of SCT that do not counsel the patient to
engage in sedentary/nonactivating activities while practicing SCT.

Finally, while it is clear that the mechanism of action for, and the deliv-
ery of, SCT is more nuanced than one might expect, it remains the case that
sharing the rules with the patient is only half of what constitutes good
treatment. The other half pertains to how the prescription is delivered
(i.e., what problem is addressed by SCT, how this applies to the specific
patient, how it is to be implemented, what problems the patient is likely
to encounter, etc.). As above, the metaphors, examples, exercises, and dia-
logs are what make the delivery vehicle as important as the prescription
itself (i.e., the pill capsule is as important as the medication it contains). For
examples of therapist “deliveries,” the reader is referred to the various
treatment manuals (Edinger & Carney, 2014; Manber & Carney, 2015;
Morin & Espie, 2007; Perlis et al., 2006).

Cognitive therapy (CT)

Cognitive therapy for insomnia includes at least three specific
exercise-based procedures, including the disputation of dysfunctional
beliefs, decatastrophization, and “behavioral experiments” (Perlis,
Aloia, & Kuhn, 2010). These are briefly described below.

Disputing dysfunctional beliefs is a psychoeducational procedure
where faulty beliefs are identified and addressed. For example,
“everyone needs 8h of sleep and if one fails to achieve this, their next
day function will be significantly compromised.” Using this form of CT,

1. Traditional CBT-I components and delivery
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one would share what is known empirically to make the points that
“how much sleep one needs and how one functions given that they don’t
meet their sleep need” varies dramatically from person-to-person (e.g., the
normative range for sleep duration ranges from 7 to 9h and there are many
people who suffer no next-day effects with 5-6h of sleep).

Decatastrophization is a dyadic exercise for dealing with the projected
extreme consequences of dysfunctional beliefs. For example, “if I don't
sleep 8h tonight, I will [suffer some terrible thing] tomorrow.” The exercise
requires that the therapist and the patient (1) review how long the patient
has had insomnia (and tabulate how many affected days); (2) identify the
catastrophic thoughts that come to mind for the patient when they are
sleepless (e.g., I will wreck my car, lose my job, strike someone in anger,
have a heart attack, etc.); (3) assign a value to how certain they are that
such an outcome will occur when they are sleepless and “think the
thought”; (4) determine the actual frequency of occurrence of the antici-
pated “catastrophes”; and (5) calculate the frequency rate that corre-
sponds to the certainty estimate. These data are used to show the
patient that there is a huge mismatch between the patient’s level of cer-
tainty regarding negative outcomes and their actual occurrence. This ulti-
mately allows for a discussion of how it is that one is prone to such
overestimates and what to do when such intrusive thoughts come to mind.

Behavioral Experiments are conducted to gather the data needed to
challenge dysfunctional beliefs and/or catastrophic thoughts. Thus, the
method may be behavioral, but the intent is cognitively focused (address
anxiogenic sleep preventing thoughts). For example, if the patient believes
and/or has the recurrent thought “when I don’t sleep, I look dreadful, and
the change in my appearance will be obvious to everyone.” One possible
behavioral experiment is to gather daily photographs (standardizing the
time of day and conditions for the photograph). The photographs (which
should be day and time-stamped) then can be reviewed at the next session
where the therapist asks the patient to identify which picture was taken
following their worst nights’ sleep. Typically, most people cannot choose
a specific photo (because they all look similar) or they choose a photo that
does not correspond to the morning following their worst sleep (Harvey &
Talbot, 2010; Harvey, Tang, & Browning, 2005).

Sleep hygiene (SH)

The earliest mention of sleep hygiene was by Nathaniel Kleitman in
1939, where he presented and reviewed the evidence regarding sleep sati-
ety, body position, bedtime rituals, sleep surface, and ambient tempera-
ture (Kleitman, 1939). His work, however, does not resemble the “Do’s
and Don’ts” of contemporary SH instructions. In fact, it was not until
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10 1. Standard CBT-I

1977 that Peter Hauri formally codified this intervention (Hauri, 1977).
Hauri expanded on the ideas of Kleitman by suggesting that SH should
include information on lifestyle behaviors, relaxation, and environmental
factors. The Hauri formulation was intended to offer rules to follow that
would ameliorate sleep initiation and maintenance problems.

SH usually includes a one-page handout that outlines various methods
to decrease the risk of having “a bad night’s sleep” (e.g., limit caffeine and
alcohol use, napping, and exercise before bed, etc.). SH is thought to be
most useful when it is explained in full, where the patient’s understanding
is reflected to the therapist and a specific and agreed-upon plan is put into
place. Ideally, within the context of CBT-I, SH should focus solely on sleep
hygiene issues as opposed to adopting proxy rules for SRT and SCT. The
following 10 rules (imperatives and rationales) are offered as optimal (see
Table 2).

Please note, it is generally held that sleep hygiene is not effective as
monotherapy. This common belief may be a bit of overgeneralization from
the existing facts that are more consistent with the 2006 AASM Standards
of Practice Committee’s conclusion that there is “insufficient evidence to
recommend sleep hygiene as a single therapy” (p. 221) (Morin, Culbert, &
Schwartz, 1994). In sum, the most reasonable conclusion about sleep
hygiene is this: it is a useful addition to CBT-I in that engaging in
improved sleep hygiene may enhance outcomes or at least remove obsta-
cles to progress.

Efficacy and effectiveness of CBT-1

There is an overwhelming preponderance of the evidence that in-person
CBT-Iis effective (Irwin, Cole, & Nicassio, 2006; Koffel, Koffel, & Gehrman,
2015; Miller et al., 2014; Montgomery & Dennis, 2003; Murtagh &
Greenwood, 1995; Okajima, Komada, & Inoue, 2011; Pallesen,
Nordhus, & Kvale, 1998; Perlis et al., 2006; van Straten et al., 2018), as effec-
tive as sedative-hypnotics during acute treatment (4-8 weeks), and is more
effective than sedative-hypnotics in the long term (e.g., 3+ months follow-
ing treatment) (Rios et al., 2019; Smith et al., 2002). This overall profile,
along with CBT-I's low propensity for side effects or harm, is likely what
prompted the American College of Physicians to recommend that CBT-Ibe
considered the first-line treatment for chronic insomnia (Qaseem,
Kansagara, Forciea, Cooke, & Denberg, 2016).

Pre-to-Post Treatment Change (Overall). In terms of symptom reduction
(pre-post treatment change), subjective sleep latency (SL) and wake after
sleep onset (WASO) times are reduced from baseline averages of about
60min to 35 minutes at treatment end. These absolute changes corre-
sponded to average treatment effects of about 50% reductions in symptom
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Efficacy and effectiveness of CBT-1 11

TABLE 2 Sleep hygiene.

1. Exercise in the early evening.

Rationale: There is evidence to suggest that exercise in the early evening allows one to fall asleep more quickly, stay asleep
for longer and to sleep more deeply.

2. Do not take naps during the day.

Rationale: Napping during the day decreases one’s overall “pressure” to sleep at bedtime, and therefore, the overall
chance that one will fall and/or stay asleep [at bedtime]. There are caveats for “safety naps” and those with medical illness
(e.g., cancer), and in those situations, the patient should be instructed to nap in bed, with an alarm, and for a maximum
of 30 min

3. Eat a light snack before bedtime.

Rationale: Eating a light carbohydrate snack one hour before bedtime (e.g., crackers or fruit) may help improve sleep
quality.

|4. Avoid liguids before bedtime. |

|Ratinna|et Increased liquids before bedtime may increase the chance that one has to wake-up to use the restroom. |

|5. Avoid caffeinated products ~6 h before bedtime. I

Rationale: Although stimulants, like caffeine, don't have to be entirely discouraged and may even improve the chances
that one functions better during the day, caffeine’s biological half-life is on average about 6 h and therefore
consuming caffeine within & h of bedtime may increase sleep latency and/or wake after sleep onset problems.

| 6. Avoid nicotine. I

|Rati0na|et Like caffeine, nicotine’s stimulant properties may impede sleep continuity. |

7. Use ear plugs and/or white noise to mitigate outside noise. |

Rationale: Outside noise can be disruptive to sleep, using earplugs may improve the chances that one falls and/or stays
asleep.

8. Avoid co-sleeping with pets. I

Rationale: Ce-sleeping can be disruptive to sleep, thus removing pets from the bed at night may be helpful in the long
term.

[o. ironment i i I i r |'

Rationale: A comfortable bed, temperature and minimal light has been shown to be important for adeguate sleep. Thus,
assessing these items with the patient will be helpful to better understand whether these factors may be contributing to
their sleep problems.

10. Keep a regular sleep schedule (e.g., set an alarm).

Rationale: Keeping a regular sleep schedule decreases the chance for sleep extension and increases the chance for a match
between sleep ability and opportunity, which is a core component of CBT-1.

severity and pre-to-post effect sizes of about 1.0 (Murtagh & Greenwood,
1995; Smith et al., 2002). Please note, Early Morning Awakenings (EMA)
are generally collapsed into WASO measures, and therefore, little is
known about the effects of CBT-I on EMA. In the context of acute treat-
ment, total sleep time (TST) is minimally affected during 6-8 session
CBT-Iwith only about 45% of patients exceeding baseline TST at treatment
end (Perlis et al., 2019). Such outcomes generally correspond to mean
changes of <30min and <10% pre-post change with within-subject effect
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sizes of < 0.5. When assessed in terms of pre-post insomnia severity (e.g.,
the Insomnia Severity Index (Bastien, Vallieres, & Morin, 2001)), the
within-subject and between-subject effect sizes are reliably larger than sin-
gle measures of sleep continuity effects, with within-subject effects sizes of
around 2.0 (Smith et al., 2002). This is not surprising as the ISI not only
assesses illness severity (magnitude of sleep continuity disturbance) but
also the degree of insomnia-related daytime impairment/complaint.
When evaluated in terms of the percent of patients who exhibit treatment
responses (variably defined), between 70 and 80% of patients achieve a
therapeutic response during acute treatment (Beaulieu-Bonneau, Ivers,
Guay, & Morin, 2017; Morin & Benca, 2012; Morin, Colecchi, Stone,
Sood, & Brink, 1999).

