NAP1L2 Drives Mesenchymal Stem Cell Senescence
and Suppresses Osteogenic Differentiation
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Figure 4 Manipulation of NAP1L2 alters cellular senescence progression through NF-
kKB signaling pathway
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Figure 3 NAP1L2 expression is elevated in induced cellular senescence models and
NMN and knockdown NAP1L2 alleviated cell senescence
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