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Fenomeni che inducono una variazione nell’espressione
genica in assenza di mutazioni vere e proprie del DNA
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Code istoniche
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Tsukada Y et al. Histone demethylation by a family of JmjC domain-containing proteins. Nature 2006;439:811-816
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Dominio Jumomji-C  ad attivita
diossigenasica Fe(ll) e a-chetoglutarato
dipendente con substrato H3K9 e
H3K36
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Analisi e studio mediante metodiche
computazionali di molecole con
attivita inibitoria sulle
KMD4A/JMJD2A, nel tentativo di
chiarire le dinamiche d’'interazione
ligando-proteina e individuare un
plausibile farmacoforo
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PROGRAMMI ECRD RCRD ECCD RCCD
DA% sd DA% sd DA% sd DA% sd
DOCK 22,5 1,29 30 1,44 22,5 A7 62,5 1,02
PARADOCKS-pmf04 72,5 0,96 40 1,27 97.5 0,49 85 0,68
PARADOCKS-pscore 57,5 1,35 25 1,64 97.5 0,47 75 1,01
PLANTS-chemplp 57,5 1,57 60 1,24 82,5 1,02 77,5 1,1
PLANTS-plp 72,5 1,2 60 1,17 90 0,63 92,5 0,62
PLANTS-plp95 62,5 1,4 65 1,08 97,5 0,55 90 0,55
AUTODOCK 2,5 0,87 2,5 0,7 25 1,16 17,5 1,08
SURFLEX 22,5 1,98 32,5 1,4 85 0.8 85 0,72
VINA 30 1,54 22,5 1,38 90 0,58 62,5 0,9
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Inibitori ad attivita biologica nota
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v' Test set — saggio MALDI-TOF MS
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Analisi regressione linere (PLS)
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Mappe Coefficiente PLS Figoch Mappe Contributo Attivita
Rosso — positivo ‘ Verde — positivo
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Gruppi che promuovono l'attivita biologica:
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Combined 3D-QSAR Modeling and Molecular Docking Studies on Human
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ABSTRACT

g gene function and it has been proposed that
tone code' that dictates the epigenetic state of chromatine. There
different roles in cellular function. The

METHOD

nt work, different docking approaches have been
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