Chromatin function in DSBs repair
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DSBs repair
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DSBs repair on chromatin
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DSBs repair on chromatin
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DSBs repair on chromatin
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DIVA, a sequence specific DSB inducible cell line

OH-TAM

AsiS| ER
HA




ChIP-seq to caracterize chromatin structure and repair
events at AsiSI induced breaks
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DIVA, a sequence specific DSB inducible cell line
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DIVA, a sequence specific DSB inducible cell line
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DIVA, a sequence specific DSB
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DIVA, a sequence specific DSB inducible cell line

0

O

Nuclear relocalisation

@)
@ DSBs induction

®.
-/ (O
e

degradation

Poly-Ub

0 0
Auxin

¥ Cancéropdle
Grand Sud-Ouest

Aymard et al, 2014



A protocol to measure repair kinetics at AsiSI induced
breaks
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ChIP-seq XRCC4/RAD51
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HR-prone sites

rely on RAD51 for repair
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HR-prone sites

rely on RAD51 for repair
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HR-prone sites are enriched in active marks.

ENCODE Epigenome project
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HR-prone sites lie in transcribed units
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Transcription inhibition orients repair tfoward a RAD51
independant pathway
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Transcription inhibition orients repair tfoward a RAD51
independant pathway
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LEDGEF (p75) promotes DNA-end resection and

homologous recombination
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H3K36me3 is required for channeling HR at active genes

RAD51/XRCC4

0 Ctrl siRNA
B SETD2 siRNA

I
L
L
o
b
e,
i
u
(i
<X
o
o
e
L)
o

D561 DSBIl DSBANL DSBIV DSBYV DSB-vVIE DSB1 DSB-2 DSB-3 DSB4 DSBS DSB6

RAD51 bound DSBs RADS1-unbound DSBs Intergenic DSBs

Aymard et al, 2014



The H3K36me3- interacting factor LEDGF is required
for channeling HR at active genes

RAD51/XRCC4
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Transcribed locus Untranscribed locus
(inactive gene or intergenic)
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