Behavioralni a psychologické symptomy
u demenci (BPSD)

FAKULTNI

NEMOCNICE
OSTRAVA

Pavel Ressner
Kognitivni centrum,

Neurologicka klinika FN Ostrava



Behavioralni a psychologické priznaky u demenci

BPSD = Behavioral and Psychological Symptoms in Dementia

- agresivita (verbalni, fyzicka)

- poruchy stravovani (anorexie, bulimie, pica, zmény v chutich)

- apatie

- agitace (muze od verbalnich projevu, bloudéni, az brachialni agresivitu)
- desihibice - sexualni desinhibice

- vokalisace - sténani, krik

- afektivni poruchy (deprese, anxieta, manie)

- poruchy vnimani (halucinace, iluze), poruchy mysleni (bludy)

- toulani

- aberantni motorické chovani

LiSi se definice a zahrnované symptomy u ruznych autoru



Behavioralni a psychologicke poruchy u
demenci (BPSD)

« BPSD se vyskytuji témér u vSech osob s demenci v nékterém stadiu
onemocnéni (v 76-96%) (Hessler et al 2017)

« Casto maji velky dopad na kvalitu Zivota pecovatele

« Odpovéd a reakce na BPSD pak maji velky dopad na osobu, o kterou
peCovatel pecCuje (riziko institucionalizace)
« Vztah pecCovatele a recipienta péce je velmi ovlivnén BPSD a je velmi

komplexni a proto je nutny vyzkum v této oblasti pro efektivnégjsi
intervence a podporu (pecovatelu i recipientd péce)

(Hessler JB, Schaufele M, HendIimeier I, et al.: Behavioural and psychological symptoms in general
hospital patients with dementia, distress for nursing staff and complications in care: results of the General
Hospital Study. Epidemiol Psychiatr Sci 2017; 9: 1-10.)

(Lautenschlager N, Progress in BPSD research: analyzing individual BPSD might hold the key to better
support caregivers. Int Psychogeriatr 2016 Nov;28(11):1759-1760)



BPSD rozdily u casnych a pozdnich AD

* Vyjadieni symptomu BPSD muze byt rozdilné mezi AD s ¢asnym (EOAD) a
pozdnim (LOAD) zaCatkem

« Studie Mushtaq et al 2016: median zacatku EOAD a LOAD byl 63.10 let a
84.28 let

VvV v v

EOAD skupina (p <.0001): halucinace, agitace, uzkost, disinhibice, noCni
poruchy chovani.

Y v v

zaCatkem nez s Casnym zacCatkem

(Mushtaq et al, A Comparison of the Behavioral and Psychological Symptoms of Dementia (BPSD)
in Early-Onset and Late-Onset Alzheimer's Disease - A Study from South East Asia (Kashmir,
India). Cureus. 2016; 8(5):e625 (ISSN: 2168-8184))



BPSD

« Vyjadreni symptomt BPSD se muze liSit mezi jednotlivymi
onemocnénimi zpusobujicimi syndrom demence (AD, VaD, DLB,
PDD, FTLD,....)

(European Alzheimer’s Disease Consortium (EADC) Study , (Petrovic et al., 2007))
(Gupta et al.: Behavioural and Psychological Symptoms in Poststroke vascular
Cognitive Impairment, Behav.Neurol. 2014.)



Skupiny priznakt BPSD

(Metaanalyza, van der Linde et al, 2014)

Metaanalyza 62 studii, vetSina uzivala NPI

Skupiny priznaku:

Afektivni symptomy (deprese, uzkost)
Psychosa (halucinace, bludy)
Hyperaktivita (iritabilita, agitovanost, agresivita, euforie)

Symptomy s nekonzistentnim sdruzovanim (apatie, poruchy pfijmu
potravy, poruchy chovani v prubéhu noci, desinhibice, aberantni
motorické chovani)

Skupiny pfiznaku se liSi v seskupeni pfiznaku, biologii, |I€Cbé.




