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Abstract

Obstructive sleep apnea (OSA) is characterized by recurrent episodes of complete or partial obstruction of the upper airway that lead to in-
termittent hypoxemia, negative intrathoracic pressure, hypercapnia, and sleep disturbances. While OSA is recognized as a significant risk
factor for cardiovascular disease, it’s relationship with hypertensive heart disease (HHD) remains underappreciated. HHD is a condition
characterized by the pathological hypertrophy of the left ventricle, a consequence of elevated arterial hypertension. Interestingly, both
OSA and HHD share similar underlying mechanisms including hypertension, left ventricular hypertrophy, myocardial fibrosis, oxidative
stress, and inflammation, which ultimately contribute to the progression of HHD. This review aims to shed light on the potential role of
OSA in HHD pathogenesis, summarizing current OSA treatment options. It is hoped that this review will encourage a renewed clinical
focus on HHD and underscore the need for further OSA research, particularly in the context of screening and treating HHD patients.
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1. Introduction
Hypertensive heart disease (HHD) is characterized by

pathological hypertrophy of the left ventricle due to ar-
terial hypertension, leading to extensive changes in heart
muscle structure. This remodeling encompasses both car-
diomyocyte growth and changes in other cell types within
the myocardium [1]. As of 2017, HHD’s worldwide age-
standardized prevalence was 217.9 per 100,000—a 7.4%
increase since 1990 [2]. HHD is the second leading cause
of heart failure (26.2%), trailing only ischemic heart dis-
ease (26.5%) [3]. Thus, HHD has become a major cause of
global morbidity andmortality [2]. Given its significant im-
pact on global health, it’s essential to identify and address
any treatable contributing factors, particularly obstructive
sleep apnea (OSA).

OSA is an increasingly common disorder character-
ized by repeated upper airway collapse, resulting in in-
termittent hypoxia, increased negative intrathoracic pres-
sure, elevated sympathetic nervous system activity (SNA),
increased blood pressure, and frequent sleep disturbances
[4,5]. OSA may also precipitate anxiety, depression, and
other emotional disturbances [6] that can adversely affect
cardiovascular structure and function [7]. Furthermore,
OSA is associated with a range of cardiovascular complica-
tions, encompassing hypertension [8], coronary artery dis-
ease [9], stroke [10], heart failure [11], and more [12]. In
the context of HHD, it is essential to explore the potential
pathophysiological connections between OSA and the pro-
gression of HHD. This review aims to highlight the role of
OSA in HDD pathophysiology and to discuss the impact of

OSA treatments on HHD prognosis. This underscores the
importance of early OSA detection and treatment in patients
with HHD.

2. Epidemiology of OSA and HHD
The global prevalence of OSA is rising sharply, affect-

ing almost 1 billion people worldwide [13]. In the U.S., the
Wisconsin sleep cohort study found that among adults aged
30 to 70, at least mild OSA is present in 17.4% of women
and 33.9% of men while moderate or severe OSA is present
in 5.6% of women and 13.0% of men [14]. The study
also revealed a 30% surge in OSA cases between 1990 and
2010, translating to a 4.2% rise among women and 7.5%
rise among men [14]. It has emerged as a significant risk
factor for a variety of cardiovascular disorders, either as the
primary cause or as an aggravating factor, including its po-
tential impact on HHD [15]. Other studies have confirmed
that HHD is on the rise, with a 7.4% global increase since
1990, reaching 17.1 million cases in 2017 [2]. As HHD is
recognized as a condition associated with aging, its impact
on both individuals and the overall disease burden escalates
with the aging of patients and the population, respectively
[16].

Although direct data on the incidence of OSA in HHD
is limited, insights can be inferred by examining its preva-
lence in other cardiovascular conditions. The association
between OSA and hypertension has been extensively in-
vestigated, with OSA prevalence in hypertensive patients
ranging from 40% to 80% [17]. Several studies have also
indicated a connection between OSA and left ventricular
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hypertrophy (LVH). For example, Cloward et al. [18] uti-
lized echocardiography to observe LVH in 22 out of 25 pa-
tients (88%) with severe OSA. Meanwhile, by Sukhija et
al. [19] reported echocardiographic LVH in 78% of pa-
tients with moderate to severe OSA, 46% with mild OSA,
and 23%without OSA. AmongOSA patients, atrial fibrilla-
tion is prevalent in 5% [20], while it is worth noting that the
prevalence of OSA among individuals diagnosed with atrial
fibrillation has been reported as high as 32% to 39% [21].
Sleep apnea exhibits a notably high prevalence among pa-
tients with heart failure, with studies indicating rates rang-
ing between 50% and 70% [22]. It’s worth mentioning that
OSA constitutes around one-third of the documented sleep
apnea cases in this population [11]. Future findings are ex-
pected to provide direct evidence on the incidence of OSA
in patients with HHD.

3. Screening and Diagnosis of OSA
Given the elevated occurrence of OSA and the ten-

dency of patients to not always report sleep problems to
clinicians, screening is of paramount importance. OSA
screening typically entails the use of questionnaires that as-
sess OSA symptoms and may additionally consider clinical
factors such as body mass index, neck circumference, and
blood pressure [23]. Examples of screening questionnaires
encompass the Epworth sleepiness scale, STOP-bang (snor-
ing, tiredness, observed apnea, blood pressure, body mass
index, age, neck circumference, and gender) questionnaire,
STOP questionnaire, the Berlin questionnaire, the Wiscon-
sin sleep questionnaire, and the multivariable apnea pre-
diction tool [12]. If the answers to a screening question-
naire suggest the potential presence of OSA, it is common
practice to recommend a diagnostic sleep study. The diag-
nosis of OSA typically involves overnight polysomnogra-
phy performed in a specialized sleep laboratory. This di-
agnostic examination monitors various parameters, includ-
ing sleep patterns, airflow, cardiac rhythm, thoracoabdom-
inal movements and oxygen saturation levels (SaO2) [24].
However, due to limited accessibility to polysomnography,
home sleep apnea testing has been developed for conve-
nient in-home screening and diagnosis of OSA, and in-
cludes measures such as snoring, airflow, respiratory effort,
and oxygen saturation, etc., as shown in Fig. 1 [25].

