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Abstract
This review aims to compile interventions targeting social rhythms to reduce symptoms, regulate sleep, and improve functioning 
in bipolar disorder. Factors influencing relapse in bipolar disorder include stressful life events, nonadherence to pharmacological 
treatment, and disruptions in social rhythms. Although the findings are inconsistent, bright light therapy, as a chronotherapeutic 
intervention, appears to be an effective and safe adjunctive treatment, particularly during depressive episodes of bipolar disorder. On 
the other hand, interventions implemented during manic episodes, such as dark therapy and the use of blue light-blocking glasses, 
have been found to reduce manic symptoms, improve sleep quality, and decrease the need for pharmacological treatment. In terms 
of psychotherapeutic interventions, CBT-I has been associated with higher depression remission rates, reduced use of anxiolytics, 
decreased insomnia severity, and fewer maladaptive sleep-related cognitions. Furthermore, CBT-I adapted for bipolar disorder (CBT-I-
BD) has been shown to reduce insomnia severity, the frequency of manic/hypomanic episodes, and the use of psychotropic medication 
for sleep among individuals diagnosed with BD. Interpersonal and Social Rhythm Therapy (IPSRT), whether delivered individually 
or in group formats, has been found to reduce both depressive and manic symptoms, improve social rhythm regularity, and enhance 
overall functioning. In conclusion, approaches targeting circadian rhythms show promise, particularly in treatment-resistant cases of 
bipolar disorder, due to their rapid effects and neurobiological basis. However, further scientific data are needed, especially in areas 
such as standardized intervention protocols, larger sample sizes, and long-term follow-up of clinical outcomes.
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Bipolar Bozuklukta Sosyal Ritim ve Sosyal Ritmi Düzenlemeye Yönelik 
Müdahaleler

Özet
Bu derlemede, bipolar bozuklukta semptomları azaltmak, uykuyu düzenlemek ve işlevselliği artırmak için sosyal ritimleri ele alan 
müdahaleleri derlemek amaçlanmıştır. Bipolar bozuklukta nüksü etkileyen faktörler; stresli yaşam olayları, ilaç tedavisine uyumsuzluk 
ve sosyal ritimlerdeki bozulmalardır. Kronoterapötik müdahalalerden olan parlak ışık terapisi ile ilgili tutarsız sonuçlar olsa da bipolar 
bozukluğun özellikle depresif dönemlerinde etkili ve güvenli bir tamamlayıcı müdahale yöntemi olabileceği görülmektedir. Öte yandan, 
manik dönemlerde uygulanan karanlık terapisi ve mavi ışık filtreleyici gözlük kullanımı gibi müdahalelerin, manik semptomlarda 
azalma sağladığı, uyku kalitesini artırdığı ve farmakolojik tedavi gereksinimini azalttığı bulunmuştur. Psikoterapötik müdahaleler 
incelendiğinde ise, BDT-I uygulandıktan sonra, depresyon remisyon oranının daha yüksek olduğu, anksiyolitik kullanımında, 
uykusuzluk şiddetinde ve uykuya ilişkin olumsuz düşüncelerde azalma olduğu belirlenmiştir. BDTI-BD ise bipolar bozukluk tanısı 
olan bireylerde uykusuzluk şiddeti, manik/hipomanik atakların sıklığını ve uyku için psikotrop ilaç kullanımını azaltmıştır. Kişilerarası 
ilişkiler ve Sosyal Ritim Terapisinin de (KİSRT) hem bireysel hem de grup formatında uygulanarak, depresif ve manik semptomlarda 
azalma, sosyal ritim düzenliliğinde iyileşme ve işlevsellikte artış sağlayabildiği görülmektedir. Sonuç olarak, sirkadiyen ritmi hedef 
alan yaklaşımlar, özellikle farmakolojik tedavilere direnç gösteren bipolar bozukluk olgularında, hızlı etki göstermesi ve nörobiyolojik 
temellere dayanması açısından umut vaat etmektedir. Ancak, daha geniş örneklemli, müdahale protokollerinin standardizasyonu ve 
klinik etkilerin uzun dönem takibi gibi alanlarda daha fazla bilimsel veri gereklidir. 
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INTRODUCTION
Bipolar disorder is a major mood disorder 
characterized by fluctuating manic and 
depressive symptoms over time. The emotional 
burden of the disease, along with cognitive, 
psychosocial, and occupational dysfunctions, 
can lead to increased suicide rates, comorbid 
medical conditions, and early mortality. 
Although genetics play an important role in the 
etiology of the disease, environmental factors 
are also known to significantly influence its 
course. The onset typically occurs between the 
ages of 15 and 25, with approximately 75% 
of the symptomatic course characterized by 
depressive episodes or symptomatology (1,2).
Factors influencing the recurrence of 
bipolar disorder include stressful life events, 
medication noncompliance, and disruptions in 
social rhythms (3,4). Psychosocial stress has 
been shown to have profound effects on the 
onset and course of the disease, with severe life 
events being associated with critical periods 
and the onset of bipolar disorder. While the role 
of psychosocial stress factors and medication 
noncompliance in triggering relapse is well 
established, the role of social rhythms remains 
less understood (5). Disruptions in social 
rhythms can trigger a relapse, which is further 
exacerbated by disturbances in biological 
rhythms, particularly sleep. Circadian and sleep/
wake cycle processes can be controlled through 
chronotherapeutic and psychotherapeutic 
approaches. Psychological treatments and 
chronotherapeutic interventions applied to 
individuals diagnosed with bipolar disorder 
are known to reduce the risk of recurrence 
(6,7). This article aims to discuss interventions 
targeting social rhythms in individuals 
diagnosed with bipolar disorder to address 
mood regulation and highlight the importance 
of these interventions in the treatment and care 
process.

