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Senescent cells accumulate in several tissues during aging, while its
biological consequence remains unclear. In this study, we addressed the roles of cellular senescence
in pulmonary aging and disease using transgenic mice of which senescent cells can be eliminated
through toxin-mediated cell knockout system.

We found that the pulmonary function, which was declined in aged animals, was restored upon the
elimination of senescent cells, suggesting that senescent cells contribute to the lung aging and
that aging phenotypes are at least partly reversed by targeting the senescent cells.

Next, we investigated if senescent cell-dependent changes in lung tissue are involved in the
development of pulmonary emphysema. We found that genetic or pharmacological elimination of
senescent cells ameliorates the emphysema-associated pathologies. Together, these results strongly
suggest that senescent cells are potential therapeutic target for pulmonary emphysema.
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