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Apstrakt: Demencija sa Levijevim telima (DLT) je treca ili druga po udestalosti de-
generativna demencija. Patoloski se karakteriSe Levijevim telima (LT), intracitoplazmatskim
inkluzijama koje imunohistohemijski reaguju sa anti-ubikvitin i anti-alfa-sinuklein antitelima.
Opisane su i nasledne forme DLT. Osnovne klini¢ke karakteristike DLT su progresivna
demencija, parkinsonizam akinetsko-rigidnog tipa, ponovljene vizuelne halucinacije i fluk-
tuacije stanja svesti i kognicije. Nekad se javljaju i ponavljani padovi i sinkope, osetljivost na
neuroleptike, sistematizovane sumanute ideje, halucinacije u drugim modalitetima ¢ula, de-
presija, bihevioralni poremeéaj REM spavanja, vegetativni znaci, a retko i druga ispoljavanja.
Biohemijski je dominantan deficit kortikalne holinergitke inervacije. DLT ima progresivan
tok, koji je brZi nego kod Alchajmerove bolesti, kao i ubrzan mortalitet. Bolest traje od jedne
do dvadeset godina, prosetno Sest godina. Neuropsiholo3ki nalaz odgovara kombinaciji korti-
kalne i subkortikalne demencije, sa najizraZenijim poremecajima paZnje, vizuospacijalnih
funkcija, radne i semantitke memorije i egzekutivnih funkcija. Diferencijalna dijagnoza
obuhvata druge demencije, pre svega Alchajmerovu bolest i ekstrapiramidne bolesti. U
terapiji DLT uglavnom se koriste inhibitori holinesteraze. Potrebno je, koliko god je moguce,
izbegavati davanje neuroleptika koji mogu da ubrzaju tok bolesti ili, €ak, izazovu smrtni
ishod. Prikazan je i sluaj bolesnika sa tipiénom DLT, sa tokom od pet godina i svim klini¢-
kim ispoljavanjima koja zadovoljavaju kriterijume za postavljanje ove dijagnoze.
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Uvop

Demencija sa Levijevim telima (DLT) po ulestalosti je drugi ili treci
tip demencije, sa zastupljeno$¢u od 15-20% (1). Patohistoloski marker
bolesti su intracitoplazmatske inkluzije, nazvane Levijeva tela (LT). DLT se
klini¢ki ispoljava demencijom, fluktuacijom kognicije i stanja svesti, akinet-
skorigidnim parkinsonizmom i neprovociranim ponavljanim vizuelnim i
drugim halucinacijama. Pre izdvajanja kao posebnog entiteta DLT je naj-
CedCe dijagnostikovana kao Alchajmerova bolest (AB) ili kao Parkinsonova
bolest (PB), 5to su i danas Ceste dijagnostike greske.

DLT su prvi put opisali, po¢etkom Sezdesetih godina, Okazaki i
saradnici (2). Kao poseban entitet prvi su je opisali Kosaka i saradnici (3), ali
je tek tokom devedesetih godina prepoznat njen znacaj. Moguce je da postoji
vide klini¢kih varijanti ove demencije. Postoje retke porodiéne pojave, ali
genetski defekt nije utvrden. Zastupljenost vaskularne patologije u DLT
iznosi oko 30% (4). Bolest podinje obi¢no izmedu 62 i 74. godine, prose¢no
sa oko 70 godina (4) i zahvata muskarce nesto viSe nego Zene (5). Terapijski
pokusaji nisu do sada doveli do znadajnijih uspeha i bolest progredira posle
pocetnih oscilacija do neumitnog letalnog ishoda. Bolest traje od jedne do
dvadeset godina, prose¢no $est godina (5).

Klini¢ka slika

Ispoljavanja DLT su kognitivna, neuroloska i psihijatrijska. Demen-
cija je preteZno kortikalnog tipa, sa preovladavanjem vizuospacijalnih, ali i
prefrontalno-subkoritkalnih karakteristika (1). Cesto je prva smetnja oteZano
paméenje, a rano se javljaju i vizuospacijalne i vizuokonstrukcione smetnje
(6). lIzraZeni su deficiti paZnje, narolito selektivne, radne i semantike
memorije, kao i disegzekutivni sindrom (7). Zahvacene su sve neuropsi-
holoske funkcije. Nesto su oCuvaniji, bar u poCetku, odloZeno priseéanje i
orijentacija.

Od psihijatrijske simptomatologije u DLT preovladuju vizuelne halu-
cinacije (46%), akusti¢ke halucinacije (19%) i depresija (38%) (4). Vidaju se
i olfaktivne halucinacije iluzije, sumanute ideje i anksioznost. Vizuelne halu-
cinacije se ponavljaju, formirane su i detaljne i najée3c¢e se javljaju u
trenucima sniZene svesti. One veoma li¢e na halucinacije kod trovanja anti-
holinergicima, ili one koje se javljaju u metaboli¢kim poremeéajima (8).
Sacinjavaju ih slike ljudi i Zivotinja. Halucinacije se preklapaju sa vizuo-
spacijalnim smetnjama i vizuelnom agnozijom (9). Nadena je pozitivna ko-
relacija vizuelnih halucinacija i LT u donjim temporalnim reZnjevima (10).
Akusticke halucinacije su rede ali, kada se jave, tipi¢no su povezane sa vi-
zuelnim (5). Za DLT su karakteristiéne sumanute ideje usled pogresnog pre-
poznavanja, Sto se objasnjava zahvaceno$¢u okcipitalne kore i njenih veza. U
ranijim fazama bolesnici imaju uvid u patolosko poreklo ovih opaZanja.
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Parkinsonizam u DLT je obi¢no akinetsko-rigidnog tipa. Poremecaji
motorike ispoljavaju se kao rigidnost i bradikinezija, blagi su, a mogu da se
jave i hipofonija, hipomimija, poremecaji posturalnih refleksa i parkinsoni
hod sa izostankom sinkinetskih pokreta ruku. Rigidnost je ¢esto aksijalnog
tipa. Nije neuobiajen ni tremor, koji moZe da bude posturalni i/ili u miru,
unilateralan, bilateralan, simetrian ili asimetriéan. U vi$e od polovine sluca-
jeva na pocetku bolesti nema parkinsonizma (4). Oko 10% bolesnika do kraja
Zivota nema ekstrapiramidne znake, §to jako oteZava zaZivotnu dijagnozu
(11). Ponovljeni padovi i sinkope javljaju se kod bolesnika sa ve¢om zahva-
¢eno$¢u autonomnog nervnog sistema.

