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Regulation of cellular senescence via the FOX04-p53
axis
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Current perspective on the regulation of FOX04 and
its role in disease progression

Wen Liu ', Yong Li 2, Bing Luo 3
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Senescent Cells: A Therapeutic Target in
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FOXO04-D-Retro-Inverso targets extracellular matrix
production in fibroblasts and ameliorates
bleomycin-induced pulmonary fibrosis in mice
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FOXO04 peptide targets myofibroblast ameliorates
bleomycin-induced pulmonary fibrosis in mice
through ECM-receptor interaction pathway
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Cellular senescence in the aging and diseased kidney
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Translating the Biology of Aging into New
Therapeutics for Alzheimer's Disease: Senolytics
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