Apnea is clinically characterized by a substantial re-
duction in tidal volume, often reaching up to 90%, and last-
ing for at least 10 seconds, typically accompanied by a 3%
decrease in oxygen saturation (SaO2) or interrupted by an
arousal from sleep [26]. The severity of OSA is determined
by the apnea-hypopnea index (AHI) or respiratory event in-
dex [27]. The empirical severity is classified into three cat-
egories based on the following ranges: 5 to <15 (mild), 15
to 30 (moderate), and >30 (severe) [28].

4. Pathophysiological Mechanisms of OSA
that Promote HHD

The pathophysiology of HHD is complex and in-
volves the interplay of many mechanisms, including pres-
sure overload, neurohormonal activation, and inflamma-
tion. Prolonged exposure to elevated blood pressure leads
to LVH, which is the primary compensatory mechanism to
maintain cardiac output [29]. However, persistent LVH
impairs diastolic function and increases myocardial oxy-
gen demand, leading to ischemia and fibrosis [30]. Ad-
ditionally, hypertension-induced endothelial dysfunction,
oxidative stress, and activation of the renin-angiotensin-
aldosterone system (RAAS) promote myocardial inflam-
mation, fibrosis, and apoptosis, further exacerbating car-
diac dysfunction [31,32]. Overall, the cardiovascular ef-
fects of OSAmirror those of HHD, potentially exacerbating
its onset and progression (Fig. 2).

While the clinical diagnosis and treatment for OSA
have become standardized and advanced rapidly, a greater
emphasis should be placed on comprehending the core
molecular mechanisms driving OSA pathogenesis in the
context of treatment, with a goal of either preempting or
curing OSA [33]. Certain miRNAs that are either up-
regulated or down-regulated by intermittent hypoxemia
(IH) serve as direct targets of hypoxia-inducible factor
(HIF)-1α, HIF-2α, nuclear factor κB (NF-κB), or their re-
sponsive genes, as well as certain inflammatory signaling
pathways [34–37]. We are encouraged to identify miR-
NAs with differential expression and explore their potential
roles or locations. The alterations, whether up-regulated
or down-regulated, in long non-coding RNAs induced by
chronic rat models also furnish us with valuable insights
into potential targeted therapies [38]. Moreover, small
molecular compounds play a crucial role in both regulat-
ing OSA and advancing mechanistic research. Melatonin,
a hormone involved in sleep regulation, confers a vari-
ety of advantages, such as serving as a potent antioxidant,
decreasing chemoreflex sensitivity, stabilizing ventilatory
control, and alleviating the severity of OSA [39]. When it
comes to medication, it’s interesting to find that some an-
tihypertensive drugs can reduce the severity of OSA, par-
ticularly diuretics [40]. This could be related to diuretics
effectively improving fluid overload [41].

4.1 The Effect of OSA on Blood Pressure
Hypertension in individuals with OSA arises from a

multitude of interlinked pathophysiologicmechanisms. Re-
current apnea leads to IH, sleep fragmentation, and other
factors, all of which induce a range of autonomic, hemody-
namic, and biochemical changes that contribute to elevated
blood pressure. Hypoxia stimulates carotid chemoreceptors
and aortic bodies, leading to heightened sympathetic activ-
ity [42]. Endothelial dysfunction, another factor in OSA-
related hypertension, inhibits the production of nitric oxide
(NO), resulting in reduced vasodilation and increased vaso-
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Fig. 1. Characteristic home sleep apnea testing traces. During each obstructive apnea, the absence of airflow is concurrent with
thoracic effort. Snoring occurs irregularly and intermittently due to apnea; SaO2 decreased and delayed relative to the apnea. OSA,
obstructive sleep apnea.

Fig. 2. Pathophysiology of OSA in HHD. This diagram illus-
trates a number of mechanisms by which OSA promote HHD.
OSA, obstructive sleep apnea; HHD, hypertensive heart disease;
RAAS, renin-angiotensin-aldosterone system; SNS, sympathetic
nervous system; LVH, left ventricular hypertrophy.

constriction [43]. Moreover, oxidative stress from OSA
generates reactive oxygen species that further inhibit NO
synthesis, promote endothelin-1 production, and activate
angiotensin II, which collectively contribute to vasocon-
striction [44–46]. Furthermore, OSA induced systemic in-
flammation worsens endothelial dysfunction [47,48], while
activation of the RAAS raises plasma aldosterone levels,
amplifying hypertension [49].

4.2 The Effect of OSA on LVH

Longitudinal studies have consistently identified hy-
pertension as the primary factor predisposing patients to
LVH [50]. Interestingly, OSA has emerged as an indepen-
dent LVH trigger, even after accounting for blood pressure
levels [51,52]. A Japanese study specifically investigated
the association between OSA and LVH, independently con-
firming the relationship [53]. In a separate study analyz-
ing 150 newly-diagnosed, untreated OSA patients, mul-
tivariate analysis identified autonomous connections be-
tween clinic systolic blood pressure and the average noctur-
nal oxygen saturation, each having an association with LVH
[54]. These results have been corroborated in other studies
[55–57]. Generally, the severity of OSA is directly propor-
tional to the prevalence of LVH [58]. The elevated occur-
rence of LVH in OSA patients largely stems from increased
left ventricular afterload and heightened sympathetic activ-
ity during apnea episodes [59]. Furthermore, chronic IH in
OSA is a contributing factor to LVH. In a rat study, it was
demonstrated that left ventricular dysfunction is correlated
with myocyte hypertrophy and apoptosis in response to hy-
poxia [56]. Mouse studies also provide evidence suggest-
ing that LVH is caused byOSA-induced oxygen deprivation
[60]. Thus, IH is considered fundamental to the develop-
ment of left ventricular (LV) dysfunction in OSA [61]. Ad-
ditional factors thought to play a role in LVH among OSA
patients encompass periodic negative intrathoracic pressure
overloads affecting the ventricular wall and nocturnal blood
pressure surges during sleep [62].

