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PARP and ROS signalling mechanisms in the mechanism of action of anticancer

drugs were investigated. The function of PARP was assessed with and without PARP inhibitors (e.g-

olaparib).

H202 (reaction time: 4 h) induced apoptosis and reduced cell viability in HL-60 cells.

Pirarubicin (THP) (4 h) reduced cell viability in HL-60 cells and this reduction was not affected by

olaparib.
by olaparib.

enhanced by olaparib. This reduction was potentiated by olaparib.

PARP

In contrast, THP (24 h) reduced cell viability against HL-60 cells, which was inhibited
Doxorubicin (DOX) (24 h) reduced cell viability against HL-60 cells, which was
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