Seskupovani BPSD

VAR 4D &4

v’

nejcetnéjsi, je soustredit se na soubor pfiznaku u daného individua.

Podle nékterych symptomu muzeme ofekavat pritomnost dalSich, které
mohou uniknout pozornosti (,Grouping of symptoms®).

Dulezité je pak sledovat, které symptomy (skupiny symptomu) (dle NPI)
maji vliv na kvalitu zivota a autonomii (pomuze FAQ, ADL).

Nezapominat, ze symptomy a syndromy nejsou jen vysledkem vyplnéného
testu.



Mechanismus vzniku BPSD

1. Soucast patolofyziologickych zmén mozku:
Mediatorove zmeny:
- ACh, dopamin, noradrenalin, serotonin

2. Vlivy prostredi:
- pristup Ci zmena pecCovatele, zmeéna stravy, zména
ubytovani, oblekani, naroky na aktivity pacienta,
- komorbidita (bolest, infekt, dalsi konkomitantni medikace,atd.)
- snizeni adaptability pacienta



BPSD — lecba

« Stale vétsi duraz na rizika a nezadouci ucinky uzivanych farmak

« Stale vétSi duraz na nefarmakologické postupy (peuschi, Maier 2016)

(Kratz T. The Diagnosis and Treatment of Behavioral Disorders in Dementia. Dtsch Arztebl Int 2017; 114: 447-54.
DOI: 10.3238/arztebl.2017.0447)

PriCemz spise stoupa mnozstvi preskribovanych farmak na BPSD
(Holmerova, Rusina, Jirak 2014, 2010; Tifratene et al 2017)

- mozné duvody - vic se mysli na BPSD a vic se diagnostikuje a vic se |&€Ci?
- proklamované nefarmakologické postupy —
- nezname a neumime?
- mozna nefunguiji tak efektivné, jak se proklamuje?
- nemame na né ¢as ani ¢as o nich fici peCovatelum?



Uzkost a Uizkostné poruchy u demence -

Psychicke pfiznaky - obavy z budouciho nestésti, pocit na pokraji
sil, obtizna koncetrace, ...

Behvioralni pfiznaky- vrteni, neklid, neshopnost uvolnit se,
cephalea, napéti v hlave

Vegetativni hyperaktivita — zavraté, poceni, tachykardie, buseni
srdce, nausea, sucho v ustech, tachypnoe,...
- mozno prekryti se somatickymi chorobami

Rizika - zZivotni ztraty, télesna onem., bolest, zmény, kognitivni deficit, ztrata
nahledu na chorobu, nezadouci ucinky léku.

Terapie: SSRI, SNRI (venlafaxin), NaSSA (mirtazapin), SRI (trazodon).



Anxiolytika

Benzodiazepiny: omezeneé pouziti u dementnich pac.
T citlivost dementich pac. k vedl. nezadoucim u&inkm BZD
T zmatenosti, T poruch paméti, T denni sedace, T pady,
T mortality

- pouziti omezené jen na akutni poruchy chovani
- pouziti jen kratkodobeée
- preferovat BZD s kratkym T/2 — Ize oxazepam




Deprese u pacientu s demenci
(Frankova V., 2013)

Mnohdy oligosymptomaticka, neuplné vyjadrena, typické kolisani béhem dne
Chybi prozivani depres. nalady, nékdy ,, maskovani“ dsmévem, negace deprese

Snizeni schopnosti radovat se z aktivit drive prijemné prozivanych (kontakt s
vhoucaty, konicky apod.), socialni stazeni, pocit , prekazeni” ¢i ,,zbytecnosti“.