Bolesnici sa DLT su veoma osetljivi na dejstvo neuroleptika (61%), i
po pravilu se javlja jatrogeni parkinsonizam (4), ali i smrtni ishodi. Postoji i
osetljivost na sedative. Poslednjih godina sve viSe se sagledavaju do sada
zapostavljeni poremecaji REM faze spavanja i depresija. Poremecaji REM
faze ispoljavaju se kao epizode intenzivnih pokreta ekstremiteta sa vokali-
zacijama u snu i sa kasnijim priseCanjem sadrZaja snova (12).

Demencija, i eventualno motorni deficiti, po€inju da ometaju soci-
jalno i profesionalno funkcionisanje rano u toku bolesti (9). Kognitivni pad je
brzi u DLT nego u AB, a o&ekivano trajanje bolesti je krace (13, 14). Tokom
bolesti demencija postaje sve teZa, rigidnost sve izraZenija, da bi na kraju
bolesnici bili duboko dementni, u akinetskom mutizmu i kahekti¢ni (5).
Poslednji stadijum najée$ce pocinje naglo, sa pogorsanjem konfuznosti, psi-
hoti¢nih ispoljavanja i ponaSanja, uz manje lucidne intervale, da bi ubrzo
doslo do smrtnog ishoda, obi¢no usled aspiracione pneumonije (5).

Histopatoloske promene

Najdesce patoloske promene u DLT su Levijeva tela (LT) prisutna u
subkortikalnim oblastima kao i u korteksu, Levijevi neuriti, senilni plakovi
(SP), neurofibrilarna klubad (NFK), gubitak neurona i sinapsi, spongiformne
promene (mikrovakuolizacija), i kortikalni holinergicki deficit (1, 15). LT se
prvo javljaju u amigdali, zatim u limbi¢koj kori, i na kraju u neokorteksu
(16). Kortikalna LT su najvaZniji patoloski marker DLT (17). LT su
obavezna za dijagnozu DLT, dok ostale promene nisu (8). Prisustvo LT je
dovoljno za pojavu demencije i bez SP i NFK (18). Pokazano je da alfa-
sinuklein sadinjava glavninu filamenata LT i Levijevih neurita, a takode su
prisutni i ubikvitin, torzin-A, protein 14-3-3 i drugi molekuli (19).

Biohemijske promene

Na biohemijskom planu nadeno je sniZenje holinergicke aktivnosti u
kori, ¢ak izraZenije nego u AB (20). Halucinacije su &eS¢e kod DLT boles-
nika sa nizim nivoom acetilholina (ACh) u moZdanoj kori (8). Posebno se
smatra znacajnom hipofunkcija okcipitalnog reZnja. Pojava vizuelnih haluci-
nacija obja$njava se lezijama opti¢kog puta, koje dovode do izmenjenog
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dotoka vizuelnih informacija i njihove patoloske obrade, ili se radi o korti-
kalnom fenomenu oslobadanja (21). Lezije moZdanog stabla sa zahvaéenos-
¢u ascendentnih holinergickih i serotoninergickih puteva takode mogu da
daju halucinacije, ali i poremecaje spavanja (21). Treca uloga niskog ACh
vidi se u retikularnim jedrima talamusa, koja primaju holinergi¢ka vlakna iz
nukleusa bazalisa i pedunkulopontinog jedra. SniZen nivo ACh u ovoj struk-
turi mozZe da dovede do poremecaja obrade senzorne informacije, §to dalje
utie na paznju i percepciju i moze da doprinosi nastanku vizuelnih haluci-
nacija (8). Dokazan je gubitak dopaminergic¢kih neurona u subkortikalnim
jedrima i noradrenergickih neurona u locus ceruleus-u, kao i gubitak holiner-
gi¢kih neurona u nucleus basalis Meynert (22). Depresija i psihoza su u DLT
uglavnom vezane za promene u noradrenergi¢kom i serotoninergi¢kom sis-
temu (23).

Dijagnostika
Konzorcijjum za demenciju sa LT doneo je ,.konsenzus kriterijume*
1996. godine, koji defini$u dijagnozu DLT (9). Dijagnostika mora da
. obuhvati detaljno somatsko, neurolo$ko, psihijatrijsko i neuropsiholosko
ispitivanje, kao i uobiajene laboratorijske testove. Magnetna rezonanca
mozga pokazuje gubitak moZdanog tkiva obostrano, u temporalnim i frontal-
nim reZnjevima, kao i u kori insule, uz ofuvanost medijalnog temporalnog
reznja, hipokampusa, amigdale i talamusa, §to moZe da posluZi u razliko-
vanju u odnosu na AB (24). Nekad se nalaze i promene u beloj masi hemis-
fera, posebno u frontalnim reZnjevima, paraventrikularno. Mogu da se nadu i
hiperintenzne promene u beloj masi kao u VaD i AB (25). Ispitivanje krvnog
moZdanog protoka i metabolizma glukoze pokazuje deficit u retroro-
landickim oblastima, naro€ito u okcipitalnoj kori (4). Elektroencefalografija
pokazuje ve¢inom generalizovano usporenje osnovne aktivnosti, ili frontalna
praznjenja. Nekad se vidaju ostri talasi u temporalnim reZnjevima (5).
Postoje znacajne oscilacije u okviru 90 sekundi u reakcionom vremenu i u
elektroencefalogramu (EEG) koje se menjaju veoma brzo, $to govori o
promenama na neurohemijskom, a ne na strukturnom nivou.

Diferencijalna dijagnoza

Definitivna dijagnoza DLT ostaje histopatologka. Veoma je vazno u
svim slu¢ajevima moguce AB ali i VaD misliti i na DLT. U nekim sluda-
jevima ne postoje jasni ekstrapiramidni znaci, nema uo¢ljivih fluktuacija niti
halucinacija, pa na DLT mozZe sluéajno da ukaZe preosetljivost na neurolep-
tike (11). Ekstrapiramidni znaci mogu da nedostaju u oko 10% do 20% bo-
lesnika sa DLT, a vizuelne halucinacije u ¢ak 54% (11). U DLT preovladuju
sumanute ideje pogreSne identifikacije, a u AB sumanute ideje proganjanja
(26).
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U PB ekstrapiramidni poremecaji nastaju ranije, a demencija, ako se
javi, obitno nastaje posle najmanje godinu dana od motornih fenomena. U-
koliko se demencija javi unutar 12 meseci od pojave parkinsonih znakova,
treba da se postavi dijagnoza moguée DLT, a ukoliko je trajanje motornih
fenomena duZe od 12 meseci pre pojave demencije, onda se radi o PB sa
demencijom (koja moze da bude tipa DLT, ali i ne mora) (9). Vazno je da se
iskljute 1 sli¢ni ekstrapiramidni poremecaji, kao $to su progresivna sup-
ranuklearna paraliza, kortikobazalna degeneracija i multisistemska atrofija.