Durability of CBT-I Effects Over Time. In what are perhaps the first long-
term RCTs of CBT-], it was found that SL and WASOQO effects are remark-
ably stable over time periods of up to 24 months (Beaulieu-Bonneau et al.,
2017; Morin et al., 1999; Morin et al., 2009; Morin & Benca, 2012). This is to
say that clinical gains are maintained for months and years after treatment
is discontinued. Interestingly, TST effects (which are initially marginal)
appear to accrue with time. That is, when followed longitudinally,
patients exhibit an average increase in TST of about 50min. These gains
do not appear to be related to additional improvements in SL and WASO,
but instead are likely to be related to increased time in bed while maintain-
ing good sleep efficiency. When evaluated in terms of percent of patients
who exhibit remission, 50%—60% of treatment responders achieve remis-
sion in the 6-12 months that follow therapy. Similar findings were recently
presented for a large-scale clinical case series study (Castronovo et al.,
2018). In this study, mean ISI values from end-of-treatment (T1) to
follow-up (T2 [4-10 years]) were found to be remarkably stable (baseline
IS117.1+4.5,T1=9.744.6, and T,=9.9 £6.3). In contrast to these studies, a
recent meta-analysis on the durability of CBT-I showed that CBT-I con-
tinues to be effective at 3, 6, and 12 months as compared to nonactive con-
trols, but that the clinical gains in the active treatment group appeared to
decline over time (van der Zweerde, Bisdounis, Kyle, Lancee, & van
Straten, 2019). While these differences in claims remain to be reconciled,
it may be the case that the meta-analytic findings differ owing to
between-study differences in the application of CBT-I. If protocol differ-
ences yield different long-term outcomes, and the individual studies sum-
marized here used the most robust methodologies, then the durability
outcomes in the meta-analysis may represent the inclusion of studies with
small magnitude outcomes and/or greater variability in the effect size
estimates. Given the absence of end of treatment effect sizes in the
meta-analysis, one cannot be sure if such data were comparable to the sin-
gle studies summarized here or other meta-analytic studies regarding the
acute effects of CBT-L
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The Efficacy of “Real World” CBT-I (RCTs vs. Clinical Case Series Studies).
The conclusions that can be drawn from RCTs are often subject to some
skepticism as the most that can be said is that RCT outcomes represent
the best-case scenario. This perspective is rooted in the reasonable belief
that RCTs are populated by exceptionally healthy patients (individuals
that have the illness of interest but little else in the way of comorbidity)
while in-clinic patients often have complex medical, psychiatric, and psy-
chosocial profiles and therefore may be (understandably) less responsive
to targeted treatments. In perhaps the first evaluation of this idea, clinical
case series data were obtained on 47 subjects (Perlis et al., 2000). In this
analysis, it was found that, on average, subjects who completed at least
a minimum dose of CBT-I (>4 sessions) experienced about a 23-min
decrease in SL (d=1.00), a 39-min decrease in WASO (d=1.09), and a
20-min increase in TST (d=0.36) (Perlis, Sharpe, Smith, Greenblatt, &
Giles, 2001). Note, while it stands to reason that the sum of SL+WASO
(i.e., total wake time or TWT) decreases should equal TST gains, this is often
not true, and for two reasons. First, with sleep restriction, the change in TIB
limits potential gains in TST. Second, patients rarely calculate TST but
instead provide their impression of how much sleep was obtained. That
is, given TIB and SL, WASO, and EMA, it is possible to estimate TST in a
manner that is not a “guesstimate”, but instead may be arithmetically
calculated, and in a manner that is internally valid (i.e., TST = TIB—
[SL+WASO+EMAY]). Given these two considerations, it is rarely the case
that the decrease in TWT equals the increase in TST. With this caveat in
mind, these data are clearly comparable to the “meta-analytic norms”, if
not significantly better. In sum, it may indeed be the case that “real world”
patients benefit from CBT-I to the same extent as subjects in clinical trials,
perhaps more. This surprising result may be ascribable to a variety of fac-
tors including better outcomes due to professional therapists, the tailoring
of the clinical treatment regimen to the individual case, and/or a variety of
other nonspecific factors such as cognitive dissonance (e.g., paying for
treatment vs. no payment or being paid to be treated).

Efficacy of CBT-I in “Secondary Insomnia” (Comorbid Insomnia). By and
large, the effects summarized above are from foundational RCTs that were
undertaken from 1990 until the early 2000s. The overwhelming majority of
these trials were conducted in subjects with “Primary Insomnia” (i.e., indi-
viduals without comorbid illness that includes insomnia as a symptom).
This was the case because insomnia was construed as both a symptom and
a disorder, and it was believed that so-called secondary insomnia could
only be effectively treated with therapies for the primary disorder
(Zorick & Walsh, 2000). For example, insomnia occurring in the context
of chronic pain would only be ameliorated to the extent that the analgesic
therapy was successful. Implicit in this perspective was that direct treat-
ment of “secondary insomnia” with CBT-I (i.e., by targeting behavioral
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factors) would yield little to no positive effects, as pain (not sleep exten-
sion) was considered to be the perpetuating factor for that form of chronic
insomnia. In the last two decades, literally dozens of CBT-I RCTs have
been conducted in patients with “secondary insomnia” (including but
not limited to patients with depression (Carney et al, 2017;
Cunningham & Shapiro, 2018), bipolar disorder (Harvey et al., 2015),
PTSD (Simon et al., 2019), generalized anxiety disorder (Ye et al., 2015),
schizophrenia (Hwang, Nam, & Lee, 2019), cancer (Ma et al., 2020), heart
failure (Redeker et al., 2018), chronic pain (McCrae et al., 2019), Alzhei-
mer’s disease (Siengsukon et al., 2020), multiple sclerosis (Siengsukon,
Alshehri, Williams, Drerup, & Lynch, 2020), alcoholism (Chakravorty
et al., 2019), chronic obstructive pulmonary disease (Kapella et al.,
2011), obstructive sleep apnea (Ong et al., 2020), period limb movement
disorder (Edinger et al., 1996), etc. To our knowledge, all of these studies
found that CBT-I was effective. Most studies found that the treatment out-
comes were similar to those observed in patients with primary insomnia,
and several studies found superior treatment outcomes (Carney et al.,
2017; Chakravorty et al., 2019; Cunningham & Shapiro, 2018; Edinger
et al., 1996; Harvey et al., 2015; Hwang et al., 2019; Kapella et al., 2011;
Ma et al,, 2020; McCrae et al., 2019; Ong et al.,, 2020; Redeker et al,,
2018; Siengsukon, Alshehri, et al., 2020; Siengsukon, Nelson, et al., 2020;
Simon et al., 2019; Ye et al., 2015). At least one clinical case series study
(Perlis et al., 2000) was conducted on this topic and there have been several
meta-analyses. Geiger-Brown and colleagues (Geiger-Brown et al., 2015)
summarized 37 studies (1379 subjects), where SL decreased by 26 min
(d=0.85), WASO decreased by 36min (d=0.92), and TST increased by
29min (d=0.43). Moreover, there was a 13-point improvement in SE
(d=1.20) and about a 10-point decrease in ISI (d=2.1). These treatment
effects were found to be durable for up to 18 months post-treatment.
Not only do these data demonstrate the efficacy of CBT-I with insomnia
in the context of other comorbidities, but there is now an accumulating
evidence base to show that treating insomnia with CBT-I has a beneficial
“halo” effect on other medical and behavioral health disorders. For exam-
ple, CBT-I as an augmenting strategy to the medical management of
depression has been found to double antidepressant treatment response
and to reduce suicidality by half (Manber et al., 2008; Trockel, Karlin,
Taylor, Brown, & Manber, 2015). A similar set of outcomes were found
for iCBT-I as compared to iCBT-D (Blom, Jernelov, Riick, Lindefors, &
Kaldo, 2017), where only insomnia treatment produced positive insomnia
outcomes, but both forms of iCBT produced positive depression out-
comes. Despite secondary insomnia data showing changes in sleep conti-
nuity that are comparable to those found in primary insomnia, the effect
sizes tend to be smaller. The reason for this may be, as mentioned above,
that the meta-analyses contain studies that are not “best in class” (studies
conducted by established experts with best methods and/or professional
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therapists). This issue aside, it may be that there are fewer treatment
responders but the response itself is of equal magnitude to those found
in primary insomnia. This may speak to issues of adherence in patients
with other comorbidities (e.g., those diagnosed with cancer may focus
on cancer and not insomnia as the primary issue). In other words, it
may be harder to garner adherence day-to-day and week-to-week in
patients who have other significant areas of concern. This may, in turn,
account for lower treatment responder rates. Note: These data support
the notion that standard CBT-I should be adapted in order to enhance
treatment responder rates in specific clinical populations. Which popula-
tions require this and what adaptations should be made remains to be
empirically determined.

Common alternative rules & therapies

Common alternative rules

Sleep Restriction. In a recent and seminal work by Kyle and colleagues
(Kyle et al., 2015), it was shown (in the context of RCTs) that SRT is rarely
delineated component-by-component in the methods sections of such
investigations; and when details are provided they often vary from study
to study.

Stimulus Control. There are a variety of ways that SCT has been modi-
fied, relative to its core components. In the absence of a formal study of its
variants, a cursory review of the rules as they are presented in three treat-
ment manuals suggests that the application of SCT is also highly variable.

In Tables 1 and 3, the rules for SRT and SCT are listed from the four
published treatment manuals. It is interesting to note for SRT, there is
no particular rule for which there is unanimous agreement.

Alternative variants or adjuvants to SRT and SCT

Counter-Control. This particular variant of SCT was originally devel-
oped as a comparator condition for the empirical evaluation of the mech-
anism of action for stimulus control. More specifically, it was developed to
be a “counter control”; the exact opposite of SCT instructions. If the central
element of SCT is to be awake somewhere other than the bed and bed-
room, the counter condition is to intentionally be awake in the bed and
bedroom (both during the sleep period and for 30min a day when not
intending to sleep). In what is now a classic study by Zwart and
Lisman (1979b), it was shown that SCT did not significantly differ from
the counter control condition (i.e., both conditions worked about equally
well to ameliorate sleep onset problems) (Zwart & Lisman, 1979b). Given
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TABLE 3 Stimulus control therapy (SCT) rules based on the first four published treatment manuals.

Issue
When to get out of bed?
Where te go?
What to do when out of bed?
When to return to bed?

Manual

Morin and Espie (2007,
After 15 min of wakefulness (1)
Out of bedroom
N: pecified (2)

When sleepy

Perlis et al. (2006)
After 15 min of wakefulness (1)
Out of the bedreom
Anything enjoyable (2)
‘When sleepy (3)

Edinger and Carney (2014
After 20 min of wakefulness
Out of the bedreom
Not specified (1)
When sleepy

Manber and Carney (2015
When feeling alert (1)
Out of bed
Things that are not activating (2)
When sleepy

(1) The 15 min rule is to be applied to both 5L and
WASO. In regards to WASO, the manual suggests that
patient's go back to bed "when sleepy again” but to

‘wait no longer than 15 min to try to go back to
sleep.

(2) While no rule of thumb or potential lists are given,

it is clear from the dialogs that a plan should be
enacted with each patient.

