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A B S T R A C T

Background: This Obesity Medicine Association (OMA) Clinical Practice Statement (CPS) provides clinicians an
overview of sleep-disordered breathing, (e.g., sleep-related hypopnea, apnea), and other obesity-related sleep
disorders.
Methods: The scientific support for this CPS is based upon published citations, clinical perspectives of OMA au-
thors, and peer review by the Obesity Medicine Association leadership.
Results: Obesity contributes to sleep-disordered breathing, with the most prevalent manifestation being obstruc-
tive sleep apnea. Obesity is also associated with other sleep disorders such as insomnia, primary snoring, and
restless legs syndrome. This CPS outlines the evaluation, diagnosis, and treatment of sleep apnea and other sleep
disorders, as well as the clinical implications of altered circadian system.
Conclusions: This Obesity Medicine Association (OMA) Clinical Practice Statement (CPS) on “Sleep-Disordered
Breathing, Sleep Apnea, and Other Obesity-Related Sleep Disorders” is one of a series of OMA CPSs designed to
assist clinicians in the care of patients with the disease of obesity.
1. Introduction

Beginning in 2013, the Obesity Medicine Association (OMA) created
and maintained an online Adult “Obesity Algorithm” (i.e., educational
slides and eBook) that underwent yearly updates by OMA authors and
was reviewed and approved annually by the OMA Board of Trustees [1].
This was followed by a similar Pediatric “Obesity Algorithm” with up-
dates approximately every two years by OMA authors. This current OMA
CPS regarding “Sleep-Disordered Breathing, Sleep Apnea, and Other
Obesity-Related Sleep Disorders” was largely derived from the 2021
OMA Adult Obesity Algorithm and is one of a series of OMA CPSs
designed to assist clinicians in the care of their patients with the disease
of obesity.
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In general, sleep disturbances are common among US adults, with
approximately 30% experiencing 1 hour or more of sleep debt, 47%
experiencing 1 hour or more of social jet lag (i.e., discrepant sleep timing
between work days and free days), 30% having trouble sleeping, and 27%
having daytime sleepiness [2]. Obesity can produce both “sick fat disease”
(i.e., metabolic dysfunction or adiposopathy) and “fat mass disease” [3].
Among obesity-related sleep disorders (e.g., sleep-disordered breathing,
primary snoring, insomnia, and restless legs syndrome) obstructive sleep
apnea (OSA) is especially illustrative of sleep-disordered breathing, where
the fat mass disease of obesity substantially contributes to its pathogenesis.
Patients with overweight/obesity and OSA often have increased fat
deposition in the tongue [4], pharyngeal airway narrowing [5], and/or
increased abdominal obesity [6]. These adverse anatomical changes in
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sleep architecture may result in sleep deprivation, resulting in a potential
increase in ghrelin levels and decrease in leptin levels, resulting in
increased appetite [7,8]. This sets up a vicious cycle of impaired sleep,
increased appetite, weight gain, and further sleep dysfunction. Other
adverse consequences of obesity-related sleep disorders include more time
to eat, desire for less healthful food choices, lower body temperature, and
curbs on physical activity [9]. In summary, unhealthful dietary intake and
physical inactivity may increase adiposity and promote the onset or
worsening of OSA and insomnia [10]. Conversely, more healthful nutri-
tional intake and lower body mass index (BMI) are associated with longer
and more regular sleep duration [11].

2. Obesity and obstructive sleep apnea

Sleep-disordered breathing can be due to locally obstructive causes
(e.g., repetitive narrowing or closure of upper airway during sleep) or
due to central nervous system causes (i.e., Cheyne-Stokes breathing and
centrally-mediated apneic episodes) [19,20]. Apnea, hypopnea, and
respiratory effort-related sleep arousal can be diagnosed via poly-
somnography [19,21,22]:

Obstructive sleep apnea (OSA) is an example of sleep-disordered
breathing defined as recurrent apnea or hypopnea due to complete or
partial collapsed/blocked airways during sleep, resulting in intermittent
hypoxemia, and autonomic fluctuation [21]. Higher BMI, greater waist
circumference, and increased waist-to-height ratio are associated with an
increased risk of OSA [23]. Approximately 50% of patients with OSA
have obesity [19]. OSA may occur as high as 45% or more of patients
with obesity [24,25]. OSA occurs in more than 40% of patients with
cardiovascular disease [19,21]. Beyond obesity, other risk factors for
OSA include older age, male (i.e., 2–4 times more prevalent than in fe-
males), postmenopausal females not treated with hormone replacement
therapy, family history of OSA, Asian descent, narrow oropharyngeal
airways, recessed jaw, brachycephalic head form, high-arched and nar-
row palate, large tongue, excessive throat tissue, systemic inflammation
(i.e., elevated c-reactive protein, interleukin-6), and insulin and/or leptin
resistance [19].