Social Rhythm Theory in Bipolar Disorder 
Ehlers (1988) defines social rhythms as social 
relationships, social demands, or tasks that 
influence the regulation of biological rhythms. 
The Social Zeitgeber Theory suggests that 
stressful life events, by disrupting the timing of 
"social zeitgebers" such as sleep time, wake time, 
and mealtimes, may lead to circadian rhythm 

disturbances, which can trigger mood episodes 
in individuals predisposed to the disorder. The 
term “zeitgeber,” derived from German, means 
"time giver," where "zeit" means time, and 
"geben" means to give. "Social timekeepers," or 
zeitgebers, are social conditions that influence 
circadian rhythms, such as sleep-wake cycles 
(8). Some external stimuli (zeitgebers) have 
the capacity to synchronize biological clocks 
and adjust bodily rhythms. The most potent 
physical zeitgeber is light, while social 
relationships and the environment also play a 
significant role in the regulation of circadian 
rhythms (9,7). Lifestyle activities, including 
sleep-wake hours, mealtimes, and social 
interactions, affect social rhythms. According 
to the social zeitgeber theory, changes in mood 
occur because of societal events and disrupt 
social rhythms. Disruptions in social rhythms, 
in turn, can cause significant disturbances in 
circadian rhythms. Social rhythms are involved 
in neurohormonal processes such as the 
regulation of cortisol and melatonin secretion, 
which are responsible for circadian rhythms 
(1). All biological processes work cyclically, 
but they require certain triggers to maintain 
their rhythms. These are synchronized with a 
24-hour cycle driven by the light/dark cycle, 
mediated through the suprachiasmatic nucleus 
located in the hypothalamus. Individuals 
diagnosed with bipolar disorder are more 
sensitive to the cognitive and somatic effects of 
disrupted social rhythms (10,11).

It has been stated that disruptions in social 
rhythms following stressful life events can 
lead to disturbances in biological rhythms, as 
well as disrupt sleep, potentially contributing 
to depressive disorders. Furthermore, the 
Social Zeitgeber Theory has been shown to be 
effective in explaining manic and hypomanic 
episodes in individuals with bipolar disorder 
(12). Modern living conditions, including 
the 24-hour continuous fast-paced urban life, 
flexible working hours due to intense work 
schedules, shift work, and delayed meal and 
sleep times caused by the busyness of the day, 
are known to disrupt the rhythm regulated by 
the rising and setting of the sun (8). 

The circadian clock maintains 24-hour rhythms 
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even in the absence of external stimuli. The 
circadian pacemaker is in the suprachiasmatic 
nucleus of the brain. It regulates the activity of 
peripheral clocks through the neuroendocrine 
and autonomic nervous systems. Circadian 

rhythm disturbances can occur due to external 
stimuli or because of dysfunction in the 
hypothalamus (suprachiasmatic nucleus). 
Figure 1 shows the impact of internal and 
external factors on affective episodes (12).

Figure 1. A model of the social zeitgeber theory 

It is taken from the article titled "The Social 
Zeitgeber Theory, Circadian Rhythms, and 
Mood   Disorders: Review and Evaluation.

Intervention for Regulating Social Rhythm 
in Bipolar Disorder
Bright light and dark therapy
Bright light therapy regulates circadian rhythm 
timing by suppressing melatonin production. 
Seasonal affective disorder is defined as a re-
curring major depression that begins every 
fall or winter and spontaneously improves in 
the spring. It has been observed that bright 
light therapy produces a strong antidepressant 
response within 3-4 days, and this response 
quickly dissipates after withdrawal of bright 