4.3 The Effect of OSA on Myocardial Fibrosis

Within the context of HHD, cardiac fibrosis plays a
crucial role and defined by the accumulation of extracellu-
lar matrix (ECM) proteins, both in the myocardium and ad-
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jacent microvasculature [63,64]. An essential milestone in
fibrosis development involves the activation of resident car-
diac fibroblasts, leading to their differentiation into myofi-
broblasts [65,66]. Myofibroblasts contribute to increased
deposition of ECM proteins while concurrently suppress-
ing matrix degradation pathways [67]. Additionally, car-
diac fibrosis entails the activation of neurohormonal path-
ways such as the RAAS, adrenergic signaling, growth fac-
tors, cytokines, reactive oxygen species (ROS), and intra-
cellular signaling mechanisms. These factors synergisti-
cally modulate ECM remodeling and the formation of fi-
brous tissue [68,69]. Numerous clinical and experimental
studies have demonstrated a link betweenOSA andmyocar-
dial fibrosis [70–72]. Increases in the severity of OSA have
been independently associated with more severe myocar-
dial fibrosis [73]. Additionally, OSA-induced negative in-
trathoracic pressure may impair diastolic function, which
is further associated with myocardial fibrosis [74]. One of
the main pathological factors, IH, elevates plasma levels
of thrombospondin-1, which activates transforming growth
factor-beta signaling and promotes the transformation of
cardiac fibroblasts into myofibroblasts [75]. Another study
discovered that IH-induced cardiac fibrosis was associated
with increased activity of sodium-hydrogen exchanger-1 in
cardiac cells [76]. Moreover, chronic IH has been found
to promote myocardial fibrosis in rats [77]. A systematic
review also supports these findings [78]. Additionally, ac-
tivation of the RAAS, another consequence of OSA, can
further promote myocardial fibrosis [79].

4.4 The Effect of OSA on Oxidative Stress and
Inflammation

The growing body of data underscores the influence of
non-hemodynamic factors in the pathophysiology of HHD,
including changes in oxidative balance and immune re-
sponses [80,81]. In the context of IH, oxidative stress is
thought to arise from diminished antioxidant defenses dur-
ing hypoxic periods and increased reactive oxygen species
(ROS) production during reoxygenation, a pattern resem-
bling ischemia-reperfusion injury [47]. Comparative stud-
ies have shown that monocytes and granulocytes from in-
dividuals with OSA exhibit higher levels of ROS produc-
tion compared to control subjects, highlighting the role of
oxidative stress in this condition [47]. Recent advance-
ments in breath analysis have further identified the presence
of a family of compounds associated with oxidative stress
in breath samples from OSA patients [47]. Additionally,
the periods of hypoxia trigger an inflammatory response
involving various proinflammatory cytokines and growth
factors that can impact the myocardium in multiple ways.
In a rat model, Chen et al. [82] observed an increase in
LV mass characterized by eccentric hypertrophy following
8 weeks of IH. Furthermore, significant elevations in tumor
necrosis factor-α, interleukin-6, insulin-like growth factor,
signal transducers and activators of transcription (STAT)-

1 and STAT-3, phosphorylated p38 mitogen-activated pro-
tein kinase, mitogen-activated protein kinase, and extracel-
lular signal-regulated kinasewere observed in cardiac tissue
compared to the non-hypoxia group [82].

5. Treatment Options for OSA
While limited research exists on the direct impact of

OSA treatments on HHD, evidence suggests potential ben-
efits, particularly given the positive outcomes for manag-
ing hypertension and enhancing left ventricular diastolic
function. Primary treatment modalities for OSA encompass
medical devices, behavioral interventions, and surgical op-
tions.

5.1 Continuous Positive Airway Pressure
Continuous positive airway pressure (CPAP) has

firmly established itself as the gold standard first-line treat-
ment for moderate to severe OSA, effectively normalizing
the AHI in over 90% of patients using the device [83,84].
Specifically, in individuals with resistant hypertension and
OSA, a 3-month CPAP treatment regimen significantly re-
duced daytime diastolic blood pressure and 24-hour systolic
and diastolic blood pressure, particularly when CPAP ad-
herence exceeded 5.8 hours per night [85]. Additionally,
Shim et al. [86] conducted a study demonstrating the im-
provement of left ventricular diastolic function, following
three months of CPAP therapy when compared to sham
treatment. In a study by Butt et al. [87], CPAP therapy
was shown to reduce posterior wall thickness and enhance
cardiac parameters including LV ejection fraction, systolic
velocity, as well markers of diastolic LV impairment. While
CPAP has demonstrated its efficacy in reducing blood pres-
sure among hypertensive patients, its long-term impact on
cardiovascular events remains inconclusive [88,89]. In a
randomized trial involving more than 2000 patients with es-
tablished cardiovascular or cerebrovascular disease, partic-
ipants were assigned to receive either CPAP in addition to
their usual care or usual care alone [90]. Over an average
43-month follow-up, CPAP treatment did not significantly
reduce the primary composite endpoint of major adverse
cardiovascular events [90]. However, a pre-specified sub-
group analysis revealed that patients maintaining CPAP for
over 4 hours per night exhibited a decreased risk of stroke
(hazard ratio [HR], 0.56; 95% confidence interval [CI],
0.32–1.00) and total cerebrovascular events (HR, 0.52; 95%
CI, 0.30–0.90) [90].

5.2 Lifestyle Modification
Lifestyle modification aimed at managing sleep apnea

include weight loss, avoiding sleeping in a supine position,
engaging in regular aerobic exercise [26]. Weight loss is
particularly impactful, serving as an initial treatment op-
tion for patients with minimal symptoms, especially when
overweight or obese, and can be combined with other ther-
apies [91]. In a longitudinal study that included individuals
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within the normal weight range, a 10% increase in weight
was associated with a six-fold rise in the risk of developing
OSA, whereas a 10% reduction in weight led to a substan-
tial 26% decrease in the AHI [92]. Furthermore, weight loss
has the potential to improve blood pressure [93]. Notably,
in obese individuals, weight loss led to more significant re-
gression of LVH compared to those of normal weight, irre-
spective of blood pressure [94]. This suggests that weight
reduction has a greater influence on left ventricular mass
than hemodynamic factors alone. In a cohort comprising
overweight, sedentary men and women, the combination of
exercise and weight loss led to a reduction in blood pressure
and brought about favorable alterations in left ventricular
structure [95]. Exercisemay have a positive impact onOSA
regardless of weight loss, and there is a dose-dependent cor-
relation between exercise and a reduced prevalence of OSA
[96–98]. Positional therapy is appropriate for individuals
with positional OSA. It is estimated that over half of all pa-
tients with an AHI exceeding 5 events per hour exhibit a
positional component as a contributing factor to their sleep
apnea [99]. The impact of one-month positional therapy
on 24-hour blood pressure was evaluated in a group of 13
patients with positional OSA, among both hypertensive and
normotensive patients, a significant reduction was observed
in mean 24-hour blood pressure [100].