(1) The 15 min rule is acknoweldged as the
standard but it is reccomended that, in an
effort to prevent "clock watching” behavior,
patients should leave the bedroom as soon as
they feel "clearly awake" or are annoyed at
being awake.

(2) Alater development to this protocel was
the stipulation that the behavior must be
something that can be done during the day
(i.e., not a prohibited behavior) or a behavior
that reinforces wakefulness.

(3) Alater development to this protocel was a
modifcation to this instruction to have the
patient simply pick a time frame to be awake
(30, 60, or 120 min) and then to return to
bed, sleepy or not.

(1) In order to discourage clock watching, it is
recommended that patients use their own sensation of
alertness, to determine when they should get out of bed or
go back to the bedroom.

(2) In addition to the list of activites provided in the
manual, it is recommended that the therapist and the
patient work to collaboratively make a list of things to do
when out of the bedroom.
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these findings, Davies and colleagues evaluated counter control as a ther-
apeutic intervention for individuals with sleep maintenance problems,
with an end goal of producing a more practical therapy for older adults
(Davies, Lacks, Storandt, & Bertelson, 1986). While they did not find a
“by age” effect for efficacy, counter control was again found to be effective,
producing about a 30% improvement at the end of treatment, with gradual
improvement continuing through a 4-week follow-up period.

Many understood these results to be a substantial challenge to the belief
that SCT works via instrumental conditioning or by increasing the associ-
ational strength between sleep-related stimuli and sleep. While still a con-
troversial issue, the manipulation may be successful owing to the
instruction to “sit up and do something (other than trying to sleep)”. This
instruction still encourages a separation between sleep stimuli and sleep
based on body position and the prescription has within it a component
that derails sleep effort. In the final analysis, and irrespective of whether
SCT works based on good stimulus control, the success of counter control
instructions has prompted clinicians to adopt this strategy in patients that
(1) cannot, or cannot safely, get up and out of bed at night or (2) live in
dwellings, or under circumstances, that do not allow them to leave the
bedroom and to be awake elsewhere.

Sleep Compression. Perhaps one of the first and most innovative adapta-
tions to CBT-I came with the proposal to substitute sleep compression for
sleep restriction. While the alternative therapy was explicitly proffered for
patients with sleep continuity disturbance without daytime sequelae (i.e.,
short sleep patients with normal to high sleep opportunity and low sleep
need and ability), it has become common (at least in clinical practice) to
use this procedure for patients that are resistant to (and/or nonadherent
with) sleep restriction. The method is comparable to sleep restriction in
that sleep opportunity is matched to sleep ability (i.e., step 1 of therapy
is to match average TIB to average TST). Unlike sleep restriction, where
the “reset” is accomplished on night one, during sleep compression the
reset is achieved over a series of weeks. In the original formulation of this
treatment, therapy was discontinued when one reached the target SE%.
There was no need for systematic sleep extension because it was assumed
that the participant had achieved their true sleep need. In more recent iter-
ations, as applied to patients with insomnia disorder, sleep extension
remains a component of this treatment regimen. Lichstein and colleagues
first demonstration of this method was in a sample of 74 older adults
(59 years or older) (Lichstein, Riedel, Wilson, Lester, & Aguillard, 2001).
Subjects were randomized into three groups, relaxation (n=27), sleep
compression (n=24), or placebo desensitization (1 =23). The sleep com-
pression condition fared better than placebo, where SL decreased by about
12min (d=0.48), WASO by about 24 min (d =0.75), SE increased by about 8
points (d=0.55), and TST decreased by about 14 min (4 =0.20). This study
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provides preliminary evidence that sleep compression is effective for
short sleepers who have low levels of daytime impairment.

Mindfulness. It can be argued that the single most influential change to
CBT-I in the last two decades has been the adoption of mindfulness train-
ing. Mindfulness was first introduced, in the context of insomnia, by Ong,
Shapiro, and Manber (2008). The stated goal for the adjuvant therapy was
to better address sleep-related cognitive arousal. The approach, however,
substantially differs from traditional cognitive therapy in that it is not
focused on disputing, derailing, or disengaging worry or intrusive nega-
tive thoughts. Instead, mindfulness is focused on the nonjudgmental
observation of one’s cognitions, with the desired goal of changing one’s
relationship to their thoughts as opposed to fighting with them. In this
way, the process encourages “acceptance.” Ong et al. (2008) conducted
a treatment-development study (using a simple pre-post design) to eval-
uate the effectiveness of mindfulness meditation as an adjuvant to six-
session in-person CBT-I (1 =30). Significant pre-post-treatment reductions
were found in the study’s primary outcome variable, total wake time
(TWT [SL+WASO+EMA]). The corresponding pre-post effect size for this
variable was -1.17. Significant reductions were also found in secondary
analyses of the single component measures, including an 18-min decrease
in SL (d=-—0.84), 25-min decrease in WASO (d=-0.62), and a 5-min
decrease in TST (d=-0.11). Improvements were also found in SE and
the ISI, where SE improved by approximately 9 points (d=—1.1) and
the ISI decreased by 5 points (d=—1.32). A follow-up study showed that
these sleep-related benefits were maintained over a 12-months post-
treatment (Ong, Shapiro, & Manber, 2009).

Dual Therapy with Medication. There have been a variety of RCTs that
evaluate how treatment outcomes vary when sedatives (e.g., temazepam
or zolpidem) are prescribed in conjunction with CBT-I (Beaulieu-Bonneau
et al., 2017; Morin, 2006; Morin et al., 2009; Morin et al., 2014). Combined
treatment and monotherapy with CBT-I have been found to produce
equivalent gains in the short term (during acute treatment), that is, similar
gains with respect to sleep initiation and maintenance (diary measures of
SL, WASO, and TST), similar gains on multifactorial measures of insomnia
severity (ISI), and similar percentages with respect to the subjects that
achieve treatment responses. In contrast, there is some evidence that
long-term durability of CBT-I may be attenuated in patients cotreated with
hypnotics and/or they tend not to exhibit the increases in total sleep time
that occur with CBT-I following treatment discontinuation (Perlis et al.,
2001). Given this profile, one might wonder under what circumstances
combined treatment might ever be indicated? The possibilities include:
(1) when the time to a treatment response needs to be accelerated
(Morin et al., 2014) and/or (2) when the short-term iatrogenic effects of
CBT-I need to be blocked or attenuated (Perlis & Smith, 2008). Some have
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argued that one or both of these considerations can be better managed
with the short-term use of stimulants (e.g., modafinil gam or bid along
with CBT-I [1st four sessions of SRT]) (Cheung, Bartlett, Armour,
Laba, & Saini, 2018; Perlis et al., 2004). While there is some data to suggest
that this strategy blocks iatrogenic sleepiness’’, there is no evidence that
cotreatment with stimulants speeds the latency to treatment response or
maintains the long-term benefits of monotherapy with CBT-I. Clinically,
both strategies seem to be reasonable alternative approaches for the man-
agement of insomnia, when indicated.

Conclusion

In the absence of data regarding which clinical populations or demo-
graphic groups require modified CBT-I, it seems premature to recommend
that standard CBT-I be altered. In an ideal world, this issue would be
addressed systematically.

First, demonstrate a need (i.e., standard CBT-I is not as effective for whom), con-
duct research into likely causes (factors associated with reduced efficacy or treatment
nonresponse), and then develop and test adapted versions of CBT-I that address the
factors for whether or not they produce superior outcomes as compared to standard
CBT-1.

Given that such work is not fundable in the present climate, perhaps the
next best approach is to develop alternative rules and therapies that can be
adopted by clinicians on an as-needed basis. In this case, clinicians could
decide to adopt nonstandard therapy a priori by asking and answering the
question “Is there anything about the comorbid conditions or life circum-
stances of a given patient that would interfere with, or be worsened by, the
conduct of CBT-1?”(Smith & Perlis, 2006). While one should be conserva-
tive about the need to adapt standard CBT-I, “interference” may be man-
aged by using alternative forms of CBT-I, forms that are more compatible
with the patients’ status. For example, if the patient is immobile or has lim-
ited mobility, one may opt to go forward with treatment but to use
“counter control” instructions (Davies et al., 1986; Zwart & Lisman,
1979b) rather than usual stimulus control instructions. “Worsening”
(CBT-I may aggravate one or more of the comorbid conditions) is a more
serious consideration, but perhaps less so than many think. On the one
hand, there is the legitimate concern that (for example) sleep deprivation
may trigger certain conditions such as parasomnias, manic episodes, and /
or seizures in patients predisposed to, or diagnosed with, such problems.
The counterpoint to this is that (1) sleep restriction is not sleep deprivation,
and it is the latter that is the known risk factor for such adverse events
(note: sleep restriction usually entails between 1 and 2hours’ sleep loss
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while sleep deprivation entails between 4 and 8h sleep loss); (2) if the
comorbid disorder is stable owing to ongoing treatment, it is not a given
that even sleep deprivation can trigger adverse events in such cases; and
(3) CBT-1 is a short duration intervention (usually 4-8 weeks), and thus,
the window of vulnerability is narrow. If the risks of potential sleep loss
in CBT-I are of concern, one may opt to not conduct CBT-I, to conduct
CBT-I without the sleep restriction component, or to use sleep compres-
sion. Ultimately, the following chapters in this book can serve as a menu
for the options that might be engaged, if the clinician is certain that stan-
dard CBT-I needs to be adopted for a given patient. The trick, or the art of
assessment, will be to know when such adaptations are necessary versus
when such adaptations are unwarranted or premature and may only serve
to delay or attenuate therapeutic gains.

References

Bastien, C. H., Morin, C. M., Ouellet, M. C,, Blais, F. C., & Bouchard, S. (2004). Cognitive-
behavioral therapy for insomnia: Comparison of individual therapy, group therapy,
and telephone consultations. Journal of Consulting and Clinical Psychology, 72(4), 653.

Bastien, C. H., Vallieres, A., & Morin, C. M. (2001). Validation of the Insomnia Severity Index
as an outcome measure for insomnia research. Sleep Medicine, 2(4), 297-307.

Beaulieu-Bonneau, S., Ivers, H., Guay, B., & Morin, C. M. (2017). Long-term maintenance of
therapeutic gains associated with cognitive-behavioral therapy for insomnia delivered
alone or combined with zolpidem. Sleep, 40(3).

Blom, K., Jernelov, S., Riick, C., Lindefors, N., & Kaldo, V. (2017). Three-year follow-up com-
paring cognitive behavioral therapy for depression to cognitive behavioral therapy for
insomnia, for patients with both diagnoses. Sleep, 40(8).

Bootzin, R. R. (1972). Stimulus control treatment for insomnia. Proceedings of the American/Psy-
chological Association, 7, 395-396.