ZdUraznovani somatickych potizi nebo bolesti bez zfejmého somat. korelatu

Casté behavioralni pfiznaky: podrazdénost, stavy agitovanosti, impulzivni stavy
agresivity (zejména u muz)

Muze byt J chut k jidlu s Ubytkem hm. a poruchy spanku s ¢asnym probouzenim



Antidepresiva u senioru, obvyklé davkovani

(Frankova V., 2013, Kratz T 2017)

Antidepresivum | PocateCni davka Bézna davka Poznamky
(mg|/d) (mg/d)

Escitalopram 5 10 1. volba

Sertralin 25 50-100 1. volba,

Citalopram 10 20 1. volba | agitace

Moclobemid 150 450 Aktivujici

Venlafaxin 37,575 75-150 Analgeticky ucinek,

=150 aktivujici

Mirtazapin 7,5 15-45 ZvySuje chut K jidlu,
v nizkych davkach
hypnoticky efekt

Bupropion SR 75 150-300 Aktivujici




Antidepresiva u senioru
(Frankova V., 2013)

LA 4N 4

interakci a nezadoucich ucinka.
Podle nékterych studii - pozitivni efekt na kognitivni funkce a pusobi
synergicky s IAChE.

LécCba psychotickych depresi - kombinace antidepresiv s antipsychotiky 2.gen.,
pripadne melperonem (Buronil).

U zavaznych farmakorezistentnich psychotickych depresi s negativismem,
katatonnimi priznaky, odmitanim jidla apod. - ECT.

U apatickych depresi pacientu s Alzheimerovou nemoci - IAChE (+-)



Apatie u demence léCba

(Berman et al. 2012)

- 1IAChE - nejlepsi vysledky

- Memantin — prokazana ucinnost

- stimulanty, calcium antagonisté, antipsychotika — nizka ucinnost
- Antidepresiva - bez prukazu efektu

- Antikonvulziva - bez prukazu efektu

(Berman K, Brodaty H, Withall A, Sheeler K. Pharmacologic treatment of apathy in
dementia. Am J Geraitr Psychiatry. 2012 Feb;20(2):104-22. doi:
10.1097/JGP.0b013e31822001a6.)



Apatie u demenci — review studii 2013-2016

Harrison F, Aerts L, Brodaty H. Apathy in Dementia: Systematic Review of Recent
Evidence on Pharmacological Treatments. Curr Psychiatry Rep. 2016 Nov;18(11):103.

Efekt IAChE — nebyl potvrzen v novych studiich

» Antidepresiva maji ve studiich ,smisené vysledky", efekt prokazan
jen u agomelatinu

« Stimulancia, analgetika, oxytocin — vysledky neprikazné

« Antipsychotika — pozitivni efekt jen v kombinaci s
nefarmakologickymi postupy

..... “Better trial design and more detailed analysis are needed in order
to evaluate outcomes of pharmacological treatments for apathy.”




Antipsychotika 2. generace —
preference u demenci, | nezadoucich uc.

1) selektivni antagonisté dopaminovych (D2/D3) receptoru: tiaprid, amisulprid.

2) SDA - serotoninovi, dopaminovi a alfa-1 antagonisté: risperidon, ziprasidon,
sertindol.

3) MARTA - multireceptorovi antagonisté:klozapin,olanzapin,quetiapin,zotepin.

4) Dopaminovy stabilizator - parcialni agonista D,-receptort, pokud je endogenni aktivita
dopaminu nizka, a jako antagonista D,-receptord, pokud je tato aktivita vysoka. rovnéz

parcialni agonista 5-HT, ,-receptor( a antagonista 5-HT,, - Aripiprazol

(Holmerova et a. 2014; Hoschl C, 2010; Ceskova et al. 2007; Kratz T. 2017)



Antipsychotika 2. generace

1) Tiaprid — IéCba neklidu a pridruzenych delirii
- malé expy nezadouci efekty

2) SDA —risperidon — |éCba psychotickych poruch, agresivity, neklidu, p.o.

