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Abstract

Background: Apnea-hypopnea index (AHI) and nadir oxygen saturation (SpO2) are the indexes used to
measure the severity of obstructive sleep apnea (OSA). Obesity, measured by body mass index (BMI), is one
of the main contributing factors to the onset and severity of OSA in patients. This study was conducted to
find the association between BMI and OSA severity indexes, mainly AHI and nadir SpO2 levels.

Methods: Polysomnography reports of patients with diagnosed OSA in a teaching hospital were
retrospectively reviewed. BMI, AHI, and nadir SpO2 levels were recorded from the sleep study reports of the
patients. Spearman’s Rho test was applied to find the correlation between BMI and AHI/nadir Spo2 levels.

Results: A total of 167 patients were included in the study, comprising 83 males and 84 females. The Mann-
Whitney U test was utilized to investigate the association between BMI and gender and age groups. The
analysis revealed a significant difference in BMI between males and females, with females having a higher
BMI. However, there was no significant difference in BMI among individuals in the early middle and late
middle age groups. Spearman’s Rho test was employed to explore the correlation between BMI and
AHI/nadir SpO2 levels. The results indicated no significant correlation between BMI and AHI (p = .122) or
nadir SpO2 levels (p = .239).

Conclusion: Contrary to common belief, BMI was not linked to the severity of OSA. It implies that several
other factors, independent of BMI, play a role in the disease progression and severity.

Categories: Pulmonology
Keywords: sleep apnea syndromes, oxygen saturation, hypopnea, body mass index, apnea

Introduction

Obstructive sleep apnea (OSA) has emerged as a common sleep disorder caused by intermittent and
repetitive episodes of complete or partial upper airway obstruction during sleep, resulting in hypoxia and
fragmented sleep [1]. This results in significant daytime symptoms, including excessive sleepiness, fatigue,
tiredness, mood change, poor memory, and a lack of concentration. Various anatomical and neuromuscular
variables interplay in the etiology of OSA, resulting in upper airway collapse during sleep [2]. The
pharyngeal dilators maintain the patency of the upper airways, which relax during sleep. Some narrowing of
the pharyngeal dilators is normal at sleep, but excessive narrowing can occur due to small pharyngeal size
when awake; the reasons include infiltration of fat within the pharyngeal tissues, external compression from
neck fat, or enlarged tonsils [3]. Narrowing of the airways at sleep onset is also a contributing factor that may
be caused by pressure symptoms from a mass, neuromuscular disease with pharyngeal involvement, muscle
relaxants, sedatives, alcohol, and increasing age.

OSA is caused by a variety of risk factors, ranging from obesity to lifestyle variables like alcohol intake and
smoking [4]. Two key parameters are essential in determining the degree of severity of OSA: the apnea-
hypopnea index (AHI) and the nadir oxygen saturation (Nadir Sp0O2), both of which can be measured by
overnight polysomnography, more commonly known as a sleep study [5,6]. AHI implies the number of
apneas and hypopneas in one hour of sleep. OSA can be graded by the value of AHI as follows: AHI °5 is
normal, AHI 5-15 is mild OSA, AHI 15-30 is moderate OSA, and AHI ”30 is severe OSA. Nadir SpO2
represents the lowest oxygen saturation level reached during sleep, indicating the degree of nocturnal
hypoxemia. These parameters not only provide the clinical diagnosis and severity indexes of OSA but also
mark the importance of addressing oxygen deficiency as an essential aspect of patient outcomes [7].
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Variables
Age
BMI
Min SpO2
Max SpO2

AHI

Body mass index (BMI) has been shown to significantly impact OSA, with obesity as one of the leading risk
factors [8]. Increased BMI increases the risk of developing OSA, exacerbating the negative effects of the
condition. Understanding the complex relationship between the severity of OSA and BMI is important for
planning interventions that consider the unique needs of each patient, regardless of their BMI category
[9,10].

This retrospective study investigates the correlation between BMI and two important OSA severity indexes,
AHI and nadir SpO2 levels. By defining the correlation between these entities, we aim to shed light on the
trends that help our understanding of OSA pathophysiology and facilitate the development of targeted
treatment guidelines.