Razlika prema grupi frontotemporalnih demencija (FTD) je u manjoj
zastupljenosti frontalnih izmena ponaSanja (euforija, dezinhibicija) i kog-
nicije kod DLT (26). S druge strane, i kod FTD moZe da se, kod oko jedne
treéine bolesnika, javi preosetljivost na neuroleptike (27). VaD je Cest tip
demencije, a preklapanja, klini¢ki i patoloski, sa DLT nisu retka. Oscilacije u
DLT su obi¢no &esée i mogu da imaju znatno vecu ucestalost i amplitudu u
kratkom vremenskom intervalu nego u VaD.

Krojcfeld-Jakobson bolest (KJB) je diferencijalno dijagnosti¢ka mo-
guénost kada je tok DLT brz, kada se pojave fokalni neuroloski znaci i mi-
oklonizmi. Ovde su nekad od pomo¢i karakteristican EEG sa repetitivnim
ostrim talasima, i pozitivan nalaz proteina 14-3-3 u cerebrospinalnom likvoru
koji se javljaju u KJB, ali oni mogu ponekad da se vide i u DLT (28). Mio-
klonus i rigidnost takode nisu specifi¢ni. Najvise u prilog DLT govore fluk-
tuacije kognicije i paZnje, parkinsonizam i prisustvo smetnji vida, a u prilog
KJB ataksija i smetnje vida.

Epizode delirantnih stanja treba da se razlikuju od delirijuma me-
taboli¢kog, infektivnog ili drugog porekla, ali uvek treba da se misli i na ko-
morbiditet (4). S obzirom na ranu i ¢estu pojavu psihijatrijske simptoma-
tologije, neophodno je da se iskljuée depresija, manija i shizofreniformni
poremecaj kasnog pocetka.

Terapija

S obzirom da jo§ nema etioloske terapije DLT, a postoji Sirok spektar
ispoljavanja na kognitivnom, bihevioralnom i neuropatoloskom planu, jasno
je da ¢e biti neophodne viSestruke terapijske procedure da bi se tok bolesti
makar usporio (29). Treba svakako izbeéi primenu neuroleptika, koji ¢ak i u
malim dozama dovode do znaajnog kognitivnog pada i motornih smetnji
(30). ZabeleZeni su i smrtni ishodi, a kod nekih je klini¢ki tok bio znatno
ubrzan, tako da je ukupni mortalitet kod bolesnika sa DLT le€enih klasi¢nim
neurolepticima za 50% veéi nego kod nele¢enih (5). Ukoliko je neophodno
da se psihoti¢ni fenomeni farmakoloski kontroliSu, mogu kratko da se daju
tioridazin od 10 mg dva puta dnevno, sulpirid 100 do 20 0 mg dnevno i
lorazepam 1 do 2 mg. Klozapin se daje u dozi od jedne Cetvrtine tablete od
25 mg pred spavanje, zbog izrazenog sedativnog dejstva. Obi¢no su dovoljne
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doze manje od 25 mg dnevno. Moguca je i primena drugih atipi¢nih neuro-
leptika, ali je i tu prisutan rizik komplikacija.

Antiholinergici izazivaju kod ovih bolesnika pojavu delirijuma (30).
U tezim sluCajevima sa izraZzenijom parkinsonom simptomatologijom imala
je efekta primena levodope (31) i agonista dopamina (5). Daju se male doze,
a pocinje se sa kombinacijom levodope i benzerazida od 62,5 mg, dva puta
dnevno. Doza se oprezno povecava, prema motornim i mentalnim
promenama. Opasnost, kako levodope tako i agonista dopamina, je u mo-
gucem izazivanju psihoti¢nih ispoljavanja (5).

Neke studije ohrabruju u pogledu primene lekova koji pojacavaju ho-
linergicku inervaciju kao Sto je donepezil (5 mg), za koji je pokazano da utiCe
naroCito na smanjenje halucinacija, ali i pobolj$ava funkcionalne sposobnosti
(32). Studije sa primenom rivastigmina u dozama od 6-12 mg dnevno poka-
zale su statisticki i1 klini¢ki znacajne bihevioralne efekte uz dobru podnosi-
Jivost (33). Treba biti veoma oprezan ukoliko se kombinuju inhibitori holi-
nesteraze i antipsihotici zbog povecanog rizika od nastajanja nezeljenih de-
Jjstava. Kod depresije mogu da se primene selektivni inhibitori preuzimanja
serotonina (34).