Pathophysiologic consequences of OSA include sleep disruption,
swings in intrathoracic pressure, cyclical hypoxemia and reoxygenation,
sympathetic system activation, endothelial dysfunction, and increased
risk of thrombosis [19]. The fat mass adverse anatomic effects of obesity
coupled with adiposopathic-induced arterial hypoxia may increase stress
hormone release (sympathetic nervous system and cortisol), increase
Fig. 1. Adverse Cardiometabolic Consequences of Untreated Obstructive Sleep
sleep apnea [12–17].
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inflammatory cytokines, and may contribute to cardiopulmonary ab-
normalities and risk including peripheral edema, cardiac dysrhythmia,
high blood pressure, insulin resistance, and hyperglycemia [12,13]. Poor
sleep quality with OSA is linked to lower quality of life, worse mental
health, and an increase in cardiovascular disease risk [20]. In short,
untreated OSA may lead to worsening obesity, congestive heart failure,
atrial fibrillation, nocturnal dysrhythmias, stroke, hypertension, type 2
diabetes mellitus, and pulmonary hypertension [12,13] (See Fig. 1).

Another example of sleep-disordered breathing is central sleep apnea,
which involves transient cessation of brainstem-mediate respiratory
drive [26]. Cheyne-Stokes breathing is characterized by a gradual in-
crease and then decrease in breathing effort and airflow with cyclical
lengths of 30–60 seconds [19,27]. Central sleep apnea in can sometimes
occur in premature newborns, as well as infants with brain injuries or
brain masses, such as Chiari malformations (i.e., cerebellar brain tissue
extension through the foramen magnum at the base of the skull into the
spinal canal), or with neurologic-acting pharmacologic treatments.
Compared to OSA, central sleep apnea usually occurs in older in-
dividuals, is less directly related to obesity, and more related to central
nervous system disorders (e.g., central nervous system infection, brain-
stem/high cervical cord injury, stroke, and use of narcotics) [19]. In older
individuals, central sleep apnea is associated with congestive heart fail-
ure, atrial fibrillation, stroke, high altitudes (lower oxygen), end-stage
kidney disease, Parkinson's disease, multiple system dysfunction (espe-
cially if the brainstem is involved), and drug-induced apnea (e.g., opi-
oids). Some causes of central apnea are unknown [i.e., idiopathic
(primary) central sleep apnea]. Finally, some patients with OSA may
develop central sleep apnea after continuous positive airway pressure
(CPAP), tracheostomy, or oral appliance treatment for OSA treatment
(i.e., complex sleep apnea) [27]. Thus, patients with obesity can have
elements of both obstructive and central sleep apnea.

Beyond sleep-disorded breathing, obesity hypoventilation syndrome
(OHS) is another obesity-related breathing disorder characterized by
wakeful impairment of alveolar respiratory gas exchange, often clinically
manifested by obesity, daytime sleepiness, daytime hypoventilation
(decreased oxygen, increased carbon dioxide blood levels with cyanosis),
and OSA [28]. Diagnosis can include Partial Pressure of Carbon Dioxide
(PaCO2) >55mmHg for >10 min or an increase in PaCO2 >10mmHg
compared to an awake supine value to a value> 50mmHg for >10 min
[28]. OHS is also commonly termed Pickwickian syndrome, named after
a Charles Dickens essay (i.e., The Posthumous Papers of the Pickwick
Club) where the character “Joe” had obesity and would uncontrollably
Apnea. Shown are illustrative potential consequences of untreated obstructive
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fall asleep during the day [29,30]. OHS is often a diagnosis of exclusion
(i.e., absence of an alternative neuromuscular, mechanical, or metabolic
explanation) [28]. As opposed to OSA, OHS typically has prolonged
daytime hypercapnia. That said, approximately 90% of patients with
OHS have OSA [30]. OHS is often accompanied by hypertension, heart
failure, coronary disease, and pulmonary hypertension [28]. Treatment
for most patients with OHS and OSA usually follows treatment ap-
proaches for OSA (i.e., continuous positive airway pressure or CPAP).
Treatment of the less common patient with OHS without OSA includes
noninvasive ventilation (NIV) via masks with varying inspiratory and
expiratory pressures that somewhat mimic mechanical ventilation [28]
(i.e., sometimes termed biphasic or bilevel positive airway pressure or
BPAP). NIV may also be considered in patients with OHS and milder
forms of OSA, especially if initial treatment with CPAP results in an un-
favorable response despite high levels of adherence [28,31].

