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Abstract:
Simple snoring (SS), in the absence of obstructive sleep apnoea (OSA) is a common problem,
yet our understanding of its causes and consequences is incomplete. Our understanding is
blurred by the lack of consistency in the definition of snoring, methods of assessment, and
degree of concomitant complaints. Further, it remains contentious whether SS is
independently associated with daytime sleepiness, or adverse health outcomes including
cardiovascular disease and metabolic syndrome. Regardless of this lack of clarity, it is likely
that SS exists on one end of a continuum, with OSA at its polar end. This possibility
highlights the necessity of considering an otherwise ‘annoying’ complaint, as a serious risk
factor for the development and progression of sleep apnoea, and consequent poor health
outcomes. In this review, we: 1) highlight variation in prevalence estimates of snoring; 2)
review the literature surrounding the distinctions between SS, upper airway resistance
syndrome (UARS) and OSA; 3) present the risk factors for SS, in as far as it is distinguishable
from UARS and OSA; and 4) describe common correlates of snoring, including cardiovascular
disease, metabolic syndrome, and daytime sleepiness.

Keywords: Breathing, Habitual snoring, Obstructive sleep apnoea, OSA, Primary snoring,
Simple Snoring, Sleep, Upper airway resistance syndrome, UARS
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Snoring is a common problem, yet prevalence estimates vary widely. The lack of clarity
around snoring prevalence is in part a reflection of unresolved issues concerning its
definition(s). Most authors agree on what snoring is: “…a fluttering sound created by the
vibrations of pharyngeal tissues…” (1); or more generally “…a sound produced by the upper
aerodigestive tract during sleep…” (2). There is less agreement as to what counts as clinically
significant snoring, as well as the nature of the distinctions, qualitative or quantitative,
between simple snoring (SS), upper airway resistance syndrome (UARS) and obstructive
sleep apnoea (OSA). This picture is further confused by the variety of actual and proposed
assessment methods for each of these disorders, and the variety of putative physiological
and anatomical correlates within each snoring classification. Finally, the degree of
associated daytime dysfunction is often, but not consistently, used as a distinguishing
diagnostic marker and this in turn has (confusing) implications for clinicians and treatment
decisions.

Prevalence
In one of the largest prevalence studies to date, a Hungarian population survey of 12,643
people, 50% self-reported being loud snorers (3). The sample was subdivided into loud and
habitual snorers, and further by gender. Thirty-seven percent of males self-identified as
being loud snorers with breathing pauses and 23% habitual snorers; whereas in females 21%
identified as loud snorers with breathing pauses and 21% as habitual snorers. Several
factors may influence prevalence variation across studies, and between nations, including
socio-demographic characteristics of study populations; health behaviours and variation in
assessment methods and classification categories. For these reasons, the authors, like other
researchers, concluded that cross-nation comparisons are not possible. Prior prevalence
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estimates in other epidemiological studies varied between 2% and 85%, depending on
measurements and population variables (4). A similar large population based study of 4533
Latin Americans, reported a prevalence of ~60% in four Latin American cities, with
approximately 10% higher prevalence in males than females (4). There have been other
recent international prevalence estimates. Adewole and colleagues estimate a 32% habitual
snoring prevalence in a small sample of 370 adults in Nigeria (5). In one of the first studies in
a Pakistani population, Hussain and colleagues surveyed 2497 adults and reported an
average prevalence of self-reported snoring of 32%, yet in middle age (>35 years of age)
prevalence was 46% (6). In a sample of 8583 Japanese adults (35-79 years of age)
prevalence rates were 24% for men and 10% for women (7). This sex difference is perhaps
not surprising given that being male is one of the risk factors for snoring (see section below).
As well as there being prevalence variation between studies, there is also variation within
studies which have looked at the ethnic mix of their populations. Among 1611 Malaysian
adults with an overall habitual snoring prevalence of 47%, Indian and Chinese individuals
were significantly more likely to report snoring than Malays (8). Further, in a survey of 2298
adults of Indian, Chinese and Malaysian origin, for Indian individuals the odds of reporting
snoring were 1.5 times greater than in Chinese individuals (9). European estimates tend to
be around 20-40% (1). Possible reasons for ethnic differences in snoring will be considered
when we discuss risk factors below.

A major limitation of these studies is the definition of habitual snoring. Hussain and
colleagues distinguished between habitual and occasional snoring (5.4% versus 26.9%) with
the former being defined as “daily” (6). Other studies have defined habitual snoring as
4

"often"; or more than 3, 4 or 5 times per week. This is highlighted in one of the few metaanalyses in the epidemiology of snoring (10). This systemic review and meta-analysis of 63
studies reporting on gender differences in the prevalence of snoring identified significant
methodological heterogeneity in population, age, sampling frames and assessment
methods. Furthermore they found that ~62% of studies did not specify definitional criteria,
and 81% did not ask about the loudness of snoring. As such estimates of snoring are
somewhat piecemeal, and with continuing lack of internationally agreed definitions,
classifications and measurement tools, are likely to remain so.

A continuum of snoring?
Most authors support a continuum of snoring from SS through UARS up to and through
degrees of OSA (for example, see 11, 12). OSA has the clearest definition and diagnostic
criteria. Objectively it is marked by partial or complete collapse of the upper airway during
sleep which leads to total (apnoea) or substantial (hypopnoea) decrease in inspiration which
lasts for at least ten seconds (13). The number of these events per hour - the
apnoea/hypopnea index (AHI) - is taken as a measure of the severity of the condition.
Conventionally people are classified as mild OSA if they have between 5-15 events an hour,
moderate if they have between 15-30, and severe if they have >30 (14), as measured by
Polysomnography (PSG). However, even within the relative objectivity of these criteria,
there are still variations among researchers in diagnostic thresholds for airflow reduction,
oxygen de-saturation and cortical arousal (15).
Patients who snore but have an AHI less than five tend to be classed as primary or habitual
snorers (16). OSA is relatively rare compared to snoring, and is generally estimated to affect
5

2-4% of the population, though estimates suggest that at least 15% of snorers have an AHI
>15 (17). This large excess of snorers to OSA patients suggests that the vast majority of
snorers are simple or non-apnoeic snorers (also variously called primary, habitual and
socially disruptive snorers). One of the main concomitants of snoring is daytime sleepiness,
which has been used as a diagnostic proxy, in the absence of PSG, for distinguishing OSA
from SS. The justifying hypothesis is that disordered breathing in OSA disturbs sleep.
However, as Svensson and colleagues (18) note, linkage between OSA and daytime
sleepiness is not clear-cut. Many people with apnoea do not report daytime sleepiness,
while many non-apnoeic snorers do. Guilleminault and colleagues (19) attempted to address
some of these inconsistencies by suggesting that there is a distinct, third clinical entity
between SS and OSA, marked by non-apnoeic, non-hypopnoeic changes in respiratory effort
and associated cortical arousal - respiratory effort-related arousals (RERAs) - which are
associated with daytime sleepiness. This postulated clinical entity, Upper Airway Resistance
Syndrome (UARS) is still disputed (17). The gold standard for objectively measuring
increased upper airway resistance is a combination of pharyngo-oesophageal manometry
(20) and PSG, with UARS being defined as an AHI <5, an oxygen saturation of 92%, and
presence of RERAs (21). In practice the manometric diagnostic gold standard is rarely
applied and the distinctions between UARS and OSA, and between UARS and SS are in part
inferential, from subjective reports of daytime sleepiness. This reliance of disease
classification upon subjective measures runs the risk of reifying clinical entities upon
spurious criteria. For instance, patients who attract the UARS label tend to have more
medically unexplained, or functional somatic, symptoms. As such, self-reports of daytime
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sleepiness or fatigue may have little or no association with sleep quality (see 22), casting
doubt on the reliability of the ontology of UARS.
Given the blurred and disputed boundaries between SS, UARS and OSA, it is worth reviewing
what is done in practice to distinguish and define them. Several criteria have been
proposed.