Bootzin, R. R., & Perlis, M. L. (2011). Stimulus control therapy. In Behavioral treatments for sleep
disorders (pp. 21-30). Academic Press.

Carney, C. E., Edinger, J. D., Kuchibhatla, M., Lachowski, A. M., Bogouslavsky, O.,
Krystal, A. D., et al. (2017). Cognitive behavioral insomnia therapy for those with insom-
nia and depression: A randomized controlled clinical trial. Sleep, 40(4), zsx019.

Castronovo, V., Galbiati, A., Sforza, M., Poletti, M., Giarolli, L., Kuo, T., et al. (2018). Long-
term clinical effect of group cognitive behavioral therapy for insomnia: A case series
study. Sleep Medicine, 47, 54-59.

Chakravorty, S., Morales, K. H., Arnedt, J. T., Perlis, M. L., Oslin, D. W., Findley, J. C., et al.
(2019). Cognitive behavioral therapy for insomnia in alcohol-dependent veterans:
A randomized, controlled pilot study. Alcoholism: Clinical and Experimental Research,
43(6), 1244-1253.

Cheung, J. M., Bartlett, D. J., Armour, C. L., Laba, T. L., & Saini, B. (2018). To drug or not to
drug: A qualitative study of patients’ decision-making processes for managing insomnia.
Behavioral Sleep Medicine, 16(1), 1-26.

Cunningham, J. E., & Shapiro, C. M. (2018). Cognitive behavioural therapy for insomnia
(CBT-I) to treat depression: A systematic review. Journal of Psychosomatic Research, 106,
1-12.

Davies, R., Lacks, P., Storandt, M., & Bertelson, A. D. (1986). Countercontrol treatment of
sleep-maintenance insomnia in relation to age. Psychology and Aging, 1(3), 233.

1. Traditional CBT-I components and delivery


http://refhub.elsevier.com/B978-0-12-822872-2.00012-8/rf0010
http://refhub.elsevier.com/B978-0-12-822872-2.00012-8/rf0010
http://refhub.elsevier.com/B978-0-12-822872-2.00012-8/rf0010
http://refhub.elsevier.com/B978-0-12-822872-2.00012-8/rf0015
http://refhub.elsevier.com/B978-0-12-822872-2.00012-8/rf0015
http://refhub.elsevier.com/B978-0-12-822872-2.00012-8/rf0020
http://refhub.elsevier.com/B978-0-12-822872-2.00012-8/rf0020
http://refhub.elsevier.com/B978-0-12-822872-2.00012-8/rf0020
http://refhub.elsevier.com/B978-0-12-822872-2.00012-8/rf0025
http://refhub.elsevier.com/B978-0-12-822872-2.00012-8/rf0025
http://refhub.elsevier.com/B978-0-12-822872-2.00012-8/rf0025
http://refhub.elsevier.com/B978-0-12-822872-2.00012-8/rf0025
http://refhub.elsevier.com/B978-0-12-822872-2.00012-8/rf0025
http://refhub.elsevier.com/B978-0-12-822872-2.00012-8/rf0030
http://refhub.elsevier.com/B978-0-12-822872-2.00012-8/rf0030
http://refhub.elsevier.com/B978-0-12-822872-2.00012-8/rf0035
http://refhub.elsevier.com/B978-0-12-822872-2.00012-8/rf0035
http://refhub.elsevier.com/B978-0-12-822872-2.00012-8/rf0040
http://refhub.elsevier.com/B978-0-12-822872-2.00012-8/rf0040
http://refhub.elsevier.com/B978-0-12-822872-2.00012-8/rf0040
http://refhub.elsevier.com/B978-0-12-822872-2.00012-8/rf0045
http://refhub.elsevier.com/B978-0-12-822872-2.00012-8/rf0045
http://refhub.elsevier.com/B978-0-12-822872-2.00012-8/rf0045
http://refhub.elsevier.com/B978-0-12-822872-2.00012-8/rf0050
http://refhub.elsevier.com/B978-0-12-822872-2.00012-8/rf0050
http://refhub.elsevier.com/B978-0-12-822872-2.00012-8/rf0050
http://refhub.elsevier.com/B978-0-12-822872-2.00012-8/rf0050
http://refhub.elsevier.com/B978-0-12-822872-2.00012-8/rf0055
http://refhub.elsevier.com/B978-0-12-822872-2.00012-8/rf0055
http://refhub.elsevier.com/B978-0-12-822872-2.00012-8/rf0055
http://refhub.elsevier.com/B978-0-12-822872-2.00012-8/rf0060
http://refhub.elsevier.com/B978-0-12-822872-2.00012-8/rf0060
http://refhub.elsevier.com/B978-0-12-822872-2.00012-8/rf0060
http://refhub.elsevier.com/B978-0-12-822872-2.00012-8/rf0065
http://refhub.elsevier.com/B978-0-12-822872-2.00012-8/rf0065

References 21

Edinger, J. D., & Carney, C. E. (2014). Overcoming insomnia: A cognitive-behavioral therapy
approach, therapist guide. Oxford University Press.

Edinger, J. D., Fins, A. I, Sullivan, R. J., Marsh, G. R, Dailey, D. S., & Young, M. (1996). Com-
parison of cognitive-behavioral therapy and clonazepam for treating periodic limb move-
ment disorder. Sleep, 19(5), 442-444.

Epstein, D. R., Sidani, S., Bootzin, R. R., & Belyea, M. J. (2012). Dismantling multicomponent
behavioral treatment for insomnia in older adults: A randomized controlled trial. Sleep,
35(6), 797-805.

Geiger-Brown, J. M., Rogers, V. E., Liu, W., Ludeman, E. M., Downton, K. D., & Diaz-Abad,
M. (2015). Cognitive behavioral therapy in persons with comorbid insomnia: A meta-
analysis. Sleep Medicine Reviews, 23, 54-67.

Harvey, A. G., & Talbot, L. (2010). Intervention to reduce misperception. In Behavioral treat-
ments for sleep disorders (pp. 91-95). Amsterdam: Academic Press.

Harvey, A. G., Tang, N. K., & Browning, L. (2005). Cognitive approaches to insomnia. Clinical
Psychology Review, 25(5).

Harvey, A. G., Bélanger, L., Talbot, L., Eidelman, P., Beaulieu-Bonneau, S., Fortier-Brochu, E.,
et al. (2014). Comparative efficacy of behavior therapy, cognitive therapy, and cognitive
behavior therapy for chronic insomnia: A randomized controlled trial. Journal of Consult-
ing and Clinical Psychology, 82(4), 670.

Harvey, A. G., Soehner, A. M., Kaplan, K. A., Hein, K., Lee, ]., Kanady, J., et al. (2015). Treating
insomnia improves mood state, sleep, and functioning in bipolar disorder: A pilot ran-
domized controlled trial. Journal of Consulting and Clinical Psychology, 83(3), 564.

Hauri, P. (1977). The sleep disorders. Upjohn.

Hwang, D. K., Nam, M., & Lee, Y. ]J. G. (2019). The effect of cognitive behavioral therapy for
insomnia in schizophrenia patients with sleep disturbance: A non-randomized, assessor-
blind trial. Psychiatry Research, 274, 182-188.

Irwin, M. R., Cole, J. C., & Nicassio, P. M. (2006). Comparative meta-analysis of behavioral
interventions for insomnia and their efficacy in middle-aged adults and in older adults
55+ years of age. Health Psychology, 25(1), 3.

Kapella, M. C., Herdegen, J. ], Perlis, M. L., Shaver, J. L., Larson, J. L., Law, J. A,, et al. (2011).
Cognitive behavioral therapy for insomnia comorbid with COPD is feasible with prelim-
inary evidence of positive sleep and fatigue effects. International Journal of Chronic Obstruc-
tive Pulmonary Disease, 6, 625.

Kleitman, N. (1939). Sleep and wakefulness as alternating phases in the cycle of existence.
JAMA, 113.

Klerman, E., St. Hilaire, M., Perlis, M., Hilditch, C., McHill, A., Rahman, S., et al. (2019). Effect
of time-of-day and prior wake on electroencephalographic Delta and Beta Power in 10-min naps
during 30 continuous hours of 90-minute “days” EBRS 2019 poster P-53.

Koffel, E. A., Koffel, ]. B., & Gehrman, P. R. (2015). A meta-analysis of group cognitive behav-
ioral therapy for insomnia. Sleep Medicine Reviews, 19, 6-16.

Kyle, S. D., Aquino, M. R. J., Miller, C. B., Henry, A. L., Crawford, M. R., Espie, C. A,, et al.
(2015). Towards standardisation and improved understanding of sleep restriction therapy
for insomnia disorder: A systematic examination of CBT-I trial content. Sleep Medicine
Reviews, 23, 83-88.

Lichstein, K. L., Riedel, B. W., Wilson, N. M., Lester, K. W., & Aguillard, R. N. (2001). Relax-
ation and sleep compression for late-life insomnia: A placebo-controlled trial. Journal of
Consulting and Clinical Psychology, 69(2), 227.

Ma, Y., Hall, D. L., Ngo, L. H., Liu, Q., Bain, P. A., & Yeh, G. Y. (2020). Efficacy of cognitive
behavioral therapy for insomnia in breast cancer: A meta-analysis. Sleep Medicine Reviews,
101376.

Manber, R., & Carney, C. E. (2015). Treatment plans and interventions for insomnia: A case for-
mulation approach. Guilford Publications.