Obesity-associated anatomic and functional lung complications that
contribute to obesity-related breathing disorder include compromised
static lung volumes (i.e., diminished total lung capacity, functional re-
sidual capacity, residual volume), dynamic lung volumes (decreased
forced vital capacity, forced expiratory volume in 0.5 second and 1.0
second), and impaired alveolar ventilation-perfusion (See Fig. 2). Weight
reduction among patients with obesity often improves static lung vol-
umes and may improve dynamic lung volumes such as improved forced
vital capacity forced vital capacity [i.e., forced expiratory volume in one
second (FEV1)] [32,33].
2.1. Obstructive sleep apnea: patient history

Patients with OSA may exhibit the following symptoms [12,13,29]:

� Snoring (usually loudly)
� Insomnia
� Restless sleep
� Sudden wakening with choking or gasping
� Headaches
Fig. 2. Lung volumes. Obesity can contribute to disordered breathing and hypoxia
capacity, functional residual capacity, residual volume), dynamic lung volumes (de
second), and impaired alveolar ventilation-perfusion. [18].
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� Daytime sleepiness
� Fatigue
� Nocturia
� Motor vehicle accidents (a potential complication of sleep disorders)
� Forgetfulness
� Mood changes
� Lack of interest in sexual behavior
� Gastroesophageal reflux
2.2. Obstructive sleep apnea: physical findings

Patients with OSA may have diagnostic physical characteristics that
include [12,13,34–36]:

� Increased neck circumference (i.e., �17 inches/43 centimeters for
men and �16 inches/40.5 centimeters for women)

� Throat obstruction: the Mallampati Scoring System (MSS) was origi-
nally designed as an anesthesia assessment to identify patients pre-
senting with a potentially difficult endotracheal intubation. The
Modified MSS and the Friedman Tongue Position (FTP) are subjective
assessments of pharyngeal opening size. The MMSS and FTP are
derived by having the patient open the mouth with the tongue resting
in the neutral position, and then assessing the degree of throat
obstruction based upon throat anatomy (e.g., the degree the uvula
and soft palate can be seen). The MMSS and FTP can be useful when
assessing OSA risk; class 3 or 4 findings are most associated with OSA
[37,38].

� Retrognathia
� Overbite
� Nasal abnormalities
� Macroglossia
� Tonsillar hypertrophy
� Lateral peritonsillar narrowing
� Enlarged uvula
� High and arched/narrow palate
via compromised static lung volumes with obesity (i.e., diminished total lung
creased forced vital capacity, forced expiratory volume in 0.5 second and 1.0
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2.3. Obstructive sleep apnea: diagnosis

2.3.1. Questionnaires that may aid in the diagnosis of OSA include:
[39,40]

� The Epworth Sleepiness Scale is an eight-question survey that
measures daytime sleepiness (“dozing”) during 8 specified situations.
The score ranges from 0 to 24 and more than 9 points suggests need
for further evaluation for OSA.

� STOP-BANG Questionnaire (STOP ¼ Snoring, Tiredness, Observed
apnea and high blood Pressure; BANG ¼ BMI, Age, Neck circum-
ference, Gender). The STOP-BANG Questionnaire may have the
highest sensitivity in diagnosing mild, moderate, and severe OSA [29,
40]. Each category is scored 1 point and a score of >3 points suggests
a high risk for OSA [29].

� The Berlin Sleep Questionnaire is a self-reported, ten question in-
strument that includes height, weight, age, gender, snoring behavior,
observations of apnea, wake-time sleepiness or fatigue, falling asleep
while driving a vehicle, obesity and hypertension. The Berlin Sleep
Questionnaire has three different categories; a patient is at high risk
for OSA when two of the three categories reach a high-risk score
threshold [29].