5.3 Surgery
The evidence supporting surgical interventions for

OSA is inconclusive due to the variety of procedures per-
formed, the lack of cardiovascular endpoint measurements,
and the infrequent use of long-term follow-up assessments
[101]. Surgical modification of the upper airway is a viable
option for specific patients and is frequently suggested for
symptomatic individuals who find it challenging to toler-
ate CPAP therapy [102]. An emerging surgical technique,
barbed reposition pharyngoplasty, shows promise in alle-
viating OSA [103]. According to a review, sleep surgery
performed on patients with OSA leads to a notable im-
provement in OSA, as evidenced by a substantial decrease
in AHI by 26.2 events per hour. Additionally, there is a
significant reduction in office systolic blood pressure by
5.6 mmHg and a significant decrease in diastolic blood
pressure by 3.9 mmHg [104]. Result from Seyed Resuli’s
research supports this conclusion. Hypertensive patients
showed preoperative systolic and diastolic blood pressures
averaging 152.3 ± 21.2 and 97.2 ± 12.3 mmHg [105].
Post-uvulopalatopharyngoplasty, these averages dropped to
124.5 ± 19.3 and 86.4 ± 12.1 mmHg, respectively, a sta-
tistically significant change (p < 0.05) [105].

6. Conclusions
Both OSA and HHD are very common globally and

place a huge burden on society. The impact of OSA on
various cardiovascular diseases is well-established, yet its
effect on HHD remains unknown. Interestingly, we ob-

served significant parallels in the pathophysiology of OSA
and HHD. Pathophysiology of OSA is linked to the acti-
vation of a diverse array of inflammatory, metabolic, neu-
ral, and hemodynamic changes, which can have an impact
on left ventricular structure and function [31]. The patho-
physiology of HHD has been extensively studied, focus-
ing on the widely discussed mechanisms of LVH result-
ing from hypertension, as well as myocardial fibrosis [30].
Substantial evidence suggests that the pathology of OSA
may contribute to the development of HHD. In this review
we have summarized the pathophysiological evidence link-
ing the two diseases, providing a new focus on OSA for the
clinical management of HHD.We summarized the common
clinical treatment of sleep apnea, to provide suitable choice
for patients with HHD.

Although OSA is a well-known contributor to cardio-
vascular disease, there is a surprising lack of research ex-
ploring whether OSA treatments lead to reduced cardiovas-
cular events [101,106]. We can’t seem to get an accurate
conclusion at present. One challenge when conducting ran-
domized controlled trials (RCTs) focused on cardiac out-
comes in individuals with OSA is the ethical dilemma that
frequently arises. This ethical dilemma often leads to the
exclusion of individuals experiencing severe sleepiness or
hypoxemia, precisely the groups that stand to derive the
greatest potential benefits from therapeutic interventions
[106]. In addition, treatment adherence needs to be con-
sidered. Future studies are needed to assess the effect of
OSA treatment on HHD endpoints to provide us with accu-
rate conclusions.

Author Contributions
LL: conceptualization, investigation and original

draft; YW: formal analysis and original draft; LQH: inves-
tigation and original draft; NLB: conceptualization and re-
view & editing; HJD: supervision, conceptualization and
review&editing; HMC: supervision, conceptualization and
review & editing. All authors read and approved the final
manuscript. All authors have participated sufficiently in the
work and agreed to be accountable for all aspects of the
work.

Ethics Approval and Consent to Participate
Not applicable.

Acknowledgment
Not applicable.

Funding
This research received no external funding.

Conflict of Interest
The authors declare no conflict of interest.

5

https://www.imrpress.com


References
[1] González A, López B, Ravassa S, Beaumont J, Zudaire A, Gal-

lego I, et al. Cardiotrophin-1 in hypertensive heart disease. En-
docrine. 2012; 42: 9–17.

[2] Dai H, Bragazzi NL, Younis A, Zhong W, Liu X, Wu J, et
al. Worldwide Trends in Prevalence, Mortality, and Disability-
Adjusted Life Years for Hypertensive Heart Disease From 1990
to 2017. Hypertension. 2021; 77: 1223–1233.

[3] Díez J, Butler J. Growing Heart Failure Burden of Hypertensive
Heart Disease: A Call to Action. Hypertension. 2023; 80: 13–
21.

[4] Lyons MM, Bhatt NY, Pack AI, Magalang UJ. Global burden
of sleep-disordered breathing and its implications. Respirology.
2020; 25: 690–702.

[5] Semelka M, Wilson J, Floyd R. Diagnosis and Treatment of Ob-
structive Sleep Apnea in Adults. American Family Physician.
2016; 94: 355–360.

[6] Maniaci A, Ferlito S, Lechien JR, Di Luca M, Iannella G, Cam-
maroto G, et al. Anxiety, depression and sleepiness in OSA pa-
tients treated with barbed reposition pharyngoplasty: a prospec-
tive study. European Archives of Oto-Rhino-Laryngology.
2022; 279: 4189–4198.

[7] Mohamed B, Yarlagadda K, Self Z, Simon A, Rigueiro F, So-
hooli M, et al. Obstructive Sleep Apnea and Stroke: Determin-
ing the Mechanisms Behind their Association and Treatment
Options. Translational Stroke Research. 2023. (online ahead of
print)

[8] Torres G, Sánchez-de-la-Torre M, Barbé F. Relationship Be-
tween OSA and Hypertension. Chest. 2015; 148: 824–832.

[9] Lee CH, Khoo SM, Chan MY, Wong HB, Low AF, Phua QH,
et al. Severe obstructive sleep apnea and outcomes following
myocardial infarction. Journal of Clinical SleepMedicine. 2011;
7: 616–621.

[10] Hermann DM, Bassetti CL. Role of sleep-disordered breath-
ing and sleep-wake disturbances for stroke and stroke recovery.
Neurology. 2016; 87: 1407–1416.

[11] Oldenburg O, Lamp B, Faber L, Teschler H, Horstkotte D,
Töpfer V. Sleep-disordered breathing in patients with symp-
tomatic heart failure: a contemporary study of prevalence in and
characteristics of 700 patients. European Journal of Heart Fail-
ure. 2007; 9: 251–257.

[12] Bauters F, Rietzschel ER, Hertegonne KB, Chirinos JA. The
Link Between Obstructive Sleep Apnea and Cardiovascular Dis-
ease. Current atherosclerosis reports. 2016; 1: 1–11.

[13] Benjafield AV, Ayas NT, Eastwood PR, Heinzer R, Ip MSM,
Morrell MJ, et al. Estimation of the global prevalence and bur-
den of obstructive sleep apnoea: a literature-based analysis. The
Lancet. Respiratory Medicine. 2019; 7: 687–698.

