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CNRS-Université de Montpellier,
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French-Japanese Consortium for Replication stress-induced senescence and anti-cancer immunity

[Japan-side]

*Principal Investigator:
Yasukazu Daigaku
Cancer Institute, Japanese

Foundation for Cancer Research,
Project Leader

[Objective]

[France-side]

" Principal investigator:
Philippe Pasero
Institut de Génétigue Humaine,

CNRS-Université de Montpellier,
Director

Elucidating replication stress and nucleic acid immunity in oncogene-induced cellular senescence (OIS)

[Research Outline 1)
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[Expected Result 1]
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Using experimental models developed
by Japanese and French researchers,
we investigate the feedback
mechanisms among oncogene-induced
replication stress, nucleic acid
immunity, and OIS to assess the
potential for controlling senescence.

This study elucidates critical yet
unexplored links between replication
stress and inflammation, uncovering
the molecular basis of cancer initiation
and progression while paving the way
for innovative cancer therapies.

[Research Outline 2]

[Expected Result 2]
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Modulating the level of extranuclear
DNA leakage to induce cellular
senescence, we examines its influence
on tumorigenesis and progression and
consider a novel anticancer strategy
employing senolysis to selectively kill
senescent cells.

This study seeks to establish a new
"one-two punch" cancer therapy that
selectively eliminates senescent cells,
modulating innate immune responses
in the tumor microenvironment and
enhancing anti-tumor immunity.