Definitions and Distinctions of Snoring
Distinctions by anatomical and neurological markers
Several authors have studied the structure and ultra-structure of the palate, following the
hypothesis that snoring is a marker of pathology or abnormality of upper aerodigestive tract
anatomy. The most popular version of this theory is the obstructive theory of snoring, which
hypothesises that hypertrophy of uvular and palatal structures causes narrowing and
collapse of airways. Karakoc and colleagues attempted to distinguish 133 SS and 131 OSA
patients on an anatomical basis, although found no difference between groups in nasal
obstruction (16). However, grouping patients according to their AHI category revealed
significant differences in Fujita classification. The Fujita classification is a method of
describing the location of any airway obstruction as seen by visual and endoscopic
examination during sleep (23). SS patients were much more likely to be classified as type 1
(upper pharyngeal) and OSA as type 2 (hypopharyngeal) (80% and 61%, respectively).
Differences in AHI based on Mallampati classification - which approximates to the tongue
size relative to palate and pharynx (24) - were also significant: the greater the relative
tongue size, the higher the AHI category. Finally a measure of collapsibility of the pharyngeal
walls was also positively and significantly related to AHI. All of this would suggest that there
7

are at least quantitative differences between SS and OSA, although there was no normal
control group for comparison. By contrast, in a battery of similar measures comparing 20 SS
with 32 mild and 22 moderate OSA patients, Balsevičius and colleagues found only clinical
assessment of tonsil size distinguished SS from the other two groups: SS had a higher
Friedman's score of palatal tonsils (25). In a radiographic (CT scanning) comparison 34 SS
patients had, predictably, less pharyngeal narrowing than did 33 OSA patients, but no
useful quantitative metric emerged (13).
A cephalometric study compared posterior airway space (PAS), mandibular plane and
hypoid distance (MPH), craniofacial angle (C3FI), and soft palate length in OSA, SS and
normal controls. (26). Greater MPH (reflecting downward displacement by the tongue base),
longer soft palate and narrower PAS distinguished OSA/SS from normal controls. As
expected, the MPH and PAS values were higher in OSA than SS (26).
The clinical, endoscopic and radiographic anatomical literature suggests that whilst there
are some markers that may be more pronounced in some OSA than SS patients, no single
marker offers reliable clinical distinction. However the anatomical theory of snoring
causation is not the only one to have been investigated.
Bassiouny and colleagues investigated an alternative, neurogenic hypothesis of OSA (27).
This postulates neural degeneration of local nerves, whereby the vibratory effect of snoring
causes nerve atrophy which in turn leads to muscle atrophy (as opposed to the proposed
muscular hypertrophy of the obstructive theory). Despite the small sample, there was
evidence of excess nerve fibre degeneration in 10 OSA patients compared with non-apnoeic
snorers or controls. Interestingly however, another study by the same authors found
8

evidence for the obstructive theory. They note that this area of research is new and
evolving, and that detailed histological and neurological studies are small (28).
Whilst often framed as mutually exclusive, there is no obvious reason why these two
theories could not be complementary. Initial, subtle differences in the pharyngeal structure
and ultra-structure could lead to snoring, which could cause neural and muscle atrophy of
some muscles and compensatory hypertrophy of others, leading to more problem
breathing, and further alterations in anatomy and further neural changes. Some theorists
have attempted to chart the progression of SS to OSA by investigating a progressive sensory
nerve degeneration hypothesis. Hagander and colleagues’ comparison of vibration and cold
sensation detection in 23 controls, 13 SS and 31 OSA participants found that controls were
distinct from both snorers and OSA in their cold detection ability (higher) (29). The authors
postulate that the vibratory impact of snoring may be a self-perpetuating cycle, causing
progressive nerve lesions that impair the ability of the upper airway muscle to maintain
upper airway patency. If nothing else, this gives us reason to take SS seriously, even in the
absence of present pathology or impairment.

Distinction of SS from UARS
Other authors have attempted to establish a neurological distinction of SS from normal
controls and from UARS. Gates and colleagues report one of the few studies of autonomic
dysregulation in 11 normotensive non-apnoeic snorers without UARS or cortical arousal,
and found evidence of increased sympathetic and decreased parasympathetic nervous
activity in snorers compared to controls (30). As autonomic dysregulation and heart rate
variability are both part of the hypothesised mechanism whereby snoring can lead to
9

cardiovascular events, this work indicates that non-apnoeic snorers, even in the absence of
UARS, are on a continuum of disease vulnerability, ending in severe OSA. In another study
the same authors found that baroreflex sensitivity was decreased in normotensive healthy
non-UARS snorers (31). Again, baroreflex sensitivity, part of the regulatory system
controlling blood pressure, has been implicated in the causal chain, leading from sleep
disruption in OSA to hypertension.
The argument that simple snorers, rather than being a distinct group, are part of disease
pathogenesis on a snoring continuum, is corroborated by a survey of all-cause mortality in
77,260 snorers which indicated that increasing levels of snoring were linked to mortality,
particularly in non-obese, non-apnoeic snorers (OR = 1.16). This indicates that SS is in itself a
risk factor for increased mortality (32). Non-palatal snoring was particularly linked to
mortality, independent of either AHI or body mass index (BMI). The data do allow for
objective measurement of the mechanistic links between snoring and mortality, however
they propose two likely candidate mechanisms, both of which echo the research reported
above. The first is the direct effect of vibrations on carotid artery atherosclerosis, leading to
cardiovascular mortality; the second is a more indirect route, similar to that proposed by
Gates and colleagues whereby hypoxia and/or respiratory effort has a long term
physiological impact (31). These authors are also cautious of endorsing UARS as a distinct
entity. This also fits with the findings of the two studies by Gate’s team which seem to show
that the effects of snoring on physiological functioning, as measured by autonomic
dysregulation, occur independently of UARS or cortical arousal. Contrastingly, Pepin and
colleague’s review of UARS concludes that there is no extant convincing evidence of any link
between UARS per se and cardiac morbidity (17).
10

The nature of the distinction between UARS, OSA and SS is the focus of a large study by
Stoohs and colleagues (22). They performed a retrospective chart analysis of 2753 patients,
157 with SS, 424 with UARS, 562 with OSA and no sleepiness and 1610 with OSA and
daytime sleepiness. Problematically, no formal analysis of RERAs was performed on the
entire cohort to distinguish SS from UARS; rather they were distinguished according to selfreported daytime sleepiness. As mentioned above, this subjective means of classifying UARS
may be confounded by the relationship between UARS and functional somatic symptoms.
However, subsequent to this subjective classification, a post-hoc subset analysis was
performed on 15 patients with SS and 15 with UARS. Within this subset UARS did exhibit
more RERAs within non-REM sleep during 40 randomly selected epochs than SS. However,
there were no differences in objective measures between SS and UARS cohorts. Yet the
UARS subset reported more subjective impairment than both OSA groups in measures of joy
for life, depressive mood, ability to concentrate, difficulty with daytime activities and quality
of life in general. These measures of subjective impairment were independent of sleeprelated breathing difficulties and BMI. Crucially, as the authors note, UARS perceived the
quality of their sleep as worse than any other groups, but these subjective assessments bore
no relationship to objective PSG findings.
So, in sum, the UARS group, whilst otherwise indistinguishable from the SS group, had the
highest levels of distress and subjective perception of daytime dysfunction. As mentioned,
several authors (see 17, for a review) have noted overlap between UARS and functional
somatic syndromes, and this would inform one interpretation of the findings of Stoohs and
colleagues’ study. It could be argued that rather than being a distinct sleep disorder entity,
UARS, certainly as measured here largely based on self-report, represents a sub-group of
11

people with snoring and low AHI who also have high general psychosomatic distress. Several
other features of Stoohs’ study support this interpretation. The UARS group had the lowest
levels of objective illness markers, including hypertension, but higher rates of self-reported
reflux and rhinitis, both suggestive of autonomic dysfunction. They also reported high levels
of daytime sleepiness and daytime naps, and had the highest female to male ratio (3:1) of
any of the groups. This combination of high self-reported distress, autonomic dysfunction,
increased prevalence of daytime sleepiness and daytime napping, and the female to male
ratio are all identical to findings in populations with functional somatic syndromes such as
CFS and Fibromyalgia (33, 34).
Given this, the use of self-reported sleepiness should probably be considered with extreme
caution in UARS. To their credit the authors do perform the 30 patient subset analysis, but
this is both post-hoc and not necessarily representative of the cohort. Until more objectively
classified, larger UARS cohort studies emerge, it remains unclear whether UARS is a distinct
sleep disorder or merely a marker for people with mild sleep disordered breathing - SS in
essence – who may also have functional somatic symptoms. Autonomic dysregulation may
be an underlying mechanism involved in both. This merits further investigation.