1. Traditional CBT-I components and delivery


http://refhub.elsevier.com/B978-0-12-822872-2.00012-8/rf0070
http://refhub.elsevier.com/B978-0-12-822872-2.00012-8/rf0070
http://refhub.elsevier.com/B978-0-12-822872-2.00012-8/rf0075
http://refhub.elsevier.com/B978-0-12-822872-2.00012-8/rf0075
http://refhub.elsevier.com/B978-0-12-822872-2.00012-8/rf0075
http://refhub.elsevier.com/B978-0-12-822872-2.00012-8/rf0080
http://refhub.elsevier.com/B978-0-12-822872-2.00012-8/rf0080
http://refhub.elsevier.com/B978-0-12-822872-2.00012-8/rf0080
http://refhub.elsevier.com/B978-0-12-822872-2.00012-8/rf0085
http://refhub.elsevier.com/B978-0-12-822872-2.00012-8/rf0085
http://refhub.elsevier.com/B978-0-12-822872-2.00012-8/rf0085
http://refhub.elsevier.com/B978-0-12-822872-2.00012-8/optfo8bC0kLq4
http://refhub.elsevier.com/B978-0-12-822872-2.00012-8/optfo8bC0kLq4
http://refhub.elsevier.com/B978-0-12-822872-2.00012-8/optKbvKJ9DYtP
http://refhub.elsevier.com/B978-0-12-822872-2.00012-8/optKbvKJ9DYtP
http://refhub.elsevier.com/B978-0-12-822872-2.00012-8/rf0090
http://refhub.elsevier.com/B978-0-12-822872-2.00012-8/rf0090
http://refhub.elsevier.com/B978-0-12-822872-2.00012-8/rf0090
http://refhub.elsevier.com/B978-0-12-822872-2.00012-8/rf0090
http://refhub.elsevier.com/B978-0-12-822872-2.00012-8/rf0090
http://refhub.elsevier.com/B978-0-12-822872-2.00012-8/rf0090
http://refhub.elsevier.com/B978-0-12-822872-2.00012-8/rf0095
http://refhub.elsevier.com/B978-0-12-822872-2.00012-8/rf0095
http://refhub.elsevier.com/B978-0-12-822872-2.00012-8/rf0095
http://refhub.elsevier.com/B978-0-12-822872-2.00012-8/rf0100
http://refhub.elsevier.com/B978-0-12-822872-2.00012-8/rf0105
http://refhub.elsevier.com/B978-0-12-822872-2.00012-8/rf0105
http://refhub.elsevier.com/B978-0-12-822872-2.00012-8/rf0105
http://refhub.elsevier.com/B978-0-12-822872-2.00012-8/rf0110
http://refhub.elsevier.com/B978-0-12-822872-2.00012-8/rf0110
http://refhub.elsevier.com/B978-0-12-822872-2.00012-8/rf0110
http://refhub.elsevier.com/B978-0-12-822872-2.00012-8/rf0110
http://refhub.elsevier.com/B978-0-12-822872-2.00012-8/rf0115
http://refhub.elsevier.com/B978-0-12-822872-2.00012-8/rf0115
http://refhub.elsevier.com/B978-0-12-822872-2.00012-8/rf0115
http://refhub.elsevier.com/B978-0-12-822872-2.00012-8/rf0115
http://refhub.elsevier.com/B978-0-12-822872-2.00012-8/rf0120
http://refhub.elsevier.com/B978-0-12-822872-2.00012-8/rf0120
http://refhub.elsevier.com/B978-0-12-822872-2.00012-8/rf0125
http://refhub.elsevier.com/B978-0-12-822872-2.00012-8/rf0125
http://refhub.elsevier.com/B978-0-12-822872-2.00012-8/rf0125
http://refhub.elsevier.com/B978-0-12-822872-2.00012-8/rf0130
http://refhub.elsevier.com/B978-0-12-822872-2.00012-8/rf0130
http://refhub.elsevier.com/B978-0-12-822872-2.00012-8/rf0135
http://refhub.elsevier.com/B978-0-12-822872-2.00012-8/rf0135
http://refhub.elsevier.com/B978-0-12-822872-2.00012-8/rf0135
http://refhub.elsevier.com/B978-0-12-822872-2.00012-8/rf0135
http://refhub.elsevier.com/B978-0-12-822872-2.00012-8/rf0140
http://refhub.elsevier.com/B978-0-12-822872-2.00012-8/rf0140
http://refhub.elsevier.com/B978-0-12-822872-2.00012-8/rf0140
http://refhub.elsevier.com/B978-0-12-822872-2.00012-8/rf0145
http://refhub.elsevier.com/B978-0-12-822872-2.00012-8/rf0145
http://refhub.elsevier.com/B978-0-12-822872-2.00012-8/rf0145
http://refhub.elsevier.com/B978-0-12-822872-2.00012-8/rf0150
http://refhub.elsevier.com/B978-0-12-822872-2.00012-8/rf0150

22 1. Standard CBT-I

Manber, R., Edinger, J. D., Gress, J. L., Pedro-Salcedo, M. G. S., Kuo, T. F., & Kalista, T. (2008).
Cognitive behavioral therapy for insomnia enhances depression outcome in patients with
comorbid major depressive disorder and insomnia. Sleep, 31(4), 489—495.

McCrae, C. S., Williams, J., Roditi, D., Anderson, R., Mundt, J. M., Miller, M. B., et al. (2019).
Cognitive behavioral treatments for insomnia and pain in adults with comorbid chronic
insomnia and fibromyalgia: Clinical outcomes from the SPIN randomized controlled trial.
Sleep, 42(3), zsy234.

Miller, C. B., Espie, C. A., Epstein, D. R., Friedman, L., Morin, C. M., Pigeon, W. R,, et al.
(2014). The evidence base of sleep restriction therapy for treating insomnia disorder. Sleep
Medicine Reviews, 18(5), 415-424.

Montgomery, P., & Dennis, J. A. (2003). Cognitive behavioral interventions for sleep prob-
lems in adults aged 60+. Cochrane Database of Systematic Reviews, 1.

Morin, C. M. (2006). Combined therapeutics for insomnia: Should our first approach be
behavioral or pharmacological? Sleep Medicine, 7, S15-519.

Morin, C. M., Beaulieu-Bonneau, S., Ivers, H., Valliéres, A., Guay, B., Savard, J., et al. (2014).
Speed and trajectory of changes of insomnia symptoms during acute treatment with
cognitive-behavioral therapy, singly and combined with medication. Sleep Medicine,
15(6), 701-707.

Morin, C. M., & Benca, R. (2012). Chronic insomnia. The Lancet, 379(9821), 1129-1141.

Morin, C. M., Colecchi, C., Stone, J., Sood, R., & Brink, D. (1999). Behavioral and pharmaco-
logical therapies for late-life insomnia: A randomized controlled trial. JAMA, 281(11),
991-999.

Morin, C. M., Culbert, J. P., & Schwartz, S. M. (1994). Nonpharmacological interventions for
insomnia: A meta-analysis of treatment efficacy. The American Journal of Psychiatry, 151(8),
1172-1180.

Morin, C. M., & Espie, C. A. (2007). Insomnia: A clinical guide to assessment and treatment.
Springer Science & Business Media.

Morin, C. M., Vallieres, A., Guay, B., Ivers, H., Savard, J., Mérette, C., et al. (2009). Cognitive
behavioral therapy, singly and combined with medication, for persistent insomnia:
A randomized controlled trial. JAMA, 301(19), 2005-2015.

Murtagh, D.R., & Greenwood, K. M. (1995). Identifying effective psychological treatments for
insomnia: A meta-analysis. Journal of Consulting and Clinical Psychology, 63(1), 79.3.

Okajima, I., Komada, Y., & Inoue, Y. (2011). A meta-analysis on the treatment effectiveness of
cognitive behavioral therapy for primary insomnia. Sleep and Biological Rhythms, 9(1),
24-34.

Ong, J. C., Crawford, M. R., Dawson, S. C., Fogg, L. F., Turner, A. D., Wyatt, J. K., et al. (2020).
A randomized controlled trial of CBT-I and PAP for obstructive sleep apnea and comor-
bid insomnia: Main outcomes from the MATRICS study. Sleep, 43.

Ong, J. C., Shapiro, S. L., & Manber, R. (2008). Combining mindfulness meditation with
cognitive-behavior therapy for insomnia: A treatment-development study. Behavior Ther-
apy, 39(2), 171-182.

Ong, J. C., Shapiro, S. L., & Manber, R. (2009). Mindfulness meditation and cognitive behav-
ioral therapy for insomnia: A naturalistic 12-month follow-up. Explorer, 5(1), 30-36.

Pallesen, S., Nordhus, I. H., & Kvale, G. (1998). Nonpharmacological interventions for insom-
nia in older adults: A meta-analysis of treatment efficacy. Psychotherapy: Theory, Research,
Practice, Training, 35(4), 472.

Perlis, M. L., Aloia, M., & Kuhn, B. (Eds.). (2010). Behavioral experiments. In Behavioral treat-
ments for sleep disorders: A comprehensive primer of behavioral sleep medicine interventions Aca-
demic Press.

Perlis, M., Aloia, M., Millikan, A., Boehmler, J., Smith, M., Greenblatt, D., et al. (2000). Behav-
ioral treatment of insomnia: A clinical case series study. Journal of Behavioral Medicine,
23(2), 149-161.

1. Traditional CBT-I components and delivery


http://refhub.elsevier.com/B978-0-12-822872-2.00012-8/rf0155
http://refhub.elsevier.com/B978-0-12-822872-2.00012-8/rf0155
http://refhub.elsevier.com/B978-0-12-822872-2.00012-8/rf0155
http://refhub.elsevier.com/B978-0-12-822872-2.00012-8/rf0160
http://refhub.elsevier.com/B978-0-12-822872-2.00012-8/rf0160
http://refhub.elsevier.com/B978-0-12-822872-2.00012-8/rf0160
http://refhub.elsevier.com/B978-0-12-822872-2.00012-8/rf0160
http://refhub.elsevier.com/B978-0-12-822872-2.00012-8/rf0165
http://refhub.elsevier.com/B978-0-12-822872-2.00012-8/rf0165
http://refhub.elsevier.com/B978-0-12-822872-2.00012-8/rf0165
http://refhub.elsevier.com/B978-0-12-822872-2.00012-8/rf0170
http://refhub.elsevier.com/B978-0-12-822872-2.00012-8/rf0170
http://refhub.elsevier.com/B978-0-12-822872-2.00012-8/rf0170
http://refhub.elsevier.com/B978-0-12-822872-2.00012-8/rf0175
http://refhub.elsevier.com/B978-0-12-822872-2.00012-8/rf0175
http://refhub.elsevier.com/B978-0-12-822872-2.00012-8/rf0180
http://refhub.elsevier.com/B978-0-12-822872-2.00012-8/rf0180
http://refhub.elsevier.com/B978-0-12-822872-2.00012-8/rf0180
http://refhub.elsevier.com/B978-0-12-822872-2.00012-8/rf0180
http://refhub.elsevier.com/B978-0-12-822872-2.00012-8/rf0185
http://refhub.elsevier.com/B978-0-12-822872-2.00012-8/rf0190
http://refhub.elsevier.com/B978-0-12-822872-2.00012-8/rf0190
http://refhub.elsevier.com/B978-0-12-822872-2.00012-8/rf0190
http://refhub.elsevier.com/B978-0-12-822872-2.00012-8/rf0195
http://refhub.elsevier.com/B978-0-12-822872-2.00012-8/rf0195
http://refhub.elsevier.com/B978-0-12-822872-2.00012-8/rf0195
http://refhub.elsevier.com/B978-0-12-822872-2.00012-8/rf0200
http://refhub.elsevier.com/B978-0-12-822872-2.00012-8/rf0200
http://refhub.elsevier.com/B978-0-12-822872-2.00012-8/rf0205
http://refhub.elsevier.com/B978-0-12-822872-2.00012-8/rf0205
http://refhub.elsevier.com/B978-0-12-822872-2.00012-8/rf0205
http://refhub.elsevier.com/B978-0-12-822872-2.00012-8/rf0205
http://refhub.elsevier.com/B978-0-12-822872-2.00012-8/rf0210
http://refhub.elsevier.com/B978-0-12-822872-2.00012-8/rf0210
http://refhub.elsevier.com/B978-0-12-822872-2.00012-8/rf0215
http://refhub.elsevier.com/B978-0-12-822872-2.00012-8/rf0215
http://refhub.elsevier.com/B978-0-12-822872-2.00012-8/rf0215
http://refhub.elsevier.com/B978-0-12-822872-2.00012-8/rf0220
http://refhub.elsevier.com/B978-0-12-822872-2.00012-8/rf0220
http://refhub.elsevier.com/B978-0-12-822872-2.00012-8/rf0220
http://refhub.elsevier.com/B978-0-12-822872-2.00012-8/rf0225
http://refhub.elsevier.com/B978-0-12-822872-2.00012-8/rf0225
http://refhub.elsevier.com/B978-0-12-822872-2.00012-8/rf0225
http://refhub.elsevier.com/B978-0-12-822872-2.00012-8/rf0230
http://refhub.elsevier.com/B978-0-12-822872-2.00012-8/rf0230
http://refhub.elsevier.com/B978-0-12-822872-2.00012-8/rf0235
http://refhub.elsevier.com/B978-0-12-822872-2.00012-8/rf0235
http://refhub.elsevier.com/B978-0-12-822872-2.00012-8/rf0235
http://refhub.elsevier.com/B978-0-12-822872-2.00012-8/rf0240
http://refhub.elsevier.com/B978-0-12-822872-2.00012-8/rf0240
http://refhub.elsevier.com/B978-0-12-822872-2.00012-8/rf0240
http://refhub.elsevier.com/B978-0-12-822872-2.00012-8/rf0245
http://refhub.elsevier.com/B978-0-12-822872-2.00012-8/rf0245
http://refhub.elsevier.com/B978-0-12-822872-2.00012-8/rf0245

