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Genetika neurodegenerativnych demencii je turbulentnou témou sicasnosti. Na jednej
strane sa postupne zvysuje mnozstvo génov zapojenych do patogenézy neurodegene-
rativnych procesov, na druhej strane vystupuje problém s interpretaciou dosiahnutych
vysledkov. Alzheimerova choroba (AD) a demencia s Lewyho telieskami (DLB) predsta-
vuju v sucasnosti dobre definované klinické jednotky. Alzheimerova choroba ma jasne
uréené kauzélne gény (APP, PSEN1, PSEN2) a vyznamny gén susceptibility (APOE). Popri
nich sa postupne objavuju nové gény susceptibility, ktoré modifikuju klinicky obraz,
vek nastupu ochorenia a spolu s APOE vytvéraju komplikované genetické pozadie.
Demencia s Lewyho telieskami je heterogénnejsou entitou ako Alzheimerova choroba
z klinického aj genetického hladiska. Génmi susceptibility DLB su viaceré gény zdielané
s Alzheimerovou chorobou, Parkinsonovou chorobou (PD), frontotemporalnou demen-
ciou (FTD) a inymi neurodegeneraciami. V naSom prispevku sa snazime sumarizovat
genetické pozadie AD a DLB, charakterizovat ich podobnosti a rozdiely a poukézat na
komplexnost neurodegenerativneho ekosystému (,neurodegeneratomu®).
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The genetics of Alzheimer's disease and dementia with Lewy bodies

The genetics of neurodegenerative dementias is a turbulent topic. On the one hand,
the number of genes involved in the pathogenesis of neurodegenerative processes is
gradually increasing, on the other hand, the problem of interpretation of the results is
emerging. Alzheimer's disease (AD) and dementia with Lewy bodies (DLB) represent
currently well-defined clinical entities. AD has clearly defined causal genes (APP, PSENT,
PSEN2) and a major susceptibility gene (APOE). In addition to these, new susceptibi-
lity genes are gradually emerging that modify the clinical picture, the age of onset
and, together with APOE, create a complicated genetic background. Dementia with
Lewy bodies (DLB) is a more heterogeneous entity than Alzheimer's disease, both
clinically and genetically. DLB susceptibility genes are multiple genes shared with
Alzheimer's disease, Parkinson disease, frontotemporal dementia (FTD) and other
neurodegenerations. In our paper, we aim to summarize the genetic background of
both AD and DLB, to characterize their similarities and differences, and to highlight
the complexity of the neurodegenerative ecosystem (,neurodegeneratome”).
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Uvod

Alzheimerova choroba a demencia

rodegenerativne demencie. Alzheimerova
choroba predstavuje priblizne 50-60 % vset-
s Lewyho telieskami su dve najcastejsie neu-  kych demenciia demencia s Lewyho telieska-
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