3) MARTA — olanzapin, quetiapin, clozapin - Ié€ba psychotickych poruch, neklidu.
- clozapin — rizika agranulocytozy, psychdézy u PN
- guetiapin — nejméné expy nez. uc. — 1l.volba antipsychotika u PN
- olanzapin — nevhodné u metabolického sy. — obezita, diabetes, hyperlipidemie.
- off label u demenci

4) Aripiprazol — agitace, neklid, agresivita (data u demenci, ale u demenci off label)



risperidone a olanzapin u demence

Nutno posoudit rizika a prinos, v uvahu rizikové faktory pro cerebrovaskularni
prihody u konkrétnich pac.

risperidone - agresivita, poruchy aktivity (agitace, bloudéni), psychotické
priznaky. Doporuc¢eno podavani < 6 tydnu

olanzapin — off label pro psychosy a poruch chovani souvisejicich s demenci

olanzapin: zhodnoceni 5 placebem kontrolovanych studii:
(n=1662, olanzapin n=1184, placebo n=478)
- incidence umrti 3.5%, resp. placebo 1.5%
- cerebrovaskularni AE: 1.3%, resp. placebo 0.4%



LéCba BPSD antipsychotiky

- postup, ktery zajisti kvalitu zivota, komfort, uchranit pred nezad. ucinky lécby.

1. Psychotické projevy — ty které neobtezuji a neohrozuji — tolerovat
— diskutovat s pecCovateli

2. Pfiznaky nebezpecné, utrpeni pac. — — strach , agresivita, neklid — zména
terapie, davek, kombinaci, kognitiva, psychosocialni opatreni

3. Vyrazné priznaky bez efektu dosavadnich intervenci - antipsychotika
— ,start slow, go slow" a co nejkrat§i moznou dobu (lze-li: do 6 tydnu)

4. Pozor na nezadouci ucCinky: sedace, prodlouzeni QTc intervalu (risperidon),
extrapyramidové priznaky (risperidon), cerebrovaskul. rizika (risperidon, olanzapin)



Lécba BPSD antipsychotika v CR
(in Holmerova, Rusina, Jirak 2014, 2010)

Zkoumano 726 medikacnich listu, zafizeni dlouhodobé péce pro seniory
Projekty v r. 2010.

Dlouhodobéjsi medikace antipsychotik \.316 (43,6%

Benzodiazepiny ..o, 132 (18.2%)
Hypnotika ... 72 (10,2%)
Léky starsiho typu s sedativnim uc. ........ 30 (4,1%)

Celkem léky s tlumivym potencialem.......552 (76.0%)
Preskribce kognitiv...................oo 0,28%

Spise podhodnoceni vysledkd.
Obraz naduzivani sedativni medikace? Obraz symptomatologie BPSD?



Antipsychotika (AP) predepisovana na AD a pridruzena
onemocnéni (2010-2014, Francie)

« French National Alzheimer Database (Bangue Nationale Alzheimer)

« Data z 427 Francouzskych ,memory centers”
(399 centra lokalni urovné, 28 regionalni urovné, 61 neurol. ambul.)

« ZvySovani preskribce antipsychotik z 6.5 na 7.7%

» Rizika preskribce AP — niz8i MMSE, muzské pohlavi, pobyt v zafizeni pro
dlouhodobou péci.

« Zvysovani uzivani AP i pres varovani o rizicich AP
* Typ demence neovlivnil AP preskribci

« Narust AP zaznamenan rovnéz v obdobi, kdy pfiSla omezeni iIAChE a
NMDA antagonistu

Tifratene et al. Antipsychotic prescribing for Alzheimer’s disease and related disorders in specialized settings
from 2010 to 2014 in France:a repeated cross-sectional study. Alzheimer's Research & Therapy (2017) 9:34. DOI
10.1186/s13195-017-0256-8.



Uzivani AP u demenci v Evropée

U pacient Cerstvé prijatych do zarizeni s dlouhodobou péci

o Svédsko 12%
* Francie 26.5%
 Spanélsko 54%

(de Mauleon A, Sourdet S, Renom-Guiteras A, Gillette-Guyonnet S, Leino-Kilpi H, Karlsson S, et al.
Associated factors with antipsychotic use in long-term institutional care in eight European countries:
results from the RightTimePlaceCare study. J Am Med Dir Assoc. 2014;15(11):812-8.