Prikaz slucaja

Bolesnik J. B., visokoobrazovani muskarac, roden 1923. godine. Od pedesete
godine Zivota je bolovao od srca, sa apsolutnom aritmijom i kardiomiopatijom. Takode
je bolovao od lumboishialgije, imao je kontrakturu desnog ramena posle frakture, i Se-
¢ernu bolest koja je lecena samo dijetom. Prve smetnje iz neurolofkog domena poéinju
1990. godine, sa podrhtavanjem ruku. Tokom 1993. godine javila se hipofonija, i
promena rukopisa koji je postao manje ¢itljiv. Iste godine supruga je primetila da su mu
pojedine reakcije ,,detinjaste”. Neurolo$ki nalaz pogetkom juna 1994. godine pokazao je
neiscrpljiv glabelarni refleks, hipomimiju, lak rigor i tremor u miru desne ruke, hipo-
kinezu obostrano, obostrani izostanak sinkinetskih pokreta mahanja rukama, i lako uko-
Cen stav tela. Zbog suspektnog parkinsonizma dobio je da pije selegilin i tokoferol. Kra-
jem istog meseca pocele su vizuelne halucinacije, postao je agresivan branedi se od ,,Ne-
maca“. Istovremena pojava vidnih i slu$nih halucinacija zabeleZena je 5. avgusta 1994.
godine. Prvo je imao slike koje je opisivao kao u ,,Mapet $ou*, a zatim mu se ¢inilo kao
da ga neko napada i branio se, prepoznajudéi pogresno i osobe iz okoline. Smetnje su
trajale oko devet dana i stanje se postepeno popravilo. Selegilin je doveo do redukcije
tremora i bolje pokretljivosti, ali je zbog psihi¢kih smetnji ukinut. Neuroloki nalaz je
bio nepromenjen. Neko vreme nije imao vizuelne halucinacije. Krajem avgusta dobio je
ponovo da pije selegilin. Postepeno je sve teze obavljao toaletu, te je supruga morala da
mu pomaze sve viSe. Ispoljavao je anksioznost, a posebno strah od smrti. Od marta
1995. godine ponovo su se javile vizuelne halucinacije. Povremeno su imale i ekstra-
kampni karakter, te mu se ¢inilo da mu neko stoji iza leda, a imao je i jednu epizodu
derealizacije. Epizode su se javljale sa razli¢itom ucestalodcu, i trajale i vie sati ili dana.
U ovom periodu imao je uvid u neprirodni karakter ovih vizuelnih pojava. Nije vise
imao strah. Neuroloski nalaz od kraja marta 1995. godine pokazao je laku usporenost,
teZe oblacenje, manuelnu nespretnost u svim aktivnostima; tremor, rigor i akineza bili su
dis-kretnog stepena. Leva nazolabijalna brazda je bila pli¢a, leva ruka je blago pronirala,
a miSiéni refleksi na istezanje bili su usluzniji levo. Neurobihevioralna procena pokazala
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je te¥koée u nabrajanju meseci unazad, kopiranju crteza, zatim diskalkuliju, apraksiju
poze, dok je govor bio ofuvan. Pamtio je dve od tri zadate re¢i. Dinamicka praksija bila
je otuvana. Postavljena je dijagnoza parkinsonizma, demencije i blage levostrane hemi-
pareze, verovatno vaskulnog karaktera. Dobio je da pije pentoksifilin tablete. U aprilu su
se javili fenomeni derealizacije, kada povremeno nije prepoznavao svoju kuéu, kao i
periodi uznemirenosti i lutanja. Krajem juna bio je veoma zabrinut zbog bolesnih pojava
koje su mu se javljale i pominjao da bi se ubio jer je nepravedno optuZio svoju Zenu da
je ,,vestica“. Pogetkom jula ponovo vidi nepostojece osobe, svada se sa njima, tera ih iz
kude. Halucinacije su u tom periodu ugestale. U re¢niku je ponekad poceo da koristi i po
neku vulgarnu re¢, $to ranije nije &inio. Jedna od tih epizoda se zbila drugog jula, kada je
izbo noZem stvari po kuéi braneéi se od ,,Svaba“ i nasmuo na prijatelja koji je do3ao u
posetu, ne prepoznavi ga. Odveden je u psihijatrijsku bolnicu, gde je dobio 10 mg di-
jazepama muskulamo, i potom bio vra¢en kuéi. Sledeceg dana se ponovila sli¢na situa-
cija, ispreturao je stvari po kuéi brane¢i se od ,,neprijatelja“. Toga dana je hospitalizovan
u psihijatrijskoj bolnici, gde je doslo do sréane dekompenzacije, te je prebacen na kardi-
olosko odeljenje. Nema podataka o eventualnoj neuroleptitkoj terapiji. Posle nekoliko
dana doglo je do znatnog poviSenja temperature, prebacen je na pulmologiju 17. jula
1995. godine. Klini&ki je konstatovana bilateralna bronhopneumonija, hroni¢na dekom-
penzovana miokardiopatija, tahiaritmija apsoluta, somnolencija, uvecanje jetre za dva
prsta, poviSene transaminaze i urea. Legen je intenzivno oksigenoterapijom, antibioti-
cima, bronhodilatatorima, kardiotonicima, diureticima i infuzionim rastvorima, ali bez
efekta. Bolesnik je umro 19. jula 1995. godine.

DIsKuUSIIA

Podetak bolesti u opisanom slufaju bio je postepen, maskiran
mnogim somatskim smetnjama, pre svega vaskulnim. Udeo vaskulnih
promena u DLT prisutan je u oko jedne tre¢ine bolesnika (4). Ovome u prilog
govori i pri kraju bolesti nadena levostrana hemipareza. NeuroloSke smetnje
su kod na3eg bolesnika nastale u 67. godini Zivota, $to je Zivotno doba kada
nastaje vedina neurodegenerativnih oboljenja sa demencijom. Prvi uoceni
simptom bio je blagi tremor ruku u miru, $to se vida kod PB, ali i kod DLT
(35). Posle oko tri godine primeceni su i akineza i rigor, hipofonija i ne€itak
rukopis, zajedno sa izmenama ponasanja, a potom i ponavljane vizuelne ha-
lucinacije, $to su dve od tri osnovne dodatne komponente ispo-ljavanja DLT
prema konsenzus kriterijumima (spontano nastali ekstrapiramidni akinetsko-
rigidni sindrom i vizuelne halucinacije) (9). Nekoliko meseci kasnije, imao je
u jednoj epizodi zajedno vizuelne i akusti¢ke halucinacije i bio agresivan
braneéi se od umisljenih napada. Video je ljude i Zivo-tinje, slike su bile Zive
i elaborisane, 3to su karakteristike vizuelnih halucinacija u DLT. Pojava
akusti¢kih halucinacija je u DLT reda, ali, kada se javi, tipi¢no je povezana
sa vizuelnim, kao $to se ispoljilo i kod naseg bolesnika (5). Opisuju se dosta
esto i sumanute ideje. Zbog psihoti¢nih ispoljavanja prekinuto je davanje
selegilina, za koji se zna da moZe da kod osetljivih bolesnika provocira
delirantna stanja (5). Sve vreme nisu zapaZeni znatniji kognitivni deficiti,
. mada formalno tada nije testiran, jer je imao o&uvanu ,fasadu® li¢nosti. Indi-
rektan dokaz nastupanja kognitivnih smetnji je da su teSkoce u svakodnevnim
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aktivnostima postale tako izraZene da je supruga morala da mu pomaze.
Postajao je sve anksiozniji, ispoljavao strah od smrti, a imao je i depresivna
ispoljavanja. Neurobihevioralna procena na oko pet godina od poéetka
bolesti pokazala je smetnje paZnje, vizuospacijalnih funkcija, kalkulije, prak-
sije poze i, u manjoj meri, odloZenog verbalnog prise¢anja, uz oéuvan govor,
Sto odgovara profilu DLT (1). Postavljena je dijagnoza parkinsonizma sa
demencijom, Sto je jedna od dve tipi¢ne dijagnostitke greske (uz AB), i
verovatni vaskulni akcident sa levostranom hemiparezom. Jedan od eksk-
luzionih kriterijuma u konsenzus dijagnostic¢kim kriterijumima su i fokalni
neuroloski nalazi, ali je danas jasno priznata &esta vaskulna komponenta u
DLT (4, 9). Tada je, prakti¢no pet godina od poletka bolesti, prvi put i
primecen kognitivni pad.