Materials And Methods

Sample size

The sample size was determined using OpenEpi software (Version 3.01, Open Source Epidemiologic
Statistics for Public Health, www.OpenEpi.com), with a population size set at 1 million and a reported OSA
frequency in the literature of 12.4% [11]. A confidence limit of 5% was applied, resulting in a calculated
sample size of 167. Patient records from the Pulmonology Department of Sahiwal Teaching Hospital,
Sahiwal, Punjab, Pakistan, specifically those advised for polysomnography from November 2018 to
November 2023, were acquired and examined for inclusion criteria. Inclusion criteria encompassed
individuals aged up to 60 years and confirmed diagnoses of OSA. Exclusion criteria involved patients with a
history of smoking, alcohol intake, and other pulmonary comorbidities.

Definitions

BMI was defined as a patient’s weight in kilograms divided by the square of height in meters [12]. Apnea was
the reduction in the airflow by >90% for >10s during sleep. Hypopnea was defined as a reduction in the
airflow >30% associated with either oxygen desaturation or arousal during sleep [13]. AHI was the number of
apneas and hypopneas divided by the total sleep time. Nadir SpO2 was the lowest value of SpO2 during the
sleep study. OSA was graded as follows: AHI >5 is normal, AHI 5-15 is mild OSA, AHI15-30 is moderate OSA,
and AHI > 30 is severe OSA [14].

Statistical analysis

The statistical software Statistical Package for Social Sciences (SPSS), version 27.0 (IBM Corp., Armonk, NY)
was utilized for the statistical analysis. Descriptives of the baseline variables were obtained, and the
Kolmogorov-Smirnov test of normality was applied as the sample size was greater than 100 (n=167). The
Mann-Whitney U test was performed to find the association of BMI with gender and the age groups divided
as early middle age (35-44) and late middle age (45-60). The correlation between the BMI and AHI/nadir
SpO2 levels was tested using Spearman’s Rho test.

Results

Descriptive statistics of the baseline variables were calculated and reported (Table 7). The Kolmogorov-
Smirnov normality test was applied, revealing that only BMI was normally distributed (p=0.06).

Mean SD Median IQR p-value
o - 47 11 <.001
38.7 7.4 - - .060

- o 66 21 <.001

- - 99 02 <.001

- = 34.1 44.9 <.001

TABLE 1: Descriptive analysis.

p-value considered significant at <.05; mean with SD for parametric variable and median with IQR for non-parametric variables have been reported.

SD = Standard deviation; IQR = Interquartile range; BMI = Body mass index; AHI = Apnea-hypopnea index, SpO2 = Oxygen saturation.

The Mann-Whitney U test was used to evaluate the differences in BMI by gender and age group. The test
revealed that there is a significant difference in BMI between genders (with females having a higher BMI

2024 Uzair et al. Cureus 16(4): €59066. DOI 10.7759/cureus.59066

20f7


javascript:void(0)
javascript:void(0)
https://www.openepi.com
javascript:void(0)
javascript:void(0)
javascript:void(0)
javascript:void(0)
javascript:void(0)

Cureus

Part of SPRINGER NATURE

than males) leading to the rejection of the null hypothesis that states there is no difference in BMI between
males and females, as shown in Figure /. Conversely, no significant difference in BMI was observed between
the two age groups (early middle age and late middle age), and thus the null hypothesis that there is no
difference was accepted, as evidenced in Figure 2.

Gender
Female Male
N =84 N=83
80 00 (Mean Rank = 97 46 Mean Rank = 70.37 80.00

60 00 60.00
s o
m =
40 00 40.00
20 00 2000

25 20 15 10 5 0 5 10 15 20 25
Frequency Frequency

FIGURE 1: Association of BMI with gender.

BMI = Body mass index.
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Age Group

Late Middle Age

N=101
Meen Rank = B4.71

Early Middle Age

N = 66
80 00 |Mean Rank = B2 92

60 00

BMI

40.00

20.00

20 15 10 5

Frequency

S 10 15
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FIGURE 2: Association of BMI with age groups.

BMI = Body mass index.
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To investigate the relationships between BMI and AHI/nadir SpO2 levels, the Spearman’s Rho test was

applied. This test revealed no significant correlation between BMI and AHI or nadir SpO2 levels.
Consequently, the null hypothesis that there is no correlation between these variables was accepted, and

the results are outlined in Table 2 and Figure 3. However, a significant negative correlation was found
between AHI and nadir SpO2 levels. In summary, the reported analysis suggests that while BMI differs
significantly between genders, it doesn't vary between certain age groups, and no significant correlation
exists between BMI and the severity of obstructive sleep apnea or the lowest oxygen saturation levels.

