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I2TONEZ-NOYKAEO2QMA

Nucleosome “bead”
(8 histone molecules +
146 nucleotide pairs of DNA)

NMAouUolIeg o€ Baoika apivogEa, Arg Kai Lys

MoAU cuvTnpnuéva popia
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DNA inaccessible, gene inactive

DNA accessible, gene active

Histone modification

The binding of epigenetic factors to histone “tails”
 alters the extent to which DNA is wrapped around
~histones and the availability of genes in the DNA

to be activated.
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DNA methylation

Methyl marks added to certain
DNA bases repress gene activity.
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Histone modification
A combination of different
molecules can attach to the “tails’
of proteins called histones. These
alter the activity of the DNA
wrapped around them.
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Emwyevetikot Mnyaviopot
EA£yxou Novidtakng Ekdppaonc

GENE ACTIVATION

Demethylation of DNA in
promoter regions

Acetylation of histones
GENE SILENCING Other histone modifications
Methylation of DNA in e.g. trimethylation of H3-K4
promoter regions
Deacetylation of histones

Other histone modifications
e.g. trimethylation of H3-K9
and H3-K27




ETTIyeEVETIKOI punXaviopoi puOUIoNS TNG
YOVIOIOKNG EKPPACNG

* JAMUEPO MLOTEVETOL OTL N ENiSPAON TWV MPWIHWV EUTIELPLWV OTLC
VONTLKEC AELTOUPYLEC EMLTUYXAVETAL HECW PUOLONG TNG YOVIOLAKAC
Ekppaonc.

e Auto cupfaivel pEow petafoAwv ov adopouv tn dopn tov DNA
Kat OXL TNV aAAnAovxia Twv BACEWV 0TO HOPLO TOU. OL EMLYEVETLKEC
tpomnornolioel Ssv aAAdlouv tnv nAnpodopia rnov nepléxetl to DNA,
oAAA Tov Baduo ékppaonc avtic tng mAnpodopiac.

* O peTaBOoAEC AUTEC TPOKAAOUVTAL MLE ETILYEVETIKOUC HNXAVLOHOUC,
onwg eivait n peBUAiwon tou DNA Kot N KETUALWON TWV LOTOVWV.
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[Moie¢ aAANAOUXIEC/TUAMATA TTEPIEXEI UTTOXPEWTIKA £V
XPWHOCWHA;

T1 gival 0 KAPUOTUTTOG;

T1 gival N euxpwpaTivn Kal TI N ETEPOXPWHATIVN;

T1 gival o1 IOTOVEG;

[Moia n Bacikry dour) TOU VOUKAEOCWMATOC;

[MWG oI TPOTTOTTOINCEIC TWV ICTOVWY £TTNPEACOUV TN dOPN TNG
XPWHATIVNG;

T €ival o1 ETTIVEVETIKEC METAPBOAEC TNC XPWHATIVNG;



	Διαφάνεια 1
	Διαφάνεια 2
	Διαφάνεια 3
	Διαφάνεια 4
	Διαφάνεια 5
	Διαφάνεια 6
	Διαφάνεια 7
	Διαφάνεια 8
	Διαφάνεια 9
	Διαφάνεια 10
	Διαφάνεια 11
	Διαφάνεια 12
	Διαφάνεια 13
	Διαφάνεια 14
	Διαφάνεια 15
	Διαφάνεια 16
	Διαφάνεια 17
	Διαφάνεια 18
	Διαφάνεια 19
	Διαφάνεια 20
	Διαφάνεια 21
	Διαφάνεια 22
	Διαφάνεια 23
	Διαφάνεια 24: Επιγενετικοί μηχανισμοί ρύθμισης της γονιδιακής έκφρασης
	Διαφάνεια 25
	Διαφάνεια 26
	Διαφάνεια 27
	Διαφάνεια 28
	Διαφάνεια 29
	Διαφάνεια 30
	Διαφάνεια 31

