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In this study, we aimed to clarify the physiological functions of LY6D, a
gene that is specifically upregulated in senescent cells, and also clarify the molecular basis for
the development of novel anticancer drugs targeting LY6D. We found that LY6D, a GPI-anchored plasma
membrane protein, is responsible for senescence-associated vacuole formation, and contributes to the

survival of senescent cells through the incorporation of extracellular nutrients.
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