[14] Peppard PE, Young T, Barnet JH, Palta M, Hagen EW, Hla KM.
Increased prevalence of sleep-disordered breathing in adults.
American Journal of Epidemiology. 2013; 177: 1006–1014.

[15] Tietjens JR, Claman D, Kezirian EJ, De Marco T, Mirzayan A,
Sadroonri B, et al. Obstructive Sleep Apnea in Cardiovascular
Disease: A Review of the Literature and Proposed Multidisci-
plinary Clinical Management Strategy. Journal of the American
Heart Association. 2019; 8: e010440.

[16] Chang AY, Skirbekk VF, Tyrovolas S, Kassebaum NJ, Diele-
man JL. Measuring population ageing: an analysis of the Global
Burden of Disease Study 2017. The Lancet. Public Health. 2019;
4: e159–e167.

[17] Yeghiazarians Y, Jneid H, Tietjens JR, Redline S, Brown DL,
El-Sherif N, et al. Obstructive Sleep Apnea and Cardiovascu-
lar Disease: A Scientific Statement From the American Heart
Association. Circulation. 2021; 144: e56–e67.

[18] Cloward TV, Walker JM, Farney RJ, Anderson JL. Left ventric-
ular hypertrophy is a common echocardiographic abnormality in

severe obstructive sleep apnea and reverses with nasal continu-
ous positive airway pressure. Chest. 2003; 124: 594–601.

[19] Sukhija R, Aronow WS, Sandhu R, Kakar P, Maguire GP, Ahn
C, et al. Prevalence of left ventricular hypertrophy in persons
with and without obstructive sleep apnea. Cardiology in Review.
2006; 14: 170–172.

[20] Mehra R, Benjamin EJ, Shahar E, Gottlieb DJ, Nawabit R,
Kirchner HL, et al. Association of nocturnal arrhythmias with
sleep-disordered breathing: The Sleep Heart Health Study.
American Journal of Respiratory and Critical Care Medicine.
2006; 173: 910–916.

[21] Albuquerque FN, Calvin AD, Sert Kuniyoshi FH, Konecny T,
Lopez-Jimenez F, Pressman GS, et al. Sleep-disordered breath-
ing and excessive daytime sleepiness in patients with atrial fib-
rillation. Chest. 2012; 141: 967–973.

[22] Lévy P, Naughton MT, Tamisier R, Cowie MR, Bradley TD.
Sleep apnoea and heart failure. The European Respiratory Jour-
nal. 2022; 59: 2101640.

[23] US Preventive Services Task Force, Mangione CM, Barry MJ,
NicholsonWK, CabanaM, ChelmowD, et al. Screening for Ob-
structive Sleep Apnea in Adults: US Preventive Services Task
Force Recommendation Statement. JAMA. 2022; 328: 1945–
1950.

[24] Mendonca F, Mostafa SS, Ravelo-Garcia AG, Morgado-Dias F,
Penzel T. A Review of Obstructive Sleep Apnea Detection Ap-
proaches. IEEE Journal of Biomedical and Health Informatics.
2019; 23: 825–837.

[25] Jonas DE, Amick HR, Feltner C, Weber RP, Arvanitis M, Stine
A, et al. Screening for Obstructive Sleep Apnea in Adults: Evi-
dence Report and Systematic Review for the US Preventive Ser-
vices Task Force. JAMA. 2017; 317: 415–433.

[26] Gottlieb DJ, Punjabi NM. Diagnosis and Management of Ob-
structive Sleep Apnea: A Review. JAMA. 2020; 323: 1389–
1400.

[27] Malhotra A, Ayappa I, Ayas N, Collop N, Kirsch D, Mcardle
N, et al. Metrics of sleep apnea severity: beyond the apnea-
hypopnea index. Sleep. 2021; 44: zsab030.

[28] Ramar K, Dort LC, Katz SG, Lettieri CJ, Harrod CG, Thomas
SM, et al. Clinical Practice Guideline for the Treatment of Ob-
structive Sleep Apnea and Snoring with Oral Appliance Ther-
apy: An Update for 2015. Journal of Clinical Sleep Medicine.
2015; 11: 773–827.

[29] DraznerMH. The progression of hypertensive heart disease. Cir-
culation. 2011; 123: 327–334.

[30] Slivnick J, Lampert BC. Hypertension and Heart Failure. Heart
Failure Clinics. 2019; 15: 531–541.

[31] Nwabuo CC, Vasan RS. Pathophysiology of Hypertensive Heart
Disease: Beyond Left Ventricular Hypertrophy. Current Hyper-
tension Reports. 2020; 22: 11.

[32] Zhang X, Zhou X, Huang Z, Fan X, Tan X, Lu C, et al. Aldos-
terone is a possible new stimulating factor for promoting vascu-
lar calcification. Frontiers in Bioscience-Landmark. 2021; 26:
1052–1063.

[33] ZhangM, LuY, Sheng L, HanX, Yu L, ZhangW, et al. Advances
in Molecular Pathology of Obstructive Sleep Apnea. Molecules.
2022; 27: 8422.

[34] Serocki M, Bartoszewska S, Janaszak-Jasiecka A, Ochocka RJ,
Collawn JF, Bartoszewski R. miRNAs regulate the HIF switch
during hypoxia: a novel therapeutic target. Angiogenesis. 2018;
21: 183–202.

[35] Gao H, Han Z, Huang S, Bai R, Ge X, Chen F, et al. Intermittent
hypoxia caused cognitive dysfunction relate to miRNAs dys-
regulation in hippocampus. Behavioural Brain Research. 2017;
335: 80–87.

[36] Ren J, LiuW, Li GC, Jin M, You ZX, Liu HG, et al. Atorvastatin
Attenuates Myocardial Hypertrophy Induced by Chronic Inter-

6

https://www.imrpress.com


mittent Hypoxia In Vitro Partly through miR-31/PKCε Pathway.
Current Medical Science. 2018; 38: 405–412.

[37] Wang W, Zhang K, Li X, Ma Z, Zhang Y, Yuan M, et al. Doxy-
cycline attenuates chronic intermittent hypoxia-induced atrial fi-
brosis in rats. Cardiovascular Therapeutics. 2018; 36: e12321.

[38] Mentis AFA, Dardiotis E, Katsouni E, Chrousos GP. From
warrior genes to translational solutions: novel insights into
monoamine oxidases (MAOs) and aggression. Translational
Psychiatry. 2021; 11: 130.

