Senescence Pathway

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.

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

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
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Developmentally
programmed senescence

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

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

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

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

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