light or switching to a non-bright light device 
(13,7). Bright light therapy is known to be ef-
fective in the treatment of both seasonal and 
non-seasonal major depressive disorder, either 
as a monotherapy or as an adjunct to antidepres-
sants (14). The daily exposure duration typical-
ly ranges from 15-30 minutes in the morning 
and midday. Light devices should generally be 
applied at eye level, at 12-13 inches (30 to 33 
cm), with an intensity of 7,000 to 10,000 lux (a 
measure of light intensity dependent on the dis-
tance from the light source). Hypomanic symp-
toms that arise during the treatment period can 
be prevented by reducing the daily exposure 
duration (15,7).	
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Bright light therapy has been employed as a 
complementary intervention during the depres-
sive episodes of bipolar disorder. In a random-
ized controlled trial conducted by Zhou et al. 
(2018), bright light therapy was administered 
to individuals diagnosed with bipolar disorder 
for one hour each morning over a two-week 
period. The findings indicated that this inter-
vention was an effective and safe adjunctive 
treatment during depressive episodes (16). 
Similarly, in a randomized controlled study by 
Sit et al. (2018), individuals with bipolar I and 
II disorder experiencing depressive episodes 
received white bright light therapy (7000 lux). 
The results demonstrated significantly lower 
depression scores and higher remission rates at 
weeks 4 to 6, supporting the efficacy of bright 
light therapy in bipolar depression (17). Kupeli 
et al. (2018) also assessed the effectiveness of 
bright light therapy in individuals with bipolar 
disorder during depressive episodes. In their 
study, participants received bright light thera-
py (10000 lux) for 30 minutes each morning 
over a two-week period, resulting in a signifi-
cant reduction in depression scores. Headaches 
were reported as a side effect (18). These find-
ings suggest that bright light therapy may ex-
ert beneficial effects at varying intensities and 
durations. In a study conducted by Benedetti et 
al. (2007), an intervention protocol combining 
sleep deprivation and low-intensity light ther-
apy was applied to individuals in the depres-
sive phase of bipolar disorder. The intervention 
consisted of three 36-hour periods of continu-
ous wakefulness followed by three nights of 
normal sleep. Additionally, participants were 
exposed to light at an intensity of 400 lux for 
30 minutes. Approximately two-thirds of the 
intervention group exhibited clinically signifi-
cant reductions in depression levels from day 
one to day seven (19). On the other hand, the 
literature also reveals that bright light therapy 
does not always yield positive outcomes. In a 
study involving hospitalized adolescents diag-
nosed with major depressive disorder, bright 
light therapy (10000 lux) was administered in 
addition to routine treatment over a four-week 
period. No significant superiority was found for 
bright light therapy compared to placebo red 
light therapy (20). Similarly, in a study by Cho-
jnacka et al. (2016) involving individuals diag-

nosed with bipolar disorder in the depressive 
phase, bright light therapy was applied for two 
weeks. While improvements were observed, no 
statistically significant differences emerged be-
tween the intervention and control groups (21).

In the literature, it has been reported that the 
application of darkness therapy to patients in 
rapid cycling or manic episodes leads to a re-
duction in manic symptoms, a decreased need 
for antipsychotic medication, and shorter hos-
pitalization durations. Additionally, the use of 
glasses that filter blue wavelengths can cre-
ate an “artificial darkness,” which facilitates 
melatonin secretion and promotes the onset of 
sleep (22,6). Laboratory studies have provided 
significant insights into the neural pathways 
responsible for light input. Intrinsically photo-
sensitive retinal ganglion cells (ipRGCs) natu-
rally contain light-sensitive pigments. These 
ipRGCs can interact with melatonin and influ-
ence mood in bipolar disorder. Research has 
shown that ipRGCs are particularly sensitive to 
blue light (8,23,24). In individuals diagnosed 
with bipolar disorder during manic episodes, 
the use of blue light-blocking glasses over a 
seven-day period has been associated with a re-
duction in manic symptoms. These individuals 
also demonstrated higher sleep efficiency and 
quality, as well as a decreased need for pharma-
cological intervention (25,26). The researchers 
suggest that blue light-blocking glasses may 
serve as an effective and beneficial interven-
tion to support sleep regulation in hospitalized 
patients experiencing manic episodes (26). 
Similarly, in a study conducted by Barbini et al. 
(2005), darkness therapy was administered as 
an adjunct to routine treatment for individuals 
in a manic episode. Participants receiving dark-
ness therapy showed a more rapid reduction in 
manic symptoms compared to those receiving 
medication alone, and they were discharged 
earlier. These findings indicate that darkness 
therapy may hold potential as an adjunctive in-
tervention to alleviate manic symptoms during 
manic episodes (27). In a systematic review, 
blue light-blocking glasses were reported to be 
an effective intervention for facilitating sleep 
onset in individuals with sleep disorders, jet 
lag, and shift work schedules (24).
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A review by Swanson et al. (2025) on chrono-
therapeutic interventions (e.g., bright light and 
dark therapy) in psychiatric disorders indicated 
that while these treatments show promise, cur-
rent research is constrained by  small sample 
sizes and a limited focus on depression. The au-
thors underscored the necessity of conducting 
larger studies to improve the generalizability of 
findings and to refine treatment protocols for 
the development of  individualized treatment 
approaches (28).

Sleep deprivation
Sleep deprivation can be a rapid, effective, and 
short-term option for individuals with depres-
sive symptoms. After sleep deprivation, a rapid 
improvement in mood can be observed, which 
highlights the importance of the mechanisms 
within the circadian rhythm that regulate sleep 
in the onset of depression. The antidepressant 
effect of sleep deprivation on depressive symp-
toms is closely related to serotonergic, norad-
renergic, and dopaminergic mechanisms within 
the circadian system. Mood improvement 
achieved through sleep deprivation may also 
result in a reduction in depression. The reduc-
tion of REM sleep and the application of sleep 
deprivation have antidepressant properties (29, 
30). 