BMI AHI
BMI 1 12 (.122)
AHI 12 (122) 1

Nadir Sp02 -.08 (.289) - 58**(<.001)

TABLE 2: Spearman’s Rho correlation analysis.

Correlation coefficient (p-value) ** p <.01.

BMI = Body mass index; AHI = Apnea-hypopnea index; Nadir SpO2 = Nadir oxygen saturation.

Nadir Sp02
-.08 (.289)
-.58"(<.001)

1
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FIGURE 3: Bar chart showing various BMI categories with associated
mean AHI and nadir SpO2 levels.

BMI categories: Healthy if BMI is 18.5 to <25; overweight if BMI is 25 to <30; obese if BMI is >30.

BMI = Body mass index; AHI = Apnea-hypopnea index; Nadir SpO2 = Nadir oxygen saturation.

Discussion

This retrospective study offers insight into the correlation between BMI and AHI/nadir SpO2 in patients
diagnosed with obstructive sleep apnea (OSA). The complex interactions between BMI, gender, age, and OSA
severity are highlighted by the analysis of 167 patients [15]. The study noted a significant difference in BMI
between male and female patients. Utilizing the Mann-Whitney U test, it was found that BMI was
significantly higher in women than in men. This observation is based on the literature written about gender
differences in body composition and distribution of fat, which may play a role in variations of the severity
index and susceptibility to OSA [16].

In contrast, no statistically significant differences were found between the BMIs of individuals in the early
middle and late middle age groups when examining BMI across the two defined age groups. This proposes
that age may not be the predominant factor influencing the variation in BMI among OSA patients within the
range of this study. A more generalized analysis could be obtained from future studies considering a wide
range of age groups.

Going on to the main objective of this research, Spearman'’s Rho test was utilized to find the correlation
between BMI and AHI/nadir SpO2 levels. Remarkably, according to the results, neither the AHI nor the nadir
SpO2 levels were significantly correlated with BMI. These study results are in contrast to some studies
published earlier. Peppard et al. (2000) conducted a follow-up study on patients diagnosed with OSA, in
which they reported a 32% increase in AHI with a 10% increase in body weight [17]. Friedman et al. (1999)
reported a positive correlation of BMI with respiratory disturbance index, modified Mallampati score, and
tonsil size [18]. In another study by Schéfer et al. (2002), a linear correlation of AHI with BMI, fasting blood
sugar, fibrinogen level, and uric acid was observed [19].

However, a few studies are based on the results we have provided. Ciavarella et al. (2018) found no
significant correlation between BMI and AHI, but a significant correlation between BMI and nadir SpO2 was
observed [20]. Pendleybury et al. (1997) and Sforza et al. (1993) conducted a follow-up study to document
the changes in baseline variables and their effect on OSA severity indexes, in which they found no
significant correlation of BMI with AHI or nadir SpO2 levels [21,22].

This suggests that within the scope of this investigation, differences in BMI were not a reliable indicator of
the severity index of OSA, as measured by AHI, or the corresponding oxygen desaturation, as indicated by
nadir SpO2 levels. The commonly accepted belief that a higher BMI is directly associated with a higher
severity of OSA is questioned by the need for a significant correlation. This study stands out as it raises
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doubts about the validity of BMI as the sole measure of OSA severity. This study, which denotes the
association between BMI and OSA severity indices, shows that a strong correlation is required to support the
more widely accepted theory about this relationship. This deviation from conventional literature highlights
the nuanced relationship between OSA severity and BMI and calls for more research on the
multidimensional nature of OSA pathophysiology such as the anatomy of the upper airways, genetic
predispositions, and lifestyle choices.

The anatomy of the upper airways plays an important in the pathophysiology of OSA. While increased BMI
or obesity is a well-established risk factor due to increased deposition of soft tissues in the upper airwayj, it is
not the only determinant of the degree of air way collapse. Independent of BMI, changes in craniofacial
morphology, such as a recessed chin, enlarged tonsils, or a thin or retrognathic jaw, can considerably
contribute to airway blockage. This study marks many situations in which people with apparently normal
BMIs have physical characteristics that make them more susceptible to OSA, thus supporting the idea that
BMI is not the only risk factor responsible for the severity of OSA. Also, Stradling et al. (1991) have
concluded that neck and abdominal fat, and neck circumference were effective in predicting the OSA
severity rather than BMI, thus further strengthening the findings of this study [23].