Distinction by daytime impairment
The fact that sleepiness may not, in and of itself, be the best criterion by which to classify
sleep –related breathing disorders is confirmed by two large studies that show that
sleepiness is related to habitual snoring, independent of AHI index (18, 35). These
observations not only reinforce understanding that snoring is problematic but also further
questions using daytime fatigue and sleepiness as a criteria for classifying sleep disorders.
12

Taken together these studies suggest that anatomically, neurologically, physiologically and
functionally the distinctions between SS and OSA are quantitative rather than qualitative,
and that SS may be problematic in and of itself not only because it can progress to OSA but
because it is independently associated with mortality and daytime dysfunction. The latter is
further reviewed below, but the continuum, rather than the distinction between SS and OSA
can be seen in most studies of daytime functioning. However the blurred lines between SS
and OSA have not stopped researchers attempting to identify other means to distinguish
them, with the sound of the snore being the most often investigated.

Distinction by sound
In reviewing the literature on the acoustic assessment of snoring, both Pevernagie and
colleagues (36) and Mesquita and colleagues (37) note that the holy grail of snoring
research is to find a relatively cheap and reliable marker of OSA that is based on objective
biomarkers without employing full PSG. The attempt to do this by the monitoring and
analysis of snoring sound, with single or multiple microphones, has been intensively studied
over the last two decades. The main conclusion of Pevernagie and colleagues’ review is that
current snoring sound technology and methodologies of sound analysis are highly variable,
and conclusions regarding the relationship between sound quality and sleep disturbed
breathing category unreliable. However, they assert that the ongoing attempt to assess
acoustic information for the degree, or type, of sleep disordered breathing is a relevant
research agenda. Below we point out significant studies omitted or subsequent to their
review.
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If we take AHI index as a reasonably accurate measure of where people lie on the snoring
spectrum, there have been several attempts to capture this acoustically in terms of
loudness, duration and/or pattern of snoring. A large study of 4860 home sleep studies
investigated the acoustic characteristics of snoring as related to AHI and a number of
common health complaints (35). Snoring was measured by placing a pair of microphones on
the upper lip, one to measure snoring and the other to cancel ambient sound. This was a
population mostly of overweight men who had been referred for home sleep studies where
snoring was part of their presenting complaint. Average loudness of snoring, peak loudness
and duration of snoring were all highly significantly related to AHI. Sustained loudness had a
correlation of 0.62 with AHI, and both sustained loudness and AHI were significant
independent predictors of sleepiness as measured by the ESS. Again this indicates, as noted
above, that SS may be problematic in and of itself, if the snoring is loud enough. This is
supported by a study of 850 French males, where loudness of partner reported snoring was
related to daytime sleepiness (38). Furthermore, Azarbarzin and Moussavi (39) examined 42
OSA patients and 15 non-apnoeic snorers measured with a microphone over the
suprasternal notch of the trachea. What distinguished the non-apnoeic snorers from the
OSA patients was their lack of snoring sound variability. This parameter exhibited a high
degree of accuracy and specificity in distinguishing the groups.
Intensity and frequency of snores are also common candidate parameters for distinguishing
degrees of sleep disordered breathing. Investigation of 37 snorers with a range of AHI
scores, demonstrated that an all-night recording with automated scoring of intensity and
frequency could reliably distinguish AHI classifications (40). A large study of snoring volume
intensity in 1634 snorers divided into non-OSA, mild, moderate and severe OSA found a
14

strong correlation between intensity and AHI (0.66) (41). However variability is still high
within AHI classifications, precluding the use of intensity as the sole measure of OSA
classification.
A contrasting approach is to analyse the segmental pattern of snoring sound generation
(37). A cheap and reliable method based on analysis of the variability within a snoring
segment and the time interval between the snoring segments showed intra-segment
variability to be higher in OSA patients, whose time interval between snoring episodes was
shorter. The analysis is novel in that the parameters studied were much fewer than in most
acoustic analyses yet still provides reliable results. The study was relatively small (34
participants with a range of AHI) and needs further validation.
The main gist of this evolving field of research is that in problematic snoring, loudness,
frequency and irregularity may be reliable markers of severity.

Distinguishing and evaluating types of snoring
The above findings support the conclusion that there is a continuum of snoring from SS to
severe OSA and that the putative intermediate entity - UARS - needs further validation. This
continuum is not only one of abnormality of anatomical and neurological dysfunction, but
also one of related autonomic dysfunction, disease vulnerability, daytime dysfunction and
even mortality. There is a range of techniques for evaluating the snorer, and attempting to
classify them: from objective monitoring such as PSG, through visual examination, auditory
recording, partner or self-reported snoring and breathing, and subjective daytime
dysfunction. However, apart from the rarely applied "gold standard" PSGs, none is a reliable
marker of snoring status.
15

Risk Factors
One of the few studies of the effect of early life events on adult snoring surveyed 16,190
randomly selected adults in Sweden, Norway, Iceland, Denmark and Estonia (42). The main
significant predictors of habitual snoring, here defined as ≥3 times per week, were recurring
respiratory infections as a young child, recurrent otitis as a child, being part of a large family
and having a family dog in childhood. The questionnaire was retrospective, and causal
pathways speculative, but the authors suggest that all the identified factors are associated
with increased risk of upper airway infection/inflammation which may lead to hypertrophy
of the tonsils and thus narrowing of the upper airway. However they had no data on
tonsillectomy to further investigate this hypothesis. This latter factor was investigated in a
study comparing a group of 460 adult volunteers, 227 with tonsillectomy and 233 without
tonsillectomy (43). Having had a tonsillectomy significantly reduced the odds of being both a
habitual and a severe snorer (odds ratio [OR] 1.81 and 2.61 for non-tonsillectomy vs.
tonsillectomy for habitual vs. severe snorers, respectively). This was independent of age,
BMI and gender. It is hypothesised that the absence of tonsils widens the upper airway
making snoring less likely. They further suggest that the fibrosis of the pharyngeal wall
associated with tonsillectomy may prevent both collapse and vibration of the pharynx. As
such their findings suggest that tonsillectomy reduces risk factors associated with both
anatomical and neurological theories of snoring described above. Another anatomical risk
factor is pointed out by Hiraki and colleagues (44). In a population survey of 1459 Japanese
adults, snoring was significantly more prevalent in individuals with nasal obstruction and
nasal obstruction with allergic rhinitis. However as these features were self-reported rather
than clinically assessed, the results must be interpreted with caution.
16

A large population based survey of 15,555 adults examined the risks associated with active
and passive smoking (45). Present smoking, past smoking and passive smoking all
contributed to risk of snoring, independently of obesity, sex or age. Indeed, having ever
smoked was associated with a much higher risk for developing snoring with the attributable
risk being 17.1%, vs. 4.3% for obesity. Passive smoking had an attributable risk of 2.2%.
Whilst most studies point out the association between BMI and snoring, few have studied
this longitudinally. One study investigated the development of snoring in a cohort of 8967
adults who had reported not snoring in a 1981 health survey and who were surveyed again
in 1994-95 (46). Being male was associated with an odds ratio of 3.5 for developing habitual
snoring. Baseline BMI was associated with a 1.4 odds ratio per 3.4kg/m2 for developing
snoring. Change in BMI over the 14 year period was an independent risk factor for snoring
development (OR 1.55 per 2.3kg/m2), as was development of asthma (OR 2.8) and starting
smoking (OR 2.2). BMI was the focus of a study of 1890 obese adults in an Italian population
(47). Whilst 56% of this population were snorers, snoring was positively and significantly
associated with weight cycling and weight gain since the age of 20, echoing the longitudinal
findings of Knuiman and colleagues (46). Further, in the Italian cohort, physical activity had a
small but significant protective effect on snoring, independent of obesity.
However, the relationship between BMI and snoring, whilst strong, needs to be considered
in the light of other factors. Svensson and colleagues (48) examined the relationship
between BMI and snoring in a random selection of 6817 Swedish women. Whilst the
prevalence of self-reported snoring increased with increasing BMI, the strength of the
relationship was age dependent. Both being overweight (BMI 25-30kg/m2) and being obese
(BMI >30kg/m2) were strongly associated with snoring in the younger (<55 years) group
17

