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BESIR 35 SF 48 h B AN M IGTEAM G R ] 2 R TSR 24 h(P 34 <0.01) ;3558 24 h (2R 22 (1C5, ) =3.03 mg/
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Inhibiting effect of HB on cell proliferation of human breast
cancer MDA-MB-231 cells and its impact on expressions

of NF-kf3,P65 and P53 proteins
CHEN Hu-hai*, HUANG Tao
" Department of pharmacy, Wuhan General Hospital of Guangzhou Military Region, Wuhan, Hubei 430070, China
Abstract: Objective To investigate the inhibiting effect of berberine o-hydroxy §-decanoylethyl sulfonate (HB) on cell
proliferation of human breast cancer MDA-MB-231cells and the impacts on the expressions of nuclear transcription factor
(NF-kB) ,P65 and P53 proteins. Methods The human breast cancer MDA-MB-231 cells were cultured in vitro. Different
final concentrations of HB (0.4 mg/L,0.8 mg/L,1.6 mg/L,3.2 mg/L,6.4 mg/L) were added into the cell culture liquid
(‘experiment groups) ,and the cells that were not treated with HB were served as control group. Methyl thiazolyl tetrazolium
(MTT) colorimetric method,4,6- two -2- guanyl phenylindole ( DAPI) staining method , propidium iodide (PI) staining
and flow cytometry, AnnexinV-FITC/PI double staining flow cytometry, Western bolt method were used to respectively de-
tect the effects of HB on inhibiting proliferation of MDA-MB-231 cells, the morphology of apoptosis, the proportion of cells
in different cycle phase,the level of apoptosis,the expression levels of NF-kf,P65 and P53 proteins. Results  After being
treated by HB,the proliferation inhibiting rates of MDA-MB-231 cells in experiment groups increased in proportion to the
increase of HB concentration (P <0.01)with drug dose-dependent manner. The cell proliferation inhibiting rates 48 hours
after culture in experiment groups were all significantly higher than those at 24-hour after culture(all P <0.01). The half
maximal inhibitory concentration (ICs,) was 3.03 mg/L at 24-hour after culture and was 2. 00 mg/L at 48-hour after cul-
ture. In experiment groups with 1.6 mg/L and 3.2 mg/L of HB, with increase of HB concentration (0—1.6 mg/L—
3.2 mg/L)48 hours after treatment , the percentage of MDA-MB-231 cells in GO/GI1 periods increased( P <0. 01) ;the per-
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centage in G2/M period basically unchanged (P >0. 05) ; the percentage in S period decreased (P <0.01) ;the cell apop-

tosis rate increased (P <0.01) ; the expression level of NF-kf decreased,and the expression levels of P53 and P65 pro-

teins increased all with dose-dependent manner. Conclusions HB has a significant inhibition effect on the proliferation of

human breast cancer MDA-MB-231 cells with drug-dose dependent manner,and the mechanism may be cell apoptosis in-

duced by down-regulation of NF-kf and up-regulation of P65 and P53 proteins expressions.

Key words: Berberine a-hydroxy 8-decanoylethyl sulfonate; Human breast cancer MDA-MB-231 cells; Proliferation in-

hibition; Nuclear transcription factors-k; P65 protein; P53 protein
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FREFAAGIAE L.

2 5 R

2.1 MTT kAbml 2m B 38 s 4 R0 AF A R[] v B 5K
B4 1E % 24 h 48 h A 3G R bl A B Rk
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