2.3.2. Sleep testing
Beyond questionnaires, more formal testing for OSA includes in-lab

overnight sleep studies (i.e., polysomnography), home sleep studies,
and wearable technologies [12,13,21]. The apnea-hypopnea index (AHI)
is the number of apnea or hypopnea events during the sleep period,
divided by the number of hours of sleep. OSA definitions include:

� Apnea: Cessation of airflow (reduction in peak signal excursion
�90% of pre-event baseline) for �10 seconds

� Hypopnea:

o One definition: � 30% reduction in airflow for �10 seconds
with (a)� 4% drop in partial pressure of arterial oxygen (PaO2) or
(b) cortical arousal from sleep
o Alternative definition: � 50% reduction of airflow for �10
seconds with (a) �3% oxygen desaturation or EEG microarousal
or (b) if reduction in peak signal excursion �50% of pre-event
baseline �4% oxygen desaturation
� Mild sleep apnea: AHI of 5–15 events/hour
� Moderate sleep apnea: AHI of 15–30 events/hour
� Severe sleep apnea: AHI of >30 events/hour
� Sleep apnea in children: AHI of 1–4.9 is mild OSA, AHI 5 to 9.9 is
moderate OSA, and AHI �10 severe OSA

� Respiratory effort-related sleep arousal (RERA):

o Increasing respiratory effort for�10 s leading to an arousal from
sleep
o Does not fulfill the criteria for a hypopnea or apnea [21]
Polysomnography is a multiparametric in-lab sleep test, usually per-
formed at night at a designated sleep evaluation location, supervised by
an overnight technologist. As opposed to the home testing, poly-
somnography measures brain activity, and thus measures sleep stages,
wakefulness, sleep duration, sleep fragmentation, sleep efficiency, and
sleep quality by assessing sleep and vital sign parameters during sleep.
The procedure typically involves multiple wired attachments to the pa-
tient (i.e., 22 or more). Measured parameters typically include:

� Respiratory effort as assessed by elastic belts to measure thor-
acoabdominal movements

� Airflow nasal pressure and nasal temperature via pressure transducers
and/or thermocouple fitted in or near the nostrils; capnography
measures expired carbon dioxide

� Arterial oxygen saturation via pulse oximetry
� Heart rate and rhythm via electrocardiogram
4

� Electroencephalography via surface electrodes placed on the scalp
� Electrooculography via electrodes placed on the outer canthus of each
eye

� Electromyography via surface electrodes placed on the chin muscle
(submental)

� Video recording

Polysomnography scoring involves 30-second “epochs” (points of
time). A split night sleep study typically includes the standard poly-
somnography the first half of the night (diagnostic), followed by poly-
somnography after implementation of continuous positive airway
pressure (CPAP) for the second half of the same night (treatment titra-
tion). Optional parameters that can also be measured along with poly-
somnography include esophageal pH, penile tumescence, and core body
temperature.

More limited evaluation of sleep apnea-relevant data can be obtained
without a lab stay via wearable technologies such as a headband device
and/or watch monitor that extends to a finger for peripheral arterial
tonometry. Most home sleep apnea evaluations involve shipped equip-
ment or supplied by a clinician or medical facility and are studies usually
reserved for straightforward confirmation of the diagnosis of moderate to
severe OSA in patients without clinically meaningful comorbidities.
Measured parameters vary, but home sleep apnea testing (HSAT) may
include [21]:

� Airflow and breathing pattern and breathing effort via nasal breath-
ing sensors and abdominal effort belt

� Heart rate and oxygen blood level via peripheral arterial tonometry
(i.e., measures arterial pulsatile volume at fingertip), pulse oximetry
(i.e., measures blood oxygen), and actigraphy (i.e., measures body
movement)

� Snoring frequency/volume via microphone
� Assessment of AHI

Home polysomnography can help confirm the diagnosis of OSA.
Provided the recommendation of a more formalized and thorough lab
sleep apnea test is not inevitable irrespective of the results of the home
sleep apnea test, then advantages of home polysomnography included
improved patient comfort, improved convenience, and reduced expense.
However, patient adherence may be lower and discontinuation rates
higher with home sleep apnea setups [41], limiting its potential utility
[42]. If the index of suspicion for OSA is high, and if a home sleep study is
negative, then this might best be confirmed by an in-lab study.

2.4. Obstructive sleep apnea treatment [21]

Treatment for OSA in patients with overweight or obesity includes
reduction of fat mass via healthful nutrition, physical activity, anti-
obesity medications, bariatric surgery, as well as behavior therapy to
improve sleep patterns and positional therapy [21]. Other treatments
include continuous positive airway pressure (CPAP), biphasic/bilevel
positive airway pressure (BPAP), oral appliances such as mandibular
reposition devices or tongue-retaining devices, nasal expiratory positive
airway devices, adaptive servo-ventilation, and neurostimulation [19,21,
43]. Interventions such as weight reduction, physical exercise and posi-
tive airway pressure therapy may improve daytime drowsiness and
quality of life in patients with OSA [19,44–46].