[39] Aiello G, Cuocina M, La Via L, Messina S, Attaguile GA,
Cantarella G, et al. Melatonin or Ramelteon for Delirium Pre-
vention in the Intensive Care Unit: A Systematic Review and
Meta-Analysis of Randomized Controlled Trials. Journal of
Clinical Medicine. 2023; 12: 435.

[40] Khurshid K, Yabes J, Weiss PM, Dharia S, Brown L, Unruh M,
et al. Effect of Antihypertensive Medications on the Severity
of Obstructive Sleep Apnea: A Systematic Review and Meta-
Analysis. Journal of Clinical Sleep Medicine. 2016; 12: 1143–
1151.

[41] Ogna A, Forni Ogna V, Mihalache A, Pruijm M, Halabi G, Phan
O, et al. Obstructive Sleep Apnea Severity and Overnight Body
Fluid Shift before and after Hemodialysis. Clinical Journal of
the American Society of Nephrology. 2015; 10: 1002–1010.

[42] Abboud F, Kumar R. Obstructive sleep apnea and insight into
mechanisms of sympathetic overactivity. The Journal of Clinical
Investigation. 2014; 124: 1454–1457.

[43] Kato M, Roberts-Thomson P, Phillips BG, Haynes WG,
Winnicki M, Accurso V, et al. Impairment of endothelium-
dependent vasodilation of resistance vessels in patients with ob-
structive sleep apnea. Circulation. 2000; 102: 2607–2610.

[44] Jelic S, Padeletti M, Kawut SM, Higgins C, Canfield SM, Onat
D, et al. Inflammation, oxidative stress, and repair capacity of
the vascular endothelium in obstructive sleep apnea. Circulation.
2008; 117: 2270–2278.

[45] Faure P, Tamisier R, Baguet JP, Favier A, Halimi S, Lévy P, et al.
Impairment of serum albumin antioxidant properties in obstruc-
tive sleep apnoea syndrome. The European Respiratory Journal.
2008; 31: 1046–1053.

[46] Troncoso Brindeiro CM, da Silva AQ, Allahdadi KJ, Young-
blood V, Kanagy NL. Reactive oxygen species contribute to
sleep apnea-induced hypertension in rats. American Journal
of Physiology. Heart and Circulatory Physiology. 2007; 293:
H2971–H2976.

[47] Lam SY, Liu Y, Ng KM, Lau CF, Liong EC, Tipoe GL, et al.
Chronic intermittent hypoxia induces local inflammation of the
rat carotid body via functional upregulation of proinflammatory
cytokine pathways. Histochemistry and Cell Biology. 2012; 137:
303–317.

[48] Ji P, Kou Q, Zhang J. Study on Relationship Between Carotid
Intima-Media Thickness and Inflammatory Factors in Obstruc-
tive Sleep Apnea. Nature and Science of Sleep. 2022; 14: 2179–
2187.

[49] Møller DS, Lind P, Strunge B, Pedersen EB. Abnormal vasoac-
tive hormones and 24-hour blood pressure in obstructive sleep
apnea. American Journal of Hypertension. 2003; 16: 274–280.

[50] Haider AW, Larson MG, Franklin SS, Levy D, Framingham
Heart Study. Systolic blood pressure, diastolic blood pressure,
and pulse pressure as predictors of risk for congestive heart
failure in the Framingham Heart Study. Annals of Internal
Medicine. 2003; 138: 10–16.

[51] Chami HA, Devereux RB, Gottdiener JS, Mehra R, Roman MJ,
Benjamin EJ, et al. Left ventricular morphology and systolic
function in sleep-disordered breathing: the Sleep Heart Health
Study. Circulation. 2008; 117: 2599–2607.

[52] Kraiczi H, Peker Y, Caidahl K, Samuelsson A, Hedner J. Blood
pressure, cardiac structure and severity of obstructive sleep ap-

nea in a sleep clinic population. Journal of Hypertension. 2001;
19: 2071–2078.

[53] SekizukaH, OsadaN, Akashi YJ. Impact of obstructive sleep ap-
nea and hypertension on left ventricular hypertrophy in Japanese
patients. Hypertension Research. 2017; 40: 477–482.

[54] Baguet JP, Barone-Rochette G, Lévy P, Vautrin E, Pierre H,
Ormezzano O, et al. Left ventricular diastolic dysfunction is
linked to severity of obstructive sleep apnoea. The European
Respiratory Journal. 2010; 36: 1323–1329.

[55] Kraiczi H, Caidahl K, Samuelsson A, Peker Y, Hedner J. Impair-
ment of vascular endothelial function and left ventricular filling:
association with the severity of apnea-induced hypoxemia dur-
ing sleep. Chest. 2001; 119: 1085–1091.

[56] Dursunoglu D, Dursunoglu N, Evrengül H, Ozkurt S, Kuru O,
Kiliç M, et al. Impact of obstructive sleep apnoea on left ventric-
ular mass and global function. The European Respiratory Jour-
nal. 2005; 26: 283–288.

[57] Yu L, Li H, Liu X, Fan J, Zhu Q, Li J, et al. Left ventricular re-
modeling and dysfunction in obstructive sleep apnea: System-
atic review and meta-analysis. Herz. 2020; 45: 726–738.

[58] Cuspidi C, Tadic M, Sala C, Gherbesi E, Grassi G, Mancia G.
Targeting Concentric Left Ventricular Hypertrophy in Obstruc-
tive Sleep Apnea Syndrome. A Meta-analysis of Echocardio-
graphic Studies. American Journal of Hypertension. 2020; 33:
310–315.

[59] Baguet JP, Barone-Rochette G, Tamisier R, Levy P, Pépin JL.
Mechanisms of cardiac dysfunction in obstructive sleep apnea.
Nature Reviews. Cardiology. 2012; 9: 679–688.

[60] Castro-Grattoni AL, Alvarez-Buvé R, Torres M, Farré R,
Montserrat JM, Dalmases M, et al. Intermittent Hypoxia-
Induced Cardiovascular Remodeling Is Reversed by Normoxia
in a Mouse Model of Sleep Apnea. Chest. 2016; 149: 1400–
1408.

[61] Ramirez TA, Jourdan-Le Saux C, Joy A, Zhang J, Dai Q, Mifflin
S, et al. Chronic and intermittent hypoxia differentially regulate
left ventricular inflammatory and extracellular matrix responses.
Hypertension Research. 2012; 35: 811–818.

