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Background

Experimental Design

The spaceflight environment includes several factors, including microgravity and space radiation ' imi ' . .
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mammalian tissues. CDKN1a/p21 is potent cell cycle arrest molecule that is activated in response presence or absence of PQQ. The role of CDKN1a/p21 on cellular status was investigated .
. L the cell cycle, vascular growth and oxidative stress regulators.
to DNA damage. Activation of CDKN1a/p21 under such conditions enables molecular through the use of wildtype (WT) and CDKN1a/p21 (-/-) knockout (KO) cells.
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