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Tsnauaadeudinu Lewy bodies (dementia with Lewy bodies, DLB) ulsafifinnsidonveswaduszam nu
Jususvassveslsnauoadondiflanngannsidenveasaduszamsedan Alzheimer’s disease 81NTUAAS
voe5Uhy DLB nwudlenswannvateidy nsunnsesnemsian nsdndula ensmednuszam dauia
UnfveannAinssunisusu maiedeulmvessnane wasmsvinuvessruuUszamsnludd  dairousagaud
INSuansTiuAnsnfy DLB AR nmsazauasiusiu alpha-synuclein fiifoidounzisadusvam Seiidnway
Adeiy Parkinson’s disease fatfunamsinmutadmsfluuenisuiidlinermaugas uagitiliinde
ns¥nw Sevnziinisesdnsewnauaruianszonsnidildliusesieeislafidusiany DLB S
flonsnwfae Alzheimer’s disease Tdoenansvnafiugtae DLB udaldnailudnuasdidnatufinig una
dliinauemuidosiu ermsuans nesanmuaznesinda wasndninasimaidedefiuiulgsaian ol
Hudguaghelailawaylinisguadiie DLB sgawmanzaussly Weslminvas 2564;60(4):831-40. doi:
10.12982/CMUMEDJ.2021.68
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Tsraueadoniinu Lewy bodies (demen-
tia with Lewy bodies, DLB) \Julsafifinau
Feuveuraduszam Anandinnsazauves
1UsAU alpha-synuclein Tuwaauseam (neural
cells) uwazilardoauasudnmume q TUsiu
synucleins wulgluadUszam dulla a, B,
v, Win1sazauved synuclein Ainsliindam
LANIINNTALEUVDY alpha-synuclein (Q) 2u
Aoy Lewy bodies viliwaduszamion

dwaliinlsaviiafg 9 @y odnsazauLIn
US1ad cerebral cortex Way limbic system qg
An DLB avausnfiusies substantia nigra
9z4Ain Parkinson’s disease (PD) favauunndi
UIIUANDIAIU cerebellum wag brainstem
aziAnlsm multiple system atrophy (MSA)
ugu Tsadu q finufinisasauves synuclein
WU Alzheimer’s disease (AD) uag fronto-

temporal dementia (FTD) alpha-synuclein 7
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viliiAnlsrauonden DLB wuilnisnaneug
Weoundaunulun1stnsiavesdud sy alpha-
synuclein (SNCA) wuutfeniu PD (1-3) Favrs
aupdounuy DLB $aufiu PD filnnzaueadey
(Parkinson’s disease with dementia, PDD) 158
suiuilsranaadonas ven (Lewy body de-

mentia, LBD) (4)

Lewy body dementia

LBD gnaunulul e.A. 1912 lpg Friedrich
Heinrich Lewy 41787 iinfiuasiuasau Ussina
wosull U a.e. 1885 Anwwnvdiivuesaunas
95n msfunuiindulurnedivinnuluios iR
n15984 Dr. Alois Alzheimer 1ng Lewy 5189711
ey inclusion bodies TugUae PD Fastoun
Sinludeoves Lewy Tnoi3on inclusion bodies
i Lewy bodies 1wl A, 1932 Tdvieud
aonulszaviveuasndinniy 1 U 4
awnsnlanaafl 1 Lewy gniulaluogiiuszme
fangulutasszezinamils  whdsluegiisgmu
Farily Useinaansgoidnn aufaunnssudle
Y aa. 1950 (4) LBD Wulsafifieufinuniisay

[y

fluves DLB uaz PDD ilulsadilansnuaiue

Y

NINgIEEASNUINLANUALITINURIENUIN
Ju Ingnuiinisantulsaluauetguinnil 50 U
49{ 1 dl 4 o o a aAa o U

Full ldfetesiunsaniudinuszdniu wu
A v o su va & IS a

Pilanuduiusiugmidy PD  uasiingfinssy
NSUBURAUNA (REM sleep behavior disorder)

= a v A & a

nsilaundnlunseuaHniduy LBD o1auiuAy
FessionisiinlsrvesunmalunsauasLAgIiy

wiunfudn LBD ldfiodlulsevneiugnasu (5,6)

