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n a well-known section of his “To
be or not to be” soliloquy, Hamlet
says “To sleep, perchance to dream”
to articulate his desire for the long
sleep of death. But the young

prince hesitates, fearing the messages
that might come in his dreams. For many
Alzheimer’s disease caregivers, nighttime
sleep—both for themselves and the
patient—is itself an elusive dream, and
its absence is a major contributor to care-
giver burden. 

Sleep disturbances occur in nearly
half of community-living AD patients.
Sleep problems and nighttime behavioral
disturbances are consistently near the top
of the list when caregivers relate their
reasons for making the decision to place
the patient in a nursing home. Thus far,
despite multiple clinical trials using a
panoply of agents, no clearly effective
single pharmacotherapeutic approach
has emerged from the pack. 

We’ve therefore fallen back to the old
standards and tout the benefits of good
sleep hygiene. You know the drill: keep a
regular schedule, don’t watch TV in bed,
get up the same time each day, exercise
more, don’t nap during the day, don’t
drink caffeine in the evening, and so
forth. These all make perfect common
sense, and seem like they should be sim-
ple enough to implement. Of course, any
of us who treat people with sleep distur-
bances know these steps are much easier
said than done, even for ourselves. 

Think of the complicating factors
when we ask the caregiver to implement
such a regimen for someone else, often
for an individual to whom common
sense is a lost concept, and who can’t

remember what they did five
minutes ago, much less
whether they’ve exceeded their
thirty-minute allocation of
naptime for the day. When
these caregivers seek our help,
they’re looking to reduce their
burden, not add to it by creat-
ing a new role that one of my
families called “the sleep
police.” Recent results suggest
that consistently implemented
nonpharmacologic approaches
like these, in conjunction with
bright light therapy, have a real
and measurable impact on sleep quality
in AD patients.1

Unfortunately, dementia has other
effects on caregivers that limit their abil-
ity to be consistent in implementing
these approaches. We need to remember
that if nighttime sleep is reduced for the
patient, the caregiver is likely to be sleep-
deprived, too. This carries all the atten-
dant issues of irritability, inattentiveness
and executive dysfunction. The result: a
compromised person trying to imple-
ment—on an even more compromised
person—what we all recognize as a diffi-
cult intervention to begin with. It sounds
like a recipe for disaster, and sometimes
it is. I think that’s why sleep problems are
such a big driver of nursing home place-
ment. 

No Rest for the Weary
Caregiving also results in an expanded
role in the household. Caregivers not
only must accomplish their own chores,
but now they are responsible for the
demented person’s roles as well. For

many wives, this means the new chal-
lenges of managing the family’s finances,
transportation and household mainte-
nance needs. For husbands it may mean
new chores in the kitchen, housekeeping
and shopping. For daughters and daugh-
ters-in-law, there’s another mouth to
feed, more laundry to fold and a general
expansion of an already tough job. When
can they find time to do all that? Well,
patient naps are a ripe opportunity. The
house is quieter, the interruptions
reduced, and the emotional load turned
down just a bit. 

Therefore, just like new parents,
many caregivers yearn for naptime so
they can get something done. But, to
continue the same line from Hamlet’s
soliloquy, “Ay, there’s the rub.” When
those new parents get the baby to sleep,
they can rest comfortably in the knowl-
edge that babies sleep a lot, and that day-
time naps are a necessary contribution to
achieving that total. For older adults, and
perhaps even more so for those with
Alzheimer’s disease, the overall pool of
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sleep hours is reduced. Sleep totals in
adulthood are sort of a zero-sum game.
When we use up sleep hours during the
day, we’re probably not going to have
them to use again at night. So, as produc-
tive and restful as that patient nap may
seem at three in the afternoon, there’s
likely going to be a heavy price to pay at
three in the morning. 