Opisivani su slu¢ajevi difuzne bolesti LT bez demencije, kao i po-
etak demencije posle viSe od godinu dana posle ekstrapiramidne simptoma-
tologije. Neuropsiholosko testiranje nije uradeno, ali je verovatno da bi ono u
ranoj fazi pokazalo kognitivni pad, jer su nastale znatne smetnje u svakod-
nevnom funkcionisanju, koje se obi¢no javljaju u kasnijoj fazi demencije.
Dalja deterioracija li¢nosti ispoljila se dezinhibicijom u govoru, sa upotre-
bom psovki. U zavr$nom periodu bolesti halucinacije su ugestale, bolesnik je
bivao sve agresivniji, verbalno, ali i fizi¢ki napadajuéi fiktivne neprijatelje.
Svakako da fluktuacije stanja, sa sve Ge§¢im delirantnim ispoljavanjima
oznacavaju, kao i sve izrazenija demencija i deterioracija li¢nosti, ubrzanje
toka bolesti. Procena fluktuacija i njihove udestalosti i intenziteta nije jos
zadovoljavajuce reSena (35). Ovo je jedan od razloga §to se dijagnoza DLT
JoS uvek rede postavlja, jer se na fluktuacije svesti i kognicije rede misli, a
tesko ih je i proceniti. Ovi bolesnici po pravilu umiru od pneumonije, $to je
bio slu€aj i sa nadim bolesnikom. Ovome je prethodila psihijatrijska hospi-
talizacija zbog agresivnosti i sumanutih ideja, ali, na Zalost, nedostaju podaci
o primenjenoj medikamentnoj terapiji, sem dijazepama. Jedna od najvaznijih
1 prakti€no najznalajnijih karakteristika DLT je preosetljivost na neurolep-
tike, ali i benzodijazepine, sa potencijalno fatalnim ishodom (5). Tok bolesti
je dosta tipi¢an za DLT. Bolest je trajala pet godina. Proseéno trajanje DLT
Jje oko Sest godina (5). Karakteristi¢an je i zavr$ni delirijum, u toku koga
mnogi ovakvi bolesnici i umiru.

Prema vaze¢im dijagnostickim kriterijumima (9), na§ bolesnik je is-
punjavao uslove za verovatnu DLT, odnosno, postojala je demencija koja se
progresivno pogor3avala sa smetnjama paznje i vizuospacijalnih sposobnosti,
a sa relativno ofuvanim paméenjem i govorom, spontano nastali parkinsoni-
zam, elaborisane i ponavljane vizuelne halucinacije i jasne oscilacije u stanju
svesti i kognicije koje su trajale razliito, ali Gesto po nekoliko dana. U prilog
DLT govore i sumanute ideje proganjanja i pogre$nog prepoznavanja i slusne
halucinacije, koje su sekundarni dijagnosticki kriterijumi. Psihijatrijska simp-
tomatologija kod mnogih bolesnika sa DLT dolazi bar u nekom periodu u
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prvi plan. Prisustvo vaskulne komponente, odnosno, fokalnih nalaza je prema
kriterijumima znak manje verovatno¢e DLT. Medutim, ovo je bolesnik koji
je godinama imao vaskulne faktore rizika, a fokalni nalaz se javio tek u
poslednjoj godini njegove bolesti, tako da ovo ne moZe bitno da uti€e na di-
jagnozu DLT koja i inace kod oko jedne treéine bolesnika ima i vaskulne
promene mozga. Kod naSeg bolesnika nije primenjen ceo repertoar terapije
DLT, jer pre pet godina mnogi od aktuelnih lekova nisu bili na raspolaganju.
Medutim, savremene studije ne pokazuju ba¥ ohrabrujuce rezultate ni uz
terapiju.
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Abstract: The Lewy body dementia (LBD) is the second or the third most frequent
degenerative dementia. Pathological characteristics of LBD are the Lewy bodies (LB), intra-
cytoplasmatic inclusions that react immunohistochemically with anti-ubiquitin and anti-
alpha-synuclein antibodies. Hereditary forms of LBD are also described. The basic clinical
characteristics of LBD are progressive dementia, akinetic-rigid parkinsonism, repeated visual
hallucinations and fluctuations of the state of consciousness and cognition. Repeated falls and
syncopes may occur as well, together with hypersensitivity to neuroleptics, systematic delu-
sional ideas, hallucinations of the other senses, depression, behavioral disturbance of REM
sleep, vegetative signs, and, though rarely, other manifestations. Dominant feature on the bio-
chemical level is the deficit of cortical cholinergic innervation. LBD has a progressive course,
more rapid than Alzheimer's disease, and faster mortality. The disease lasts 1 to 20 years,
the mean length being 6 years. Neuropsychological finding corresponds to the combination of
cortical and subcortical dementia, with marked disturbances of attention, visuo-spatial func-
tions, working and semantic memory and executive functions. Differential diagnosis includes
other dementias, primarily the Alzheimer’s disease and extrapyramidal diseases. In the treat-
ment of LBD, cholinesterase inhibitors are mostly used. It is necessary to avoid administra-
tion of neuroleptics as long as possible, since they can accelerate the course of the disease or
even cause death. A case is also presented, of a patient with typical LBD that lasted 5 years,
with all the clinical manifestations meeting the consensus guidelines for setting the diagnosis
of LBD.
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INTRODUCTION

The Lewy body dementia (LBD) is the second or the third most fre-
quent type of dementia, with the prevalence of 15-20% (1). Pathohistologi-
cal markers of the disease are intracytoplasmatic inclusions called the Lewy
bodies (LLB). LBD is clinically manifested as dementia, fluctuation of cogni-
tion and state of consciousness, akinetic-rigid parkinsonism and unprovoked
repeated visual and other hallucinations. Before being recognized as a sepa-
rate entity, LBD was most often diagnosed as Alzheimer’s disease (AD) or
Parkinson disease (PD), which are still frequent mistakes in diagnosis.

LBD was first described in the early sixties by Okazaki et al. (2). As
a separate entity, it was first described by Kosaka et al. (3), but its impor-
tance was acknowledged only in the nineties. There may be several clinical
variants of this type of dementia. There are seldom familial occurrences, but
genetic defect is not determined. The prevalence of vascular pathology in
LBD is approximately 30% (4). Onset of the disease is usually between the
age of 62 and 74, the mean age of onset being 70 (4), and it is slightly more
frequent in males than in females (5). So far, the attempts of therapy did not
bring any significant results and the disease progresses after the starting os-
cillations to the inevitable fatal outcome. The disease lasts from 1 to 20
years, 6 years in average (5).

Clinical picture

The manifestations of LBD are cognitive, neurological and psychiat-
ric. Dementia is predominantly of the cortical type, with the predominant
visuo-spatial, but also prefrontal-subcortical characteristics (1). Memory
deficits are often the first disturbances to occur, and visuo-spatial and visuo-
constructial disturbances occur early as well (6). Attention deficits are mani-
fested, especially in selective, working and semantic memory, as well as the
dysexecutive syndrome (7). All the neuropsychological functions are af-
fected. Slightly better preserved, at least in the beginning, are delayed recol-
lection and orientation.

