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INTRODUCTION

Clarifying tiredness

Tiredness is a very non-specific symptom. It can include 
fatigue, which is usually a subjective symptom relating to 
problems with energy, poor concentration or mood; 
muscle ‘tiredness’ that is commonly experienced after 
exercise; or sleepiness. The potential causes can therefore 
be vast – from psychological or systemic illnesses causing 
fatigue, muscle disorders causing myalgia, to sleep 
disorders presenting as excessive daytime sleepiness.

Sleepiness

Excessive daytime somnolence (EDS) has been neatly 
defined by the International Classification of Sleep Disorders, 
Second Edition (ICSD-2) as: ‘the inability to stay awake and 
alert during the major waking episodes of the day, 
resulting in unintended lapses into drowsiness and 
sleep.’1 It is a common complaint, with EDS reported by 
10–25% of the population.2–5 In its mildest form, 
sleepiness can present with symptoms easily overcome 
with mild activity, while more severe forms are usually 
characterised by ‘an overwhelming need to sleep, 
unintended lapses into sleep, amnesia, and automatic 
behaviour’ (the semiconscious continuation of activity 
while drowsy).6 It can be associated with impaired 
alertness, impacting on quality of life and impairing 
performance with inevitable consequences for safety.7,8

Although a number of potential causes exist for 
sleepiness, including most commonly, obstructive sleep 
apnoea hypopnoea syndrome (OSAHS), these are usually 
evident with an associated history of snoring or 
witnessed breathing pauses and are commonly referred 
to respiratory sleep units. When the diagnosis is less 
clear, referral to neurology may be made to consider 
non-respiratory causes.

Circadian rhythm abnormalities

The desire to sleep appears to occur through three 
main processes – emotion and general ‘wellbeing’;9 the 
drive for sleep that increases with wakefulness and 
diminishes during sleep, known as the homeostatic 
mechanism;10,11 and the ‘body clock’ or circadian rhythm 
that not only regulates wakefulness but also has a 
number of other functions, including the regulation of 
appetite, metabolism and thermoregulation.12 

The circadian rhythm does not run to a 24-hour day 
pattern as one would normally expect, but has been 
shown to range between 24 hours and 20 minutes to 28 
hours depending on the experimental model used.12,13 
The ‘body clock’ is reset on a daily basis by both bright 
light exposure, via non-rod and non-cone cells in the 
retina, and ‘zeitgebers’, which are exogenous cues that 
reset the body clock on a daily basis.14 

If the circadian rhythm is not synchronised with daily 
activity, patients may complain of excessive sleepiness 
during ‘waking periods’. Natural variants of this include 
jet lag, and also sleepiness that occurs during the days 
following night shift.15 Likewise, certain individuals are 
naturally ‘night owls’, and are at their most alert at night; 
or ‘morning larks’ if they are alert in the early morning.

However, occasionally patients can be significantly 
desynchronised, with their circadian rhythm either 
advanced (leading to a desire to sleep in the early 
evening) or delayed, when they are unable to sleep until 
the very early morning. Additionally, in the absence of 
zeitgebers delivered at the appropriate time, circadian 
rhythms can become completely desynchronised with a 
‘free-running’ rhythm.5 

All of these symptoms can be easily confused with 
insomnia but are easily identified by the use of sleep 
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diary, which charts sleeping patterns over a two week 
period. The evidence base for their treatment is sparse, 
but the use of bright light therapy, and the enforced use 
of zeitgebers to maintain wakefulness have been 
suggested as methods of promoting wakefulness; while 
the appropriate use of melatonin, in certain sub-
populations, has been shown to entrain rhythms without 
the requirement for light.15,16

Narcolepsy

A common reason for referring a sleepy patient to a 
neurologist is to exclude a diagnosis of narcolepsy. 
Narcolepsy is broadly classified into two forms – with 
and without cataplexy1 and has a complex pathophysiology, 
summarised elsewhere.17 Current guidelines suggest that 
a diagnosis of narcolepsy with cataplexy can be made on 
history alone, if the patient has the ‘classic’ tetrad of 
excessive daytime somnolence, cataplexy (a loss of 
muscle tone on emotion), sleep paralysis and hypnagogic 
hallucinations (hallucinations around sleep onset).

However, this is controversial and the majority of sleep 
experts now recommend supportive sleep studies 
(polysomnogram followed by sleep latency testing) and 
even lumbar puncture in certain cases before establishing 
a diagnosis.18 Many of these facilities are restricted to 
specialist sleep centres and it may be difficult for 
neurologists to access them as a consequence.

Likewise, the treatment of narcolepsy involves the use of 
specialist medications such as modafanil, methylphenidate, 
amphetamines or sodium oxybate, whose prescription 
may not be familiar to many neurologists. These drugs 
have significant side-effect profiles, potential for abuse 
and costs, and their prescription is often restricted to 
hospital specialists.17 

Although commonly referred to neurologists, narcolepsy 
presents challenges with investigation and subsequent 
management that mean suspected cases are best referred 
to a sleep specialist.

CONCLUSION

Most common causes of EDS are clearly evident from a 
detailed history, which can, in many cases, obviate the 
need for further investigations or direct tests more 
appropriately, and allow these patients to be managed by 
general physicians. If more complex tests are required, 
referring to a sleep specialist directly would avoid 
unnecessary delay. Should sleepy patients see a general 
neurologist? Not in preference to a detailed history or 
referral to a sleep specialist.
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