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2-Aminophenoxazine-3-one (Phx-3) increased the
population of annexin V-positive cells including early
stage apoptotic cells and late stage apoptotic cells, and
induced DNA fragmentation and apoptotic body forma-
tion in U266 cells.

ly increased in the cells treated with Phx-3, in time-

Activity of caspase-3 was extensive-

dependent manner, but this Phx-3 stimulated activity of
the enzyme in the cells was completely cancelled by the
addition of z-VAD-fmk, an inhibitor of caspases. The
additiono of z-VAD-fmk almost blocked the apototic
effect of Phx-3 against U266 cells,as well. Moreover the
apoptosis of U266 cells was observed after loss of the
JNK (c-jun-N-
terminal kinase) phosphorlation, when the cells were

treated with Phx-3.

mitochondrial membrane potential,
These results suggest that JNK
activation may be closely associated with the cellular
disorders including mitochondrial depolarization, and

apoptosis in multiple myeloma U266 cells.
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