Exclusive of the BMI, genetic changes, influencing the tone of the upper airway muscles, the ventilatory
control mechanisms, and the shape of the craniofacial region can also modify the vulnerability to OSA.
Moreover, changes in lifestyle, especially weight gain or reduction, might drastically affect the severity of
OSA over time, making it more ambiguous to understand the association between BMI and AHI or nadir
Sp02 levels. While weight management programs are routinely advised as the initial management of OSA,
not all patients have appreciable decreases in their AHI even after losing weight. Additionally, lifestyle
choices like smoking, drinking, or a sedentary lifestyle can also make OSA symptoms worse, independent of
the BMI.

Although this study sheds light on the relationship between BMI and OSA, its retrospective design and
narrow age range may limit the external validity of this study. Due to the retrospective approach, the study's
capacity to outline the link between factors may have been compromised by its incapacity to prove
causation. Moreover, the narrow range of age of this research limits the applicability of its conclusions to a
wider window of demographics. The severity, prevalence, and association between BMI and OSA may vary in
different age groups, making the conclusions less relevant to people beyond the designated age range.
Moreover, age-specific factors that could affect the severity and risk of OSA, present a chance for additional
improvement. Further advances in studies with a more extensive range of demographic variables and more
thorough patient profiles covering wider age groups in the future may improve our knowledge of the
complex relationships among BMI, gender, age, and OSA severity. These studies would be pivotal in
improving risk assessment models and developing specialized treatment plans for OSA patients.

Conclusions

Previous studies have suggested that obesity, as measured by body mass index, is a major risk factor for the
development and severity of obstructive sleep apnea. However, recent research has challenged this notion
and found no significant correlation between BMI and the severity indexes of OSA. This suggests that other
factors influencing the progression and severity of OSA are unrelated to BMI. In addition to BMI alone, other
contributing factors should be considered in future research when examining alternative determinants of
OSA severity. These factors may include craniofacial anatomy, hormonal imbalances, genetic predisposition,
upper airway muscle function, and other underlying medical conditions. Furthermore, it is essential to
explore the impact of lifestyle habits such as smoking, alcohol consumption, and physical activity on the
severity of obstructive sleep apnea. By considering a more comprehensive range of factors, researchers can
better understand the complex mechanisms underlying OSA and develop more effective treatment and
management strategies.

Additional Information
Author Contributions

All authors have reviewed the final version to be published and agreed to be accountable for all aspects of the
work.

Concept and design: Ahmed Uzair, Muhammad Waseem, Aun Bin Shahid, Nauman I. Bhatti, Zoha Toor,
Asher Ishaq, Muhammad Sajawal

Acquisition, analysis, or interpretation of data: Ahmed Uzair, Muhammad Arshad, Osama Ahmad

Drafting of the manuscript: Ahmed Uzair, Muhammad Waseem, Aun Bin Shahid, Nauman I. Bhatti,
Muhammad Arshad, Zoha Toor, Asher Ishaq, Muhammad Sajawal, Osama Ahmad

Critical review of the manuscript for important intellectual content: Ahmed Uzair, Muhammad
Waseem, Aun Bin Shahid, Nauman I. Bhatti, Muhammad Arshad, Muhammad Sajawal

2024 Uzair et al. Cureus 16(4): €59066. DOI 10.7759/cureus.59066 60of 7


javascript:void(0)

Cureus

Part of SPRINGER NATURE

Supervision: Muhammad Waseem

Disclosures

Human subjects: Consent was obtained or waived by all participants in this study. Institutional Review
Board of Sahiwal Medical College, Sahiwal Teaching Hospital & Allied Teaching Hospitals, Sahiwal, Pakistan
issued approval 82/IRB/SLMC/SWL. Animal subjects: All authors have confirmed that this study did not
involve animal subjects or tissue. Conflicts of interest: In compliance with the ICMJE uniform disclosure
form, all authors declare the following: Payment/services info: All authors have declared that no financial
support was received from any organization for the submitted work. Financial relationships: All authors
have declared that they have no financial relationships at present or within the previous three years with
any organizations that might have an interest in the submitted work. Other relationships: All authors have
declared that there are no other relationships or activities that could appear to have influenced the
submitted work.