References 23

Perlis, M. L., Jungquist, C., Smith, M. T., & Posner, D. (2006). Cognitive behavioral treatment of
insomnia: A session-by-session guide. Vol. 1. Springer Science & Business Media.

Perlis, M. L., Morin, C. M., Ivers, H., Muench, A., Posner, D., & Grandner, M. (2019). 0380
Does TST appreciably change during or after CBT-1? Sleep, 42, A154-A155.

Perlis, M. L., Sharpe, M., Smith, M. T, Greenblatt, D., & Giles, D. (2001). Behavioral treatment
of insomnia: Treatment outcome and the relevance of medical and psychiatric morbidity.
Journal of Behavioral Medicine, 24(3), 281-296.

Perlis, M. L., & Smith, M. T. (2008). How can we make CBT-I and other BSM services widely
available? Journal of Clinical Sleep Medicine, 4.

Perlis, M. L., Smith, M. T., Orff, H., Enright, T., Nowakowski, S., Jungquist, C., et al. (2004).
The effects of modafinil and cognitive behavior therapy on sleep continuity in patients
with primary insomnia. Sleep, 27(4), 715-725.

Qaseem, A., Kansagara, D., Forciea, M. A., Cooke, M., & Denberg, T. D. (2016). Management
of chronic insomnia disorder in adults: A clinical practice guideline from the American
College of Physicians. Annals of Internal Medicine, 165(2), 125-133.

Redeker, N. S., Conley, S., Anderson, G., Cline, J., Andrews, L., Mohsenin, V., et al. (2018).
Effects of cognitive behavioral therapy for insomnia on sleep, symptoms, stress, and auto-
nomic function among patients with heart failure. Behavioral Sleep Medicine, 1-13.

Rios, P., Cardoso, R., Morra, D., Nincic, V., Goodarzi, Z., Farah, B., et al. (2019). Comparative
effectiveness and safety of pharmacological and non-pharmacological interventions for
insomnia: An overview of reviews. Systematic Reviews, 8(1), 281.

Scott, H., Cheung, J., Muench, A., Hans, I., Grandner, M. A., Lack, L., et al. (2021). Does total
sleep time substantially increase after CBT-1?. Manuscript submitted for publication.

Siengsukon, C. F., Alshehri, M., Williams, C., Drerup, M., & Lynch, S. (2020). Feasibility and
treatment effect of cognitive behavioral therapy for insomnia in individuals with multiple
sclerosis: A pilot randomized controlled trial. Multiple Sclerosis and Related Disorders, 40,
101958.

Siengsukon, C. F., Nelson, E., Williams-Cooke, C., Ludwig, R., Beck, E. S, Jr., Vidoni, E. D.,
etal. (2020). Cognitive behavioral therapy for insomnia to enhance cognitive function and
reduce the rate of Ap deposition in older adults with symptoms of insomnia: A single-site
randomized pilot clinical trial protocol. Contemporary Clinical Trials, 99, 106190.

Simon, N., McGillivray, L., Roberts, N. P., Barawi, K., Lewis, C. E., & Bisson, J. I. (2019).
Acceptability of internet-based cognitive behavioural therapy (i-CBT) for post-traumatic
stress disorder (PTSD): A systematic review. European Journal of Psychotraumatology, 10(1),
1646092.

Smith, M. T., & Perlis, M. L. (2006). Who is a candidate for cognitive-behavioral therapy for
insomnia? Health Psychology, 25(1), 15.

Smith, M. T., Perlis, M. L., Park, A., Smith, M. S., Pennington, ]., Giles, D. E., et al. (2002). Com-
parative meta-analysis of pharmacotherapy and behavior therapy for persistent insom-
nia. American Journal of Psychiatry, 159(1), 5-11.

Spielman, A. J., Saskin, P., & Thorpy, M. ]. (1987). Treatment of chronic insomnia by restric-
tion of time in bed. Sleep, 10(1), 45-56.

Trockel, M., Karlin, B. E., Taylor, C. B., Brown, G. K., & Manber, R. (2015). Effects of
cognitive behavioral therapy for insomnia on suicidal ideation in veterans. Sleep, 38(2),
259-265.

van der Zweerde, T., Bisdounis, L., Kyle, S. D., Lancee, J., & van Straten, A. (2019). Cognitive
behavioral therapy for insomnia: A meta-analysis of long-term effects in controlled stud-
ies. Sleep Medicine Reviews, 48, 101208.

van Straten, A., van der Zweerde, T., Kleiboer, A., Cuijpers, P., Morin, C. M., & Lancee, ]J.
(2018). Cognitive and behavioral therapies in the treatment of insomnia: A meta-analysis.
Sleep Medicine Reviews, 38, 3-16.

1. Traditional CBT-I components and delivery


http://refhub.elsevier.com/B978-0-12-822872-2.00012-8/rf0250
http://refhub.elsevier.com/B978-0-12-822872-2.00012-8/rf0250
http://refhub.elsevier.com/B978-0-12-822872-2.00012-8/rf0255
http://refhub.elsevier.com/B978-0-12-822872-2.00012-8/rf0255
http://refhub.elsevier.com/B978-0-12-822872-2.00012-8/rf0260
http://refhub.elsevier.com/B978-0-12-822872-2.00012-8/rf0260
http://refhub.elsevier.com/B978-0-12-822872-2.00012-8/rf0260
http://refhub.elsevier.com/B978-0-12-822872-2.00012-8/rf0265
http://refhub.elsevier.com/B978-0-12-822872-2.00012-8/rf0265
http://refhub.elsevier.com/B978-0-12-822872-2.00012-8/rf0270
http://refhub.elsevier.com/B978-0-12-822872-2.00012-8/rf0270
http://refhub.elsevier.com/B978-0-12-822872-2.00012-8/rf0270
http://refhub.elsevier.com/B978-0-12-822872-2.00012-8/rf0275
http://refhub.elsevier.com/B978-0-12-822872-2.00012-8/rf0275
http://refhub.elsevier.com/B978-0-12-822872-2.00012-8/rf0275
http://refhub.elsevier.com/B978-0-12-822872-2.00012-8/rf0280
http://refhub.elsevier.com/B978-0-12-822872-2.00012-8/rf0280
http://refhub.elsevier.com/B978-0-12-822872-2.00012-8/rf0280
http://refhub.elsevier.com/B978-0-12-822872-2.00012-8/rf0285
http://refhub.elsevier.com/B978-0-12-822872-2.00012-8/rf0285
http://refhub.elsevier.com/B978-0-12-822872-2.00012-8/rf0285
http://refhub.elsevier.com/B978-0-12-822872-2.00012-8/rf0290
http://refhub.elsevier.com/B978-0-12-822872-2.00012-8/rf0290
http://refhub.elsevier.com/B978-0-12-822872-2.00012-8/rf0295
http://refhub.elsevier.com/B978-0-12-822872-2.00012-8/rf0295
http://refhub.elsevier.com/B978-0-12-822872-2.00012-8/rf0295
http://refhub.elsevier.com/B978-0-12-822872-2.00012-8/rf0295
http://refhub.elsevier.com/B978-0-12-822872-2.00012-8/rf0300
http://refhub.elsevier.com/B978-0-12-822872-2.00012-8/rf0300
http://refhub.elsevier.com/B978-0-12-822872-2.00012-8/rf0300
http://refhub.elsevier.com/B978-0-12-822872-2.00012-8/rf0300
http://refhub.elsevier.com/B978-0-12-822872-2.00012-8/rf0300
http://refhub.elsevier.com/B978-0-12-822872-2.00012-8/rf0305
http://refhub.elsevier.com/B978-0-12-822872-2.00012-8/rf0305
http://refhub.elsevier.com/B978-0-12-822872-2.00012-8/rf0305
http://refhub.elsevier.com/B978-0-12-822872-2.00012-8/rf0305
http://refhub.elsevier.com/B978-0-12-822872-2.00012-8/rf0310
http://refhub.elsevier.com/B978-0-12-822872-2.00012-8/rf0310
http://refhub.elsevier.com/B978-0-12-822872-2.00012-8/rf0315
http://refhub.elsevier.com/B978-0-12-822872-2.00012-8/rf0315
http://refhub.elsevier.com/B978-0-12-822872-2.00012-8/rf0315
http://refhub.elsevier.com/B978-0-12-822872-2.00012-8/rf0320
http://refhub.elsevier.com/B978-0-12-822872-2.00012-8/rf0320
http://refhub.elsevier.com/B978-0-12-822872-2.00012-8/rf0325
http://refhub.elsevier.com/B978-0-12-822872-2.00012-8/rf0325
http://refhub.elsevier.com/B978-0-12-822872-2.00012-8/rf0325
http://refhub.elsevier.com/B978-0-12-822872-2.00012-8/rf0330
http://refhub.elsevier.com/B978-0-12-822872-2.00012-8/rf0330
http://refhub.elsevier.com/B978-0-12-822872-2.00012-8/rf0330
http://refhub.elsevier.com/B978-0-12-822872-2.00012-8/rf0335
http://refhub.elsevier.com/B978-0-12-822872-2.00012-8/rf0335
http://refhub.elsevier.com/B978-0-12-822872-2.00012-8/rf0335

24 1. Standard CBT-1

Verbeek, I. H., Konings, G. M., Aldenkamp, A. P., Declerck, A. C., & Klip, E. C. (2006). Cog-
nitive behavioral treatment in clinically referred chronic insomniacs: Group versus indi-
vidual treatment. Behavioral Sleep Medicine, 4(3), 135-151.

