Narcolepsy (7| HZE)
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|diopathic

Narcolepsy hypersomnia
(IH)
Severe sleepiness Sleepiness
Cataplexy No cataplexy

Naps are frequent and
typically restorative

Long periods of
nonrestorative sleep

Generally wake up
feeling refreshed

Often wake up irritable or
very drowsy (sleep inertia)

Hallucinations, sleep Classically, no REM-

paralysis, vivid dreams

Disrupted nocturnal sleep

related phenomenon

Rule out other sleep

RBD, PLMS, OSA

disorders

Never remits

Reports of remission

Comorbidities include
obesity, nocturnal eating,
precocious puberty,
psychiatric illnesses,
psychosocial impairment,
and cognitive disorders

Comorbidities may be
contributing to clinical
picture (e.qg., difficult to
differentiate from
psychiatric hypersomnias)

FIGURE 11.1-1. Comparison of narcolepsy and idiopathic hypersom-
nia. Narcolepsy can be described as a “pentad of symptoms” that includes
sleepiness, cataplexy, sleep paralysis, hallucinations, and disrupted nocturnal
sleep; it is uncommon for a patient to manifest all symptoms. RBD, rapid eye
movement (REM) sleep behavior disorder; PLMS, periodic limb movements in
sleep; OSA, obstructive sleep apnea.
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FIGURE 11.1-5. Hypocretin peptides and neurons in the lateral hypothalamus of narcoleptics versus controls and cerebrospinal fluid hypocretin
levels in central nervous system hypersomnias and other conditions. A, Dramatic reduction of hypocretin mRNA (gene expression) in the lateral hypothala-
mus in a narcoleptic (feft) versus a control brain (right). B, Dramatic reduction of hypocretin-stained peptides (hypocretin cells) in the lateral hypothalamus in a
narcoleptic (lef) versus a control brain (right). Narcoleptics have an 85% to 95% reduction in the number of hypocretin neurons. f, fornix.
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FIGURE 11.1-11. A sleep-onset rapid eye movement period during an overnight polysomnogram performed in a patient with excessive daytime

sleepiness and cataplexy. The sleep hypnogram (top) and selected fragments from epochs of the recarding (bottom), starting from “lights out,’ demonstrate
the rapid onset of rapid eye movement (REM) sleep. A normal REM latency is typically defined as 90 to 120 minutes; in this recording, it is 2.5 minutes. A REM

latency of 15 minutes or less is diagnostic for narcolepsy.
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FIGURE 11.1-12. A multiple sleep latency test (MSLT) diagnostic for narcolepsy from the patient shown in Figure 11.1-11. The sleep hypnogram (top)
shows that the patient attained rapid eye movement (REM) sleep on four of the five naps. Selected epochs from the NAP 5 recording (bottom), starting from
"lights out,” show the patient immediately falling asleep (sleep latency, 0 min) and entering REM sleep 1 minute later (REM latency, 1 min). The calculated mean

sleep latency of all five naps was 1.6 minutes. Given the MSLT findings and sleep onset REM period (SOREMP) on the polysomnogram, the patient was diagnosed
with narcolerncy with catanlewy



e
> EF &4 (Cataplexy)
9

Hypocretin A S} (x| & =4

> OfZt =THZA A} (SOREM <15 min, EE= MSLT H -t latency < 8 min 1t 23| O]

SOREMSs

ALO
o —