References

1. Burman D: Sleep disorders: sleep-related breathing disorders. FP Essent. 2017, 460:11-21.
2. Osman AM, Carter SG, Carberry JC, Eckert DJ: Obstructive sleep apnea: current perspectives. Nat Sci Sleep.
2018, 10:21-34. 10.2147/NSS.S124657
3. Tsuiki S, Isono S, Ishikawa T, Yamashiro Y, Tatsumi K, Nishino T: Anatomical balance of the upper airway
and obstructive sleep apnea. Anesthesiology. 2008, 108:1009-15. 10.1097/ALN.0b013e318173f103
4. Young T, Skatrud J, Peppard PE: Risk factors for obstructive sleep apnea in adults . JAMA. 2004, 291:2013-6.
10.1001/jama.291.16.2013
5. Hudgel DW: Sleep apnea severity classification - revisited. Sleep. 2016, 39:1165-6. 10.5665/sleep.5776
6.  Wali SO, Abaalkhail B, AlQassas I, Alhejaili F, Spence DW, Pandi-Perumal SR: The correlation between
oxygen saturation indices and the standard obstructive sleep apnea severity. Ann Thorac Med. 2020, 15:70-
5.
7. Malhotra A, Ayappa I, Ayas N, et al.: Metrics of sleep apnea severity: beyond the apnea-hypopnea index .
Sleep. 2021, 44:10.1093/sleep/zsab030
8. Ahima RS, Lazar MA: The health risk of obesity--better metrics imperative . Science. 2013, 341:856-8.
10.1126/science.1241244
9. Jehan S, Zizi F, Pandi-Perumal SR, et al.: Obstructive sleep apnea and obesity: implications for public
health. Sleep Med Disord. 2017, 1:00019.
10. Romero-Corral A, Caples SM, Lopez-Jimenez F, Somers VK: Interactions between obesity and obstructive
sleep apnea: implications for treatment. Chest. 2010, 137:711-9. 10.1378/chest.09-0360
11. Sultan N, Ajmal M, Saqib IU, et al.: Obstructive sleep apnoea in pakistan: a single tertiary care center
experience. Cureus. 2019, 11:e6459. 10.7759/cureus.6459
12.  Timothy Garvey W: Clinical definition of overweight and obesity. Bariatric Endocrinology. Gonzalez-
Campoy JM, Hurley DL, Timothy Garvey W (ed): Springer, Cham, Switzerland; 2019. 121-43. 10.1007/978-3-
319-95655-8 7
13.  Tsai WH, Flemons WW, Whitelaw WA, Remmers JE: A comparison of apnea-hypopnea indices derived from

different definitions of hypopnea. Am J Respir Crit Care Med. 1999, 159:43-8. 10.1164/ajrccm.159.1.9709017

14.  Franklin KA, Lindberg E: Obstructive sleep apnea is a common disorder in the population-a review on the
epidemiology of sleep apnea. | Thorac Dis. 2015, 7:1311-22. 10.3978/j.issn.2072-1439.2015.06.11

15.  Ersozlii T, Deniz M, Fazlioglu N, Gultekin E, Altintas N: Understanding potential associations between
anatomic and other factors in OSA severity. Sleep Breath. 2022, 26:1649-53. 10.1007/s11325-021-02539-1

16.  Cooper AJ, Gupta SR, Moustafa AF, Chao AM: Sex/gender differences in obesity prevalence, comorbidities,
and treatment. Curr Obes Rep. 2021, 10:458-66. 10.1007/s13679-021-00453-x

17.  Peppard PE, Young T, Palta M, Dempsey J, Skatrud J: Longitudinal study of moderate weight change and
sleep-disordered breathing. JAMA. 2000, 284:3015-21. 10.1001/jama.284.23.3015

18. Friedman M, Tanyeri H, La Rosa M, Landsberg R, Vaidyanathan K, Pieri S, Caldarelli D: Clinical predictors of

obstructive sleep apnea. Laryngoscope. 1999, 109:1901-7. 10.1097/00005537-199912000-00002

19.  Schafer H, Pauleit D, Sudhop T, Gouni-Berthold I, Ewig S, Berthold HK: Body fat distribution, serum leptin,
and cardiovascular risk factors in men with obstructive sleep apnea. Chest. 2002, 122:829-39.
10.1378/chest.122.3.829

20. Ciavarella D, Tepedino M, Chimenti C, et al.: Correlation between body mass index and obstructive sleep
apnea severity indexes - a retrospective study. Am ] Otolaryngol. 2018, 39:388-91.
10.1016/j.amjoto0.2018.03.026