Sleep deprivation therapy is implemented in 
various forms as an adjunctive intervention 
aimed at the rapid reduction of depressive 
symptoms. The types of application are classi-
fied as total sleep deprivation, partial sleep de-
privation, sleep phase advancement, and sleep 
phase delay. In total sleep deprivation, individ-
uals are required to remain awake for approxi-
mately 36 hours, typically from the morning 
of one day until the evening of the following 
day. In partial sleep deprivation, sleep duration 
is restricted to either the first or second half of 
the night, generally limited to 4–5 hours. Sleep 
phase advancement is an intervention follow-
ing total sleep deprivation, in which sleep times 
are systematically shifted earlier by one hour 
each day, with the goal of achieving a normal 
nocturnal sleep schedule (23:00–06:00). This 
method is frequently used as a relapse preven-
tion strategy. In sleep phase delay, time spent 
in bed initially occurs between 02:00 and 07:00 

and is then advanced by 30 minutes daily un-
til the target sleep phase is reached. Although 
sleep deprivation therapy has been shown to 
produce rapid antidepressant effects within the 
first 24–48 hours following the intervention, it 
has also been noted that the subsequent return 
to regular sleep may diminish these clinical 
effects. According to the literature, total sleep 
deprivation is reported to be the most effective 
method in terms of antidepressant efficacy (31). 
Circadian rhythm-targeted interventions in 
the treatment of the depressive phase of bipo-
lar disorder have attracted attention, particu-
larly due to their rapid onset of action. In this 
context, the study conducted by Barbini et al. 
(1998) demonstrated that three sessions of total 
sleep deprivation administered to individuals 
experiencing a major depressive episode pro-
duced different clinical effects depending on 
the diagnostic subtype of mood disorder. The 
three sessions of total sleep deprivation yielded 
more favorable clinical outcomes in individu-
als with bipolar disorder and those experienc-
ing a single episode. Notably, unipolar patients 
showed worse depression scores following the 
three total sleep deprivation sessions compared 
to the other groups (32). In a separate study, 
Benedetti et al. (2001) aimed to examine the 
role of dopaminergic enhancement in sleep 
deprivation therapy. They combined three con-
secutive sessions of total sleep deprivation with 
amineptine, a dopamine reuptake inhibitor, in 
individuals diagnosed with bipolar depression. 
Although significant improvements in mood 
scores were observed following the first two 
deprivation sessions, no significant difference 
was found between the medication and placebo 
groups by the end of the intervention (33). In 
contrast, Colombo et al. (2000) highlighted the 
importance of combination therapies by dem-
onstrating that the efficacy of total sleep de-
privation was enhanced when combined with 
lithium and bright light therapy (34).

Studies evaluating the long-term effects of 
combined circadian interventions have also 
drawn attention. Wu et al. (2009), in a study 
combining total sleep deprivation, bright light 
therapy, and sleep phase advance as an ad-
junct to antidepressant treatment, reported that 
the antidepressant effect—initiated within 48 
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hours—was maintained over a 7-week period 
(35). Similarly, in a study conducted by Sik-
kens et al. (2019) involving individuals with 
both unipolar and bipolar depression, com-
bined chronotherapeutic interventions yielded 
rapid and significant clinical responses, even 
in treatment-resistant depression (36). A sys-
tematic review conducted by D’Agostino et al. 
(2020), which analyzed 25 studies involving 
Triple Chronotherapy (Total Sleep Deprivation 
+ Sleep Phase Advance + Bright Light Ther-
apy) protocols, concluded that this approach 
represents an effective and safe adjunctive 
treatment option, with reported improvements 
in depression scores ranging from 50% to 84% 
and remission rates between 33% and 77%. 
However, the authors emphasized the need for 
further randomized controlled trials to assess 
the sustainability and generalizability of these 
effects (37).

Pharmacological treatments affecting circa-
dian rhythms and the role of melatonin
It has been suggested that psychotropic drugs 
may affect sleep through mechanisms such as 
regulating the activity of the suprachiasmatic 
nucleus, aligning the sleep/wake cycle, and 
stabilizing biological rhythms. Specifically, 
lithium has been shown to affect the suprachi-
asmatic nucleus through the inhibition of Gly-
cogen Synthase Kinase-3 Beta (GSK-3β) (6). 
In addition, lithium promotes the rapid pro-
teasomal degradation of the nuclear receptor 
Rev-erbα, leading to the activation of the core 
clock gene Bmal1. A lithium-insensitive form 
of Rev-erbα interferes with circadian gene ex-
pression, highlighting the importance of Rev-
erbα stability as a biological target of lithium 
therapy (38).

