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Figure 1. Ellipticine affects cell growth rates. A total of
5x10* cells of H1437or Hp21 were cultured inl12-well
plates. A concentration of 5 uM ellipticine was added in
the adherent cells for 24 and 48 h, respectively. The
trypsined cells were counted by trypan blue exclusion
assay to determine the numbers of cells. The error bars
stand for standard errors of three experiments.
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Figure 2. The affects of cell cycle histograms by
ellipticine. A total of 5x10° cells of H14370r Hp21 were
cultured in 60-mm plates. A concentration of 5 pM
ellipticine was added in the adherent cells for 24 and 48
h, respectively. The trypsined cells were stained with PI
(propidium iodide) and analyzed by flow cytometry and
the cell cycle distribution was determined.
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Figure 3. Western blotting. A total of 5x10° cells of
H14370or Hp21 were cultured in 60-mm plates. A
concentration of 5 pM ellipticine was added in the
adherent cells for 24 and 48 h, respectively. The
trypsined cells were dissolved in RIPA buffer and
separated by SDS-PAGE. The gels were transferred to
nitrocellulose prior to hybridizing with antibodies against
p21, PARP or f-actin, followed hybridization with
horseradish peroxidease-conjugated secondary
antibodyes. The blots were further developed by ECL
illumination kit.
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Figure 4. Ellipticine affects cellular distribution of p21.
A total of 5x10° cells of H14370r Hp21 were cultured in
60-mm plates. A concentration of 5 uM ellipticine was
added in the adherent cells for 24 and 48 h, respectively.
The samples were further incubated with TRITC-
conjugated goat anti-mouse immunoglobulin G (red)...

plus DAPI (blue) and examined by fluorescence:

microscopy.
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ABSTRACT

Topoisomerase 11 inhibitor ellipticine-induced apoptosis in human non-small cell lung cancer cells
H1437 with ectopic expression of p21 7”74 (p2]), that is distinct from the parental cells that are drug
resistant. The enhanced cytotoxic effect can be achieved through apoptosis. The results indicated that the
sensitivity of ellipticine in p53-mutated NSCLC cells can be enhanced through introduction and nuclear
migration of downstream of p53 regulator, p21.
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