21. Pendlebury ST, Pépin JL, Veale D, Lévy P: Natural evolution of moderate sleep apnoea syndrome: significant

progression over a mean of 17 months. Thorax. 1997, 52:872-8. 10.1136/thx.52.10.872

22. Sforza E, Addati G, Cirignotta F, Lugaresi E: Natural evolution of sleep apnoea syndrome: a five year
longitudinal study. Eur Respir J. 1994, 7:1765-70. 10.1183/09031936.94.07101765

23.  Stradling JR, Crosby JH: Predictors and prevalence of obstructive sleep apnoea and snoring in 1001 middle
aged men. Thorax. 1991, 46:85-90. 10.1136/thx.46.2.85

2024 Uzair et al. Cureus 16(4): €59066. DOI 10.7759/cureus.59066

7of7


https://europepmc.org/article/med/28845957
https://dx.doi.org/10.2147/NSS.S124657
https://dx.doi.org/10.2147/NSS.S124657
https://dx.doi.org/10.1097/ALN.0b013e318173f103
https://dx.doi.org/10.1097/ALN.0b013e318173f103
https://dx.doi.org/10.1001/jama.291.16.2013
https://dx.doi.org/10.1001/jama.291.16.2013
https://dx.doi.org/10.5665/sleep.5776
https://dx.doi.org/10.5665/sleep.5776
https://journals.lww.com/aotm/fulltext/2020/15020/the_correlation_between_oxygen_saturation_indices.6.aspx
https://dx.doi.org/10.1093/sleep/zsab030
https://dx.doi.org/10.1093/sleep/zsab030
https://dx.doi.org/10.1126/science.1241244
https://dx.doi.org/10.1126/science.1241244
https://www.ncbi.nlm.nih.gov/pmc/articles/PMC5836788/
https://dx.doi.org/10.1378/chest.09-0360
https://dx.doi.org/10.1378/chest.09-0360
https://dx.doi.org/10.7759/cureus.6459
https://dx.doi.org/10.7759/cureus.6459
https://dx.doi.org/10.1007/978-3-319-95655-8_7
https://dx.doi.org/10.1007/978-3-319-95655-8_7
https://dx.doi.org/10.1164/ajrccm.159.1.9709017
https://dx.doi.org/10.1164/ajrccm.159.1.9709017
https://dx.doi.org/10.3978/j.issn.2072-1439.2015.06.11
https://dx.doi.org/10.3978/j.issn.2072-1439.2015.06.11
https://dx.doi.org/10.1007/s11325-021-02539-1
https://dx.doi.org/10.1007/s11325-021-02539-1
https://dx.doi.org/10.1007/s13679-021-00453-x
https://dx.doi.org/10.1007/s13679-021-00453-x
https://dx.doi.org/10.1001/jama.284.23.3015
https://dx.doi.org/10.1001/jama.284.23.3015
https://dx.doi.org/10.1097/00005537-199912000-00002
https://dx.doi.org/10.1097/00005537-199912000-00002
https://dx.doi.org/10.1378/chest.122.3.829
https://dx.doi.org/10.1378/chest.122.3.829
https://dx.doi.org/10.1016/j.amjoto.2018.03.026
https://dx.doi.org/10.1016/j.amjoto.2018.03.026
https://dx.doi.org/10.1136/thx.52.10.872
https://dx.doi.org/10.1136/thx.52.10.872
https://dx.doi.org/10.1183/09031936.94.07101765
https://dx.doi.org/10.1183/09031936.94.07101765
https://dx.doi.org/10.1136/thx.46.2.85
https://dx.doi.org/10.1136/thx.46.2.85

	Correlation Between Body Mass Index and Apnea-Hypopnea Index or Nadir Oxygen Saturation Levels in Patients With Obstructive Sleep Apnea
	Abstract
	Introduction
	Materials And Methods
	Sample size
	Definitions
	Statistical analysis

	Results
	TABLE 1: Descriptive analysis.
	FIGURE 1: Association of BMI with gender.
	FIGURE 2: Association of BMI with age groups.
	TABLE 2: Spearman’s Rho correlation analysis.
	FIGURE 3: Bar chart showing various BMI categories with associated mean AHI and nadir SpO2 levels.

	Discussion
	Conclusions
	Additional Information
	Author Contributions
	Disclosures

	References


