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TITHIIEAEIE Bim 23, MIARJE 45 11 p21 DBS 525, T-lineage ALL TILHAESEIZIT PUMA 23,
HH R E 142 1112 1% CDC25C, CDC2., cyclin DR H- 23RBS U7,

WP OBEEL (FE3L) @ We added TSA which was HDAC inhibitor in Leukemia cell lines. And
we analyzed TSA induced apoptosis and cell cycle arrest in Leukemia cell lines. We used
B—precursor ALL and T-lineage ALL, and analyzed difference of each other. When apoptosis
was induced, Bim was up-regulated in B-precursor ALL and PUMA was up-regulated in
T-lineage ALL. About cell cycle arrest, it was suggested p21 associated with GO/G1 arrest
in B-precursor ALL, and CDC25C, CDC2, and cyclins contribute G2/M arrest in T-lineage
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