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[ ABSTRACT] Aim To investigate the effect of cladribine (2-CdA) on the viability, migration, cell cycle and se-
cretion activity of human umbilical vein endothelial cells, and to evaluate the influence of 2-CdA on cardiovascular system
in clinical application. Methods The effect of different concentrations of 2-CdA on the growth of endothelial cells was
detected by CCK-8. The cell migration ability was detected by scratch test. The cell cycle was analyzed by flow cytome-
try. The cell apoptosis was detected by acridine orange and ethidium bromide. The content of nitric oxide (NO) was de-
termined by Gries method. ELISA method was used to detect vascular endothelial growth factor ( VEGF) level. Re-
sults In the concentration range of 0.4 to 40 mol/L, 2-CdA had an obvious inhibitory effect on endothelial cells, and 1C50
was 4.126 mol/L.  With the increase of drug concentration and the prolongation of action time, the inhibitory effect of 2-
CdA increased. High concentration of 2-CdA for a long time could induce endothelial cell apoptosis. ~ After 5 pmol/L 2-
CdA acted on endothelial cells, the migration ability of cells was inhibited, and the cell cycle was significantly blocked in S
phase. The staining results of acridine orange and ethidium bromide showed that high concentration of 2-CdA could induce
apoptosis of endothelial cells.  After the action of 5 pmol/L 2-CdA on endothelial cells, NO and VEGF contents were re-

duced. Conclusion 2-CdA has the toxic effect of endothelial cells, resulting in cell cycle arrest and cell apoptosis.
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Figure 1. 2-CdA inhibited the viability of EA.hy926 cells in

a dose-dependent manner (n=3)
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Figure 2. 2-CdA inhibited the viability of EA.hy926 cells in

a time-dependent manner (n=3)

D

24 h r
I Control

[ Cladribine

A
T

Distance of migratotry cells(px)
ja¥]
ja¥]

=

8h 12h 24 h

22 P R A Tl 5 AL RS P (100x) 5 A5 181245 0 I Sl IR 86 A 5 O 40 ML ST 7 B 5

Figure 3. 2-CdA inhibited the migration ability of EA.hy926 cells (n=3)
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Figure 5. Effect of 2-CdA on the apoptosis of EA.hy926 cells
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Figure 6. Effect of 2-CdA on the expression of protein in the EA.hy926 cells (n=3)
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