whereas in the older group (55+) only obesity predicted being a habitual snorer. A clear
dose-response relationship between smoking and snoring was present only in women of
normal weight. Positive associations between alcohol dependence and snoring were present
only in under-weight women. This change in the association of risk factors across BMI
categories has also been found in mixed gender studies. Nagayoshi and colleagues looked
cross-sectionally at the associations between BMI, age, smoking, gender and alcohol in 3138
men and 5345 women aged 35–79 years. BMI quartile (highest versus lowest) was
associated with a 3.4 odds ratio of reporting everyday snoring (7). As in Svensson and
colleague’s survey, they found that the effect for smoking and drinking was stronger in the
low BMI (<25) than in the high BMI (>25) group. Both of these large studies report ageing
and snoring being linearly associated until the fifth decade, where the association peaks. It
then declines from the late fifth decade onwards.
Whilst many studies have looked at health behaviours, lifestyle and early family
environment, few have considered wider socio-demographic variables. In a large population
survey of 12,270 adults, living in a rural area compared to an urban dwelling significantly
increased odds of snoring, attributing this to exposure to bio-mass smoke (12).
Demographic differences, such as BMI, neck circumference, or cranio-facial differences, may
be responsible for ethnic differences in snoring prevalence (8, 9).

In one of the largest snoring studies to date - a population based survey of 12,643
Hungarian adults - Torza and colleagues examined an extensive list of socio-demographic
factors and their association with snoring (3). This study was notable both for the range of
epidemiological and individual factors studied and for its categorisation of snoring severity 18

non-snorers, habitual snorers and loud snorers. Loud snoring was associated with low social
status, poor education, poor health behaviours (drinking and smoking) and the presence of
1 or more co-morbidities including diabetes, depression, musculoskeletal disorders and
chronic pain. Across most of these variables, there was a graded difference between nonsnorers, habitual snorers and heavy snorers. E.g. the self-reported prevalence of three or
more co-morbid conditions rose significantly across the groups (28% vs. 35% vs. 43%, in
non-snorers vs. habitual vs. loud snorers, respectively). A similar gradient was observed for
the effects of snoring on daytime sleepiness and accidents. These large population based
studies are rare and in some ways complicate our understanding of what causes snoring. For
instance, is the association between education and snoring mediated by health behaviours?
Their analysis would imply that it is not: lower levels of education predict snoring
independently of BMI, smoking, drinking and age. However, this leaves the mechanism of
association unclear. What this study does confirm is the fact that the distinctions between
simple snoring and problematic snoring are a matter of degree rather than kind, and that
simple snoring is in itself problematic.

The consistent findings of the association between snoring and other markers of ill health
has led some authors to suggest that snoring is part of, or a marker of, a wider syndrome. A
cross sectional survey of 1193 Chinese adults demonstrated that levels of pro-insulin, a
strong predictor of cardiovascular risk, was also associated with snoring (OR=1.2) (49).
Another study demonstrated that snoring is associated with hypertension independent of
obesity in just under 10,000 Korean adults (50). Additionally, a clear dose-response
relationship was found between markers of metabolic syndrome - such as
19

hypertriglyceridemia, low hdl-cholesterol and high fasting glucose - and the presence of
snoring. Both studies were cross sectional, and therefore whether metabolic markers may
be a cause or consequence of snoring is unclear, but both point to snoring as a marker of a
more general illness vulnerability (discussed further below), and again that the degree of
snoring associated pathology is related to the degree, rather than the type, of snoring.

Finally, the most consistent risk factor for snoring is being male. In one of the few metaanalyses in the snoring field, Chan and colleagues (10) analysed 63 studies including 104,337
males and 110,474 females. The combined M:F odds ratio was 1.89. In a useful discussion,
they point out the usual reasons given for the relationship between gender and snoring: the
differences in upper airway anatomy and in the degree and kind of obesity between men
and women. However, they also highlight that there may be some sociological mediation at
work. Women tend to report that snoring is more stigmatising than men, and there may be
a tendency to over-report (male) partners’ snoring and under report their own. Given the
robustness of the observed gender disparity these less researched aspects deserve further
study.

Daytime Dysfunction and Associated Difficulties
The clinical significance of snoring in the absence of OSA, other respiratory disturbances
during sleep, or other sleep complaints, is contentious. In this section we review research
both supporting and refuting the existence of relationships between snoring and a number
of health outcomes including cardiovascular disorder, metabolic syndrome, difficulties
associated with daytime sleepiness, and its psychosocial impact on the bed-partner. Despite
the wealth of both cross-sectional and longitudinal data on these associations, intricacies
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and inconsistencies in the study designs hinder our ability to make an accurate judgement
for or against the claim that snoring in the absence of OSA contributes to adverse health
outcomes, although given the evidence presented above, its position on a continuum of
OSA poses snoring itself as a risk factor for disease onset and progression.