Selective serotonin reuptake inhibitors (SS-
RIs) have also been shown to influence circa-
dian rhythms by regulating the suprachiasmatic 
nucleus. Moreover, the two-week latency typi-
cally observed before SSRIs exert their antide-
pressant effects aligns with the time required 
to re-regulate the disrupted circadian clock 
and rhythm. Fluoxetine has been shown to 
modulate the circadian system in depression 
by advancing the phase activation of suprachi-
asmatic nucleus neurons (6). N-Acetyl-5-me-

thoxytryptamine (Melatonin) is a natural hor-
mone first identified in 1958, secreted by the 
pineal gland during the night. Its secretion level 
is regulated through the suprachiasmatic nu-
cleus, reaching a peak during the night, while 
it is typically undetectable during the day. By 
transmitting photoperiodic information to the 
body’s organ systems and peripheral clocks, 
it supports the phase adjustment of the body’s 
circadian rhythms (39). Melatonin levels are 
most measured in blood or saliva. In addition 
to its role as a significant chronobiotic agent, 
it also possesses sleep-promoting, antioxidant, 
anti-apoptotic, immune-enhancing, and onco-
static properties (40). Melatonin, which plays 
a role in the initiation of sleep, begins approxi-
mately 2 hours before the usual bedtime, mark-
ing the onset of evening sleep. It peaks around 
02:00-03:00 AM. With the onset of sleep, mel-
atonin levels rise at night and decrease in the 
morning. Melatonin is known to help initiate 
sleep by activating gamma-aminobutyric acid 
(GABAergic) mechanisms in the suprachias-
matic nucleus. While melatonin use has been 
observed to increase sleep duration and quality, 
drowsiness and sedation are the most common 
side effects. Depressive symptoms and suicidal 
thoughts may also be observed as side effects 
(Gottlieb et al., 2019). In this context, agomel-
atine—a novel antidepressant with proven ef-
ficacy in major depressive disorder—acts both 
as an agonist at melatonergic MT1 and MT2 re-
ceptors and as an antagonist at 5-HT2C recep-
tors. Animal studies have shown that agomela-
tine increases noradrenaline and dopamine in 
the frontal cortex, restores disrupted circadian 
rhythms, and exerts antidepressant effects. Its 
therapeutic action is believed to stem from the 
synergy between melatonergic and serotoner-
gic modulation in the suprachiasmatic nucleus, 
highlighting its dual chronobiotic and antide-
pressant role (41).

Disruptions in the melatonin secretion rhythm 
have been observed in individuals with bipolar 
disorder, with melatonin levels particularly re-
duced during depressive episodes. In line with 
this, a study conducted by Li et al. (2024) mea-
sured melatonin levels using saliva samples 
collected over two days from individuals di-
agnosed with depression and bipolar disorder 
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and examined their association with anhedonia. 
The findings indicated that the peak phase of 
melatonin secretion was delayed in the depres-
sion group, that the rhythm differed from that 
observed in bipolar disorder, and that this dif-
ference was associated with anhedonia (42). 
The therapeutic potential of melatonin and 
similar agents has been investigated, particu-
larly as adjunctive treatment options in bipolar 
disorder. In a study by Mahableshwarkar et al. 
(2017), individuals with a diagnosis of bipolar 
I disorder were administered sublingual ramelt-
eon (0.1 mg/day) in addition to their ongoing 
treatment. The results showed no significant 
difference between the ramelteon and placebo 
groups (43). Similarly, a meta-analysis by Ki-
shi et al. (2019) reviewed studies involving the 
use of ramelteon and melatonin. The analy-
sis found that ramelteon did not significantly 
differ from placebo in terms of recurrence of 
manic/hypomanic or mixed episodes, sleep 
quality, depressive symptoms, quality of life, 
or side effects such as headache, insomnia, 
somnolence, anxiety, and dizziness. However, 
ramelteon was found to significantly reduce 
recurrence related to depressive episodes com-
pared to placebo (44). Studies focusing on the 
effects of melatonin on manic symptoms have 
yielded mixed results. In a placebo-controlled 
study conducted by Moghaddam et al. (2020), 
the efficacy of adjunctive melatonin treatment 
was evaluated in individuals with bipolar dis-
order experiencing acute manic episodes, in 
combination with lithium and risperidone. The 
study found that melatonin led to significant 
improvements in manic symptoms and overall 
clinical status, suggesting that it may be an ef-
fective adjunct in the treatment of acute mania 
(45). However, a study by Quested et al. (2021) 
evaluated the safety of melatonin in the treat-
ment of manic and hypomanic episodes in bi-
polar disorder and reported that melatonin did 
not produce a significant therapeutic effect on 
these episodes over a three-week treatment pe-
riod. The authors also noted the small sample 
size as a limiting factor (46). In another study 
by Bersani et al. (2000), patients diagnosed 
with bipolar I disorder who were undergoing 
antimanic treatment were administered 3 mg of 
melatonin for four weeks to address treatment-
resistant insomnia. A significant reduction in 

manic symptoms was observed following the 
intervention (47). Conversely, an eight-week 
study by Romo-Nava et al. (2014) involving 
individuals with bipolar I disorder found no 
significant difference between the intervention 
and control groups following the administra-
tion of 5 mg melatonin (48).

Overall, while melatonin and similar agents 
appear to offer potential benefits in managing 
depressive symptoms and sleep-related distur-
bances in bipolar disorder, findings regarding 
their effects on manic and hypomanic symp-
toms remain inconsistent.

