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CYTOTOXIC AND DNA BREAKAGE EFFECT OF
ETOPOSIDE ON HUMAN NASOPHARYNGEAL
CANCER CELL LINE CNE2

Liu Zongchao Xie Bingfen Wang Likai
Su Xiurong Liang Yongju Pan Qichao

(Department of Anticancer Drug Research, Cancer Institute)

The cytotoxic effect of DNA topoisomerase ] inhibitor, etoposide (VP-16), on human
nasopharyngeal cancer cell line(CNE2) was determined using MTT assay method. The ave-
rage inhibition rates of CNE2 cell growth in four experiments were 3,3+ 3.7, 15.2 + 3.0,
36,1410, 54 %17, 68.44+13, 76.7+9 and 84.2+8Y% under the concentrations of 2,5,
5.0, 10.0, 20.0, 40.0, 80.0 and 160.0pg/ml of VP-16, respectively. The fifty percent
inhibition concentration(IC;,) was calculated to be 17 pg/ml. After CNE2 cells were incu-
bated in culture media containing 20, 100 and 209 pg/ml of VP-16 for 24 hours at 377¢C,
the cell DNA was extracted and electrophoresed on (,7% agarose gel. It was found that
VP-16 could induce DNA breakage. The degree of DNA breakage increased with increasing
concentrations of VP-16. After CNE2 cells were incubated in medium containing 200 ug/
m] of VP-16 for 6,12 and 24 hours,’respectively, the cell DNA was extracted and electropho-
resed onD),7% agarose gel. It was found that the degree of DNA breakage increased with
increasing time of VP-16 treatment. DNA breakage of control untreated cells in different
time points did not occur. DNA topoisomerase J from CNE2 cells could induce supercoiled
pBR322 plasmid DNA cleavage under concentrations of 50, 100, 200 and 400 pg/ml of
VP-16. In the presence of VP-16, topoisomerase J can induce the change of Form | (dou-
ble chain supercoiled DNA) to Form [ (double closed chain open circular DNA) or Form
B (linear DNA). The amount of linear (Form H) DNA increased with increasing concen-
trations of VP-16,

Key words nasopharyngeal cancer cell line; etoposide; DNA topoisomerase [; cyto-

toxic effect; pBR322 plasmid DNA