Dementia with Lewy bodies (DLB)
DLB ina1nN1sazauYas  alpha-synuclein

Bufiu3iinuauesan neocortex (cerebral cor-
tex) waz limbic system waansyaneluauesdiu
3u  SnaviWigadUsvamuazigaddu 9 Tuaues
gnvinane vilviiane San mauemangusiiu
Beftheiiennavanseenasiuriu (7) svwing PD 7
nsimdeulmsneRaunffungAnssuiaund
YauzueUNdUsTETAAoUlmTEInT G (rapid
eye movement, REM, sleep behavior disorder,
RBD) ®1N1UNNIBIATUNNTIAN vizenTziue
(fluctuating cognition/alertness) i’Jima'JQmmi
N19399Us2aM (neuropsychiatric symptoms)
WU ANNRAUNAMUNGANTIY 915ual Lazdnla
nIsLAUAINaRY (visual hallucinations) uaz
sruvUszamdnludfinauiaung (autonomic
dysfunction) (5,8,9) nAnuRnUnAfiduTou
Lagva1eeIn1s lvnssnuUeusag sl
anunaneaiy  Weeinsfiunisiadeuln
Usngtureu shldsumsitadedndu PD win
Soormssnumsian msdindulafiaundusing
Furou azleunisifadedndu DLB (9-11)

A1UYN

muynves DLB wuludgeoreidulsnaues
Hounnnindeway 7.5 (12) nudususuans
vaslsnaunadeuditingin neurodegenerative
disease 5949310 AD (13) Ingnuinsesag 70 Vo9
AU3g DLB dneSan1nsiuiu AD (14) dnns@nw
MnmsTugmsemaIenyiiinnzausaden wui
Soway 15-30 «Ju DLB lmeumAy1uazwyu DLB
UINNIUNANRYS (9,12) wudmﬂﬂaﬁﬁﬂsam%’a
Hu DLB Tenadesensiialsaiiunnnii 2.3
wih (15) Tuduwesladumeiugnssuainven
grilutagtunuinduvanedaiidssaienisiin

IsAeganutn  wienalilaaSuienisinlsala
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wavan ieuflvensuynlsnausadondy SNGE
wnwearldidu biomarker 18 Fansiudsuudas
Tudu 3 viln lowA APOE, SNCA wag GBA finiy
Fuiusfunisiinanuidesveinzausadey
DLB (5,6,16)

n1snensallsa

AasItumsaiulsaves DLB wandneiu
Tuftheusiaze Jemsddulsadninglhe AD
euSnsnsiiTinsenadell 2 Hde svos
FudiduAaneSann wiiTinsontiasening
55-7.7 U szaznamdanlasunisiiadeay
Useana 1.9-6.3 ¥ fUrednidedinainniey
wnsndeuainnisadoulmfianas n1svInaEns
gwnsandymideanisndu Fanisneansallse
azuegndn AD lagiitie AD asildinsen 3.2-6.6 U
NaalASUNISINARY (13)

WYISINYILATWYISALLAVDY DLB

DLB syezusniinisavan alpha-synuclein Tu
A199UTINU neocortex Wag limbic system #19
udlonsindiulsaunduiinnsunsnszansves
Lewy bodies U8 auesaiudy 9 wu dienceph-
alon, basal ganglia Wa¥ brainstem ﬁﬂﬁ?umm
AnUnAThinTusuansenns DLB Tunannuany
21N13 %uaéﬁ’umiaxau Lewy bodies auuU3tae
auo9 (6,17,18)

Cortical Lewy bodies: finsazan Lewy
bodies luustaausiall

- Cingulate gyrus BgUSLIMFIUNANELDY DY
wiilesie corpus callosum LHudumiaves limbic
cortex  Vhmtiiuszanananeiuensuaiuay
NEANTIUNTUARIDDN

- Entorhinal temporal cortex agiiuly tem-
poral lobe FminfiuszanunsrinusEning
aue3dn hippocampus Fafedesiuaus
Il ¢ fiuanesdIu neocortex

- Hypothalamus 8gduan3ve forebrain
%aa%ﬁaaaﬁumﬁammmmmamamaaﬁmaz
nAauslusNe MmMuANNITILSEUUHRNULSY
H1UNSYIUveIraNlianes AIUANINATNIT
DU AIUANRAUNNYDIITNNY  AIUANNITIHT
MIBN AINTEMY LAYAUANNITINAUTLUY
Uszamnonludia