Positive airway pressure (PAP) is the preferred treatment for OSA
[47] Among patients with overweight/pre-obesity or obesity, weight
reduction and positional therapies may be beneficial as adjunctive
therapy or when PAP is not selected through shared decision-making [47,
48]. Insufficient sleep contributes to weight gain through appetitive
hormones resulting in increased hunger and increased energy intake, as
well as changes in eating behaviors; sleep extension may reverse these
unhealthful consequences, though the latter effect not always clear [49].
The American Academy of Sleep Medicine (AASM) recommends
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cognitive behavioral therapy for insomnia as well as other behavioral
therapies to improve sleep habits [50]. The AASM found only weak ev-
idence to support the use of prescription pharmacologic agents specif-
ically to improve sleep as well as weak evidence against the use of
over-the-counter agents such as melatonin and diphenhydramine [51].
Among patients with overweight/pre-obesity or obesity, weight loss
provides symptomatic improvement in patients with OSA [52] and re-
duces CPAP pressure requirements in patients undergoing bariatric sur-
gery [53]Weight loss from bariatric surgery also reduces both the
prevalence and severity of OSA [54].

Non-bariatric surgery is also an option for treatment of OSA; surgical
options include nasal septoplasty, adenotonsillectomy, uvulopalato-
plasty, maxillomandibular advancement, laser-assisted uvulopalato-
plasty, radiofrequency ablation, and palatal implants [43,55]. However,
the benefit of some of these procedures may be attenuated over time,
especially in patients with higher BMI [56]. Studies of implanted hypo-
glossal nerve stimulation devices for OSA have long-term benefit [57] for
the indicated use in patients with BMI �32kg/m2, with evidence also
supporting benefit in patients with a higher BMI [58]. In appropriately
diagnosed children, OSA is often improved with tonsillectomy and ade-
noidectomy [59].

3. Obesity and other sleep disorders

3.1. Other obesity-related sleep disorders

Sleep disruption, including too much sleep, too little sleep, or mis-
timing of sleep, may lead to an altered circadian system and the pro-
motion of obesity via altered food intake [60–63] (See Fig. 3). Short sleep
duration (less than 6 hours per night), long sleep duration (more than 9
hours per night), and insomnia symptoms are associated with obesity and
central obesity [60,64]. Sleep disruption due to obesity can promote
further obesity (See Fig. 4). Sleep deprivation may increase hunger
Fig. 3. Sleep Disruption and Obesity. Shown are the potential effects of sleep dis
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(especially for energy dense foods), decrease physical activity, increase
partitioning of body energy to body fat (i.e., particularly abdominal or
visceral fat), and promote lean mass wasting compared to fat mass loss
(See Fig. 4) [15,49,63]. A diurnal rhythm is an endogenous or exogenous
response synchronized to daytime/nighttime within a 24-hour day. A
circadian rhythm (sleep/wake cycle) is an endogenously generated
response synchronized to a 24-hour day [24]. Alterations in light expo-
sure may lead to an altered circadian system [18,19]. Altered circadian
rhythms may lead to a variety of negative outcomes andmay promote the
development of obesity, as shown in Fig. 3 [17–20]. Delayed sleep phase
syndrome is manifested by the habitual inability to fall asleep before
2 AM and may be related to circadian sleep disruption from bright light
deficiency and genetic predisposition. Treatment may include bright
light therapy [65].

Obesity-related restless legs syndrome [66] can disrupt sleep or make
it difficult to fall asleep. Restless legs syndrome is associatedwith obesity,
attention deficit disorder, iron deficiency, and may be the result of
autosomal dominant inheritance. Restless legs syndrome is associated
with a significant decrease in quality of life [67], and the sleep disrup-
tions caused by restless legs syndromemay lead to a worsening of obesity
[61]. Prolonged dopaminergic treatment may result in a worsening of
symptoms (i.e., augmentation). Other potential treatments include pre-
gabalin, gabapentin enacarbil, oxycodone-naloxone, and iron prepara-
tions [68].