Yamadera, W., Sato, M., Harada, D., Iwashita, M., Aoki, R., Obuchi, K., et al. (2013). Compar-
isons of short-term efficacy between individual and group cognitive behavioral therapy
for primary insomnia. Sleep and Biological Rhythms, 11(3), 176-184.

Ye, Y. Y., Zhang, Y. F.,, Chen, |, Liu, |, Li, X. ]., Liu, Y. Z,, et al. (2015). Internet-cognitive
behavioral therapy for insomnia (ICBT-i) improves comorbid anxiety and depression—
A meta-analysis of randomized controlled trials. PLoS One, 10(11), e0142258.

Zorick, F.]., & Walsh, J. K. (2000). Evaluation and management of insomnia: An overview. In
Principles and practice of sleep medicine (3rd ed., pp. 615-623). Philadelphia: Saunders.
Zwart, C. A, & Lisman, S. A. (1979a). Analysis of stimulus control treatment of sleep-onset

insomnia. Journal of Consulting and Clinical Psychology, 47(1), 113.

Zwart, C. A., & Lisman, S. A. (1979b). Analysis of stimulus control treatment of sleep-onset

insomnia. Journal of Consulting and Clinical Psychology, 47(1), 113.

1. Traditional CBT-I components and delivery


http://refhub.elsevier.com/B978-0-12-822872-2.00012-8/rf0340
http://refhub.elsevier.com/B978-0-12-822872-2.00012-8/rf0340
http://refhub.elsevier.com/B978-0-12-822872-2.00012-8/rf0340
http://refhub.elsevier.com/B978-0-12-822872-2.00012-8/rf0345
http://refhub.elsevier.com/B978-0-12-822872-2.00012-8/rf0345
http://refhub.elsevier.com/B978-0-12-822872-2.00012-8/rf0345
http://refhub.elsevier.com/B978-0-12-822872-2.00012-8/rf0350
http://refhub.elsevier.com/B978-0-12-822872-2.00012-8/rf0350
http://refhub.elsevier.com/B978-0-12-822872-2.00012-8/rf0350
http://refhub.elsevier.com/B978-0-12-822872-2.00012-8/rf0355
http://refhub.elsevier.com/B978-0-12-822872-2.00012-8/rf0355
http://refhub.elsevier.com/B978-0-12-822872-2.00012-8/rf0360
http://refhub.elsevier.com/B978-0-12-822872-2.00012-8/rf0360
http://refhub.elsevier.com/B978-0-12-822872-2.00012-8/rf0365
http://refhub.elsevier.com/B978-0-12-822872-2.00012-8/rf0365

Adapting Cognitive
Behavioral Therap
for Insomnia

G

Edited by
Sara Nowakowski

Sheila N. Garland

Michael A. Grandner
Leisha J. Cuddihy



ADAPTING
COGNITIVE
BEHAVIORAL
THERAPY
FOR INSOMNIA

Edited by

SARA NOWAKOWSKI
Baylor College of Medicine Medicine-Health Services Research, Houston, TX, United States

SHEILA N. GARLAND
Department of Psychology, Memorial University, St. John’s, NL, Canada

MicHAEL A. GRANDNER

Sleep and Health Research Program, University of Arizona, Tucson, AZ,
United States

Behavioral Sleep Medicine Clinic, Banner - University Medical Center Tucson, Tucson,
AZ, United States
Department of Psychiatry and Medicine, UA College of Medicine, Tucson, AZ, United States

LeisHA ]. CupDIHY
Sleep Disorders Center, Spectrum Health Medical Group, Grand Rapids, MI, United States

ACADEMIC PRESS

An imprint of Elsevier

ELSEVIER



Academic Press is an imprint of Elsevier

125 London Wall, London EC2Y 5AS, United Kingdom

525 B Street, Suite 1650, San Diego, CA 92101, United States

50 Hampshire Street, sth Floor, Cambridge, MA 02139, United States

The Boulevard, Langford Lane, Kidlington, Oxford OXs5 1GB, United Kingdom

Copyright © 2022 Elsevier Inc. All rights reserved.

No part of this publication may be reproduced or transmitted in any form or by any means, electronic
orv mechanical, including photocopying, recording, or any information storage and retrieval system,
without permission in writing from the publisher. Details on how to seek permission, further
information about the Publisher’s permissions policies and our arrangements with organizations such
as the Copyright Clearance Center and the Copyright Licensing Agency, can be found at our website:
www.elsevier.com/permissions.

This book and the individual contributions contained in it are protected under copyright by the
Publisher (other than as may be noted herein).

Notices

Knowledge and best practice in this field are constantly changing. As new research and experience
broaden our understanding, changes in research methods, professional practices, or medical
treatment may become necessary.

Practitioners and researchers must always rely on their own experience and knowledge in evaluating
and using any information, methods, compounds, or experiments described herein. In using such
information or methods they should be mindful of their own safety and the safety of others, including
parties for whom they have a professional responsibility.

To the fullest extent of the law, neither the Publisher nor the authors, contributors, or editors, assume
any liability for any injury and/or damage to persons or property as a matter of products liability,
negligence or otherwise, or from any use or operation of any methods, products, instructions, or ideas
contained in the material herein.

Library of Congress Cataloging-in-Publication Data
A catalog record for this book is available from the Library of Congress

British Library Cataloguing-in-Publication Data
A catalogue record for this book is available from the British Library

ISBN 978-0-12-822872-2

For information on all Academic Press publications
visit our website at https://www.elsevier.com/books-and-journals

Publisher: Nikki Levy

Editorial Project Manager: Barbara Makinster
Production Project Manager: Sreejith Viswanathan
Cover designer: Matthew Limbert

qh Working together
4B 1o grow libraries in

fsevier book 4 developing countries

Typeset by STRAIVE, India www.elsevier.com e www.bookaid.org


http://www.elsevier.com/permissions
https://www.elsevier.com/books-and-journals

ADAPTING
COGNITIVE
BEHAVIORAL
THERAPY
FOR INSOMNIA

Edited by

SARA NOWAKOWSKI
Baylor College of Medicine Medicine-Health Services Research, Houston, TX, United States

SHEILA N. GARLAND
Department of Psychology, Memorial University, St. John’s, NL, Canada

MicHAEL A. GRANDNER

Sleep and Health Research Program, University of Arizona, Tucson, AZ,
United States

Behavioral Sleep Medicine Clinic, Banner - University Medical Center Tucson, Tucson,
AZ, United States
Department of Psychiatry and Medicine, UA College of Medicine, Tucson, AZ, United States

LeisHA ]. CupDIHY
Sleep Disorders Center, Spectrum Health Medical Group, Grand Rapids, MI, United States

ACADEMIC PRESS

An imprint of Elsevier

ELSEVIER



Academic Press is an imprint of Elsevier

125 London Wall, London EC2Y 5AS, United Kingdom

525 B Street, Suite 1650, San Diego, CA 92101, United States

50 Hampshire Street, sth Floor, Cambridge, MA 02139, United States

The Boulevard, Langford Lane, Kidlington, Oxford OXs5 1GB, United Kingdom

Copyright © 2022 Elsevier Inc. All rights reserved.

No part of this publication may be reproduced or transmitted in any form or by any means, electronic
orv mechanical, including photocopying, recording, or any information storage and retrieval system,
without permission in writing from the publisher. Details on how to seek permission, further
information about the Publisher’s permissions policies and our arrangements with organizations such
as the Copyright Clearance Center and the Copyright Licensing Agency, can be found at our website:
www.elsevier.com/permissions.

This book and the individual contributions contained in it are protected under copyright by the
Publisher (other than as may be noted herein).

Notices

Knowledge and best practice in this field are constantly changing. As new research and experience
broaden our understanding, changes in research methods, professional practices, or medical
treatment may become necessary.

Practitioners and researchers must always rely on their own experience and knowledge in evaluating
and using any information, methods, compounds, or experiments described herein. In using such
information or methods they should be mindful of their own safety and the safety of others, including
parties for whom they have a professional responsibility.

To the fullest extent of the law, neither the Publisher nor the authors, contributors, or editors, assume
any liability for any injury and/or damage to persons or property as a matter of products liability,
negligence or otherwise, or from any use or operation of any methods, products, instructions, or ideas
contained in the material herein.

Library of Congress Cataloging-in-Publication Data
A catalog record for this book is available from the Library of Congress

British Library Cataloguing-in-Publication Data
A catalogue record for this book is available from the British Library

ISBN 978-0-12-822872-2

For information on all Academic Press publications
visit our website at https://www.elsevier.com/books-and-journals

Publisher: Nikki Levy

Editorial Project Manager: Barbara Makinster
Production Project Manager: Sreejith Viswanathan
Cover designer: Matthew Limbert

qh Working together
4B 1o grow libraries in

fsevier book 4 developing countries

Typeset by STRAIVE, India www.elsevier.com e www.bookaid.org


http://www.elsevier.com/permissions
https://www.elsevier.com/books-and-journals

Traditional CBT-I

components and
delivery



	Front Cover
	Adapting Cognitive Behavioral Therapy for Insomnia
	Copyright
	Contents
	Contributors
	Preface
	References

	Acknowledgments
	Part 1: Traditional CBT-I components and delivery
	Chapter 1: Standard cognitive behavioral therapy for insomnia (CBT-I): When is the adaptation of CBT-I warranted?
	Introduction
	Components of therapy
	Sleep restriction therapy (SRT)
	Stimulus control therapy (SCT)
	Cognitive therapy (CT)
	Sleep hygiene (SH)

	Efficacy and effectiveness of CBT-I
	Common alternative rules & therapies
	Common alternative rules

	Alternative variants or adjuvants to SRT and SCT
	Conclusion
	References


	Part 2: CBT-I in other sleep disorders
	Chapter 2: CBT-I in patients with obstructive sleep apnea
	Introduction
	Rationale for CBT-I in OSA
	Evidence for the effectiveness of CBT-I in comorbid OSA
	Addressing concerns about CBT-I in comorbid OSA

	Adapting CBT-I in patients with comorbid OSA
	Considerations for assessment of insomnia in patients with suspected OSA
	Treatment planning before initiating CBT-I
	Sleep education
	Time in bed restriction
	Stimulus control
	Cognitive therapy
	Relapse prevention

	Additional components to consider when managing OSA in comorbid OSA
	Motivational enhancement
	Systematic desensitization

	Conclusion
	References

	Chapter 3: CBT-I for patients with phase disorders or insomnia with circadian misalignment
	Case study
	Introduction
	Assessment of phase disorders
	Diagnostic criteria for DSWPD and ASWPD
	Differential diagnosis
	Assessment tools
	Sleep diary
	Chronotype
	Actigraphy
	Dim light melatonin onset (DLMO)
	Clinical interview


	Modifications to CBT-I/BBT-I for patients with circadian rhythm disorders
	Light therapy
	Exogenous melatonin use
	Blue light filtering glasses
	Modifying CBT-I/BBT-I for phase disorders or circadian misalignment
	Healthy sleep practices
	Behavioral components
	Cognitive components
	Relapse prevention
	Cognitive-behavioral therapy+chronotherapeutics
	CBT-I/BBT-I for other CRSWDs


	Treatment course for Jeff
	Conclusion
	References

	Chapter 4: CBT-I for patients with shift work disorder
	Introduction
	Current landscape of treatments for SWD
	Advantages of a behavioral treatment for SWD
	What adaptations have been tried?