Cognitive behavioral therapy for insomnia 
protocol (CBT-I)
Cognitive Behavioral Therapy for Insomnia 
(CBT-I) has been observed to be used in regu-
lating sleep in various psychiatric disorders 
such as bipolar disorder, depression, psychotic 
disorders, alcohol use disorder, and post-trau-
matic stress disorder (49). Benzodiazepines 
and antidepressant medications are commonly 
used in the treatment of sleep disorders (50). 
Although these pharmacological treatments are 
frequently used, they are known to have many 
disadvantages (51). Considering the long-term 
effectiveness, treatment approaches that do not 
rely on pharmacological methods are gaining 
prominence. Among these psychosocial inter-
ventions, Cognitive Behavioral Therapy for In-
somnia Protocol is frequently used in the treat-
ment of insomnia disorder (52,53). 

In CBT-I interventions, the treatment process 
typically ranges from 4 to 8 sessions, with each 
session lasting between 60 and 120 minutes. 
The number and duration of sessions may vary 
depending on individual factors such as the cli-
ent’s educational level and the severity of the 
sleep disorder. Within the framework of the 
CBT-I protocol, a comprehensive approach is 
adopted, incorporating various techniques such 
as cognitive interventions, stimulus control, 
sleep restriction, and relaxation techniques. 
An examination of session content reveals that 
the first session primarily focuses on the cli-
ent’s reason for seeking treatment, involving a 
comprehensive assessment that addresses the 
potential medical and psychological origins 
of sleep problems. At this stage, the treatment 
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method is explained to the client, and the prac-
tice of maintaining a sleep diary is initiated. 
The graphical analysis of the sleep diary aims 
to enhance the client’s awareness of their sleep 
patterns. In the second session, dysfunctional 
sleep behaviors are identified based on the data 
is collected from the client's sleep diary, and an 
individualized intervention plan is developed 
accordingly. During this session, stimulus con-
trol and sleep restriction techniques are also 
introduced, and clients are instructed to imple-
ment these techniques as homework. The third 
session addresses the concept of sleep hygiene, 
and lifestyle adjustments tailored to the client’s 
specific circumstances are developed. In the 
fourth session, previous interventions are re-
viewed, difficulties encountered are evaluated, 
and the treatment is adjusted accordingly. The 
fifth session focuses on cognitive components, 
aiming to identify and restructure dysfunctional 
beliefs and thoughts related to sleep. Through-
out the process, interventions such as stimulus 
control techniques, sleep restriction, relaxation 
exercises, and cognitive restructuring are em-
ployed as core components (54).

In recent years, the effects of CBT-I on insom-
nia comorbid with psychiatric disorders have 
been increasingly investigated. This growing 
interest stems from the fact that the coexistence 
of insomnia with psychiatric conditions has 
been associated with more severe psychiatric 
symptoms, and some studies have suggested 
that CBT-I may have beneficial effects not 
only on insomnia but also on accompanying 
psychiatric symptoms (55). For instance, in in-
dividuals newly diagnosed with depression or 
bipolar disorder who also experience insomnia, 
a four-session CBT-I intervention has been as-
sociated with higher depression remission rates 
and reduced use of anxiolytics. Furthermore, a 
decrease in negative cognitions related to sleep 
has also been observed (56).

In a meta-analysis conducted by Hertenstein 
and colleagues (2022), the effectiveness of 
CBT-I was examined in individuals with co-
occurring psychiatric disorders and insomnia. 
The findings indicated that CBT-I significantly 
reduced the severity of insomnia and also led to 
improvements in depressive symptoms follow-

ing treatment. Moreover, in individuals diag-
nosed with bipolar disorder, CBT-I was found 
to significantly decrease insomnia severity (49). 
Another meta-analysis conducted by Uğurlu et 
al. (2025) evaluated the effectiveness of CBT-
I in individuals with psychotic disorders. This 
study included research involving individuals 
diagnosed with bipolar disorder or unipolar de-
pression with psychotic features, who had been 
experiencing sleep problems for at least one 
month and were receiving treatment. The find-
ings revealed that CBT-I significantly reduced 
insomnia symptoms and improved sleep qual-
ity both in the short and long term among indi-
viduals with psychotic disorders. Additionally, 
it was reported that CBT-I contributed to the 
reduction of psychotic symptoms and enhance-
ment of overall psychological well-being in the 
short term (57).

CBT-I has been modified for individuals di-
agnosed with bipolar disorder. By incorporat-
ing techniques from interpersonal and social 
rhythm therapy, chronotherapy, and motiva-
tional interviewing, CBT-I has been adapted 
to create CBTI-BD, aimed at regulating mood 
and sleep, as well as improving functionality in 
individuals with bipolar disorder (7). The core 
components of this method include functional 
assessment/case formulation, goal setting, mo-
tivational interviewing, and education on sleep 
and circadian rhythms (6). In a study conduct-
ed by Harvey et al. (2015), a bipolar disorder-
specific adaptation of CBT-I, known as CBTI-
BD, was implemented in individuals diagnosed 
with Bipolar I Disorder who were also experi-
encing insomnia. The group that received eight 
sessions of CBTI-BD demonstrated lower rates 
of hypomanic/manic episode recurrence com-
pared to those in the psychoeducation group. 
Additionally, participants in the CBTI-BD 
group showed a significant reduction in insom-
nia severity and improvements in sleep quality 
(23). Similarly, Swagemakers and colleagues 
(2021) applied a seven-session group-based 
CBTI-BD intervention to individuals diag-
nosed with Bipolar I or II Disorder. Their find-
ings indicated a significant decrease in insom-
nia severity from pre- to post-treatment. More-
over, throughout the group CBTI-BD program, 
mood episode recurrence was prevented, and 



33

Ayar Y. & Şahin Tokatlıoğlu T.
Social Rhythm in Bipolar Disorder and Interventions to Regulate Social Rhythm

the total number of nights during which psy-
chotropic medications were used for sleep was 
reduced (58).

