Senescence Pathway | Phase 2 HRGS80 : Expr Fold Change

Cellular senescence is an anti-proliferative program that restricts the propagation of cells subjected to different kinds of stress.
Senescence has important role in numerous biological processes such maintenance of tissue homeostasis, wound healing, embryonic development
and also is implicated in organismal aging, in development of age-related diseases and cancer progression.

These detrimental effects are primarily driven by the pro-inflammatory and hyper-secretory phenotype of senescent cells.
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Senescence Pathway | Phase 2 HRGS80 : Expr Fold Change

Cellular senescence is an anti-proliferative program that restricts the propagation of cells subjected to different kinds of stress.
Senescence has important role in numerous biological processes such maintenance of tissue homeostasis, wound healing, embryonic development
and also is implicated in organismal aging, in development of age-related diseases and cancer progression.

These detrimental effects are primarily driven by the pro-inflammatory and hyper-secretory phenotype of senescent cells.
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Cellular senescence is an anti-proliferative program that restricts the propagation of cells subjected to different kinds of stress.
Senescence has important role in numerous biological processes such maintenance of tissue homeostasis, wound healing, embryonic development
and also is implicated in organismal aging, in development of age-related diseases and cancer progression.

These detrimental effects are primarily driven by the pro-inflammatory and hyper-secretory phenotype of senescent cells.
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Cellular senescence is an anti-proliferative program that restricts the propagation of cells subjected to different kinds of stress.
Senescence has important role in numerous biological processes such maintenance of tissue homeostasis, wound healing, embryonic development
and also is implicated in organismal aging, in development of age-related diseases and cancer progression.
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These detrimental effects are primarily driven by the pro-inflammatory and hyper-secretory phenotype of senescent cells.
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Developmentally
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Cellular senescence is an anti-proliferative program that restricts the propagation of cells subjected to different kinds of stress.
Senescence has important role in numerous biological processes such maintenance of tissue homeostasis, wound healing, embryonic development
and also is implicated in organismal aging, in development of age-related diseases and cancer progression.

These detrimental effects are primarily driven by the pro-inflammatory and hyper-secretory phenotype of senescent cells.
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Senescence Pathway | Phase 2 HRGS80 : Expr Fold Change

Cellular senescence is an anti-proliferative program that restricts the propagation of cells subjected to different kinds of stress.
Senescence has important role in numerous biological processes such maintenance of tissue homeostasis, wound healing, embryonic development
and also is implicated in organismal aging, in development of age-related diseases and cancer progression.

These detrimental effects are primarily driven by the pro-inflammatory and hyper-secretory phenotype of senescent cells.
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Senescence Pathway | Phase 2 HRGS80 : Expr Fold Change

Cellular senescence is an anti-proliferative program that restricts the propagation of cells subjected to different kinds of stress.
Senescence has important role in numerous biological processes such maintenance of tissue homeostasis, wound healing, embryonic development
and also is implicated in organismal aging, in development of age-related diseases and cancer progression.

These detrimental effects are primarily driven by the pro-inflammatory and hyper-secretory phenotype of senescent cells.
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Senescence Pathway | Phase 2 HRGS80 : Expr Fold Change

Cellular senescence is an anti-proliferative program that restricts the propagation of cells subjected to different kinds of stress.
Senescence has important role in numerous biological processes such maintenance of tissue homeostasis, wound healing, embryonic development
and also is implicated in organismal aging, in development of age-related diseases and cancer progression.

These detrimental effects are primarily driven by the pro-inflammatory and hyper-secretory phenotype of senescent cells.
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Senescence Pathway | Phase 2 HRGS80 : Expr Fold Change

Cellular senescence is an anti-proliferative program that restricts the propagation of cells subjected to different kinds of stress.
Senescence has important role in numerous biological processes such maintenance of tissue homeostasis, wound healing, embryonic development
and also is implicated in organismal aging, in development of age-related diseases and cancer progression.

