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Racl signalling regulates gene transcription
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BCL-6 in colorectal cells

BCL= B-Cell lymphoma
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Effect of PAK1 on BCL-6 in colorectal cells
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PAK1 phosphorylates BCL-6 in vitro
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=== Rac1/PAK1 signalling promotes the release of repressor BCL-6
from chromatin.
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BCL-6 and STAT5 recognise a similar core binding motif

DDA TN DD

Genes reported to be regulated by both
factors:
cyclin D2, blimp-1, BCL-XL, Socs2, prolactin



Does Racl signalling coordinate the activity of BCL-6 and STAT5?
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Does Racl signalling affect promoter binding?
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Does BCL-6/STAT5 transcription switching
happen in cells?
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Which endogenous genes might be targets of
the transcription factor switch?
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ChIP

‘Steady state’ promoter occupancies in colorectal cell lines
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Do the observed promoter occupancy rates
reflect changes in gene expression?

Do promoter occupancy and gene expression
respond to Racl signalling?
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Summary

Novel insights into the modulation of gene transcription
by Racl signalling.

= Rac1/PAK1 signalling promotes the release of
repressor BCL-6 from chromatin.

= Racl signalling activates gene transcription by
inducing a transcriptional switch from repressor BCL-6
to activator STATS at gene promoters.

mcyclin D2, CDKN2B and SUMO1 are endogenous
genes, which are inversely regulated by BCL-6 and
STATS in colorectal cells.



Proposed mechanism
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Fig 2B
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BCL-6 in colorectal cells
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