Interpersonal and social rhythm therapy 
(IPSRT) 
Interpersonal and Social Rhythm Therapy (IP-
SRT) is an intervention designed for individuals 
diagnosed with bipolar disorder, whose mood 
regulation processes are marked by variability 
(59). The approach integrates principles from 
both interpersonal psychotherapy and social 
rhythm therapy. Grounded in the social zeit-
geber theory, IPSRT emphasizes the complex 
relationship between psychological symptoms 
and stress arising from interpersonal relation-
ships (60).

The primary objective of IPSRT is to regulate 
daily rhythms and enhance mood stability by es-
tablishing consistent sleep hygiene (59). Thera-
peutic sessions typically last approximately 45 
minutes and are conducted on a weekly basis. 
The duration of the intervention may vary from 
several weeks to several months, depending on 
the individual's clinical needs. The therapy is 
delivered across four distinct phases: the initial 
phase, the intermediate phase, the maintenance 
phase, and the termination phase (61,62,63). 
In the initial phase of IPSRT, a comprehensive 
clinical history is first obtained, which includes 
an assessment of interpersonal problem areas 
and the provision of psychoeducation about 
the patient's disorder. A timeline of significant 
life events  is constructed to analyze the char-
acteristics of past mood episodes, including 
their duration, triggering factors, and treatment 
modalities. To contextualize the patient's expe-
rience, an analysis of key individuals in their 
life—both past and present—is conducted to 
better understand their interpersonal dynam-
ics. The relationship between mood symptoms 
and interpersonal disruptions is also thoroughly 
assessed (61,62,63). During the intermediate 
phase, therapeutic efforts focus on stabiliz-
ing key variables such as  sleep-wake cycles, 
mealtime regularity, and work schedules. For 
patients with significant variability in sleep 
duration or timing, interventions are aimed at 
standardizing these rhythms. Similarly, irregu-
lar eating patterns are restructured, and social 

interactions are adjusted to a balanced level, 
avoiding both excessive engagement and so-
cial withdrawal. The reduction of overstimu-
lating activities is also a key objective. Simul-
taneously, structured strategies are developed 
to address ongoing interpersonal difficulties 
(61,62,63). The maintenance phase is centered 
on the application of acquired skills to sustain 
stable social and biological rhythms. Patients 
are encouraged to preserve this stability, par-
ticularly during transitional periods like job 
changes, holidays, or unexpected stressors. 
The primary focus is to maintain consistency 
in daily routines and to enhance the patient's 
self-awareness of their internal and external 
rhythms (61,62,63). Finally, the termination 
phase involves a comprehensive review of the 
patient's progress. Interpersonal functioning 
is re-evaluated, and relapse prevention strate-
gies are developed to help patients identify and 
respond to early warning signs of a potential 
mood episode. This final stage is typically 
carried out gradually over four to six months 
through structured follow-up sessions, mark-
ing the conclusion of the therapeutic process 
(61,62,63).

Several randomized controlled trials have been 
conducted in the literature regarding Interper-
sonal and Social Rhythm Therapy (IPSRT). 
In a study by Swartz et al. (2012), individuals 
with bipolar II depression who had not previ-
ously used medication were assigned to receive 
either IPSRT or quetiapine. No significant dif-
ferences in outcomes were observed between 
IPSRT monotherapy and quetiapine treatment 
over a 12-week follow-up period. The authors 
suggested that future studies should investigate 
the characteristics of individuals who respond 
differentially to psychotherapy versus phar-
macotherapy (64). In another study involving 
adolescents diagnosed with bipolar disorder, 
the addition of IPSRT or supportive care to 
pharmacological treatment resulted in reduc-
tions in depressive and manic symptoms and 
improvements in social functioning (65). How-
ever, in a subsequent 78-week long-term fol-
low-up study conducted by the same research 
team, the addition of IPSRT to pharmacologi-
cal treatment did not yield significant improve-
ments in depression or mania scores (66). This 
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finding highlights the need for further research 
into the long-term efficacy of IPSRT. Nonethe-
less, a group-based IPSRT study by Bouwkamp 
et al. (2013) reported positive outcomes at a 
one-year follow-up, including reductions in 
depressive symptoms, increased regularity of 
social rhythms, and fewer hospital admissions 
(67). Similarly, in another group-format IPSRT 
study investigating its effects on bipolar de-
pression, two individual and six group sessions 
were administered. The results indicated symp-
tom reduction, which persisted over a 12-week 
period (68). A study conducted by Crowe et al. 
(2020) found that the combination of IPSRT 
and medication management over an 18-month 
period did not significantly affect relapse rates 
but did lead to improvements in functional out-
comes (69). In a separate study by the same 
authors, individuals with major depressive 
disorder who received IPSRT over a 12-month 
period demonstrated improvements in depres-
sive symptoms and functioning compared to 
baseline (70). In another study by Moot et al. 
(2021), approximately 24 sessions of IPSRT 
were administered to individuals with bipolar 
disorder and comorbid substance use disorder. 
The results suggested that lifetime substance 
use disorders may negatively influence psycho-
therapy outcomes (71). Finally, in a study by 
Steardo et al. (2020), IPSRT administered over 
a 12-week period was found to have beneficial 
effects on manic and depressive symptoms, re-
sponsiveness to mood stabilizers, and overall 
functioning. Notably, improvements in manic 
and depressive symptoms were sustained dur-
ing a 6-month follow-up period (72).

