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Abstract To investigate the apoptotic effect of oroxylin A on human chronic myelogenous leukemia cell line
K562 and its potential mechanism. K562 cells were treated with oroxylin A. MTT assay was performed to assess
growth inhibition effect of oroxylin A on K562 cells. The morphological change of cells were observed under
electronic microscope. DAPI staining and flow cytometry were employed to observe the apoptosis rate of K562
cells. Changes in the expression of caspase 9, survivin and ERK1/2 were analyzed by Western blotting. Results
showed that oroxylin A inhibited the growth of K562 in a time and dose-dependent manner. Oroxylin A induced
cell apoptosis was characterized by appearance of numerous engorged vacuoles, reduction of microvilli on cell sur-
face, condensation of chromatin and emergence of apoptotic body. Besides, oroxylin A dose-dependently induced
K562 cell apoptosis, up-regulated the expression of cleaved-caspase 9 and down-regulated expression of survivin,
pro-caspase 9 and p-ERK1/2 proteins. In conclusion, all these results showed that oroxylin A can induce apopto-
sis of K562 cells, which might be related to the down-regulation of survivin expression, activation of caspase 9 and

inhibition of ERK signaling pathway.
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Figure 1 Chemical structure of oroxylin A
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Figure 2 Inhibitory effect of oroxylin A on K562 cells was detected by

MTT assay. After treatment with various concentrations of oroxylin A for

48 h,growth inhibition was assessed (x +s,n =3)
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Figure 3 Morphological change of cells caused by oroxylin A treatment

by transmission electron microscope
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Figure 4 (A) After treatment with 60,90, and 120 wmol/L oroxylin A, Annexin V-PI assay was performed to detect apoptosis cells. (B) Quantifica-
tion of the apoptotic cells with the treatment of oroxylin A (x +s,n=3). *P <0.05, " * P <0.01 vs control group
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Figure 5 Nuclear condensation induced by oroxylin A by DAPI staining
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Figure 6 (A) Effect of oroxylin A on caspase 9 and survivin expression in K562 cells. (B) The densitometric analysis of pro-caspase 9/@-actin and
survivin/B-actin ratios (x £s,n=3). *P <0.05, " * P <0.01 vs control group
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Figure 7  Effect of oroxylin A on p-ERK1/2 expression in K562 cells (A) and densitometric analysis of ERK1/2/B-actin and p-ERK1/2/B-actin

ratios (B). x +s5,n=3. P <0.05, " * P <0.01 vs control group
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