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Why do we sometimes ignore the chief complaint in patients evaluated for
obstructive sleep apnea?
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The good physician treats the disease; the great physician
treats the patient who has the disease.
—William Osler

During a recent call with the Food and Drug Administration,
a respected colleague questioned the need for treatment of mild
obstructive sleep apnea (OSA) based on society guidelines,
which suggested that treatment may not be required.1 At first
glance, this skepticism of the need for treatment of mild OSA
seems well founded based on randomized trials of continuous
positive airway pressure (CPAP)2,3; however, we question the
wisdom of this proscriptive approach for several reasons:

1. Patients often present to clinic because of snoring,
which, in some cases, leads to marital discord and social
embarrassment (and theoretical effects on carotid
arteries, etc).4–7 The response of many sleep clinicians
is to rule out OSA—clearly a major priority—but a
negative sleep test can often be the end of the evaluation/
management. A study with an apnea-hypopnea index
(AHI) < 5 events/h should clearly not be a time to declare
victory until the patient’s voice has been heard. Loud
snoring is an important chief complaint, yet treatment
in the absence ofOSAwill likely vary greatly by provider
type: for example, while some sleep medicine internists
provide reassurance, primary care physicians give
nasal decongestants, otolaryngologists offer surgery,
and dentists will often provide oral appliances. Some of
this inconsistency may reflect patients “voting with
their feet,” but there is generally a lack of rigor in
management of snoring per se.

2. Mild OSA is typically defined based on AHI, but there
is no consistent AHI cutoff. The type of equipment used
(nasal pressure, characteristics of the oximeter, etc) to
measureAHI can be highly variable.8Moreover, home
sleep testing versus in-lab polysomnography frequently
relies on different denominators since the former
commonly relies on recording time typically, whereas
the latter uses total sleep time.9 Even with standard
equipment, night-to-night variability can add further
variance (eg, basedon positionality, sleep architecture,
varying alcohol intake, etc). The definitions of hypopnea
also vary widely, sometimes predicated on desaturation

(of varying thresholds) and sometimes including
arousal from sleep in the definition.10–12 Rarely are these
factors taken into consideration by the treating clinician
or payor when trying to define an AHI threshold
or cutoff.

3. Based on the foregoing, it may not be surprising that,
although the AHI remains the standard predictor of
OSA severity, it correlates only loosely with
symptoms13 or hard outcomes.14,15 For example, even
those with “mild” disease by AHI may experience a drop
in blood pressure with positive airway pressure (PAP)
therapy.16 Of note, the optimal hypopnea definition
likely depends on the outcome of interest since different
levels of hypoxia predict insulin resistance versus
hypertension, arousal frequency predicts memory
consolidation, duration of desaturation predicts platelet
aggregation, nothing reliably predicts motor vehicle
accidents, etc.17–22 This uncertainty in optimal
hypopnea definition makes an optimal metric of OSA
severity challenging to define since the ideal metric will
likely depend on the outcome of interest.

4. The normal value for AHI is unclear.23,24 Although
thresholds of 5 or 15 events/h are commonly used, these
values are relatively arbitrary with no evidence to our
knowledge suggesting important biological
differences betweenAHI =4.8 events/h versusAHI = 5.2
event /h, for example. We have recently estimated up to
1 billion people affected by OSA globally, although
this prevalence estimate also is highly subject to the
definitions used.25 Some have suggested that rather than
an arbitrary threshold for AHI, perhaps, akin to
cholesterol, a dose–response relationshipmay be a useful
concept. That is, worseningAHImay predict worsening
complications with no “safe” amount of hypoxia or
asphyxia but rather “less is better.”

5. The degree of change in AHI required to produce
clinical improvements is unclear. Some have suggested
that the elimination of apnea is a desirable goal and can
be realistically achieved with nasal CPAP. However,
in reality, some residual apnea is commonly present on
PAP therapy and 100% adherence with PAP is only
theoretically achievable. Thus, improvement but not
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elimination of OSA is more realistically achievable even
with “optimal”CPAP.26,27 On the other hand, some have
suggested that lowering of AHI (eg, a 50% reduction)
may be a desirable goal, even though, to our knowledge,
no compelling data have shown concomitant
improvement in important health outcomes, for
example, if AHI falls from 80 events/h to 40 events/h. As
a result, many authors have used a composite endpoint
including a relative and an absolute fall in AHI (eg,
50% reduction in AHI and a residual AHI <10 events/h);
however, these criteria are again arbitrary. In some
studies, improvement in vascular function has been
observedwith oral appliance therapy forOSAevenwhen
only modest AHI changes were observed, again
speaking to the complexity in interpreting the AHI
change.28 Of note, treatment recommendations are
logically based on risk/benefit assessments, such that the
riskof surgery and the burdenofCPAPmaybe important
considerations. In contrast, for interventions that are safe
and generally advisable, such as diet and exercise, we see
no logical reason to restrict such recommendations to a
certain arbitrary AHI level.29 Thus, novel therapies (if
safe, accessible, and cost-effective)maywell changeour
approach to mild OSA management.

We are highly supportive of ongoing efforts to define new
metrics of OSA severity, to develop new biomarkers, and to
facilitate panels of biomarkers to predict important health
outcomes.30,31 Clearly, variability has been shown in mecha-
nisms underlying OSA (endotypes) and in clinical expression
of disease (phenotypes).32–35 Thus, the optimal OSA metric
will likely need to capture these sources of variability in order to
predict accurately clinical complications and to guide optimal
interventions.36 Until such approaches are refined, we em-
phasize the importance of the patient’s symptoms in making
therapeutic decisions for a number of reasons. First, the phe-
notypic cluster including OSA patients with sleepiness appears
to be at greatest cardiovascular risk, making targeted inter-
vention of this group appealing to consider in well-designed
clinical trials.37 Second, studies of treating asymptomatic pa-
tients have been largely disappointing, showing no major
benefits to therapy.3 Similarly, studies to prevent major car-
diovascular events by treating OSA have been negative to
date.38 Thus, focusing on treating symptoms would seem
prudent until prevention of hard outcomes can be demonstrated
persuasively. Third, we know of no other entity in clinical
medicine where the chief complaint is routinely overlooked or
ignored. In our view, the optimal treatment of medical conditions
in general and sleep issues in particular should be individualized
based on available data including patient-reported outcomes.39
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