Predominant psychiatric symptoms in LBD are visual hallucinations
(46%), acoustic hallucinations (19%) and depression (38%) (4). Olfactory
hallucinations, illusions, delusional ideas and anxiety are manifested as well.
Visual hallucinations are repeated, they are well formed and detailed, and
most often occur in moments of reduced consciousness. They are very simi-
lar to the hallucinations due to anticholinergics intoxication or metabolic
disorders (8). They consist of images of people and animals. The hallucina-
tions overlap with visuo-spatial disturbances and visual agnosia (9). Positive
correlation between visual hallucinations and LB in the lower temporal lobes
has been found (10). Acoustic hallucinations are not as frequent, but when
they do occur, they are typically connected with visual hallucinations (5).
LBD is characterized by delusional ideas due to false recognition, which is ex-
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plained by the occipital lobe and its connections being affected by the disease.
In the early phases, the patients are aware of pathological origin of these phe-
nomena.

Parkinsonism in LBD is usually of the akinetic-rigid type. Motor
skill disorders are moderate and manifested as rigidity and bradykinesia; hy-
pophonia, hypomimia, postural reflexes disorders and parkinsonian gait with
the loss of synkinetic movements of the arms may also occur. Rigidity is
often axial. Tremor is not unusual either, and it can be postural and/or in
rest, unilateral, bilateral, symmetrical or asymmetrical. At the onset of the
disease, parkinsonism is not manifested in more than half of the cases (4).
Approximately 10% of the patients do not show extrapyramidal symptoms
until the end of their life, which makes the life-time diagnosis very difficult
to make (11). Repeated falls and syncopes are characteristic for the patients
with the more affected autonomic nervous system.

LBD patients are highly sensitive to the effect of neuroleptics (61%)
and the result is, as a rule, iatrogenic parkinsonism (4), but the outcome can
be fatal too. Sensitivity to sedatives is also manifested. The last few years,
more attention was paid to REM sleep disturbances and depression, which
have been neglected so far. REM phase disturbances are manifested as epi-
sodes of intensive movements of the extremities with vocalizations in sleep,
and later recollection of the content of the dreams (12).

Dementia and possible motor deficits start interfering with the social
and professional functioning early in the course of the disease (9). Cognitive
loss is faster in LBD than in AD, and the expected length of the disease is
shorter (13, 14). In the course of the disease, dementia becomes more severe,
rigidity more expressed, so that, in the end, the patients are deeply de-
mented, in akinetic mutism and cachectic (5). Most often, the final stage be-
gins abruptly, with aggravated confusion, psychotic episodes and behavior,
with short intervals of lucidity; the fatal outcome follows soon, usually as a
result of aspiration pneumonia (5).

Histopathological changes

The pathological changes most often to occur in LBD are the pres-
ence of LB in subcortical areas as well as in cortex, Lewy’s neurites, senile
plaques (SP), neurofibrillary tangles (NFT), loss of neurons and synapses,
spongiform changes (microvacuolization) and cortical cholinergic deficit
(1,15). LB appear in amygdala first, then in the limbic cortex and finally in
neocortex (16). The presence of cortical LB is the most significant patho-
logical marker of LBD (17). LB are essential for diagnosing LBD, while the
other changes are not (8). The presence of LB is sufficient for the onset of de-
mentia, even without SP and NFT (18). It has been shown that alpha-synuclein
constitutes the main part of LB filaments and Lewy’s neurites, with the presence
of ubiquitin, torsinA, protein 14-3-3 and other molecules (19).
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Biochemical changes

On the biochemical level, the reduction of cholinergic activity in the
cortex was discovered, even more prominent than in AD (20). Hallucina-
tions are more frequent with LBD patients with a lower level of acetylcho-
line (ACh) in the cortex (8). Hypofunction of the occipital lobe is thought to
be particularly significant. The phenomenon of visual hallucinations is ex-
plained by the lesions of the optic pathway, which bring to the altered flow
of visual information and their pathological processing, or it is a case of the
cortical release phenomena (21). Lesions of the brainstem, with the ascen-
dant cholinergic and serotonergic pathways affected as well, can be the
cause of hallucinations too, but also of sleep disturbances (21). The third
role of low ACh is seen in reticular nuclei of the thalamus, which intake the
cholinergic filaments from nucleus basalis and peduncular-pontine nucleus.
Reduced level of ACh in this structure can lead to disturbances in processing
the sensory information, which further influences attention and perception,
and can add to the occurrence of visual hallucinations (8). Loss of dopa-
minergic neurons in subcortical nuclei and noradrenergic neurons in locus
ceruleus was proved, as was the loss of cholinergic neurons in nucleus basa-
lis of Meynert (22). Depression and psychosis in LBD are usually connected
to the changes in the noradrenergic and serotonergic system (23).

Diagnostics

In 1996 the Consortium on dementia with LB established the con-
sensus guidelines, defining the diagnosis of LBD (9). The diagnostics must
include detailed somatic, neurological, psychiatric and neuropsychological
examinations, as well as the usual laboratory tests. Magnetic resonance of
the brain shows the loss of brain tissue bilaterally in temporal and frontal
lobes and in the insular cortex, while medial temporal lobe, hippocampus,
amygdala and thalamus are preserved, which may help differentiate it from
AD (24). Occasionally, changes are found in the white matter of the hemi-
spheres, especially in the frontal lobes paraventricularly. There may also be
hyperintensive changes in the white matter, as is the case with VaD and AD
(25). The examination of cerebral circulation and glucose metabolism shows
a deficit in the retro-rolandic areas, especially in the occipital lobe (4). Elec-
troencephalography shows a mostly generalized slowing down of basic ac-
tivity or frontal discharges. Occasionally, sharp waves are seen in temporal
lobes (5). There are significant oscillations within 90 seconds in reaction
time and in the electroencephalogram (EEG), changing rapidly, which indi-
cates changes in neurochemical, and not in the structural level.

Differential diagnosis
Definitive LBD diagnosis remains histopathological. In all the cases
of possible AD, but also of VaD, it is very important to have LBD in mind
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as well. In some cases, there are no clear extrapyramidal symptoms, nor ob-
vious fluctuations or hallucinations, so a hypersensitivity to neuroleptics
may accidentally point to LBD (11). Extrapyramidal symptoms may be lack-
ing in about 10% to 20% of the LBD patients, and visual hallucinations in
up to 54% (11). In LBD, delusions of false recognition are predominant, and
in AD the delusions of persecution (26).