CONCLUSION 
The social zeitgeber theory postulates that 
perturbations in the regularity of social zeit-
gebers—such as sleep-wake cycles and meal 
timing—induced by stressful life events may 
result in disturbances of circadian rhythms. 
These disruptions, in turn, have the potential to 
precipitate mood episodes in individuals with 
a predisposition to bipolar disorder. Further-
more, alterations in both social and biological 
rhythms detrimentally impact sleep quality, 
thereby contributing to the emergence of de-
pressive, manic, and hypomanic episodes.
The literature describes various interventions 

aimed at regulating social rhythms, including 
bright light therapy, dark therapy, sleep depri-
vation, pharmacological treatments, CBT-I, 
and IPSRT. Findings indicate that bright light 
therapy may serve as an effective and safe ad-
junctive treatment, particularly during depres-
sive episodes of bipolar disorder. The regulato-
ry effect of bright light on circadian rhythms is 
attributed to its suppression of melatonin secre-
tion, which supports mood stabilization. How-
ever, some studies have reported inconsistent 
efficacy. Conversely, interventions such as dark 
therapy and the use of blue light-blocking glass-
es during manic episodes have been shown to 
reduce manic symptoms, improve sleep qual-
ity, and decrease the need for pharmacological 
treatment. Overall, light-based interventions—
including bright light therapy, dark therapy, 
and blue light-blocking glasses—appear to be 
effective adjuncts to pharmacotherapy in the 
treatment of bipolar disorder. More recently, 
protocols combining sleep deprivation with 
bright light therapy and sleep phase advance 
have demonstrated rapid therapeutic effects 
as well as prolonged maintenance of these ef-
fects. Notably, Triple Chronotherapy protocols, 
which integrate total sleep deprivation, sleep 
phase advance, and bright light therapy, have 
yielded over 50% improvements in depression 
scores and high remission rates, demonstrating 
both efficacy and safety. Nevertheless, further 
randomized controlled trials are needed to con-
firm the generalizability and long-term durabil-
ity of these outcomes. Although melatonin and 
related agents show potential benefits in alle-
viating depressive symptoms and sleep distur-
bances in bipolar disorder, findings regarding 
their effects on manic and hypomanic symp-
toms remain inconclusive.

Regarding psychotherapeutic interventions, re-
cent studies have demonstrated that CBT-I is 
an effective treatment for insomnia comorbid 
with psychiatric disorders. Following CBT-I, 
increased rates of depression remission, re-
ductions in anxiolytic use, decreased insomnia 
severity, and diminished dysfunctional beliefs 
about sleep have been reported. The CBT-I 
protocol has been restructured under the name 
CBTI-BD by integrating it with interpersonal 
and social rhythm therapy, chronotherapy, and 
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motivational interviewing. CBTI-BD has been 
shown to reduce both insomnia severity and 
the frequency of manic/hypomanic episodes, 
as well as decrease psychotropic medication 
use for sleep in individuals diagnosed with bi-
polar disorder. IPSRT, administered in both in-
dividual and group formats, has demonstrated 
reductions in depressive and manic symptoms, 
improvements in social rhythm regularity, and 
enhancements in functional outcomes. Howev-
er, some longitudinal studies report that symp-
tomatic improvements are not always sustained 
over the long term.

In conclusion, chronotherapeutic interven-
tions (including bright light and dark therapy, 
sleep deprivation, and melatonin treatment) 
alongside psychotherapeutic approaches (such 
as CBTI-BD and IPSRT) have been shown to 
reduce relapse rates and alleviate symptoms, 
while positively influencing sleep processes 
and overall functioning in individuals with bi-
polar disorder. Circadian rhythm-targeted treat-
ments hold promise, especially for patients with 
pharmacoresistant bipolar disorder, due to their 
rapid onset of action and neurobiological basis. 
However, more research is needed to provide 
scientific data on a broader range of topics, in-
cluding studies with larger sample sizes, the 
standardization of intervention protocols, and 
the long-term follow-up of clinical outcomes. 
The limited number of studies conducted in 
Turkey underscores the need for expanded re-
search into circadian and social rhythm-based 
interventions and their integration into clinical 
practice.
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