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'Phenyl 2- pyrldyl ketoxime induces cellular senescence-like
alterations via nitric oxide production in human diploid
fibroblasts

Kyeong Eun Yang,! Hyun-Jin Jang,'! In-Hu Hwang,”
Young-Ho Chung,’ Jong-Soon Choi,' Tae-Hoon Lee,

“ Min-Seung Lee,* Mi Young Lee,*
Ik-Soon Jang’

SA-p-gal stalning were abrogated. Taken together, these results

transient ROS and NO production and the subsequent Induction
of senescencs
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Phenyl-2-pyridyl ket mume (PPKO) was found to be one of the
small molecules enriched In the extracellular matrix of
mmmmmm t human diploid fibroblasts (HDFs). Treatment v €L
young HOFs with PPKO reduced the viability of young HOFs in
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assodlated
armest. In addition, the levels of some senescence-associated
proteins, such a5 phosphonylated ERK12, caveolin-i, pS3,
and p21**", were elevated in PPKO-trested cells. To
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