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Uplatnenie vysledkov projektu

Nase vysledky ukazuju, Ze sporadické astrocyty odvodené od ACh su hyperaktivhe v reakcii

na patologicky tau protein prostrednictvom aktivacie signalnych drah ERK a PKC, ktoré sa

ukazali ako neuroprotektivne. Studia odhalila rozdiely v zdravych, sporadickych a

familiarnych astrocytoch a vplyv réznych foriem proteinu tau na astrocyty pochadzajuce z

pacientov s Alzheimerovou chorobou. Nase data vyznamne prispeju vedeckej komunite pri
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elucidacii ulohy "chorych" astrocytov v patogenéze neurodegenerativnych ochoreni medzi
ktoré patri i Azheimerova choroba.

Suhrn vysledkov riesenia projektu a naplnenia cielov projektu v slovenskom jazyku
(max. 20 riadkov)

Jednym z klu€ovych zisteni naSej Studie je, Ze astrocyty zo sporadickej ACh saliSia od
familiarnych ACh astrocytov. Napriek tomu, Ze vykazuju morfologické podobnosti, hladiny
GFAP, zmenenu aktivitu vapnika a schopnost vychytavat tau, sAD astrocyty vykazovali
vySSie hladiny EAAT-2, pPKC, pERK a aktivne formy MMP-9, MMP-2 v porovnani s fAD
astrocytmi. Astrocyty sAD taktiez vykazovali vySSiu aktivitu Zelatinazy v reakcii na
monomeérny a agregovany tau protein. Okrem toho sekretém sAD astrocytov vykazoval
robustny klirens agregovaného tau a v porovnni so sekretdmom fAD bol viac
neuroprotektivny.

Suhrn vysledkov rieSenia projektu a naplnenia cielov projektu v anglickom jazyku
(max. 20 riadkov)

One of the key findings from our study is that the astrocytes from sporadic AD differ from
familial AD astrocytes. Despite showing morphological similarities, GFAP levels, altered
calcium activity and ability to uptake tau, the astrocytes from sAD showed higher EAAT-2,
pPKC, pERK and active MMP-9, MMP-2 levels when compared to astrocytes from fAD. The
sAD astrocytes also showed higher gelatinase activity in response to monomeric and
aggregated tau. The ACM from sAD showed robust clearance of aggregated tau and was
more neuroprotective than fAD ACM/tau. The ACM from sAD augmented the Ca2+
response of neurons upon glutamate stimulation when compared to fAD ACM. Overall, this
suggests that the astrocytes from sporadic AD show robust and enhanced activity than
astrocytes from familial AD.
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