In: Tifratene et al. Antipsychotic prescribing for Alzheimer’s disease and related disorders in
specialized settings from 2010 to 2014 in France:a repeated cross-sectional study. Alzheimer's
Research & Therapy (2017) 9:34. DOI 10.1186/s13195-017-0256-8.)



IAChE + memantin a BPSD

AChEI - zlepSeni poruch chovani, deprese, uzkosti, halucinaci, bludd,
- oddaleni naléhavosti BPSD,
- shizeni spotreby neuroleptik
- rivastigmin, donepezil, galantamin

Memantine - dtto

(Manabe et al. 2015, Holmes et al. 2015; Winblad et al. 2008; Suh et al.2004; Kratz 2017)
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Pimavanserin, a Serotonin, Receptor Inverse Agonist, for the
Treatment of Parkinson’s Disease Psychosis

Herbert Y Meltzer*', Roger Mills’, Stephen Revell’, Hilde Williams®, Ann Johnson®, Daun Bahr’

and Joseph H Friedman’

! Department of Psychiotry, Vanderhilt University Schodl of Medicine, Psychiatric Haspitd at Vanderbit, Nashwille TH, USA; “ACADIA
Fhamaceuticals, San Diega CA, LBA; 35&1:-:'.'5'?1&'.! af Clivdeal Mewrosdiences, The Waren Alpern Schaol of Medidine of Brown Linéeersiy,
Rortdnzan's Disense and Movement Disorders Cender MawroHealth, Woseick, R LSS

Poychotic symiptoms aoowr in up to 405 of patents with Parkineon's deease (PO). Oozapine and quatapine, two ahypical antipeychotic
drugs, at deses markedly kower than those effective in schizophrenia, which, nevertheles, still caxe sedation, hypotension, and other side
efiects, are widely wed to treat paychatic symptoms in patients with PD peychasis (FDOF), afthough quetiapine has never been shown to
be effecive in a placebo-controlled study. The demonstrated efficacy of dozapine in POP has been attribuied 1o senctonin (5-HTa)
receptor biodkade e postulated that pmavansesin (ACP-103), a highly sdectie 5-HT2s Imverse ggonist, would attenuate peychosis in
patients with PDP, but awoid motonic worsening and non-maotor side efiects n-this dowble-biind, randomized muitioenter JB-day study,
the tolerability and efficacy of pinnavan serin was compared with placeba in 60 patients with L-DOPA or dopamine (D) agonist-induoed
POP. Motor funcion was evaluated using the Unified Parkinson’s Disease Rating Scale (UPDRS) Parts [land Il Antipaychotic eficacy was
evaluated wing multiple measures from the Scale for the Assessment of Pesitive Symptoms [3APS) and 2 UPDRS Part | peydhosis-
redevant ftem. Pimavansenin did not differentiate from plareha with regand to motor impairment, sedation, hypotension, or ather side
giects The prndpal measures of efficacy of antipsychotic response 1o pinavansenin, the 2APS total doman score, anly showed a tmend
Howewver, the pimavanserin-treated patients showed Spnificantly greater improvement in some but not all mesunes of peychasis
nchuding SAPS ghobal measures of halludnations and delusons, persecutory dehusons, and the UPDRS measure of dehsions and
halludnations. Pimavanserin showed sgnificantly greater improvement in paychosis in patients with PDP at a dose whidh did not impair
motor function o cawse sedation or hypotension Thus, pimavansenn may represent a novel treatment for POP. Furthemmone, these
resuits support the hypotheds that attenuation of peychads secondary to DA receptor stimulation in PDP may be adhieved thmough
sedective 5-HTo, receptor antaganism

Mevropsychophamaocology (20 10) 35, BB 1-£92; dot 101038 /npp. 2009, | 76; published online || MNovember 2009

Keywords: pimavansesin (ACP-103 ) Parkineon's disease: halludnations. dehusions: motor symptoms