- Amygdala aaﬂjéjﬂuﬁluama\‘iﬁ?u temporal
lobe Ynthildugudnansensualiizenin emo-
tional brain Tasiamzanuddniiugiu oy
AINNNAILAZINADUAUDIFDAINUNEINIUNIT
wansauimin fequldauesdntundian g
LanIaanN19e1 Tual lud Ny UAUNAULA Y
AT TULTS

Subcortical Lewy bodies: iin15azau Lewy
bodies TuuSiausieil

- Dorsal motor nucleus U89 vagus nerve

agﬁﬁuﬁuaﬂ fourth ventricle Tu medulla oblon-
cata FaviusINAY parasympathetic nervous
system lumuaunsvihauesiilanaslen 531
Faruaunsiuresnduiedeuludld
wenanideiinadeauediierdesiunisans
nau (olfactory pathways)

- Gigantocellular reticular nuclei a&J‘U%L’Jm
37U medulla STiqu@mUizmumimﬁauvLm
(motor coordination)

- Locus coeruleus Lﬁuﬁm%aaﬁag‘iu pons
UStansituwes fourth ventricle wmtihfiiedes

UN1INEUEUBIRBANNASIALAENITAUANTY
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- Raphe nucleus Judiuves reticular for-
mation agﬂ,u brainstem ﬁ’lwﬁﬂﬁa%ﬂmi sero-
tonin LAgatesiuersualivlvidaugy &0
USunad serotonin anasazvinbiAnn1zduLAs

yanaNigany Lewy bodies i central auto-
nomic nuclei ¢ peripheral postganglionic
autonomic neuron @wilinsvheueessyuy
Uszamonludifnnung

21IN13UENINI9AALNYDY DLB

DLB  fdnwareinisuananepaindisaing
WAnA19aIn AD Ipeflennisfiudn 3 eannsie
1) UNNIBIINUNITIAN N1TUIMITIANS NS
Anaula (cognitive impairment) 2) 910159174
InUszam (neuropsychiatric symptoms) i
wWiunmviaau (hallucinations) e1nsaauiuly
WsENEnfiufuansdsuey (Aluctu-
ation of alert) mmiﬁLﬁm%uhjmmmmmmiai
¥ orafiatuldnn 4 Faluwidoyniu 3) nofinssu
Anundvarueundussezadoulmtutinsng
(12,19-21) Geiiswavidonornisinusill

1. Cognitive impairment {Jus1nsunnses
Aun133An luszesusnveddie DLB 1finan
AuRAUARUSIIAL frontostriatal circuits @9
Hunsdeulesfuresszuudszamsening fron-
tal lobe fiu basal ganglia (striatum) yinlvigUae
Tanuiinundluvateaiy taun Anuausaly
ATUSMITIANIT NsARAULY ANUEINITRAY
ffduius (visuospatial ability) fisn135u3mma
geen  ANuaNsalunshUanatoyanass
AN eIATITY (Visuoperceptual func-
tions) mim'uqumim?{aulmﬁummmﬁu
(visuomotor control) Msagyiderinuglunisin
e 1asead1e waz?iane (constructional

apraxia)  fthefifianuiinunidaylianasoda
avselassadiesng q Wethamunzauluiiud 9
F9ali frunemuanuRnUnives verbal flu-
ency dnnuanudunnses deyaln q lild
(retrieval disorder) lelsasniuluainnisd
Lewy bodies ﬂszmalﬂmwfu ALWUNYITANIN
99 AD SAAENINDeIRBaE 70-90 FaWUN
AUas DLB e1agnitladelu AD laves (22,23)