	Adapting CBT-I for SWD
	Pathophysiology of SWD
	Considerations when adapting CBT-I for SWD: Toward a mechanistic approach
	Assessment
	Assessing circadian misalignment

	Factors to consider when implementing CBT-I for SWD
	Circadian rhythms
	Sleep scheduling
	Sleep restriction
	Stimulus control
	Sleep hygiene
	Cognitive therapy


	Summary
	References

	Chapter 5: CBT-I for patients with hypersomnia disorders
	Introduction
	A primer of chronic hypersomnia
	Diagnosis
	Pathophysiology
	Epidemiology
	Psychosocial aspects of hypersomnia

	Treatments for chronic hypersomnia
	Pharmacological treatments

	Cognitive and behavioral treatments for hypersomnia
	A cognitive-behavioral program for hypersomnia
	Education about hypersomnia
	Regulating nighttime sleep
	Regulation of daytime naps and activities
	Self-efficacy and self-esteem
	Mindfulness and acceptance

	Conclusions and future directions
	References

	Chapter 6: CBT-I for patients with orthosomnia
	The growing interest in sleep tracking
	Orthosomnia
	How valid are sleep tracking devices?

	Why do patients track their sleep?
	Challenges in CBT-I for patients with orthosomnia
	Adaptation of CBT-I for orthosomnia (Table 1)
	Enhancing adherence to CBT-I in orthosomnia
	Can you use wearable devices among patients who do not have orthosomnia?
	Sample questions/language
	Future directions in sleep wearables in CBT-I
	Summary
	References


	Part 3: CBT-I in psychiatric disorders
	Chapter 7: CBT-I for patients with depression
	Assessment of depression
	Does CBT-I work in people with depression?
	Adaptations to CBT-I for depression
	Conclusions
	References

	Chapter 8: CBT-I for patients with schizophrenia and other psychotic disorders
	Introduction
	The problem
	The patient
	The plan
	Assessment
	Screening tools
	The clinical interview
	Sleep diary

	Core treatment approaches
	Sleep scheduling
	Stimulus control
	Daytime activity

	Additional treatment approaches
	Sleep restriction/compression
	Nightmares
	CPAP compliance


	Conclusion
	References

	Chapter 9: CBT-I for people diagnosed with bipolar disorder: Moving from a disorder-focused to a transdiagnostic concep
	Empirical basis for treatment adaptations
	Bipolar disorder and sleep disturbance
	Development of an insomnia treatment for bipolar disorder
	Description of CBT-I for bipolar disorder
	Sleep diary, functional analysis/case formulation, and goal setting
	Sleep restriction/sleep compression
	Stimulus control
	Circadian approaches
	Interpersonal and social rhythms therapy
	Cognitive approaches
	Behavior change and habit formation
	Relapse prevention and generalization of skills

	Efficacy of CBT-I-BP
	Moving from a disorder-focused approach to a transdiagnostic approach
	Transdiagnostic sleep and circadian intervention (TranS-C)
	Concluding comments
	Acknowledgment
	References

	Chapter 10: CBT-I in patients with alcohol use and cannabis use disorders
	Introduction
	Alcohol and insomnia
	Assessment of the insomnia patient using alcohol
	Effects of alcohol on sleep
	CBT-I in individuals with AUD
	Clinical pearls
	Areas for future consideration

	Cannabis and insomnia
	Assessment of the insomnia patient using cannabis
	Effects of substance use on sleep
	CBT-I in individuals using cannabis
	Clinical pearls
	Areas for future consideration

	Summary
	References


	Part 4: CBT-I in medical disorders
	Chapter 11: CBT-I for patients with chronic pain
	What is chronic pain?
	Assessing sleep in patients with chronic pain
	CBT-I in chronic pain
	Summary
	References

	Chapter 12: CBT-I during and after a cancer diagnosis
	Importance of identifying and treating insomnia in cancer survivors
	Conceptualizing insomnia in cancer survivors
	Predisposing factors
	Precipitating factors
	Hospitalizations
	The effects of cancer diagnosis and treatment
	Emotional distress
	Pain
	Hormonal factors
	Fatigue
	Cognitive impairment

	Perpetuating factors

	Empirical support for CBT-I in cancer
	Important considerations in the delivery of CBT-I in cancer populations
	Overall treatment approach
	Clinical interview and assessment
	Sleep restriction and stimulus control
	Cognitive restructuring
	Relaxation strategies
	Relapse prevention

	Summary
	References

	Chapter 13: CBT-I in patients with a history of traumatic brain injury
	Prevalence and societal costs of traumatic brain injury (TBI)
	How to recognize and diagnose TBI
	Relationship of TBI and sleep disorders
	Insomnia and TBI
	CBT-I in patients with TBI
	Modifications to CBT-I that may improve CBT-I treatment outcomes in patients with TBI
	Cognitive deficits and TBI
	Pain symptoms and TBI
	Mental health symptoms and TBI
	PTSD
	Mood
	Anxiety
	Circadian disruption in patients with TBI
	Conclusions
	References


	Part 5: CBT-I across the lifespan
	Chapter 14: CBT-I for adolescents
	Insomnia in adolescents
	Modifications to treatment of adolescent insomnia
	Specific adaptations for core components of CBT-I in adolescents
	Stimulus control
	Sleep restriction
	Sleep education
	Cognitive restructuring
	Relaxation and mindfulness

	Transdiagnostic approach
	Modes of delivery
	CBT-I and comorbidities
	Conclusion
	References

	Chapter 15: CBT-I in pregnancy
	Sleep changes during pregnancy
	Insomnia during pregnancy
	Consequences of insomnia on maternal and infant outcomes
	Assessment of insomnia in pregnancy
	Treatment of insomnia in pregnancy
	CBT-I in the perinatal period
	Sleeping for two: A five-session protocol for CBT-I in pregnancy
	Understanding sleep problems in the context of pregnancy
	Psychoeducation about sleep in pregnancy
	Sleep restriction
	Stimulus control
	Napping and daytime sleeping
	Sleep hygiene and lifestyle factors
	Cognitive restructuring
	Relaxation strategies
	Relapse prevention

	Conclusion
	References

	Chapter 16: CBT-I for perimenopause and postmenopause
	Introduction
	Overview of menopause
	Conceptualizing insomnia in menopausal women
	Predisposing factors
	Precipitating factors
	Perpetuating factors

	Evidence for CBT-I in midlife women
	Evidence for standard CBT-I
	Evidence for adapted CBT-I

	Adapting CBT-I for menopause
	Conclusions
	References

	Chapter 17: CBT-I for older adults
	Insomnia in older adults
	Evidence for CBT-I in older adults
	Targeted adaptations of CBT-I components for older adults
	Sleep restriction therapy
	Stimulus control
	Sleep hygiene
	Cognitive therapy and relaxation techniques
	Sleep diaries
	Addition of behavioral activation to CBT-I

	Examples of CBT-I for special populations of older adults
	Older adults who require caregiving at home
	CBT-I in community-based programs
	CBT-I informed recommendations for long-term care

	Future directions
	Conclusion
	References


	Part 6: Other special considerations
	Chapter 18: CBT-I in the short sleep duration phenotype
	What is the ISSD phenotype?
	Pathophysiology and clinical features
	Description
	Physiologic hyperarousal
	Clinical characteristics

	Adverse health outcomes
	Cardiometabolic health
	Brain health
	Mental health

	Clinical assessment of the ISSD phenotype
	Diagnostic interview
	Patient-reported outcomes
	Objective sleep measures
	Treatment of the ISSD phenotype
	Proposed approach
	Treatment response
	Potential CBT-I modifications or adaptations
	Future directions
	Summary
	References

	Chapter 19: CBT-I for people who failed CBT-I
	Introduction
	When CBT-I fails
	The limitations of CBT-I in a real-world setting
	When is CBT-I not indicated in the first place?
	When does CBT-I fail?

	Approaching patients who failed CBT-I
	Approaching patients who mistook sleep hygiene for CBT-I
	Approaching patients who have tried and failed online CBT-I
	Approaching patients who have attempted CBT-I with a prior therapist and did not see benefit
	Approaching patients who have completed CBT-I but relapsed

	Specific strategies for addressing patients who have failed CBT-I
	Instilling confidence and building rapport
	Considering additional assessment
	Dealing with medications
	When sleep restriction is not advisable
	When patients have difficulty getting out of bed
	When patients have difficulty adhering to a schedule
	When nighttime awakenings persist
	When sleep fragmentation limits progress
	Returning to first principles

	Working with difficult patients
	Why patients can be difficult
	When patients feel like they are not heard
	When patients do not believe in therapy
	When patients feel like they are being taken advantage of
	When patients have trouble understanding therapy

	Summary and recommendations
	References

	Chapter 20: CBT-I in patients who wish to reduce use of hypnotic medication
	Introduction
	Hypnotic medication use
	Effects of CBT-I on hypnotic medication use

	Collaboration with medication prescribers
	Timing of hypnotic medication reduction
	Schedule of reduction
	Our protocol

	Use of CBT-I and behavioral principles
	Homeostatic sleep drive/time in bed restriction
	Cognitive approaches/beliefs about sleep
	Contingent reinforcement of beliefs/behavioral approaches
	General psychotherapy principles

	Conclusions
	References


	Index
	Back Cover