In PD, extrapyramidal symptoms are manifested earlier, while de-
mentia, if it occurs, manifests itself at least one year after the motor phe-
nomena. If dementia occurs within 12 months of the parkinsonian symp-
toms, a diagnosis of possible LBD should be made, and if the motor phe-
nomena lasted more than 12 months before the onset of dementia, it is a case
of PD with dementia (which may or may not be of the LBD type) (9). It is
also important to rule out similar extrapyramidal disorders, such as progres-
sive supranuclear palsy, corticobasal degeneration and multisystemic atro-
phy.

The difference as compared with the group of frontotemporal de-
mentias (FTD) is that in LBD the frontal changes of behavior (euphoria, dis-
inhibition) and cognition are less often found (26). On the other hand, about
one third of FTD patients can develop hypersensitivity to neuroleptics as
well (27). VaD is a frequent type of dementia, and the overlapping with
LBD, both clinically and pathologically, is not rare. Oscillations in LBD are
usually more often than in VaD, and can have a significantly higher fre-
quency and amplitude in a short time interval.

Creutzfeldt-Jacob disease (CJD) is differentially a diagnostic possi-
bility when the course of LBD is rapid, and when focal neurological symp-
toms and mioclonia appear. Sometimes, the characteristic EEG with repeti-
tive sharp waves and positive finding of protein 14-3-3 in cerebrospinal
fluid, which occur in CJD, can be of assistance, but they can sometimes be
seen in LBD as well (28). Mioclonus and rigidity are also nonspecific. What
favors LBD the most are the fluctuations of cognition and attention, parkin-
sonism and lack of sight disturbances, while ataxia and sight disturbances
are signs of CJD.

Delirious episodes should be distinguished from a delirium of me-
tabolical, infective and other origin, but comorbidity should always be kept
in mind (4). Considering the early and frequent occurrence of psychiatric
symptomatology, it is necessary to exclude depression, mania and schizo-
phreniform disorder with late onset.

Therapy

Considering that there is still no etiological therapy for LBD, while,
on the other hand, there is a wide range of manifestations on the cognitive,
behavioral and neuropathological level, it is clear that multiple therapeutic
procedures will be needed to at least slow down the course of illness (29). In
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any case, we should avoid the use of neuroleptics, since they, even in small
doses, lead to a significant cognitive decline and motor skill disturbances
(30). Fatal outcomes have been recorded too, and in some cases the clinical
course grew significantly more rapid, so the total mortality of LBD patients
treated with classic neuroleptics is higher than the non-treated patients’ by
50% (5). In case it is necessary for the psychotic phenomena to be kept un-
der pharmacological control, for a short while, thioridazine 10 mg twice a
day, sulpiride 100 to 200 mg daily and lorazepam 1 to 2 mg, may be admin-
istered. Clozapine is administered in a dose of one quarter of a 25 mg tablet
before bedtime, due to its marked sedative effect. In most cases, doses of
less than 25 mg daily are sufficient. It is possible to apply other non-typical
neuroleptics too, but the risk of complications is still present.

Anticholinergics cause delirium in LBD patients (30). Less often, in
cases with the marked parkinsonian symptomatology, the treatment with
levodopa (31) and dopamine agonists (5) was effective. Small doses are
given, starting with a combination of levodopa and benzerazide of 62.5 mg
twice a day. The dose is increased carefully, according to the motor and
mental changes. The danger of using levodopa as well as the dopamine ago-
nists, is the possible triggering of psychotic episodes (5).

There are certain encouraging studies regarding the use of medica-
tions that strengthen cholinergic innervation, such as donepezil (5 milli-
grams), which was proved to have an effect on the reduction of hallucina-
tions, and also improves functional abilities (32). The studies of the use of
rivastigmine in the doses of 6-12 mg daily have shown statistically and
clinically significant behavioral effects, with the patients’ responding well to
treatment (33). We should be very careful in case of cholinesterase inhibitors
combined with antipsychotics, since they increase the risk of side effects. In
the treatment of depression, selective inhibitors of serotonin reuptake can be
applied (34).

Case study

The patient J.B., highly educated male, born in 1923. He suffered from a heart con-
dition with absolute arrhythmia and cardiomyopathia since he was 50 years old. He also suf-
fered from lumbar ischialgia, right shoulder contracture following a fracture, and diabetes
treated by diet only. The first disturbances on the neurological level began in 1990, with
hand tremor. During 1993, occurred hypophonia and changes of handwriting, which became
less legible. The same year, his wife noticed that some of his reactions were ,,childish“. Be-
ginning of June 1994, the neurological finding showed inexhaustible glabelar reflex, hypo-
mimia, slight rigor and rest tremor of the right hand, bilateral hypokinesis, loss of synkinetic
waving movements of the arms and slightly rigid posture. Due to suspected parkinsonism, he
was prescribed selegiline and tocopherol. Later the same month, visual hallucination began;
he became aggressive, fighting off ,,the Germans“. Simultaneous occurrence of visual and
auditory hallucinations was noted on August 5" 1994. First he had images which he de-
scribed as in the ,,Muppet Show*, and then it seemed to him as if somebody was attacking
him and he was defending himself, failing to recognize even his closest relatives and friends.
The disturbances lasted about 9 days and the condition gradually improved. Selegiline
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brought about the reduction of tremor and better mobility, but the treatment was discontinued
due to psychic disturbances. Neurological findings were unchanged. For a while, there were
no visual hallucinations. In late August, selegiline was prescribed again. Gradually, the pa-
tient found it more difficult to maintain his toilet by himself and his wife had to start helping
him more. He showed anxiety and particularly fear of death. Since March 1995, visual hallu-
cinations started again. Occasionally they had an extracampine character, so it seemed to the
patient that someone was standing behind him, and he had an episode of derealization. The
episodes occurred with different frequency and lasted for several hours or days. In that pe-
riod he was aware of the unnatural character of the visual phenomena. He did not feel any
fear. Neurological finding end of March 1995 showed a slight slowness, difficulties in get-
ting dressed, manual clumsiness in all activities; tremor, rigidity and akinesis were of dis-
creet degree. Left nasolabial groove was shallower, the left hand prowed mildly, and muscle
stretch reflexes were better responding to the left. Neurobehavioral assessment showed diffi-
culties in naming the months backwards, copying a drawing, dyscalculia, postural apraxia,
while speech was unaffected. He remembered two out of three given words. Dynamic praxia
was preserved. He was diagnosed with parkinsonism, dementia and mild left side hemipare-
sis, probably of vascular character. He was prescribed pentoxifylline tablets. In April, the
derealization phenomena started, when occasionally he could not recognize his own house,
and periods of uneasiness and wandering off. In June, he was very worried about the strange
phenomena happening to him and mentioned that he would kill himself for wrongly accusing
his wife of being a ,,witch“. Beginning of July, he was seeing nonexistent people again,
fighting with them, and chasing them out of his house. Hallucinations were frequent in that
period. He started using vulgar words, which he had never done before. One of such episodes
happened on July 2nd when he stabbed things in the house with a knife, defending himself
from ,,the Germans“ and attacked a friend who came to visit him, without recognizing him.
He was taken to psychiatric hospital where he was given 10 mg diazepam muscularly and
then sent back home. On the following day, a similar situation occurred again; he rummaged
the house, fighting off the ,,enemy*. On that day he was hospitalized in a psychiatric institu-
tion, where cardiac decompensation occurred, so he was transferred to the cardiology ward.
There are no data of a potential therapy with neuroleptics. Several days later his body tem—
perature increased highly and he was transferred to the pulmology department on June 17"
1995. Bilateral bronchopneumonia, chronic decompensated myocardiopathia, tachyarrhyth-
mia absoluta, somnolentia, liver enhancement by two fingers, increased level of transaminase
and urea were clinically determined. He was treated intensively with the use of oxigenother-
apy, antibiotics, bronchodilatators, cardiotonics, diuretics and infusion solutions, but there
was no effect. The patient died on July 19" 1995.

