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Effect of Radix Tetrastigma hemsleyani flavone on apoptosis and MAPK

signaling pathway in myeloid leukemia NB-4 cells

WU Hai-ying, WU Yuan-ting, CHEN You-you, LUO Hui-li, JIANG Hui-fang
( Department of Hemaiology, Tongde Hospiial of Zhejiang Province, Hangzhou 310012, China. E-mail: jhf501@ 139. com)

[ABSTRACT] AIM;: To study the effects of Radix Tetrastigma hemsleyani flavone ( RTHF) on the viability,
apoptosis and MAPK signaling pathway in human acute promyelocytic leukemia NB-4 cells. METHODS: The inhibitory
effects of RTHF on the viability and proliferation of NB-4 cells were measured by CCK-8 assay and BrdU test. Flow cytome-
try was used to analyze the apoptosis of NB-4 cells induced by RTHF, and the cell cycle distribution after RTHF treatment.
The levels of apoptosis- and MAPK pathway-related proteins in the NB4 cells were determined by Western blot. RE-
SULTS: RTHF inhibited the viability and proliferation of NB-4 cells in a time- and dose-dependent manner, and the 1Cs,
at 48 h was 2.26 g/L. RTHF blocked NB-4 cells into the cell proliferation cycle, with stagnation in the G, phase. Mean-
while, RTHF induced apoptosis of the cells, down-regulated the expression of anti-apoptotic protein Bel-2, and up-regula-
ted the expression of pro-apoptotic proteins Bax, caspase-3 and Cyt-C, in a dose-dependent manner (P <0.05). The ex-
pression of ERKS was decreased, and p38 was increased induced after RTHF treatment. However, no obvious change of
ERK1/2 and JNK after RTHF treatment was observed. CONCLUSION: RTHF effectively inhibits the viability and prolif-
eration, and induces apoptosis of leukemic NB4 cells in vitro. Its mechanism may be related to signaling pathways of p38
MAPK and apoptosis proteins.

[KEY WORDS ] Radix Tetrastigma hemsleyani flavone ; Leukemia; NB-4 cells; Apoptosis; MAPK signaling path-

way
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Figure 1. Effects of RTHF on the viability (A) and proliferation ( B) of NB-4 cells detected by CCK-8 assay and BrdU test. Mean +
SD. n=3. " P<0.01 vs 0 g/L group.
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Figure 2. The effect of RTHF on the cell cycle distribution of NB-4 cells analyzed by flow cytometry. Mean £SD. n=3. *P <0.05 vs
0 g/L group.
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Figure 3. The effect of RTHF on the apoptosis of NB-4 cells analyzed by flow cytometry. Mean + SD. n=3. ™ P <0.01 vs 0 g/L
group.
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Figure 4. The effect of RTHF on apoptosis-related protein levels determined by Western blot. Mean £SD. n=3. "P<0.05, ™ P<
0.01 vs 0 g/L group.
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Figure 5. The protein levels of MAPK signaling pathway-related molecules in the NB-4 cells determined by Western blot. Mean + SD.

n=3. "P<0.05, " P<0.01 vs 0 g/L group.
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