[62] Umemura S, Arima H, Arima S, Asayama K, Dohi Y, Hirooka
Y, et al. The Japanese Society of Hypertension Guidelines for
theManagement of Hypertension (JSH 2019). Hypertension Re-
search. 2019; 42: 1235–1481.

[63] Shahbaz AU, Sun Y, Bhattacharya SK, Ahokas RA, Gerling IC,
McGee JE, et al. Fibrosis in hypertensive heart disease: molec-
ular pathways and cardioprotective strategies. Journal of Hyper-
tension. 2010; 28: S25–S32.

[64] Humeres C, Frangogiannis NG. Fibroblasts in the Infarcted, Re-
modeling, and Failing Heart. JACC. Basic to Translational Sci-
ence. 2019; 4: 449–467.

[65] Wang J, Chen H, Seth A, McCulloch CA. Mechanical force reg-
ulation of myofibroblast differentiation in cardiac fibroblasts.
American Journal of Physiology. Heart and Circulatory Phys-
iology. 2003; 285: H1871–H1881.

[66] Travers JG, Kamal FA, Robbins J, Yutzey KE, Blaxall BC. Car-
diac Fibrosis: The Fibroblast Awakens. Circulation Research.
2016; 118: 1021–1040.

[67] Camelliti P, Borg TK, Kohl P. Structural and functional charac-
terisation of cardiac fibroblasts. Cardiovascular Research. 2005;
65: 40–51.

[68] Alvarez D, Briassouli P, Clancy RM, Zavadil J, Reed JH, Abel-
lar RG, et al. A novel role of endothelin-1 in linking Toll-like
receptor 7-mediated inflammation to fibrosis in congenital heart
block. The Journal of Biological Chemistry. 2011; 286: 30444–
30454.

[69] Feng B, Chen S, Gordon AD, Chakrabarti S. miR-146a mediates
inflammatory changes and fibrosis in the heart in diabetes. Jour-
nal of Molecular and Cellular Cardiology. 2017; 105: 70–76.

7

https://www.imrpress.com


[70] Yokoe S, Hayashi T, Nakagawa T, Kato R, Ijiri Y, Yamaguchi
T, et al. Augmented O-GlcNAcylation exacerbates right ventric-
ular dysfunction and remodeling via enhancement of hypertro-
phy, mitophagy, and fibrosis in mice exposed to long-term in-
termittent hypoxia. Hypertension Research. 2023; 46: 667–678.

[71] Shah NA, Reid M, Kizer JR, Sharma RK, Shah RV, Kundel V,
et al. Sleep-disordered breathing and left ventricular scar on car-
diac magnetic resonance: results of the Multi-Ethnic Study of
Atherosclerosis. Journal of Clinical Sleep Medicine. 2020; 16:
855–862.

[72] Macedo TA, Giampá SQC, Furlan SF, Freitas LS, Lebkuchen
A, Cardozo KHM, et al. Effect of continuous positive airway
pressure on atrial remodeling and diastolic dysfunction of pa-
tients with obstructive sleep apnea and metabolic syndrome: a
randomized study. Obesity. 2023; 31: 934–944.

[73] Wang S, Cui H, Ji K, Zhu C, Huang X, Lai Y, et al. Relation-
ship Between Obstructive Sleep Apnea and Late Gadolinium
Enhancement and Their Effect on Cardiac Arrhythmias in Pa-
tients with Hypertrophic Obstructive Cardiomyopathy. Nature
and Science of Sleep. 2021; 13: 447–456.

[74] Somers VK, White DP, Amin R, Abraham WT, Costa F, Cule-
bras A, et al. Sleep apnea and cardiovascular disease: an Ameri-
can Heart Association/American College of Cardiology Foun-
dation Scientific Statement from the American Heart Associ-
ation Council for High Blood Pressure Research Professional
Education Committee, Council on Clinical Cardiology, Stroke
Council, and Council on Cardiovascular Nursing. Journal of the
American College of Cardiology. 2008; 52: 686–717.

[75] Bao Q, Zhang B, Suo Y, Liu C, Yang Q, Zhang K, et al. Inter-
mittent hypoxia mediated by TSP1 dependent on STAT3 induces
cardiac fibroblast activation and cardiac fibrosis. eLife. 2020; 9:
e49923.

[76] Chen TI, Tu WC. Exercise Attenuates Intermittent Hypoxia-
Induced Cardiac Fibrosis Associated with Sodium-Hydrogen
Exchanger-1 in Rats. Frontiers in Physiology. 2016; 7: 462.

[77] Lu D, Wang J, Zhang H, Shan Q, Zhou B. Renal denerva-
tion improves chronic intermittent hypoxia induced hyperten-
sion and cardiac fibrosis and balances gut microbiota. Life Sci-
ences. 2020; 262: 118500.

[78] Belaidi E, Khouri C, Harki O, Baillieul S, Faury G, Briançon-
Marjollet A, et al. Cardiac consequences of intermittent hypoxia:
a matter of dose? A systematic review and meta-analysis in ro-
dents. European Respiratory Review. 2022; 31: 210269.

[79] AlQudah M, Hale TM, Czubryt MP. Targeting the renin-
angiotensin-aldosterone system in fibrosis. Matrix Biology.
2020; 91-92: 92–108.

[80] Griendling KK, Camargo LL, Rios FJ, Alves-Lopes R, Mon-
tezano AC, Touyz RM. Oxidative Stress and Hypertension. Cir-
culation Research. 2021; 128: 993–1020.

[81] Rizzoni D, De Ciuceis C, Szczepaniak P, Paradis P, Schiffrin
EL, Guzik TJ. Immune System and Microvascular Remodeling
in Humans. Hypertension. 2022; 79: 691–705.

[82] Chen LM, Kuo WW, Yang JJ, Wang SG, Yeh YL, Tsai FJ, et al.
Eccentric cardiac hypertrophy was induced by long-term inter-
mittent hypoxia in rats. Experimental physiology, 2007;92:409–
16.

[83] Patil SP, Ayappa IA, Caples SM, Kimoff RJ, Patel SR, Harrod
CG. Treatment of Adult Obstructive Sleep Apnea With Positive
Airway Pressure: An American Academy of Sleep Medicine
Systematic Review, Meta-Analysis, and GRADE Assessment.
Journal of Clinical Sleep Medicine. 2019; 15: 301–334.

