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HTN/DM/Tbc/hepatitis (+/-/-/-)
Pituitary prolactinoma — Endo : Dostinex(cabergoline), Adipex(phentermine)
Dyslipidemia

Alcohol (-) Smoking (-)
Occupation : 744 S1% A2

171cm 126kg BMI 43.09
(20061 110kg)

Brief Hx. Video-EEG monitoring

20114 A|OFEHO| =4 2 Pituitary prolactinoma Xl Ch -‘ﬁﬂl
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Sleep disorders

[ Hypnograms-
= Sleep Architecture- [

o Feove TS AT WA Loate T S '—HTH]THTWFFI]]]]]]'_IITH_'!"I]{E![I'H'WITFE!E;
# Seage shifeas 141 # of Awakenings: 53 N e T T T T Q"TI
# L) % of TST- % ol SPT " o =0 ", l 11 I | | I (| "
Time In Bed  (TIB): 4 F 00 %+ - ﬂ]" ; il W‘ | i | mr '11 | 1|T
Total Sleep Time (TST): 2 00 %+ . % - " 11 |
Total Stage NIz % P L.
Total Stage NE: 1 1
Tetal Seage N1: a X ¥ A
Tomi Sage R: [
Toral Wake Time:: ¥ %
WASO:- 82.0+ - o e ]
Sleep latency: X - 7 WA "
R T Siuen Efficisncy- 0.8 ¥ i— L 1, I\‘l\' '1 ,hrl :l,ilf,ﬁ.,m,).;ﬂ.

Binge W Bimgehl  SlugeMl  BltgeR g

= Clinleal Palysomnegrapher’s Diagnostic Impression
Poor qualiy of skeep architecture: markedly increased stage N1 sleep (B7.0%), decreased stage N2 and REM

ALl

shoap (6% & 1 2.4 %, respectiv nd nearly absant M3 sleap (0.
Decreased sleep efficiency (80,6%), bur markedly incressed arousal index (| 1458).+ =
AH indec 1034, aprea predominant: The dependency to position cannot be determined due to lack of e
position change in this tracing. R
RO 103.4, apnea indesc: 1034+ ; P
O saturation nadir: 74.4 %, snoringindme: 1310 Fruee
PSQI: 14, BOLIE 11 -
Epworth skeepiess scake 9, Stanford sleepiness scale: 3, STOP-BANG: 6, Berlin questionnare: C1 (4, £2 (-),C3 :

aing
{3 high risk for O5A.

L T T O
[} ¥ [ 1 [ I e 11 1.

|. Severe obstructive sleep apnea
2.Tonsilar hypertrophy

iagnosis

D

Tonsilectomy + UPPP
postop AHI 43.6

after weight reduction & CPAP
treatment: minimal symptom

7]
7]
(<)
-
&
<
0.
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Episodic alterations of consciousness

EDS CPS Syncope

Onset Usually gradual(min) Sudden Variable(sec-min)

Warning Yes; sleepiness Yes; aura Yes; dizziness,
diaphoresis,
nausea, blurred
vision

Duration 5-10min Usually < 5min 10sec-5min

Postictal No Possible No

Age at onset <30; Narcolepsy Variable Variable
>50; Sleep apnea

Long-term Chronic Usually chronic, Variable

course nonprogressive

Special Sitting, Repetitive activity 1 Focal neurologic  Usually no motor
identifying “microsleep” with automatism abnormality activity
features

Brief history

Past history: paroxysmal atrial fibrillation, 5/P RFCA (Nov 201
Smoking: 20 pyrs, quit | month ago, alcohol: social
Caffeinated beverage: coffee 1~2 cups
PSQI 21, BDI-II: I5
ROS on PSG
OF%! 7|AHA| £t OfX|2{X 22 (+) ; suspicion of parasomnia
Snoring (+) sleep apnea (-)
Daytime Sleep attack (+) - 2 F =83, 295, AFE AT
Sleep paralysis (+)
Cataplexy triggered by emotions (-)
Hypnagogic hallucination (-)

Medical historys: Recurrent paraysmal AF- BML FYRE
* Sleep Architecture-

Lights Out:
Tetal Record Time:-
#Stage shife: (62

# of Awakenings:-

E Tirme (min.} % of TST
Time In Bed  (TIB): 411+ r
Total Sleep Time (TSTE: 3585+ 100 % 87.4 %
Towl Sage NIt 103 28.7 %~ 25,1 %+
Total Seage N 145.5+ 0.6 %< 353 %
Toml Smge N3: " 0%~ 0.0 %+
Total Seage R: 30.7 %~ 8%
Total Wake Time: ’ ;
WASO:« .
Sleep lateney: ¢ REM sleep latency:
SPT: ¢ Sleep Efficiency::

mStage Wt BStapeN? @ SugeNI @ Stsge R

« Clinical Polysomnographer’s Diagnostic Impression-

mereased REM sleep (40.6% & 30.7 %, respectively), and nearly absent M3 sleep (0%). +
Decreased sleep efficiency (87.2%),and increased arousal index (36.3).