These detrimental effects are primarily driven by the pro-inflammatory and hyper-secretory phenotype of senescent cells.
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Cellular senescence is an anti-proliferative program that restricts the propagation of cells subjected to different kinds of stress.
Senescence has important role in numerous biological processes such maintenance of tissue homeostasis, wound healing, embryonic development
and also is implicated in organismal aging, in development of age-related diseases and cancer progression.

These detrimental effects are primarily driven by the pro-inflammatory and hyper-secretory phenotype of senescent cells.

DAMPs

Damage-associated Serum Oxidative
Developmentally amyloid-A — ===t~ Rkl 100 nM
programmed senescence molecular patterns**"'%~=—"""* - == s},rg A S
[FoSle / k i
o { R, i caz+
/
/
/
(C1=]] @r fof=) LR
\ Oncogenic stimuli for senescence include- f
ff | i Overexpression of oncogenes: RAS, BRAF /
{f : ill oss of tumor-suppressor genes: PTEN, NF1, VHL, R!::"1
| I /
{ | I \ A /
| | I \ PTEN /
I |
{ | TRAF6 | \
- i ‘
o i \
| I I 1 \
| I I 1
| I I 1
! i
{ | il
1 l MAP3K7 |
o L
l | )
l Vil 3
l | b o3
| | 1_.1
! ! ol
] L 4
| : w7
o B\
| | |
| | |
| | |
) 1
|
| : i MC
; ]
| : j Mi!ogl%mdrial -
{ I i rélzspil'iaﬁun
{ . i Laz+
1 in \
| |
1 1 %
| |
I
1 1 \
| I \ |
| dall \ j'
| t, \
1 i \ I A
\ -
/‘i\ LA \ ;l PARFY | AT!
CDKN2B i . | @ ﬁ/ k
| \ <
I ? CHEK:
| \\ \ ,. g‘f .-""‘/\“ P I‘lf
I R I = Y| A \
[ - / 4 MAPKAPK2
[ N [
[ \\I, |
v e oAy
Sinad-£6¥04 R &3 - - ZFP36L1 ges
2 N :plmmql‘r%ﬂt %

EEE=

C@:’ﬁcnm ACDKN1B TGF

) D ol i

-

~Q\S<Z/ [ ZA <3
AN s
“‘F'ﬂ_ EN ,
B B / 5 \ |
G2iN phase |
wdnston. N |

7
y B ¥4 E@ DKN:
ROS / ADDA | b
v =7 @ - @ GS CDKN1A T E%D@-B ICHIr
\ o

o v .
\
V¥
Cfﬁil?r YI/DE 3 | / ft\ "g senescence
senesgence ' 0 d}tj}ve \ I
\ N stress | /
ssie, ____________ assotiafet \  FE
remodeling _ secretory. \\ \ | /
_—=" phen ~
6t SO o \ g:ila \
amyloid-A 21 N Ty N damage |
¥ v \ S N Y Y i
Immune olfid L s . . T I
aling g Paracrine N\ \\| / célliflar
%, senescence ™~ :: N/ ) senescénce
\ elltilar Cell,
\\\ sencEance proliferation
\
\
\
\
\
\
utior e
progi;gsiﬂn ’%QJ'D;]


apphy_000
Typewritten Text
Rk1 100 nM


	Phase 2 HRG Senescence signaling WG
	Phase 2 HRG Senescence signaling HRG1
	Phase 2 HRG Senescence signaling HRG2
	Phase 2 HRG Senescence signaling HRG3
	Phase 2 HRG Senescence signaling HRG4
	Phase 2 HRG Senescence signaling HRG5
	Phase 2 HRG Senescence signaling Rb1
	Phase 2 HRG Senescence signaling Rg3
	Phase 2 HRG Senescence signaling Rg5
	Phase 2 HRG Senescence signaling Rk1