Cardiovascular and Cerebrovascular disease: A number of studies have investigated the
associations between snoring and cardiovascular difficulties including hypertension,
myocardial infarction and atherosclerosis, and conclusions are mixed. Most studies
investigating the association between snoring and cardiovascular disease risk have focused
on middle-aged men, most likely due to the increased prevalence of both difficulties
compared to women, although studies of older adults appear in the literature. Studies
investigating these associations typically consider snoring on a continuum based on
frequency of occurrence (e.g. never snored, snoring sometimes a month, sometimes a
week, or everyday) or intensity (e.g. mild, or moderate vs. heavy, as indicated by either
acoustic analysis or percentage of sleep time spent snoring). Cross-sectional studies have
demonstrated an association between snoring frequency and cardiovascular risk factors,
including hypertension, hyperglycemia, hypercholesterolemia, hypertriglyceridemia, BMI
and visceral obesity (49). Likewise, a study of women with type 2 diabetes demonstrated
that snoring frequency was associated with similar biomarkers of cardiovascular disorders
(17). Snoring frequency has also been associated with increased carotid artery intima-media
thickness and the presence of plaque (together an indicator of subclinical atherosclerosis)
(51). Similarly, heavy snoring, as compared to mild or moderate snoring, has been
associated with risk for carotid atherosclerosis, independent of other risk factors including
OSA severity (52). However, other studies have failed to find an association between carotid
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artery intima-media thickness and snoring frequency (53), or atherosclerotic manifestations
and snoring habits (54).
Other studies have considered the confounding influence of age on the association between
snoring and cardiovascular abnormalities. Male snorers <40 years of age in a Korean
population survey showed a more pronounced prevalence of hypertension than did snorers
aged 40-60 years; whereas in female snorers, both age groups showed comparable
increased prevalence of hypertension compared with non-snorers (55). In a larger,
Hungarian population survey quiet snoring in women, regardless of age, was also associated
with hypertension (56). Likewise, both young and old adult loud snorers with breathing
pauses (as opposed to quiet snorers) were more likely than non-snorers to experience
hypertension or myocardial infarction. Interestingly, prevalence of stroke showed a doseresponse relationship between snoring categories in younger adults only, whereas in older
adults, stroke was equally common in non-snorers, quiet snorers and loud snorers with
breathing pauses. This study is important as it suggests that informal, self-determined
distinctions of different types of snoring may facilitate the identification of individuals at risk
for severe cardiovascular disease, but also highlights that less severe snoring (quiet snoring
without breathing pauses) has adverse cardiovascular concomitants.
Longitudinal studies have also provided mixed evidence for the role of snoring as an
independent predictor of cardiovascular difficulties. For example, a recent US government
funded, longitudinal study of post-menopausal women demonstrated a 40% increased risk
of stroke and all cause cardiovascular disease in frequent snorers (compared to occasionalor non-snorers) over the course of a decade, after controlling for other cardiovascular risk
factors such as obesity, hypertension and diabetes (57). Another US study examined the
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predictive value of snoring as a risk factor for mortality in the 8 years following myocardial
infarction, and demonstrated that both occasional (including some occasions per year or
month) and regular heavy snorers (daily) were twice as likely to die within 28 days following
infarction than non-snorers after correcting for age, gender, obesity, history of diabetes and
hypertension, physical activity, smoking, and education (58). This study demonstrates that
even occasional snoring influences short-term mortality post myocardial infarction. In a
study of hypertension, Kim and colleagues demonstrated that snoring in the absence of
hypertension at baseline was associated with a 1.5 fold increased risk for hypertension at 2
year follow-up (59). Others have focused on the role of daytime sleepiness in the prediction
of adverse cardiovascular outcome. For example, Leineweber and colleagues demonstrated
that snoring coupled with feelings of tiredness predicted increased progression of
atherosclerosis over 3 years (60). A cross-sectional study demonstrated that the
combination of snoring with EDS was a risk factor for hypertension, but not either
symptoms in isolation (61). A recent longitudinal study of adults >70 years of age elegantly
teased apart the effect of snoring and EDS on cardiovascular disease (including myocardial
infarction, angina pectoris, or congestive heart failure) (62). Over a 9 year period, individuals
exhibiting snoring with sleepiness at baseline were 40% more likely to have experienced a
cardiovascular event at follow-up compared to those with only one of these symptoms.
Similarly, another longitudinal study found that whilst snoring EDS was associated with
increased mortality rate over a 10-year follow-up period in middle aged men, increased risk
for mortality was not present in individuals exhibiting snoring without EDS (63). However,
increased risk for mortality diminished in adults after 60 years of age, suggesting that
snoring and EDS linked mortality decreases over the lifespan, perhaps as other factors pose
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greater risk to mortality as one ages. In the context of OSA, some have suggested that
moderate symptoms in older adults serve as a survival advantage (64). Thus, it is possible
that the combination of snoring and daytime sleepiness, rather than snoring alone, predicts
likelihood of cardiovascular complications. However, age effects are inconsistent.
It is possible to posit several likely mechanisms through which snoring may influence
cardiovascular difficulties. One study investigated chemoreceptor response during voluntary
apnoea and demonstrated increased mean arterial blood pressure in snorers compared to
non-snorers (65). Increased arterial blood pressure may be triggered by an increase in
sympathetic activity following hypoxia, leading to an exaggerated cardiac response. It has
been suggested that the efficiency of the baroreflex may be disrupted by continuously
heightened sympathetic output in snorers (66). Although it is possible that intermittent
hypoxia, repetitive desaturations and resultant increased sympathetic activity may
contribute to cardiovascular complications, it has been suggested that snoring vibrations
themselves have the potential to damage carotid arterial walls and contribute to plaque
rupture as observed in atherosclerosis (67). A further possibility is that the association
between snoring and cardiovascular events is mediated by obesity. Nagayoshi and
colleagues demonstrated an increased risk of cardiovascular events including myocardial
infarction, angina pectoris, sudden cardiac death and stroke in female snorers, but that
these associations were attenuated after adjusting for BMI (68).
However, it should be noted that the majority of studies reviewed above did not explicitly
exclude apnoea symptoms (such as breathing pauses) from their snoring groups. It is likely
that at least some of the individuals categorised as habitual snorers within these studies
may have also had apnoea (of which snoring is a primary symptom). Indeed, Joo and
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colleagues, investigating snoring frequency highlighted that nearly half of their ‘snoring’
sample also exhibited OSA (69). Kamil and colleague’s cross-sectional study differentiated
habitual snorers from clinically diagnosed OSA cases yet demonstrated increased risk for
hypertension and ischemic heart disease in snorers, and albeit to a greater degree, in
individuals with OSA (8). Contrastingly, one of the only longitudinal studies to differentiate
habitual snorers from individuals with diagnosed OSA found that habitual snorers exhibited
comparable risk of cardiovascular events as non-snorers, and that only individuals with OSA
were at risk of cardiovascular events over a 7 year follow-up period (70). Likewise, a study
which objectively measured snoring and its association with mortality, cardiovascular
disease and stroke over the course of 17 years showed no effects of snoring after controlling
for OSA (71). Thus, based on the current data, it is not possible to determine whether
snoring in the absence of other apnoea-related symptoms (such as upper airway resistance)
increases risk for cardiovascular disease. However, because snoring is considered a
precursor to the development of apnoea, early identification and treatment could prevent
disease progression. Further, self-reported snoring frequency could be used as a screening
tool to aid in the detection and prevention of premature cardiovascular disease.

Metabolic syndrome: Contrary to investigations of cardiovascular disease, recent studies
of risk for metabolic syndrome in snorers have largely been cross-sectional. Leineweber and
colleagues demonstrated a five-fold increased risk of snorers compared to non-snorers to
experience metabolic syndrome defined using a combination of fasting serum glucose level,
arterial blood pressure, fasting serum triglycerides, cholesterol, and obesity in a sample of
healthy middle-aged women after controlling for age, menopause, smoking, activity level
and education (72). Interestingly, this effect was independent of poor sleep quality,
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suggesting that the mechanism of action is purely related to the respiratory difficulty,
possibly through increasing micro-arousals and sleep fragmentation and disrupting the
restorative value of sleep rather than its psychological effects on sleep. In a sample of
middle-aged non-obese males habitual snorers compared to non-snorers had a 2-fold
increased risk of elevated haemoglobin – an independent indicator of long-term glycaemic
control, and thus, a potential risk factor for metabolic syndrome and cardiovascular disease
(69). Shin and colleagues demonstrated that, whilst habitual snorers’ and non-snorers’
levels of fasting blood glucose and insulin were comparable, habitual snoring was associated
with elevated glucose and insulin levels 2 hours following ingestion of glucose even after
controlling for diabetes and hypertension in non-obese individuals (73). This study suggests
that snoring may contribute to insulin resistance and impaired glucose homeostasis. Indeed
this has been shown to be the case for OSA (74). Further, snoring has been linked to
microalbuminuria – a persistent increase in urinary albumin – an early indicator of diabetes
nephropathy (75). Interestingly, one study showed increased prevalence of diabetes in
habitual snorers compared to non-snorers in women but not in men, after controlling for
BMI and waist circumference (76). Note that increased risk of diabetes in snoring women
has been noted previously (77). Although these studies were cross-sectional, it is possible to
postulate that snoring may precede the development of metabolic syndrome. It has been
suggested that the sleep-disordered breathing as in snoring may influence sympathetic
nervous system hyperactivity (78), which may consequently impair glucose homeostasis and
induce insulin resistance by increasing glycogenolysis and gluconeogenesis (79, 80).
Additionally, hypoxia may promote the release of proinflammatory cytokines, including
tumour necrosis factor-a and interleukin-6, which may result in impaired glucose tolerance
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and insulin resistance (81, 82). One study demonstrated that regular snoring was associated
with inflammatory markers, adipokines, and risk for metabolic syndrome, but that these
effects were either attenuated or abolished after controlling for BMI or waist circumference
(83). However, an alternative explanation is that risk for metabolic derangement is
influenced by the severity of EDS accompanying snoring. Indeed, one study demonstrated
that EDS in the absence of snoring was associated with increased risk for diabetes of a
similar magnitude as EDS in the presence of snoring (61). Thus, from this study it is not
possible to determine whether snoring, per se, exhibited effects on diabetes risk over and
above effects due to associated EDS. A further mechanism is also likely. For example it has
been suggested that diabetes may act as a risk factor for the development of OSA (75),
possibly mediated by obesity and resultant obstruction to the upper airways. However, all of
these studies suffer from the problem that apnoea was not ruled out. Prospective studies
are required in order to determine causal relationships between snoring and metabolic
abnormalities.

Morning headache: Morning headache is a frequent accompanying symptom of OSA, but
whether it occurs in snorers in the absence of sleep apnoea is a contentious claim. Ekici and
colleagues demonstrated an increased prevalence of morning headaches as a function of
snoring intensity, from ~30% in non-snorers to ~43% in extremely loud snorers (12).
Similarly, another study demonstrated a prevalence of around 23% of morning headache in
habitual snorers (84). However, 69% of these snorers also had OSA, so it is difficult to
determine the effect of snoring directly on morning headache. A prospective diary-based
study indicated a prevalence of around 60% of snorers and their bed-partners to experience
at least one morning headache over the course of 90 days (85). The latter study suggests
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that the influence of snoring on morning headache may be mediated by sleep
fragmentation, given its occurrence in bed-partners.