[84] Qaseem A, Holty JEC, Owens DK, Dallas P, Starkey M,
Shekelle P, et al. Management of obstructive sleep apnea in
adults: A clinical practice guideline from the American College
of Physicians. Annals of Internal Medicine. 2013; 159: 471–
483.

[85] Lozano L, Tovar JL, Sampol G, Romero O, Jurado MJ, Segarra
A, et al. Continuous positive airway pressure treatment in sleep
apnea patients with resistant hypertension: a randomized, con-
trolled trial. Journal of Hypertension. 2010; 28: 2161–2168.

[86] ShimCY,KimD, Park S, LeeCJ, ChoHJ, Ha JW, et al. Effects of
continuous positive airway pressure therapy on left ventricular
diastolic function: a randomised, sham-controlled clinical trial.
The European Respiratory Journal. 2018; 51: 1701774.

[87] Butt M, Dwivedi G, Shantsila A, Khair OA, Lip GYH. Left ven-
tricular systolic and diastolic function in obstructive sleep apnea:
impact of continuous positive airway pressure therapy. Circula-
tion. Heart Failure. 2012; 5: 226–233.

[88] Osanai S. Clinical Question: Can CPAP suppress cardiovascular
events in resistant hypertension patients with obstructive sleep
apnea? Hypertension Research. 2023; 46: 1606–1608.

[89] Cardoso CRL, Salles GF. Prognostic importance of obstructive
sleep apnea and CPAP treatment for cardiovascular and mortal-
ity outcomes in patients with resistant hypertension: a prospec-
tive cohort study. Hypertension Research. 2023; 46: 1020–1030.

[90] McEvoy RD, Antic NA, Heeley E, Luo Y, Ou Q, Zhang X, et al.
CPAP for Prevention of Cardiovascular Events in Obstructive
Sleep Apnea. The New England Journal ofMedicine. 2016; 375:
919–931.

[91] Dobrosielski DA, Papandreou C, Patil SP, Salas-Salvadó J. Diet
and exercise in the management of obstructive sleep apnoea
and cardiovascular disease risk. European Respiratory Review.
2017; 26: 160110.

[92] Peppard PE, Young T, Palta M, Dempsey J, Skatrud J. Longi-
tudinal study of moderate weight change and sleep-disordered
breathing. JAMA. 2000; 284: 3015–3021.

[93] Carey RM,MoranAE,Whelton PK. Treatment of Hypertension:
A Review. JAMA. 2022; 328: 1849–1861.

[94] Zhang C. The role of inflammatory cytokines in endothelial dys-
function. Basic Research in Cardiology. 2008; 103: 398–406.

[95] Hinderliter A, Sherwood A, Gullette ECD, Babyak M, Waugh
R, Georgiades A, et al. Reduction of left ventricular hypertrophy
after exercise and weight loss in overweight patients with mild
hypertension. Archives of Internal Medicine. 2002; 162: 1333–
1339.

[96] Peppard PE, Young T. Exercise and sleep-disordered breathing:
an association independent of body habitus. Sleep. 2004; 27:
480–484.

[97] Iftikhar IH, Bittencourt L, Youngstedt SD, Ayas N, Cistulli
P, Schwab R, et al. Comparative efficacy of CPAP, MADs,
exercise-training, and dietary weight loss for sleep apnea: a net-
work meta-analysis. Sleep Medicine. 2017; 30: 7–14.

[98] Mendelson M, Lyons OD, Yadollahi A, Inami T, Oh P, Bradley
TD. Effects of exercise training on sleep apnoea in patients with
coronary artery disease: a randomised trial. The European Res-
piratory Journal. 2016; 48: 142–150.

[99] RaveslootMJL,WhiteD,Heinzer R, OksenbergA, Pépin JL. Ef-
ficacy of the New Generation of Devices for Positional Therapy
for Patients With Positional Obstructive Sleep Apnea: A Sys-
tematic Review of the Literature and Meta-Analysis. Journal of
Clinical Sleep Medicine. 2017; 13: 813–824.

[100] Berger M, Oksenberg A, Silverberg DS, Arons E, Radwan H,
Iaina A. Avoiding the supine position during sleep lowers 24 h
blood pressure in obstructive sleep apnea (OSA) patients. Jour-
nal of Human Hypertension. 1997; 11: 657–664.

[101] Mansukhani MP, Olson EJ, Caples SM. Upper Airway Surgery
for Obstructive Sleep Apnea. JAMA. 2020; 324: 1161–1162.

[102] Aurora RN, Casey KR, Kristo D, Auerbach S, Bista SR,
Chowdhuri S, et al. Practice parameters for the surgical modifi-
cations of the upper airway for obstructive sleep apnea in adults.
Sleep. 2010; 33: 1408–1413.

[103] Iannella G, Lechien JR, Perrone T, Meccariello G, Cammaroto

8

https://www.imrpress.com


G, Cannavicci A, et al. Barbed reposition pharyngoplasty (BRP)
in obstructive sleep apnea treatment: State of the art. American
Journal of Otolaryngology. 2022; 43: 103197.

[104] Kang KT, Yeh TH, Ko JY, Lee CH, Lin MT, HsuWC. Effect of
sleep surgery on blood pressure in adults with obstructive sleep
apnea: A Systematic Review andmeta-analysis. SleepMedicine
Reviews. 2022; 62: 101590.

[105] Seyed Resuli A. The Results of Surgical Treatment of Hy-

pertension in Mild and Moderate Obstructive Sleep Apnea
Syndrome. Multidisciplinary Cardiovascular Annals. 2019; 10:
e91283.

[106] Cowie MR, Linz D, Redline S, Somers VK, Simonds AK.
Sleep Disordered Breathing and Cardiovascular Disease: JACC
State-of-the-Art Review. Journal of the American College of
Cardiology. 2021; 78: 608–624.

9

https://www.imrpress.com

	1. Introduction
	2. Epidemiology of OSA and HHD
	3. Screening and Diagnosis of OSA
	4. Pathophysiological Mechanisms of OSA that Promote HHD
	4.1 The Effect of OSA on Blood Pressure
	4.2 The Effect of OSA on LVH
	4.3 The Effect of OSA on Myocardial Fibrosis
	4.4 The Effect of OSA on Oxidative Stress and Inflammation

	5. Treatment Options for OSA
	5.1 Continuous Positive Airway Pressure
	5.2 Lifestyle Modification
	5.3 Surgery

	6. Conclusions
	Author Contributions
	Ethics Approval and Consent to Participate
	Acknowledgment
	Funding
	Conflict of Interest