2. Neuropsychiatric symptoms Juoins
MaAnUsyam Jon1suszamvasu yuId i
AMnrasuwstnldfonnsyaand Wy wWinun
Dulvanlutnu Wiuauiesiasnainuaan wil
funoagiiamiiiulaldvesaaudAliindu
gl fUrgazuanmiesineglugeiuiuvsent
wes  usgavhefmeaiunmaousgesneiiy
ViaeoRasunvdeutudindslUian e
PuiidnuaswaseavBoataauduaiuds
Tnenuvesluszezisuusnuazeradulinaen
msaniiulsn (24) mngUaeiunmgy 9 % 9
atatedUnviazannss Wouay 4-5 ade 1y
nan 3-4 Wheuinseiu Jazanunsauenlainiu
AMvaeuTioNaLinen Lewy bodies Fanulg
Uaelu DLB Joway 59-85 (25) ernisyuianula
Soway 13-30 d@wwensvasianulasesay 56
(26) Weansadndudnvasidonlousosn
Tumsaifgniiu (systematized fixed complex) i
wansnsurnsvasiiaiinuly AD Aisliidudon
vsaideuleafunnwi DLB wenaniiornisdy
wdmuldfsiesar 50 Tugthe DLB ilewfieu
WievensBuaiitugUae PD wuldsesay 58
uay AD nuldSoas 14 (27) uenanniiornsmg
InUszamdu q finuld Wy ensiaee (apa-
thy) mMswdanmiiuAnainaanuess (illusion)
W wudennaneiduy  wiusenldnaneduauy
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\Jusiu (20,28,29)

3. REM sleep behavior disorder (RBD) f®
woAnssulnunfvurueunduszezindeuln
Woum5aa37 lnggnensusurausses REM ag
191159 INTLAN 10LRLDNATIIN LAz (sleep
walk) anifesnansiiutos o Budeves 9 Juin
vianiimdulinFerisieens  lilannsn
WENLEZALITINUANUEY @9inves RBD 1in
PNAMULEIMIBUDY  descending  pontine-
medullary reticular formation %38 sublatero-
dorsal nucleus vlvnansiudsves spinal
alpha motor neuron vilvigU3e DLB M3
wasulmsenelussey REM sleep FaUnfudn
wndutiendnniioranss (muscle atonia) ¢
ﬁ?u&gﬂ?]EJ"\]%’e]EJﬂ‘Vi'Wl’NLﬂ?ﬂl@ulﬂilﬁl’]ﬁﬂ’]ﬂ 18NN
igmudnfing DLB flermsdrsusumeunateiu
Uag 9 (20)

wonaMTe 3 ean1siauiina1uudadd
9M159u 9 fiddayly DLB Aivuniunasily
m9itadegtae DLB lsuA msddulafiuususau
gmsnUnfvnsnisedeulnn  91n1sn1adu
spuuUsvavsmiud®  wazen1siAnaInAy
hinensiianataAssane1snwilsedn  (anti-
psychotic) LU N13LAA extrapyramidal symp-
toms (EPS) fiseazidendsil

1. msUszarannude  nsdadulafiuls-
Ui feanudelunisdndudesns 9 luau
wiawatiuauduese afduudyaeliauysal
HuadsasvFeves q vnedaensUndn u
vwadsdeaslidila luoglulanaruase Tl
du1s orsualulsusiu densiuleany 91019
voafftheoradu 4 we q Tussezinandu 1 1y
ufaudaduiy enswanidnuladosas 15-80
(30) 1ieannnennssananfinanamannuatesn

nsdnUseiRsssuaoalidauisansianula i
n1514 rating scale 1u Clinician Assessment of
Fluctuation Scale, One Day Assessment Scale
Paelun1susziiinern1saenana (31)

2. omsRaunRdussuunseaeulvn Wy
o1msfiddylugineanoadenlu DLB uaz PDD
flamman Lewy bodies lngflnnaumneing
Auluszeziiainiaia aeld “inuet 1 7”7 dmy
nN&xe1N1s PD feuemsatendomnuLINN
1 Uagadads PDD tieenin 1 U agitiadenn
\Yu DLB (19) Tanguennisves PD fiwulu DLB
19w @annsduaiziin (resting tremor) A3
aeulmdn dnvasiuing Ady (oradyki-
nesia) wazndaiifoudands (rieidity) uenani
91MSLAYANAANTNTIH (postural instability)
nsAUaIUIN (gait difficulty) vilAlAANISAY
Ua8 9 WUdIN15 Parkinsonism jukssluddaey
DLB ua¥PDD Bsms¥nwideeingy dopamine
wanssnwlsidesd WenSsuiisudugitae PD
Taumluiiliinnezaeudeusiude (9,32)