Fragmented Sleep and Daytime Sleepiness: As outlined above, snoring is a risk factor
for daytime sleepiness, even in the absence of apnoea (86). One study showed associations
between snoring intensity, awakenings from sleep, daytime sleepiness and psychological
distress (12). Snoring intensity also predicted likelihood of falling asleep at the wheel and
traffic accidents, suggesting that sleepiness-related outcomes may lead to impairments in
daytime performance, increasing the risk of detrimental consequences on the road.
Although some studies use the criteria of habitual snoring and EDS to determine OSA, one
study which examined habitual snorers who did not experience breathing pauses
demonstrated that this group were 5 times more likely to exhibit daytime sleepiness (a
score on the ESS ≥11) than non-snorers (8). In support another study demonstrated that the
association between snoring and daytime sleepiness was independent of respiratory
disturbance (87).

Psychosocial Difficulties: Whilst it may be a matter of debate whether snoring in its own
right has adverse health consequences, it is incontrovertible that for bed-partners, snoring is
a serious annoyance that can impair sleep quality. In most cases, snorers are unaware of
their snoring, and it is their bedpartner who urges them to seek help due to the disruption
to their own sleep and their relationship. Indeed one study showed that female partners of
male snorers had objectively poorer sleep quality and increased sleep fragmentation on a
night with their partner compared to a night sleeping alone (88). Further, around one half of
bed-partners reported that snoring contributed to their own constant sleep disturbances on
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almost a nightly basis, around 40% had to sleep in another bedroom weekly, and a third
reported that snoring contributed to disharmony in the relationship at least from time to
time in one study (89). In addition to annoyance and disturbed sleep, snoring has also been
shown to contribute to unilateral high-frequency hearing loss in bed-partners (90). Although
little research has focused on simple snoring, research from the OSA literature has shown
that sleeping with a partner with apnoea contributes to poor sleep and poor quality of life in
the bedpartner (91). Another study examining changes in bedpartner depression, anxiety
and sleepiness following radiofrequency tissue ablation in their snoring/OSA bedpartner,
revealed reductions in depression in bedpartners of snorers (92).

Conclusions:
Despite the prevalence of snoring, we still know relatively little about its role as a predictor
of serious health related outcomes independent of apnoea related phenomena. Likewise,
the evidence surrounding the presence of daytime sleepiness in snoring is mixed, and it
remains unclear whether non-apnoeic snoring contributes to daytime sleepiness in its own
right. Part of this uncertainty is due to the variation across studies in their diagnosis of
snoring in the absence of apnoeic symptoms, and the few studies that have clearly
distinguished symptomology. Regardless of this, it is clear that snoring exists at one end of a
continuum, with OSA at the polar end. This highlights the potential severity of an otherwise
thought “annoying” problem – a problem which should be taken seriously in its own right.
Treating snoring early in the natural history may prevent the development of more serious
breathing related difficulties, consequently reducing risk for further complications such as
cardiovascular disease and metabolic syndrome.
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Practice Points:
1. Snoring is common worldwide, with prevalence rates ranging from 2% to 85% depending
on diagnosis, age, gender and population.
2. Snoring exists on a continuum from simple snoring, through UARS, to degrees of OSA.
3. It is possible to distinguish snoring from UARS and OSA on several criteria, including
anatomical and neurological markers, presence of daytime dysfunction, or acoustic analysis.
However, research studies often rely on self-reported or partner-reported snoring
symptoms.
4. Risk factors for snoring include those associated with increased risk of upper airway
infection/inflammation, nasal obstruction, BMI, smoking, alcohol dependence, rural
dwelling and being male.
5. It is unclear whether snoring independently poses risk for the development of poor health
outcomes in the absence of OSA, although its presence on a continuum with the likely
development of subsequent OSA highlights the necessity of early treatment.
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Research Agenda:
1. Studies focussing on snoring, be they examining prevalence, risk factors or concomitant
complaints, should differentiate simple snoring from apnoea related symptoms rather than
blurring the distinctions between these groups.
2. Longitudinal studies charting the time-course of development from snoring through to
OSA are needed to provide support for the notion that snoring poses risk for OSA
progression.
3. If evidence supports the notion that snoring proceeds to OSA, investigation of the
mechanisms underlying disease progression is warranted.
4. Clearly phenotyped studies examining whether snoring does predict daytime sleepiness
and consequent health complaints are necessary in order to determine whether such
difficulties are a result of non-apnoeic snoring.
5. Studies identifying the mechanisms underlying the association between snoring and
health related consequences are warranted to further our understanding of disease
progression.
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Abbreviations
AHI

Apnoea-Hypopnea Index

BMI

Body Mass Index

CFI

Craniofacial Angle

CFS

Chronic Fatigue Syndrome

EDS

Excessive Daytime Sleepiness

MPH

Mandibular Plane and hyoid distance

OSA

Obstructive Sleep Apnoea

PAS

Posterior Airway Space

PSG

Polysomnography

REM

Rapid Eye Movement

RERAs

Respiratory Event Related Arousals

SS

Simple Snoring

UARS

Upper Airway Resistance Syndrome

32

References

1.

De Vito A, Frassineti S, Panatta ML, Montevecchi F, Canzi P, Vicini C. Multilevel

radiofrequency ablation for snoring and OSAHS patients therapy: Long-term outcomes. Eur
Arch Otorhinolaryngol 2012;269:321-30.
2.

Counter P, Wilson JA. The management of simple snoring. Sleep Med Rev

2004;8:433-41.
*3.

Torzsa P, Keszei A, Kalabay L, Vamos EP, Zoller R, Mucsi I, et al. Socio-demographic

characteristics, health behaviour, co-morbidity and accidents in snorers: A population
survey. Sleep Breath 2011;15:809-18.
4.

Bouscoulet LT, Vazquez-Garcia JC, Muino A, Marquez M, Lopez MV, de Oca MM, et

al. Prevalence of sleep related symptoms in four latin american cities. J Clin Sleep Med
2008;4:579-85.
5.

Adewole OO, Adeyemo H, Ayeni F, Anteyi EA, Ajuwon ZO, Erhabor GE, et al.

Prevalence and correlates of snoring among adults in nigeria. Afr Health Sci 2008;8:108-13.
6.

Hussain SF, Cloonan YK, Islam M, Rahbar MH. Prevalence and associated risk factors

of sleep-disordered breathing symptoms in young and middle-aged pakistani employed
adults. Sleep Breath 2010;14:137-44.
7.

Nagayoshi M, Yamagishi K, Tanigawa T, Sakurai S, Kitamura A, Kiyama M, et al. Risk

factors for snoring among japanese men and women: A community-based cross-sectional
study. Sleep Breath 2011;15:63-9.
8.

Kamil MA, Teng CL, Hassan SA. Snoring and breathing pauses during sleep in the

malaysian population. Respirology 2007;12:375-80.
33

9.

Khoo SM, Tan WC, Ng TP, Ho CH. Risk factors associated with habitual snoring and

sleep-disordered breathing in a multi-ethnic asian population: A population-based study.
Respir Med 2004;98:557-66.
*10.

Chan CH, Wong BM, Tang JL, Ng DK. Gender difference in snoring and how it changes

with age: Systematic review and meta-regression. Sleep Breath 2012;16:977-86.
11.

Carroll W, Wilhoit CS, Intaphan J, Nguyen SA, Gillespie MB. Snoring management

with nasal surgery and upper airway radiofrequency ablation. Otolaryng Head Neck
2012;146:1023-7.
*12.

Ekici M, Ekici A, Keles H, Akin A, Karlidag A, Tunckol M, et al. Risk factors and

correlates of snoring and observed apnea. Sleep Med 2008;9:290-6.
13.

Koren A, Groselj LD, Fajdiga I. Ct comparison of primary snoring and obstructive

sleep apnea syndrome: Role of pharyngeal narrowing ratio and soft palate-tongue contact in
awake patient. Eur Arch Otorhinolaryngol 2009;266:727-34.
14.

American Academy of Sleep Medicine Task Force. Sleep-related breathing disorders

in adults: Recommendations for syndrome definition and measurement techniques in
clinical research. Sleep 1999;22:667-89.
15.

Ruehland WR, Rochford PD, O'Donoghue FJ, Pierce RJ, Singh P, Thornton AT. The

new AASM criteria for scoring hypopneas: Impact on the apnea hypopnea index. Sleep
2009;32:150-7.
*16.

Karakoc O, Akcam T, Gerek M, Genc H, Ozgen F. The upper airway evaluation of

habitual snorers and obstructive sleep apnea patients. ORL J Otorhinolaryngol Relat Spec
2012;74:136-40.

