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Onko-supresivni role miRNA miR-579-3p v Iécbé melanomu

Terapie pacientd s melanomem s aktivaénimi mutacemi onkogenu BRAF je casto zatizena
rezistenci nadorové tkané. K rezistenci vi¢i BRAF a MEK inhibitordm krom mutacniho statusu,
evoluce nadoru a adaptivnich procesl prispivaji i dalsi mechanizmy. Studie jako prvni popisuje
onko-supresivni roli miRNA miR-579-3p v rozvoji rezistence zminéného typu melanomu. Snizena
exprese této miRNA je negativnim prognostickym faktorem a koreluje se snizenym prezivanim
pacientd.

miR-579-3p controls melanoma progression and resistance to target therapy
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Inhibice kaspazy-1 v inflamazému a Parkinsonova choroba

Agregace a-synukleinu (aSyn) vedouci k formaci Lewyho télisek je hlavnim patologickym
znakem Parkinsonovy choroby (PD). Autofi se snaZi vysvétlit mechanizmus, ktery vede k
rozvoji sporadické formy PD u pacientl bez vzacnych mutaci aSyn. V praci popisuji podil
zanétlivych procesli na agregaci toxického aSyn v nervové tkani. Inhibice kaspazy-1 v

o . , L, vy e o s v
B inflamazému vedla k sniZeni agregace aSyn a zlepSeni pfezivani neurdlnich bunék v PD
st e modelu.
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Caspase-1 causes truncation and aggregation of the Parkinson’s disease-associated protein
) a-synuclein
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Implications for Alzheimer’s disease of an atomic resolution structure of amyloid-p(1-
42) fibrils

The article by Walti et al. (1) in PNAS is a milestone in biomedicine. It describes in atomic detail
fibrils that form the plaques in diseased brains, first observed by Alois Alzheimer 110 y ago. These
extracellular fibrils are now known to be composed of amyloid-B, a peptide of various lengths
between 38 and 43 residues, proteolytically cleaved from the cell-surface membrane protein called
amyloid precursor protein (APP). Amyloid-B(1-42) is more cytotoxic than its cousin, shorter by two
residues, amyloid-B(1-40), for which structures have been known for several years (2). Because of
its role in the etiology of Alzheimer’s disease, the structure of amyloid-f(1-42) has been eagerly
awaited, and now two independent studies simultaneously describe identical, disease-relevant
fibrils: the report by Walti et al. (1) is from the laboratories of Meier and Riek at Eidgendssiche
Technische Hochschule Zurich and Bockmann at Lyon, and the other is from Griffin at the
Massachusetts Institute of Technology and Linse at the University of Lund, Sweden (3).
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