Therapeutic Advances in Neurological Disorders Review

Evidence for the use of pimavanserin in the .
treatment of Parkinson’s disease psychosis Vrsézasétessionn

@ The Authoris], 2016.
Reprints and permissions:

Harini Sarva and Claire Henchcliffe http://www.sagepub.co.uk/
journalsPermissions.nav

Abstract: Parkinson’s disease (PD] is a progressive neurodegenerative disorder with both
motor and nonmotor symptoms (NMS], leading to significant morbidity and caregiver burden.
Psychosis is common but is under recognized by physicians. When present, it increases the
patient’s risk of hospitalization and nursing home placement and caregiver burden. Although
the atypical antipsychotic agent, clozapine, has been considered the gold standard treatment,
severe agranulocytosis in 0.38% of patients and more commonly milder leukopenia, resulting
in frequent blood testing, limit its use. Pimavanserin, a SHT2A receptor inverse agonist, has
been shown to reduce psychosis in PD without worsening motor symptoms. It is therefore a
welcome therapeutic option for this devastating NMS.




Pimavanserin v lecbe psychozy u PN

« Psychdza u PN incidence 13.4 na 100.000 pac./rok
* Nerozpoznani psychdzy u PN v 21-50% pfipadu

« Pimavanserin - selektivni inverzni agonista serotoninovych receptoru
5HT2A

* muze snizit symptomy halucinaci ¢i bludu bez nepfiznivého ovlivnéni
motorickych pfiznaku PN

. ZAdost o registraci byla podana u FDA 2016, Statut priilomové terapie
V CR neni registrovan

(Sarva H, Henchcliffe C, 2016)



Pimavanserin v lecbe psychozy u PN

- Dysfunkce serotoninergniho a cholinergniho systému se podili na
vzniku psychozy u PN, dysfunkce serotoninergniho systému
neprimo ovlivhuje cholinergni systém

- Stimulace 5HT2A receptoru kortikalnich glutamatergnich neuront
vede ke zvySenému uvolnéni DA v nc.accumbens (NA) a ventralni
tegmentalni arei (VTA). Aktivace NA a VTA vede k halucinacim

- Blokada VTA (ventral tegmental area) dopaminergnich neuront
cestou blokady 5HT2A receptoru (coz je i mechanizmus clozapinu),
suprimuje produkci halucinaci

(Sarva H, Henchcliffe C, 2016)
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Sembragiline in Moderate Alzheimer’s
Disease: Results of a Randomized.
Double-Blind, Placebo-Controlled Phase 1
Trial (MAyflOwer RoAD)

Sicphanc Nave™*, Rachelle 5. Doody™ ', Morce Boada®, Timo Grimmes”, Juha-Matti Savola®?,
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Backaround: Sembeagiline is a poleni, selective, kag-scting, @ reversible MAC-B inhibilor developed 25 3 potensal

irestmenl for Alrheimes's disesse (ALY

Cbjective: To evalme the sabety, iokarshility, and Scacy of sembgiline in patients with moderile AD.

Milhods: In this Phase [T siudy (NCTO16T7754), 542 paiienss wilh sndenile dementis (MMSE 13-20) on Back g
inhihiiors wish/wilhoul memsaline were mndomized (1:1:1) 10 sembrgiline | mg, 5mg, of placeso

once daily orally for 52 weeks.