Primary snoring (i.e., simple or non-apnoeic snoring) is highly prev-
alent in the general population, and is an example of sleep-disordered
breathing, without severe medical consequences for the snorer and co-
sleeper [69]. An initial evaluation might best include: “Do you snore,”
which may be the most diagnostically sensitive question when assessing
the risk of snoring disorders, including OSA [34]. If severe or thought to
contribute to neuropsychological impairment, then sleep studies should
be considered. If OSA is diagnosed, then in addition to fat mass reduction,
the OSA is best treated as noted before.
ruption on cardiometabolic risk factors and cardiovascular outcomes [60–63].
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4. Conclusions

This Obesity Medicine Association (OMA) Clinical Practice Statement
(CPS) on “Sleep-Disordered Breathing, Sleep Apnea, and Other Obesity-
Related Sleep Disorders” is one of a series of OMA CPSs designed to
assist clinicians in better understanding the physiology and treatment of
obesity. The information presented in this CPS may aid clinicians in
improving the health and well-being of their patients with obesity and
who may also have OSA or sleep-disordered breathing, especially those
with metabolic, physiological, and psychological complications.

4.1. Transparency [70]

This manuscript was derived and edited from the 2021 Obesity
Medicine Association (OMA) Obesity Algorithm. Beginning in 2013,
OMA created and maintained an online Adult “Obesity Algorithm” (i.e.,
educational slides and eBook) that underwent yearly updates by OMA
authors and was reviewed and approved annually by the OMA Board of
Trustees. This was followed by a similar Pediatric “Obesity Algorithm,”
with updates approximately every two years by OMA authors. Authors of
prior years’ version of the Obesity Algorithm are included in Supplement
#1.

4.2. Group composition

Over the years, the authors of the OMA Obesity Algorithm have
represented a diverse range of clinicians, allied health professionals,
clinical researchers, and academicians. (Supplement #1) The authors
reflect a multidisciplinary and balanced group of experts in obesity sci-
ence, patient evaluation, and clinical treatment.

Author contributions

After receipt of a draft transcription of the applicable section of the
2021 OMA Obesity Algorithm, HEB revised and updated the manuscript.
The revised manuscript was reviewed, edited, and approved by NP, JT,
LG, and KY.

Managing Disclosures and Dualities of Interest

Potential dualities or conflicts of interest of the authors are listed in
the Individual Disclosure section. Assistance of a medical writer paid by
the Obesity Medicine Association is noted in the Acknowledgements
section. Neither the prior OMA Obesity Algorithms, nor the publishing of
this Clinical Practice Statement received outside funding. The authors of
prior OMA Obesity Algorithms never received payment for their writing,
editing, and publishing work. Authors of this Clinical Practice Statement
likewise received no payment for their writing, editing, and publishing
work. While listed journal Editors received payment for their roles as
Editors, they did not receive payment for their participation as authors.
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Disclosures

NP reports no relevant disclosures.
LG reports no relevant disclosures.
KY reports no relevant disclosures.
JT reports no relevant disclosures.
HEB reports no relevant disclosures.

Evidence

The content of the OMA Obesity Algorithm and this manuscript is
supported by citations, which are listed in the References section.

Ethics review

This OMA Clinical Practice Statement manuscript was peer-reviewed
and approved by the OMA Board of Trustee members prior to publica-
tion. Edits were made in response to reviewer comments and the final
revised manuscript was approved by all the authors prior to publication.
This submission did not involve human test subjects or volunteers.

Conclusions and recommendations

This Clinical Practice Statement is intended to be an educational tool
that incorporates the current medical science and the clinical experiences
of obesity specialists. The intent is to better facilitate and improve the
clinical care and management of patients with pre-obesity and obesity.
This Clinical Practice Statement should not be interpreted as “rules” and/
or directives regarding the medical care of an individual patient. The
decision regarding the optimal care of the patient with pre-obesity and
obesity is best reliant upon a patient-centered approach, managed by the
clinician tasked with directing an individual treatment plan that is in the
best interest of the individual patient.

Updating

It is anticipated that sections of this Clinical Practice Statement may
require future updates. The timing of such an update will depend on
decisions made by Obesity Pillars Editorial team, with input from the
OMA members and OMA Board of Trustees.

Disclaimer and limitations

Both the OMA Obesity Algorithms and this Clinical Practice State-
ment were developed to assist health care professionals in providing care
for patients with pre-obesity and obesity based upon the best available
evidence. In areas regarding inconclusive or insufficient scientific evi-
dence, the authors used their professional judgment. This Clinical Prac-
tice Statement is intended to represent the state of obesity medicine at
the time of publication. Thus, this Clinical Practice Statement is not a
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substitute for maintaining awareness of emerging new science. Finally,
decisions by practitioners to apply the principles in this Clinical Practice
Statement are best made by considering local resources, individual pa-
tient circumstances, patient agreement, and knowledge of federal, state,
and local laws and guidance.
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