It’s not just the consumption of the
fixed resource of sleep that’s a problem
when the patient naps during the day.
When we’re asleep, were not exercising;
that’s going to leave a bigger energy
reserve available later on in the day. Sleep
usually means we’re not outside in the
bright light (and, of course, the light flux
is further attenuated by those closed eye-
lids). Sunlight exposure, even in the gray
of winter, is five to 20 times more intense
than typical interior lighting. Bright,
full-spectrum light appears to be impor-
tant for maintaining the melatonin cycle
(low in light, high in dark) that is vital
for regulating the sleep cycle. Studies of
melatonin levels and sleep cycle in
Alzheimer’s disease show mixed results,
but—at least for some patients—daytime
melatonin levels are unusually high (rela-
tive to nocturnal levels),2 suggesting a
breakdown of the natural circadian pace-
maker for sleep.

Although the pineal gland, where
melatonin is produced, appears to be
unaffected by AD pathology, there are
reasons to suspect a specific breakdown
in sleep physiology in AD. Serotonin, a
product of neurons in the raphe nuclei, is
the biochemical precursor to melatonin.
Like the other deep nuclei, including the
nucleus basalis and the locus ceruleus,
the raphe nuclei show marked neuronal
depletion in patients dying of AD.
Reduced availability of its precursor may
therefore contribute to altered melatonin
production, as well as explain the increas-
ing frequency of sleep disturbance as AD
progresses. Melatonin release is regulated
through the information on ambient
light, which is carried to suprachiasmatic

nucleus (SCN) of the hypothalamus by
the retinohypothalamic tract. In patients
with AD, the SCN shows evidence of
dysfunction and is a more likely source of
circadian disturbances than the pineal
itself.3

The resulting sleep disturbances are
different than the insomnia targeted by
the over-the-counter and prescription
soporifics that our caregivers see so heav-
ily advertised on TV. We need to be aware
of those differences to develop an effec-
tive pharmacotherapeutic approach. We
need to be explicit that no matter how
slick the sales pitches, none of the avail-
able prescription medicines have much
influence on how long the patient sleeps,
just how quickly he or she gets there. 

The key issue in AD is not sleep laten-
cy; most AD patients get to sleep pretty
well. They do not, however, sleep as long
or as well, and are they more likely to
rouse in the middle of the night. This is
compounded by the early bedtime
espoused by many older adults, and by
caregivers wishing to have a few hours of
peace in the evening. An early bedtime
further sets up the patient to awaken, rar-
ing to go, just as the caregiver is moving
into prime sleep time. 

Dream Weaver
So, how do we address this constellation
of problems? As hard as they are, the
sleep hygiene changes are the foundation
that everything else needs to build from.
Unless sleep latency is the issue, it’s prob-
ably best to avoid true sedative/hyp-
notics. This is especially true for the
over-the-counter agents. The potent
anticholinergic properties of the nonpre-
scription agents can be particularly prob-
lematic for AD patients because of the
cholinergic deficiencies associated with
the disease. 

Although studies show mixed results,
it also seems reasonable to entrain a more
normal melatonin cycle. I do this by
advising sunlight exposure, outside when
possible, and keeping interior illumina-

tion high during the day. I ask the care-
giver to open the blinds and drapes, take
the patient outdoors, and have the
patient sit near the windows. Outdoor
daylight walks and use of bright artificial
light during daytime also help with sleep
regulation in AD when used in the con-
text of good sleep hygiene.1

Exogenous melatonin may also prove
helpful for both sleep and sundowning,4-

5 though not necessarily for all patients or
in all studies.6 I typically recommend
that patients take 3mg to 5mg with the
evening meal every day. I emphasize the
need to take it in the early evening to
replicate the physiologic release of mela-
tonin associated with sunset in the natu-
ral condition. I also emphasize that mela-
tonin is not a soporific, because I know
the caregivers will be disappointed if
that’s what they expect from a “sleeping
pill.” 

In the end, I know that we will prob-
ably never return the sleep to a truly nor-
mal cycle, mostly because the substrate is
broken, but with a consistent and sys-
tematic approach I hope that, unlike
Hamlet, both the patients and the care-
givers will welcome “what dreams may
come.” PN
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