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Fig. 1 Brain MRI and ¥F-FDG PET findings.
Axial fluid-attenuated inversion recovery images (FLAIR; A, B) and gadolinium-enhanced T,-weighted images (Gd-T,WI; C) revealed no
significant findings in the brainstem and medial temporal lobes (FLAIR: TR/TE/TI = 6,000/85/2,030 msec, thickness = 5 mm, three-
dimensional Gd-T;WI: TR/TE = 600/7.8 msec, thickness = 2 mm). Mild high-signal intensities of the bilateral amygdala were regarded as a
normal variation of the FLAIR signal intensity in the limbic lobe. ¥F-FDG PET; D-F showed increased glucose metabolism in both medial
temporal lobes (arrows). Neither decreased glucose metabolism in the occipital lobes nor obvious cingulate island sign was observed.

BHARMFEZIT LI DB o7 BUBETRER & & IITEFER
FATIZ R L, BEIRHEREZ E0/8—F vy = A AIFF80 %
Hrodo BrdiE, BB - RER, EEMEEE, WHEED), A
AR E 13 % 22> 72, F 72 faciobrachial dystonic seizure
5 LV - WU O 5 OAFERGES) - 1F Wil A TR 72
o7z,

A BB AT T A - OB A CTUE, Mini-Mental State
Examination (MMSE) 725X 4E5 HIZ1Z29 HiCH - 7228, 7
HABERE S ClE 23 CTH o7z ) N— 3 — FITHRLRRAE
(Rivermead Behavioral Memory Test, LLF RBMT & B&7t) &
Ay == T4 EMEETT T 4=V 16 M, N bR
LR IR /358 8 14, O — AN IR AEDET A
i 18 i (IQ = 56), Frontal Assessment Battery i3 12 /i &
KT LTz, —MIiiedsid, FiFEIME 224 mg/dl, HbAlc
75% Th o 72 PAHEIMmE, I - Bikee, HEHEICRF IR
<, CRP120.03mg/dl & FRi3%d o7, HTHAKIZH TR
WAV A ¥ 27— €k 112 [U/ml, A ar7a7y i
£ 204 TU/ml DAL, MR L 2 72BY) & CBMETH -7 TSH-
FT-3 - FT-4 BX 'Y % 3 v B,, By, FEMRIIILEHATH -
72, RIWEMAE TSN SUS X &M T, il HSV - VZV

Prikiz & 12 IgM BBk - 1gG B Ch o 72, BERRAEITE
70 mmH,0, MM 2/mm® (BiAZEK 100%), #&H 42 mg/dl,
78 mg/dl (FIBFINEE 136 mg/d)) T, HESLHMZ IIBMET
& o7z, BEES MRI CTI3H & 22 ERREZZAL, ) =7
LRI RIXFRO Ao 72 (Fig. 1A~C). BF-FDG PET Tl
TR BEZE O PR MK T % cingulate island sign (CIS) 1§20 7%
Ao fz—J7, W PP TE S (R AT % 52 72 (Fig. 1D
~F). V—F Y OREMRETIE, #HVELITI S TADTA
HEEBNERO e o 7o, WHNERTRE 5~ 0> Z2 1 5 7 U1 7%
WX 2 U T4 FRGEHFMEIEREY 77 7 1 (video-
polysomnography, LT vPSG & W&5E) Tid, L ARERF 0B
SN OEF2EE L & D ICHBEBORT 2 bl A
MEfR (REM sleep without atonia, VAT RWA & B&ED) % 300
(Fig. 2), SINBAR group ®¥52i: 3 T%RWA = 66.1% T >
7o, BIEEVE B O S o S5 B B CEHM L 22 RREL
CT/®F-FDG PET, Lt - FHEHILENHSERATIE, HH 2
LR ERD R o7,

ABEffE (Fig. 3) : Ml TDLB L2t b
0, ABEMANEFRAEDITE) - LIEEIRNORIS & LT3V
TOEE Na % 5-% Bt L7278, 0% A% KIS EIR Y



62 : 24 FERAREY: 62% 1% (2022 :1)

F3-A2 JWWMMMM

| |
F4-Al '
C3-A2 '
CA-AT '
01-A2 '
02-At
LoC | .
ROC .
!
Gh [ T " 1 m Eoaca " Loy " L
i Wit NM | ot et o |
LFDS - h;:ﬂ R NET— wl
L " i AR i Mt svemnthol A
R.FDS = Y LU Bt i Wr'! i i [ ! s I
LTA Lt S 4ol st |
|' 1 |
RTA v-speo I boy 1

Fig. 2 A REM sleep without atonia (RWA) epoch on polysomnography.
Electroencephalogram (black) shows low-amplitude mixed-frequency activity with the intrusion of eye movement artifacts, and
electrooculogram (red) shows rapid eye movements. Electromyogram (green) of the chin, flexor digitorum superficialis (FDS), and tibialis
anterior (TA) were activated tonically and/or phasically, which is indicative of RWA. LOC = left outer canthus; ROC = right outer canthus; L =
left; R = right. Scale bar = 50 pV.
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Fig. 3 Clinical course.
The patient developed abnormal diurnal behavior, sudden brief episodes of impaired awareness, and loud nocturnal sleep talking over several
months. These symptoms gradually improved after two courses of intravenous methylprednisolone (IVMP) pulse therapy. VGKC = voltage-
gated potassium channel; CSF = cerebrospinal fluid; RWA = REM sleep without atonia; MMSE = Mini-Mental State Examination; RBD =
REM sleep behavior disorder.
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Abstract

Anti-voltage-gated potassium channel (VGKC) complex/leucine-rich glioma-inactivated protein 1
(LGI1) antibody-associated limbic encephalitis mimicking dementia with Lewy bodies in a patient
with subacute REM sleep behavior disorder

Itsumi Arakawa, M.D.?, Takuya Oguri, M.D., Ph.D.?, Tomonori Nakamura, M.D., Ph.D.?,
Keita Sakurai, M.D., Ph.D.? and Hiroyuki Yuasa, M.D., Ph.D.V

b Department of Neurology, Tosei General Hospital, Aichi, Japan

2 Department of Neurology and Geriatrics, Kagoshima University Graduate School of Medical and Dental Science, Kagoshima, Japan
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A 73-year-old woman was admitted to our hospital owing to abnormal diurnal behavior, sudden brief episodes of
impaired awareness, and loud nocturnal sleep talking. Her symptoms had developed gradually over several months and
had been treated as dementia with Lewy bodies (DLB) at another clinic. Video-polysomnography revealed brief sleep
talking and gross movements associated with REM sleep without atonia. ¥F-FDG PET revealed increased glucose
metabolism in both medial temporal lobes. These findings led to a diagnosis of limbic encephalitis (LE) comorbid with
REM sleep behavior disorder (RBD). After two courses of intravenous methylprednisolone pulse therapy, her symptoms
gradually improved. Her illness was later confirmed as anti-voltage-gated potassium channel (VGKC) complex/leucine-

rich glioma-inactivated protein 1 (LGI1) antibody-associated LE using serum analyses. Clinical features of anti-VGKC
complex/LGI1 antibody-associated LE can mimic those of DLB, particularly when comorhid with RBD.

(Rinsho Shinkeigaku (Clin Neurol) 2022;62:22-26)
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