Ersulic Mo differencss beiween irealed proogs s jplecet=s i adveme svenls of insimly omplelion. The primany ssdpoini,
dhangs o baseline b ADAS-Cogll, was ool mel AL Week 57, [he dilference beiwesn semboagiline snd pleceio in
AINAS-Cog 11 chang: [rom beseline was -0 15 (jp= 0UEES) and 0.9 {p=0317) ke | and 5 myg geoups, resperihely. Relalive
io placzbo @l Week 53 (bul nofl al prior assessmenl Smes), e 1mg e 5 myg ssmbragiline prowps showed diffzrences in
ADCS-ADL of 264 (p=0051) s 1.8 (p=10.160), rspeciively. A reaiment effesd in senropsychisicks symioms (@5
asseened by Be differenoe beiwesn sembregiline snd placels oo BEHAVE-AD-FA) wes sleo ssen al Week 32 only- -2.30
ip=[L00E; 1 mg end 2648 {p=10000F, 5 mgl especiively. A pon hoc subgroup amlysis revesled gresier ireaiment elfects
o belevio and Mncliondag & paliznis wilh more srvese baseline Behavion] sympioms (above e medlani
Unnclusionss This sudy showed el sembegiline wes well-ioleraied in pelissis with modersie AD. The sdy missed lis
iy and seomdary aadpeinis. Fer Ao snalyses supesied podessl el efec on senropsyoiisinc sy mplHTe Exd fnclionsg
in moee Behaviomlly impeded Sudy popolalion al baseline.



Sembragiline u lenke AD

Randomizovana, dvojité slepa, placebo kontrolovana studie, Faze Il studie
(MAyflOwer RoAD)

Sembragiline — selektivni, dlouhodobé pusobici, reverzibilni IMAO-B

Neni statisticky rozdil mezi AE u placebo a léCené skupiny
Primarni endpoint — zmena v ADAS-Cog nebyla statisticky vyznamna

Zména oproti placebu statisticky vyznamna na neuropsychiatricke
symptomy (BEHAVE-AD-FW)

Zména oproti placebo skupine statisticky vyznamna v ADCS-ADL
(Alzheimer's Disease Cooperative Study Activities of Daily Living Inventory)

Sembragiline je dobfe snaseny, ve studii primarni cil nebyl spilnén (ADAS-
Cog), ale analyza ukazala potencialni efekt na neuropsychiatrické
symptomy a aktivity denniho zivota

(Nave S et al 2017)



Sembragiline u lehké AD

(Nave S et al, 2017)

5 Nave et ol / Resulis of the Sembragiline Phase I Trial 1273
A c
BEHAVE-AD-FW ADCS.CGIC
Total Scores 100 - Total Scores
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Fig. 4. Change from baseline in (A ADCS-ADL. (B) BEHAVE-AD-FW. and {C) ADCS-CGIC (secondary endpoint) by treatment groap.
Change from baseline to Week 52 in mean scoves in total study popalation. Error bars represent SEM. ADCE-ADL. Alzbeimer's Disease
Cooperative Study- Activities of Daily Living: ADCS-CG1C, Alrheimers Disease Cooperative Study-Clinical Global Impression of Change;
BEHAVE-AD- FW, Behavioral Pathology in Alcheimer™s Disease Frequency-Weighted Severity Scale; SEM, standard error of the mean.



Nefarmakologickeé intervence k
zlepseni BPSD

Snaha o vétsi duraz na tyto metody
Preferovat tyto metody pred zahajenim farmakoterapie

Preferovane jako zvazované prvni intervence pfi léCbe BPSD podle
revidovanych German S3 guideline on dementia (Deuschl G, Maier W 2016)

Deuschl G, Maier W: Deutsche Gesellschaft fiir Psychiatrie, Psychotherapie und
MNervenheilkunde (DGPPN), Deutsche Gesells chaft fir Neurologie (DGN): Diag-
nose- und Behandlungsleitlinie Demenz — Interdisziplinre S3 Praxisleitiinien
2016. www.dgn.orgdmagessed_leitlinien/LL_2016/PDFs_Download/
038013_LL_Demenzen_2016.pdf (last accessed on 24 February 2017).



Pristup k pacientovi

* Orientovany na deficit -

- PeCovatel ma postoj a chovani zamérené na to, co pacient nedokaze nez
na existujici schopnosti a zdroje. Kontinualni konfrontace s deficity muze vést
k agitovanosti, agresivité a apatii.

