CAMD 37—

Cell-cell communication in cellular senescence

Cancer Research UK Cambridge Institute / University of Cambridge
Group leader

BH EE &£&

TR 28 & 12 B 26 H(B) F#% 45 00 H~
81 HRE 2 RASES

BHEESLEEE. NAMFICHE T 2MEELDORIDHRZ
—BUTITbNTERFX LI, INFTlcEBLHROZICTEITS
senescence-associated heterochromatic foci (SAHF) (1, 2) ¥
TV YK E D TOR-autophagy spatial coupling compartment
(TASCC) (3) DEEBEZBMMAEDERICHESSNTVET,
& 5ICHRIE. Notch1 ¥ 7 FILEN U B EEIc & 2iiEE/LD
EZH (4) ZREINFT U, COE. SHEEZIFEEINRLC
BERLIUVCOTERDCSEZ LB LI BEVWERLET,

1) Narita M, et al. Rb-mediated heterochromatin formation and silencing of E2F

target genes during cellular senescence. Cell. 2003 Jun 13;113(6):703-16.

2) Narita M, et al. A novel role for high-mobility group a proteins in cellular
senescence and heterochromatin formation. Cell. 2006 Aug 11;126(3):503-14.

3) Narita M, etal. Spatial coupling of mTOR and autophagy augments secretory
phenotypes. Science. 2011 May 20;332(6032):966-70.

4) Hoare M, et al. NOTCH1 mediates a switch between two distinct secretomes
during senescence. Nat Cell Biol. 2016 Sep;18(9):979-92.