3. anulimessnwilsndn  IAANATILADS
EJEJ'NSJALLN (severe sensitivity to antipsychotic
agents) §te DLB AléFussnulsndn amde
dnvile1n1suee PD weas vinliguaeiienns
fuduniufivtunarUestu dfeu 4ugs 1w
faenmsUssamaeuwiuty  mngtaedilam
mshandenszaniieaimdusgudn e1nsiiiu
snmaeuLuuLUan 9 sxdfisanniy 91nslide
NAT19LABBIE TN TATAN UL U T
ensnwlsAInnguivsengulvaiuey Tneany
fuensnulsnindiinase dopamine-2 (D2)
antagonist iigadnyeenvinlie1n1sves PD
qwm%u (33)



836  Taslulnvans

4. 91NN5VBITEUUUSETE MR I ULRTNIURA
Uni (autonomic dysfunction) wuveelugiae
DLB, PDD W&y PD Lid]ua'm’ﬁﬁagﬁlumm%sdwiu
A530ady DLB en1siinu leun e1n1svunad
neudusiiowdsudierun  (orthostatic
hypotension) dadiueImsiidsunsiesnserie
uaﬂmﬂﬁﬁqwummiﬁu 9 ﬁaﬂaﬂ (constipation)
ﬂg’uﬂaanzlajagui (urinary incontinence) tJugiu
(9,28,32)

N9

NTINARYIINANTATIINNNGITINGT SN
fimude inclusion bodies T cytoplasm Uadiaa
Usvamifidnuarnaunasdoufing eosin luwwad
Wasnauesrisldnisdendmeittuyluaiilag
Tdueudvedsegdaifiu (ubiquitin) Azvinlwlim
IgFauazinetu (9,34) drumstadegUlglul
A.f. 2017 fimsusudssunlunaeilunisitade
DLB Tl Teenisifadediiendesiuainismig
AANNLAZNITNU  biomarker dN1553UTAND
Tumsiteds  uazseazdunvesnmzauaudon
DLB uag PDD lugiila Diagnostic and Statistical
Manual of Mental Disorders 5 (DSM-5) way
WHO’s 11" International Classification of Dis-
eases (ICD-11) (9,32,35,36) lnsinauaitunis
3098y DLB anand a.a. 2017 (9) fidedl

Central features

Judnwaedfanuddglunsiteds 3
m’szaumL?iam’l,uswzLLsﬂﬂﬂiQ@Lﬁaﬂaﬂmﬁi’w
919luusIngIiiuwsazionnisiiiungsan
mmssﬁuum%u PInANaula ANTUTISIANIg
LarNNIReUALRSEEmanaY  dudueinis
wilugausniing

Core clinical features

Tagens 3 edrausninifntureunazasey
paonsEuzlIaINIsALIULSA

1. msUszananudauazinaulafiuususu
mshusn Tifiaund (luctuating cognition with
pronounced variations in attention and alert-
ness)

2. omsdiunmaeuiiing ey o amd
wiuliseaziden waygusedaau (recurrent vi
sual hallucinations that are typically well
formed and detailed)

3. wnAnssuRnUNATITLeUVAUSEEZIAREY
Tmudeinisngs Feenaunneu cognitive de-
cline

4. fionsuanswes Parkinsonism wiwASe
11nn31 lAwn bradykinesia, resting tremor Wag
rigidity

Supportive clinical features

1. iAANat19A8991n815n 1 lsAIneg 19
JULSS

2. NMINTIAI/IVIN AUY aUUBe

3. szuuUseamenlud@inanuraun@ (se-
vere autonomic dysfunction) L ﬁmgﬂ 81N13
YosrususvazUasusseun  lnduay
vunaRUseASs WionunaRdans (syncope or
other transient episodes of unresponsive-
ness) nautaanzlalle

4. UDUMAUNINHAUNG 99UDULINIAINAN
U (hypersomnia)

5. Ifnduanas (hyposmia)

6. ernsvamalneiiomvenuvasingin
Feuloadudossnluwumadendu (system-

atized delusion)
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7. 91MTlage (apathy) 30nMN978 (anxiety)
WaZAMETULATT (depression)

Indicative Biomarkers

1. dn9anasved dopamine transporter
(DaT) ﬁazﬁwﬁng basal ganglia Fswua1n SPECT
w30 PET

2. fanuiaUng low uptake U89 123-lodine-
MIBG myocardial scintigraphy

3. WU REM sleep without atonia 310
polysomnography

Probable DLB can be diagnosed if:

1. Core clinical features of DLB U310 @89
Wieawanwuy lnednselildl indicative bio-
markers %39

2. Core clinical features of DLB U31nj)
Snwaniiien uwilinilevieass indicative bio-
markers &1 probable DLB Limsidadelneitu
F1UYDI biomarkers 8E9LA8Y

Possible DLB can be diagnosed if:

1. Core clinical features of DLB U31AJ)
Snunsdenvhiulaglivsing indicative bio-
marker %39

2. Indicative biomarkers Usngwiieeing
MseanNUelEl core clinical features of DLB

133NN

UaqUudaliiiisnssnwn DLB saudiedaluifien
fazthevzaonmssndulivedlsa unilerunssia
ﬁﬁﬂsz?{w%mwiumimuﬂmmqmms A5
US¥Naumie 2 @ Ao N153N¥181N1TN19ENDS
(9,29,37,38)

Tngnssnwenisnisauesly DLB Aaneiunis

LaZNIIINYIDINITNNIRNUTEAM

ShwiEthe AD Asenlungu Cholinesterase in-
hibitors (CHEIs) ua¥n153n®1NgL81n1583 PD

fioanennsnamidoudands wazonmsdu T
ansnsoidoulmlditu uddosssTunsedihne
azlaseeun miﬁ;ﬁﬂwléf%’um%’ﬂm PD 11
Auluagi i iuniwnasuriinuinaule
yonanifdinisinwuuuUseAulseaes Wy
men s Aanssudidn iliinnswedeulm
annsaviRenssuUsEsulaRTY nssnwnennis
MednUszam laun Mssnwensuseannasu
LANOANITURAUNAVULUDUNAUAIBEITNY
TsA3n  (antipsychotics)  wuimslfenguil
wnnifesas 50 vesrthedldFuewinlienns
984 PD wgas N5 DLB aaeensnwenis
FAIT (antidepressant) AsseisangUlglasu
gr¥nmduiaiunniiuluagiliiugrdvesen
PD vilennisudandeiunntu fadunislienss

o [

AaglgAIuTEInTE 9981911

GFLY

DLB LAnannisazauweslusiu alpha-synu-
clein fiilafeuanisaduszamiinliiannioe
auendon flonswaunauiusEning PD Fadl
nsndeulmsuneiaund  Saufunginsy
V¥3001N5BY 1 19U WO ANITUUNLUBUNAUTEEY
wdeulvietinnad:  o1nsunnsesiiunis
Yhn misddule sausernismisindsyam
ARAUNAAUNGANTIY osual NSITILAW
Maou  warszuulTzamenludfvinauiaung
idesaindihe DB Hornnsimainvans lu
Hagtudiliifodnundmiulsailpeans o
vanguiafilidmiuinu AD lignuanlddnw
DLB Gamansinunfuansneiuusiazsne endild
Tumsshwunsraesnvennsuneshdliay
uanduleornisunsedisvedsaugdas fay

a a ¥ Y 14
‘Uqﬂa']ﬂﬁflLﬂﬂ?ﬂ@ﬂiﬂﬂqiaLLaaU'ﬂEJﬂ'JiLGU"IEL"Uﬁﬂ'TJ%
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Dementia with Lewy bodies (DLB) is a common neurodegenerative condition. DLB is the second most
common cause of neurodegenerative dementia after Alzheimer’s disease. DLB patients present with a
wide range of cognitive impairment, neuropsychiatric symptoms, sleep behavior disorder, motor and
autonomic dysfunction. The clinical presentations vary between patients and can change over time
within an individual. DLB is characterized by the accumulation of aggregated alpha-synuclein protein
in Lewy bodies and Lewy neurites, similar to Parkinson’s disease. The result of treatments is promising
in one symptom but worsen another, which makes disease management difficult. There are currently
no US FDA-approved medications specifically for the treatment of DLB, though many of them that are
approved for Alzheimer’s disease are widely used in the treatment of DLB with varying degrees of suc-
cess. This article presents the basic concepts, symptoms, pathology and pathogenesis and the latest
updated new criteria information of DLB based on current understanding to help teams of physicians
and caregivers inform those in need about the disease and provide adequate support for DLB patients
Chiang Mai Medical Journal 2021;60(4):831-40. doi: 10.12982/CMUMEDJ.2021.68

Keywords: dementia with Lewy bodies, Lewy body dementia, Alpha-synuclein, dementia, Alzheimer’s
disease, Parkinson’s disease with dementia