* Orientovany na schopnosti —

- Jen schopnosti, které pacient staje jesté ovlada mohou byt procvicovany
v praxi. Ztrata jednéch muze byt prehlizena. V souvislosti s hipokampalni
atrofii se pacient nedokaze naucit ztracené schopnosti znovu.

(Kratz T, 2017)



Nefarmakologicka leCba demenci

- modifikovana ergoterapie, fyzioterapie, muzikoterapie
- multisenzoricka aktivizace

- stimulacni a aktivizacni metody

- logopedicka péce

,Orientace v realité”

,NValidacni terapie”

,Reminiscencni terapie”

,Lifestyle approach”

- vedeni k sobéstacnosti

- kognitivni rehabilitace a cviceni pameti
- podpora pecujicich rodin



Music therapy

(de Oliviera A et al., 2015; Kratz T, 2017)

Rada systémU( a metod, ve studiich posuzovany rizné pristupy:

15 minut hudby, debata o pozitivnim pfinosu hudby, pisné z mladi 15 minut
30 minut reprodukované hudby — oblibené pisné

30 minut live-music — oblibené pisné

30 minut 2x tydné podobu 6 tydnu, aktivni ucast s perkusnimi nastroji
(hudebni preference na zakladé informaci od rodinnych pfislusniku)

30 minut, 18 sezeni - 3x tydné po 6 tydnu, terapeuté zpivali s kytarou
pisne dle vybéru skupiny.

Signifikantni efekt na anxietu, agitovanost, sporny efekt na apatii
(de Oliviera A et al. 2015)

Signifikantni efekt na agitovanost, irritabilitu

(Kratz T, 2017)



Aromaterapie
(de Oliviera A et al., 2015; Kratz T, 2017)

Aromatické oleje (levandule a medurika) aplikované na polstar, 3 tydny
Efektivni jako adjuvantni terapie ke zlepSeni agitovanosti (p<0.001)
(Lin et al. 2007 in de Oliviera A et al., 2015)

Aromaterapie s medunkou — bez rozdilu mezi donepezilem,
aromaterapii, placebem v ovlivnéni agitovanosti

(Burns et al.2011 in de Oliviera A et al., 2015)




LéCba jasnym svetlem (fototerapie)
(de Oliviera A et al., 2015)

Studie s inkonzistentnimi vysledky na agitovanost
Napr. 10000 lux versus 100 lux po 2 hodiny po 2 tydny
NejCastéji hlaSenym efektem bylo: zlepSeni no¢niho spanku
zlepSeni agitovanosti (nesignifikantné)
(Burns et al 2009; Dowling et al. 2007)

Intenzivni denni osveétleni u demenci —
- 189 pac., 63% AD, 11% VaD, 13% LBD
- zlepSeni deprese a anxiety, snizeni fragmentace spanku,
- zlepseni kognitivni vykonnosti, zlepseni ADL
(- melatonin zlepSil spanek, ale zhorsil naladu)
(Jeffrey, 2008)



Ergoterapie

(Kratz T, 2017)

Provadéni ¢innosti dle moznosti a anamnézy klientu, které jsou
relevantni jako kazdodenni aktivity a emocné pozitivni aktivity jako je
vareni, zahradni¢eni, uklizeni, atd.

Efektivita na apatii, agitovanost

(Raglio A et al. 2008; Gitlin LN et al. 2008; Rusted J et al. 2006; - in Kratz T 2017)



A4

Zaver
BPSD je heterogenni skupina heterogennich symptomu u heterogenni
skupiny onemocneni se syndromem demence

BPSD profil se liSi u jednotlivych onemocnéni se syndromem demence

BPSD popisujeme u demenci, ale nejCastéji mame na mysli data u AD
(ovSem AD je nejCastéjSi onemocnéni se syndromem demence)
V popredi zajmu: kvalita zivota pacienta ale i peCovatele

shaha nalézat skupiny symptomu BPSD sdruzujici se do specifickych
skupin

Cim dale vice nas zajima farmakoterapie ale diiraz v doporu&enich je
kladen na nefarmakologické pristupy — proc?



