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Effect of XK469 and adriamycin on the growth of H460 cells irn vifro and its mechanism
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Abstract: Objective To investigate the inhibitory effect of XK469 on the in vitro growth of H460 cells and its mechanism.
Methods The survival curves of H460 cells treated with XK469, XN472 and adriamycin, respectively, were obtained by MTT
analysis, and the effect of XK469 and adriamycin on the cell cycle of H460 cells examined by flow cytometry. Western blot-
ting was adopted for detecting the expression of cdc2 and phos-cdc2 induced by XK469 and adriamycin. Results Different
concentrations of XK469 and adriamycin could significantly inhibit the growth of H460 cells, induce their G2/M phase arrest,
and increase phos-cdc2 expression; XN472 had a lesser effect on the growth of H460 cells. Conclusion XK469 can increase
phos-cdc2 expression and induce G2/M phase cell cycle arrest of H460 cells, resulting in inhibition of H460 cell growth. The

inhibitory effect of XK469 on H460 cell growth is attributed to the chlorine in the 7-positon of its structure.
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Tab.1 Survival probability of H460 cells treated
with different concentrations of XK469

XK469 (wg/ml ) Time
24 h 120 h
0 100% 100%
10 34.04% 90.30%
20 25.00% 73.60%
40 18.90% 45.15%
80 14.36% 40.83%
120 11.43% 10.03%
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Tab.2 Survival probability of H460 cells treated
with different concentrations of XN472

XK472 (wg/ml) Time
24 h 120 h
0 100% 100%
10 100% 98.66%
20 100% 98.93%
40 90.93% 97.92%
80 76.27% 99.53%
120 44.80% 98.40%
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Tab.3 Survival probability of H460 cells treated

with different concentrations of ADM

ADM (pg/ml) Time
24h 120 h
0 100% 100%
0.05 89.00% 51.70%
0.1 85.51% 49.80%
0.2 68.81% 36.76%
0.3 60.85% 15.20%
120 57.81% 9.76%
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Fig.1 Changes in H460 cell cycle after treatment with XK469 and ADM analyzed by flow cytometry
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Fig.2 Expression of cdc2 and phos-cdc2 proteins in
HA460 cells treated with XK469 and ADM
A, B: treated with XK469; C, D: treated with ADM
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Angle recession glaucoma: report of one case
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