DISCUSSION

In the described case, onset of the disease was gradual, masked by a
number of somatic disturbances, most of all vascular. The influence of vas-
cular changes in LBD is present in about one third of the patients (4). In fa-
vor of this statement is the left side hemiparesis found by the end of his ill-
ness. The patient’s neurological disturbances began when he was 67, which
is a time of onset for the most neurodegenerative diseases with dementia.
The first symptom noticed was a mild rest tremor of the hand, which is seen
in PD, but also in LBD (35). About three years later, akinesis and rigor were
noticed too, together with hypophonia and illegible handwriting, changes of
the behavior, and then repeated visual hallucinations, which are two of the
three basic additional components of LBD manifestations, according to the



96 Psych. Today /2004/36/1/89-99/
Pavlovic D. Lewy body dementia—a case presentation

consensus guidelines (spontaneously developed extrapyramidal akinetic-
rigid syndrome and visual hallucinations) (9). Several months later he had an
episode with both visual and auditory hallucinations, and acted aggressively,
defending himself against imaginary attacks. He saw people and animals, the
images were vivid and elaborated, which is characteristic of visual hallucina-
tions in LBD. The phenomenon of auditory hallucinations is less often in
LBD, but, when it does occur, it is typically connected with visual hallucina-
tions, as was manifested in our case as well (5). Quite often, delusional ideas
are present too. Due to psychotic manifestations, treatment with selegiline,
known to be able to provoke delirious states in more sensitive patients, was
discontinued (5). In all that time, considerable cognitive deficits were not
noticed; however, the patient was not formally tested, since the ,,fagade* of
his personality was preserved. Indirect proof of the onset of cognitive distur-
bances is that his wife had to start helping him in everyday activities, since
they became too difficult for him. He became more and more anxious, mani-
fested fear of death, and had depressive episodes. Neurobehavioral assess-
ment five years after the onset of the disease showed disturbances of atten-
tion, visuo-spatial functions, calculia, postural praxia and, to a lesser extent,
delayed verbal memory, the speech being unaffected, which corresponds
with the profile of LBD (1). The diagnosis made was parkinsonism with
dementia, which is one of the two typical diagnostic mistakes (the other be-
ing AD) and probable vascular accident with left-side hemiparesis. Focal
neurological findings is one of the exclusion criteria in the consensus diag-
nostic guidelines, but frequent vascular component in LBD is clearly admit-
ted today (4, 9). It was then, practically five years after the onset of the dis-
ease, when the cognitive loss was first noticed. Cases of diffuse disease LB
without dementia were described, as well as the onset of dementia more than
one year after the extrapyramidal symptomatology. Neuropsychological test-
ing was not performed, but it would probably have shown cognitive loss in
the early phase, since there were significant disturbances in everyday func-
tioning, often to occur in a later phase of dementia. Further personality dete-
rioration manifested itself in speech disinhibition and use of curses. In the
final stage of the disease, hallucinations became more frequent and the pa-
tient more aggressive, verbally, but also physically, attacking fictive ene-
mies. Fluctuations of condition with more frequent delirious manifestations,
together with the advancing dementia and personality deterioration, certainly
point to acceleration in the course of the disease. There is still no satisfactory
solution to the problem of assessing the fluctuations and their frequency and
intensity (35). This is one of the reasons why the diagnosis of LBD is still
rarely made, since fluctuations of consciousness and cognition are not often
kept in mind, and they are difficult to assess. The patients die of pneumonia
by a rule, which was the case with our patient too. It was preceded by psy-
chiatric hospitalization, due to aggressiveness and delusional ideas, but, un-
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fortunately, the records of the medications applied are lacking, except for
diazepam. One of the most important and practically most significant char-
acteristics of LBD is hypersensitivity to neuroleptics, but also to benzodi-
azepines_with the potentially fatal outcome (5). The course of the disease is
quite typical for LBD. The disease lasted 5 years. The mean length of LBD
is about 6 years (5). What is also characteristic is the final delirium during
which many of the patients die.

According to the valid diagnostic criteria (9), the patient fulfilled the
conditions for diagnosing probable LBD, that is, dementia was present, ad-
vancing progressively, with the disturbances of attention and visuo-spatial
abilities, and with memory and speech relatively preserved, spontaneously
developed parkinsonism, elaborated and repeated visual hallucinations and
clear oscillations in the state of consciousness and cognition, of different
length, but which could often last for days. Also pointing to LBD were delu-
sions of persecution and false recognition, and auditory hallucinations,
which represent the secondary diagnostic criteria. In many LBD patients,
there is at least one period when the psychiatric symptomatology becomes
the most prominent. The presence of vascular component, that is, focal find-
ings, is according to the criteria a sign of lesser probability of LBD. How-
ever, this was a patient who had vascular risk factors for years, and focal
finding occurred only in the final year of his disease, so this cannot have
significant influence to the diagnosis of LBD, especially since about one
third of the patients have vascular changes of the brain as well. In the case of
our patient, the complete scope of LBD therapy could not be applied, since
many currently used medications were not available five years ago. How-
ever, recent studies do not show encouraging results even with therapy.

Doc. dr Dragan M. PAVLOVIC, Institut za neurologiju Klini¢kog centra
Srbije.

Dragan M. PAVLOVIC, M.D., Ph.D, Assoc. Professor, Institute of Neurol-
ogy, Clinical Center of Serbia.
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