34

17.

Pepin JL, Guillot M, Tamisier R, Levy P. The upper airway resistance syndrome.

Respiration 2012;83:559-66.
18.

Svensson M, Franklin KA, Theorell-Haglow J, Lindberg E. Daytime sleepiness relates

to snoring independent of the apnea-hypopnea index in women from the general
population. Chest 2008;134:919-24.
19.

Guilleminault C, Stoohs R, Clerk A, Cetel M, Maistros P. A cause of excessive daytime

sleepiness - the upper airway-resistance syndrome. Chest 1993;104:781-7.
20.

Kristo DA, Lettieri CJ, Andrada T, Taylor Y, Eliasson AH. Silent upper airway resistance

syndrome - prevalence in a mixed military population. Chest 2005;127:1654-7.
21.

Bao G, Guilleminault C. Upper airway resistance syndrome-one decade later. Curr

Opin Pulm Med 2004;10:461-7.
22.

Stoohs RA, Knaack L, Blum HC, Janicki J, Hohenhorst W. Differences in clinical

features of upper airway resistance syndrome, primary snoring, and obstructive sleep
apnea/hypopnea syndrome. Sleep Med 2008;9:121-8.
23.

Fujita S. Pharyngeal surgery for obstructive sleep apnea and snoring. In: Fairbanks

DNF, Fujita S, Ikematsu T, Simmons FB, editors. Snoring and obstructive sleep apnea. New
York: Raven Press; 1987. p. 101-28.
24.

Mallampati SR, Gatt SP, Gugino LD, Desai SP, Waraksa B, Freiberger D, et al. A clinical

sign to predict difficult tracheal intubation - a prospective-study. Can J Anaesth
1985;32:429-34.
25.

Balsevičius T, Uloza V, Sakalauskas R, Miliauskas S. Peculiarities of clinical profile of

snoring and mild to moderate obstructive sleep apnea-hypopnea syndrome patients. Sleep
Breath 2012;16:835-43.
35

26.

Akpinar ME, Celikoyar MM, Altundag A, Kocak I. The comparison of cephalometric

characteristics in nonobese obstructive sleep apnea subjects and primary snorers
cephalometric measures in nonobese OSA and primary snorers. Eur Arch Otorhinolaryngol
2011;268:1053-9.
27.

Bassiouny A, Nasr S, Mashaly M, Ayad E, Qotb M, Atef A. Electron microscopy study

of peripheral nerves in the uvulae of snorers and obstructive sleep apnoea patients. J
Laryngol Otol 2009;123:203-7.
28.

Bassiouny A, Mashaly M, Nasr S, Atef A, Ayad E, Qotb M. Quantitative analysis of

uvular muscles in cases of simple snoring and obstructive sleep apnea: An image analysis
study. Eur Arch Otorhinolaryngol 2008;265:581-6.
29.

Hagander L, Harlid R, Svanborg E. Quantitative sensory testing in the oropharynx: A

means of showing nervous lesions in patients with obstructive sleep apnea and snoring.
Chest 2009;136:481-9.
30.

Gates GJ, Mateika SE, Mateika JH. Heart rate variability in non-apneic snorers and

controls before and after continuous positive airway pressure. BMC Pulm Med 2005;5:9.
31.

Gates GJ, Mateika SE, Basner RC, Mateika JH. Baroreflex sensitivity in nonapneic

snorers and control subjects before and after nasal continuous positive airway pressure.
Chest 2004;126:801-7.
32.

Rich J, Raviv A, Raviv N, Brietzke SE. An epidemiologic study of snoring and all-cause

mortality. Otolaryng Head Neck 2011;145:341-6.
33.

Deary V, Chalder T, Sharpe M. The cognitive behavioural model of medically

unexplained symptoms: A theoretical and empirical review. Clin Psychol Rev 2007;27:78197.
36

34.

Gotts ZM, Deary V, Newton J, Van der Dussen D, De Roy P, Ellis JG. Are there sleep-

specific phenotypes in patients with chronic fatigue syndrome? A cross-sectional
polysomnography analysis. BMJ Open 2013;3.
35.

Hunsaker DH, Riffenburgh RH. Snoring significance in patients undergoing home

sleep studies. Otolaryng Head Neck 2006;134:756-60.
*36.

Pevernagie D, Aarts RM, De Meyer M. The acoustics of snoring. Sleep Med Rev

2010;14:131-44.
37.

Mesquita J, Sola-Soler J, Fiz JA, Morera J, Jane R. All night analysis of time interval

between snores in subjects with sleep apnea hypopnea syndrome. Med Biol Eng Comput
2012;50:373-81.
38.

Teculescu D, Benamghar L, Hannhart B, Michaely JP. Habitual loud snoring. A study

of prevalence and associations in 850 middle-aged french males. Respiration 2006;73:68-72.
39.

Azarbarzin A, Moussavi Z. Snoring sounds variability as a signature of obstructive

sleep apnea. Med Eng Phys 2013;35:479-85.
40.

Fiz JA, Jane R, Sola-Soler J, Abad J, Garcia MA, Morera J. Continuous analysis and

monitoring of snores and their relationship to the apnea-hypopnea index. Laryngoscope
2010;120:854-62.
41.

Maimon N, Hanly PJ. Does snoring intensity correlate with the severity of obstructive

sleep apnea? J Clin Sleep Med 2010;6:475-8.
*42.

Franklin KA, Janson C, Gislason T, Gulsvik A, Gunnbjornsdottir M, Laerum BN, et al.

Early life environment and snoring in adulthood. Respir Res 2008;9:63.
43.

Kara CO, Tumkaya F, Ardic N, Topuz B. Does tonsillectomy reduce the risk of being a

habitual or severe snorer? Eur Arch Otorhinolaryngol 2008;265:1263-8.
37

44.

Hiraki N, Suzuki H, Udaka T, Shiomori T. Snoring, daytime sleepiness, and nasal

obstruction with or without allergic rhinitis. Arch Otolaryngol Head Neck Surg
2008;134:1254-7.
45.

Franklin KA, Gislason T, Omenaas E, Jogi R, Jensen EJ, Lindberg E, et al. The influence

of active and passive smoking on habitual snoring. Am J Respir Crit Care Med 2004;170:799803.
46.

Knuiman M, James A, Divitini M, Bartholomew H. Longitudinal study of risk factors

for habitual snoring in a general adult population: The busselton health study. Chest
2006;130:1779-83.
47.

Marchesini G, Pontiroli A, Salvioli G, Novi RF, Vitacolonna E, Taboga C, et al. Snoring,

hypertension and type 2 diabetes in obesity. Protection by physical activity. J Endocrinol
Invest 2004;27:150-7.
48.

Svensson M, Lindberg E, Naessen T, Janson C. Risk factors associated with snoring in

women with special emphasis on body mass index: A population-based study. Chest
2006;129:933-41.
49.

Jia EZ, Yang ZJ, Chen SW, Qi GY, You CF, Ma JF, et al. Level of proinsulin in association

with cardiovascular risk factors and sleep snoring. World J Gastroenterol 2005;11:5047-52.
*50.

Cho N, Joo S, Kim J, Abbott RD, Kim J, Kimm K, et al. Relation of habitual snoring with

components of metabolic syndrome in korean adults. Diabetes Res Clin Pr 2006;71:256-63.
51.

Li Y, Liu J, Wang W, Yong Q, Zhou G, Wang M, et al. Association of self-reported

snoring with carotid artery intima-media thickness and plaque. J Sleep Res 2012;21:87-93.
52.

Lee SA, Amis TC, Byth K, Larcos G, Kairaitis K, Robinson TD, et al. Heavy snoring as a

cause of carotid artery atherosclerosis. Sleep 2008;31:1207-13.
38

53.

Ramos-Sepulveda A, Wohlgemuth W, Gardener H, Lorenzo D, Dib S, Wallace DM, et

al. Snoring and insomnia are not associated with subclinical atherosclerosis in the northern
manhattan study. Int J Stroke 2010;5:264-8.
54.

Jennum P, SchultzLarsen K, Christensen NJ. Snoring and atherosclerotic

manifestations in a 70-year-old population. Eur J Epidemiol 1996;12:285-90.
55.