AMH index: | 8.9, hypopnez predominant more aggravated in supine position and REM sleep. -
RDI: 199+

Moderate quality of sleep architecture: increased stage M| slesp (28.7%), decressed stage M2 and slightly

% saturation nadic; 04.7% snoring mdexc 0+
pevarth sheepress seali 24 Stanford sleepiness scale: 7, BOL-IE 12, STOP-BANG 4, Berlin questionnaire:C1 (+
] risk for skeep apnuEDD-‘kreeningquest\nn

98

Brief history
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Sleep disorders

Tima (inuser}

3 o g “
Hian Sles Lasancy fmink Y HSOREMPr. &
oy i L O o Bk

+ Clinical Poly

| [Faur SOREMshwere found in this MSLT study (out of § naps)..
2, Sever daytime iness {Mean sleep ltency, 5.0 _min}

Brief history (2) Cataplexy in Narcolepsy
Second admISSIOI'I A ] ¢ Facial sagging

amd twitching
Second most common symptom of Head drap w SRR
narcolepsy’?2 ’
H oY (+HCHE AL S E|R CiSY) EHS mHHA Pathognomonic for narcolepsy’ B ‘I‘I:‘If','llﬂ‘"

_I_—lea_._ A2 Q= event, HISE|0] SEHE LHY Sudden and transient loss or reduction of . ~:u-mu.|~
- S o = X muscle tone! or hands

12~202 x| Triggered by strong emotions’ "
MY = MHYX|X| &S = Laughter, elation, surprise, anger
“ Buckling

Jaw weakness

(=)

O7{L} 9| Qlom B Typically partial or localized (~75
Brain MRI, SPECT, FDG PET; not remarkable Jsmhy st voealy

Frequency varies widely' of Kiees
Routine chemistry, adrenal function, thyroid Narcolepsy with cataplexy can be socially

function, CSF study; not remarkable disabling and isolating’

cf) EEG finding during cataplexy:
falling phase, characterized by a rhythmic pattern of suppressions cataplectic atiack showng (A) transsion from wakefulness o sudden stonia in submental EMG; (B)
and enhancements of muscular activity, leading to the fall; atonic onsat of cataplectic attack with REM intrusion
phase, characterized by complete muscle atonia -

EEG: persistence of background alpha activity

Journal of Clinical sleep medicine 2014;10(2):207

Clinical Neuraphyslolagy 111, Suppl. 2 (2000) $120-5128
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serologic
alletic(low)
T o HLA-DQB I06:02 allele
alteficthigh) sensitivity ~55
Marmal popl 10-383

1 risk for narcolepsy 200 fold

Summary

® Old-age onset narcolepsy sx.
me somnolence, cataplexy

symptom and Test results are consistent with
Narcolepsy except for

Status Cataplecticus as Initial Presentation of
Late Onset Narcolepsy

ribes an eldarly genBaman with late cobapsy
cade of Iife presenting wih nibal and chesf

e}

cataplecscus, hao

| presentation

14,10{2):207-

chcus as inilia
of lete onset na 3
208,

Progress

Ivig (11/12~11/16) X|& 5}¥ D Efexor 37.5mg, penid 1T £
%34 sHslof g

20147 12F 39 9|2
Depression S4t%|0{ Efexor =& (75mg)

2014'A4 123 298] 2|2y
Y M po| =3
Cataplexy 818
RBD-like symptom2 7H7HS| Q&

Summary
Narcolepsy~ Diagnostic Criteria ICSD3

347.00 {G47.4) Narcolepsy Tvoe | (Narcolepsy with Cataplexy):
Excessive sleepiness for 3 months
Al least 1 of the following:
1. Cataplexy, and
on MSLT, M5L <8 mins >2 SOREMPs

(one Sﬁﬁmp ‘may be on the preceding night's PSG)
OR

2. CSF CSF hypocretin-1 levels <110 pg/imi or 1/3 rd the baseline
normal levels, and
on MSLT MSL <8 mins >2 SOREMPs
(one SOREMP may be on the preceding night's PSG)

In children actigraphy is required before the MSLT.

347.00 (G47.418) Narcolepsy Type 2. (Narcolepsy without cataplexy)
Positive polysomnography/ multiple sleep latency test are met,
but
Mo cataplexy Is present

{previously reported) causes of secondary
narcolepsy: Head trauma, infection, head
trauma, tumor, multiple sclerosis
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Sleep disorders

Evaluations

» Brain MRI & Routine scalp EEG

Mormal
® Fasting blood sugar: 29mg/d|
® insulin 7.37 pUW/ml (26 pU/ml)

® C-peptide 2.39 nmol/L (20.2 nmolfL)
® Proinsulin 224 pmol/L (=5 pmoliL)

Abdominal MRI Treatment & Prognosis

® Surgery

Pathology: insulinoma

e O|F ut=fd 7t ZZS, wanderingAl 2t &.

Abdominal CT & MRI
mass in the pancreas, R/O insulinoma

Hypoglycemia Hypoglycemia d/t insulinoma

® Sweating, dizziness
@® Confusion, coma, abnormal behavior, seizure
@ Hemiparesis, aphasia, etc.

Am | Med 1999:106:307-310.
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Sleep & Hypoglycemia Sleep & Hypoglycemia

® 55% of severe hypoglycemic @® Hypoglycemia triggers
episodes occur during nighttime awakening in nocturnal
sleep.While asymptomatic in hypoglycemia in healthy subjects,
MOost cases. type | DM frequently fail to
awake in the presence of low
plasma glucose levels

(g

Neocturnal hypoglycemia: 27-78% in
type | DM

Awake (%)

Sleep weakens the

* ® Little is known about the
neuroendocine defense 2

frequency of and responses to
nocturnal hypoglycemia nocturnal hypoglycemia in type
) 2 DM

Nighttime Nighttime
awake asleep

-]
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L]
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Healthy T1DM
subjects patients

Best Practice & Research Clinical Endocrinology & Metabolism 24 (2010) 801-815 Best Practice & Research Clinical Endocrinology & Metabolism 24 (2010) 801-815
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