Park CG, Shin C. Prevalence and association of snoring, anthropometry and

hypertension in korea. Blood Pressure 2005;14:210-6.
56.

Dunai A, Keszei AP, Kopp MS, Shapiro CM, Mucsi I, Novak M. Cardiovascular disease

and health-care utilization in snorers: A population survey. Sleep 2008;31:411-6.
57.

Sands M, Loucks EB, Lu B, Carskadon MA, Sharkey K, Stefanick M, et al. Self-reported

snoring and risk of cardiovascular disease among postmenopausal women (from the
women's health initiative). Am J Cardiol 2013;111:540-6.
58.

Janszky I, Ljung R, Rohani M, Hallqvist J. Heavy snoring is a risk factor for case fatality

and poor short-term prognosis after a first acute myocardial infarction. Sleep 2008;31:801-7.
*59.

Kim J, Yi H, Shin KR, Kim JH, Jung KH, Shin C. Snoring as an independent risk factor for

hypertension in the nonobese population: The korean health and genome study. Am J
Hypertens 2007;20:819-24.
60.

Leineweber C, Kecklund G, Janszky I, Akerstedt T, Orth-Gomer K. Snoring and

progression of coronary artery disease: The stockholm female coronary angiography study.
Sleep 2004;27:1344-9.
61.

Lindberg E, Berne C, Franklin KA, Svensson M, Janson C. Snoring and daytime

sleepiness as risk factors for hypertension and diabetes in women--a population-based
study. Respir Med 2007;101:1283-90.
39

*62.

Endeshaw Y, Rice TB, Schwartz AV, Stone KL, Manini TM, Satterfield S, et al. Snoring,

daytime sleepiness, and incident cardiovascular disease in the health, aging, and body
composition study. Sleep 2013;36:1737-45.
*63.

Lindberg E, Janson C, Svärdsudd K, Gislason T, Hetta J, Boman G. Increased mortality

among sleepy snorers: A prospective population based study. Thorax 1998;53:631-7.
64.

Lavie P, Lavie L. Unexpected survival advantage in elderly people with moderate

sleep apnoea. J Sleep Res 2009;18:397-403.
65.

Tafil-Klawe M, Radel A, Klawe JJ, Smietanowski M, Zlomanczuk P. The role of cardiac

and vascular components in blood pressure variability during voluntary apnea in snoring
subjects. J Physiol Pharmacol 2006;57 Suppl 4:359-64.
66.

Tafil M, Trzebski A. Arterial chemoreceptor reflex and human essential hypertension.

In: Pallot DJ, (eds). The peripheral chemoreceptors. Oxford: Oxford University Press; 1982. p.
57-66.
67.

Amatoury J, Howitt L, Wheatley JR, Avolio AP, Amis TC. Snoring-related energy

transmission to the carotid artery in rabbits. J Appl Physiol 2006;100:1547-53.
68.

Nagayoshi M, Tanigawa T, Yamagishi K, Sakurai S, Kitamura A, Kiyama M, et al. Self-

reported snoring frequency and incidence of cardiovascular disease: The circulatory risk in
communities study (CIRCS). J Epidemiol 2012;22:295-301.
69.

Joo S, Lee S, Choi HA, Kim J, Kim E, Kimm K, et al. Habitual snoring is associated with

elevated hemoglobin a1c levels in non-obese middle-aged adults. J Sleep Res 2006;15:43744.

40

70.

Yeboah J, Redline S, Johnson C, Tracy R, Ouyang P, Blumenthal RS, et al. Association

between sleep apnea, snoring, incident cardiovascular events and all-cause mortality in an
adult population: Mesa. Atherosclerosis 2011;219:963-8.
71.

Marshall NS, Wong KK, Cullen SR, Knuiman MW, Grunstein RR. Snoring is not

associated with all-cause mortality, incident cardiovascular disease, or stroke in the
busselton health study. Sleep 2012;35:1235-40.
72.

Leineweber C, Kecklund G, Akerstedt T, Janszky I, Orth-Gomer K. Snoring and the

metabolic syndrome in women. Sleep Med 2003;4:531-6.
73.

Shin C, Kim J, Kim J, Lee S, Shim J, In K, et al. Association of habitual snoring with

glucose and insulin metabolism in nonobese korean adult men. Am J Respir Crit Care Med
2005;171:287-91.
74.

Tasali E, Mokhlesi B, Van Canter E. Obstructive sleep apnea and type 2 diabetes -

interacting epidemics. Chest 2008;133:496-506.
75.

Ozol D, Carlioglu A, Karamanli H, Akgedik R, Karakurt F, Yildirim Z. Influence of

snoring on microalbuminuria in diabetic patients. Sleep Breath 2011;15:295-300.
76.

Valham F, Stegmayr B, Eriksson M, Hagg E, Lindberg E, Franklin KA. Snoring and

witnessed sleep apnea is related to diabetes mellitus in women. Sleep Med 2009;10:112-7.
77.

Al-Delaimy WK, Manson JE, Willett WC, Stampfer MJ, Hu FB. Snoring as a risk factor

for type ii diabetes mellitus: A prospective study. Am J Epidemiol 2002;155:387-93.
78.

Fletcher EC. Sympathetic over activity in the etiology of hypertension of obstructive

sleep apnea. Sleep 2003;26:15-9.
79.

Hjalmarsen A, Aasebo U, Birkeland K, Sager G, Jorde R. Impaired glucose tolerance in

patients with chronic hypoxic pulmonary disease. Diabetes Metab 1996;22:37-42.
41

80.

Marshall S, Garvey WT, Traxinger RR. New insights into the metabolic-regulation of

insulin action and insulin resistance - role of glucose and amino-acids. Faseb J 1991;5:30316.
81.

Mills PJ, Dimsdale JE. Sleep apnea: A model for studying cytokines, sleep, and sleep

disruption. Brain Behav Immun 2004;18:298-303.
82.

Punjabi NM, Shahar E, Redline S, Gottlieb DJ, Givelber R, Resnick HE, et al. Sleep-

disordered breathing, glucose intolerance, and insulin resistance - the sleep heart health
study. Am J Epidemiol 2004;160:521-30.
83.

Sun L, Pan A, Yu Z, Li H, Shi A, Yu D, et al. Snoring, inflammatory markers, adipokines

and metabolic syndrome in apparently healthy chinese. PLoS ONE 2011;6:e27515.
84.

Chen PK, Fuh JL, Lane HY, Chiu PY, Tien HC, Wang SJ. Morning headache in habitual

snorers: Frequency, characteristics, predictors and impacts. Cephalalgia 2011;31:829-36.
85.

Seidel S, Frantal S, Oberhofer P, Bauer T, Scheibel N, Albert F, et al. Morning

headaches in snorers and their bed partners: A prospective diary study. Cephalalgia
2012;32:888-95.
86.

Stradling JR. Epidemiology of snoring and its consequences. Monaldi Arch Chest Dis

1995;50:123-8.
87.

Gottlieb DJ, Yao Q, Redline S, Ali T, Mahowald MW, Grp SHHSR. Does snoring predict

sleepiness independently of apnea and hypopnea frequency? Am J Respir Crit Care Med
2000;162:1512-7.
88.

Blumen M, Quera Salva MA, d'Ortho MP, Leroux K, Audibert P, Fermanian C, et al.

Effect of sleeping alone on sleep quality in female bed partners of snorers. Eur Respir J
2009;34:1127-31.
42

89.

Virkkula P, Bachour A, Hytonen M, Malmberg H, Salmi T, Maasilta P. Patient- and bed

partner-reported symptoms, smoking, and nasal resistance in sleep-disordered breathing.
Chest 2005;128:2176-82.
90.

Sardesai MG, Tan AK, Fitzpatrick M. Noise-induced hearing loss in snorers and their

bed partners. J Otolaryngol 2003;32:141-5.
91.

Doherty LS, Kiely JL, Lawless G, McNicholas WT. Impact of nasal continuous positive

airway pressure therapy on the quality of life of bed partners of patients with obstructive
sleep apnea syndrome. Chest 2003;124:2209-14.
92.

Uloza V, Balsevicius T, Sakalauskas R, Miliauskas S, Zemaitiene N. Changes in

emotional state of bed partners of snoring and obstructive sleep apnea patients following
radiofrequency tissue ablation: A pilot study. Sleep Breath 2010;14:125-30.

43

