- 978 - v E R PG BEEE A AR 2013 4R 7 A4S 33 455 7 i CJITWM, July 2013, Vol. 33, No.7

B A s T S VR 5 58 2 I T B % L e
MB- 468 4t ifd {4 &b i [F] 15 F A 5%

KAR & A R e

HE BRI B-HAH S A B U ae R ARV B AE R BRI . ik RN R A B AN
E47%(2.5.5.0.10.0.20.0.40.0.80.0.160.0.320.0.640. 0 pg/mL) . % 44 85 i 4% (0. 00100 .0. 00200 .
0.00400.0. 00800 .0. 01600 .0. 03125 .0. 06250 .0. 12500 .0. 25000 pg/mL) £ 24 h #= 48 h VA% % 2 5%
A2 28 A SURE S 40 ek MB- 468 2 it , SRB kA2 3 75 AL, 7L K 4a FL UG 9 FEL B £ Fe 2 RO JR) B 4 A, AT
Western blot #-| T ¥7J& 4m it B # %& & 4k #1250 % 1 (cyclin-dependent kinase,CDK1) | 4m it Bl 41 & & B1
(cyclin B1) i Bl 1R & & P21°P fu P27 Rk T ik, 5 225 B-#LA M R ¥4 853k MB- 468 41 it
AR HIpHAER ,B-HLA M 24 h #248 h #9 ICx, A= ICy 154 5] % 34.20.52.59 #= 10.15.17.81 pg/mL,
A B5 24 48 h # ICyy 15531 4 2. 449 A2 1.698 pg/mL., FEAL(B-HA M Ao A5 B9 K 4% 4 20 .40 F=
0.016.0.008 ng/mL) %+ $LA% % MB- 468 4 fiLk 69 & K 49 4] F LA W RAE R, Q14 >1.15, B-# & 4 41
(52.59 pg/mL)cyclin-B1 & & KA A A R6 T lE, BRASMECRAEEE2540(1.698 pg/mL)cyclin B1 # & ik
KA AR, B2 P27 B G 6 R R AR B A fr A BL R AR A B A 3 e, B B AR TR A B
AW RAEA 2 TRl 2l i Tl i # & & cyclin B1 ks Eif P27 Rk A £,

K FURSE; B-HLA M RSB W RIAR A 5 2w e 5 A

Synergistic Effect of B-elemene Injection Combined Paclitaxel Injection on Human Breast Cancer
MB-468 Cells: anin vitro Study CAIl Dong-yan, GAO Xiang, WU Xiao-hong, and HONG Ting-ting
Department of Oncology, Fourth People’s Hospital of Wuxi City, Jiangsu (214062), China

ABSTRACT Objective To observe the synergistic effect of B-elemene Injection (BlI) combined Pacli-
taxel Injection (PI) on breast cancer MB-468 cells and to study possible mechanisms. Methods Breast canc-
er MB- 468 cells were treated with Bl (2.5, 5.0, 10.0, 20.0, 40.0, 80.0, 160.0, 320.0, and 640.0 pg/mL), PI
(0.00100, 0. 00200, 0. 00400, 0. 00800, 0.01600, 0.03125, 0. 06250, 0. 12500, and 0. 25000 pg/mL), and Bl com-
bined PI for 24 h and 48 h respectively. Cell proliferation was determined using SRB assay. Cell apoptosis and
cell cycle phase distribution were detected using flow cytometry. The post-intervention expressions of cell cy-
cle proteins [cyclin-dependent kinase (CDK1), cyclin-B1, P21°"" | and P27 ] were detected by Western blot.
Results  B-elemene or paclitaxel inhibited the growth of MB-468 cell line. The IC,, and IC,, values treated with
B-elemene for 24 h were 34.20 and 52. 59 pg/mL and for 48 h were 10. 15 and 17. 81 pg/mL respectively, while
the IC,, values treated with paclitaxel for 24 h and 48 h were 2.449 and 1.698 pg/mL respectively. B-elemene
(20 and 40 pg/mL respectively) and Paclitaxel (0.016 and 0.008 ug/mL respectively ) synergistically inhibited
cell proliferation of MB-468 cells, with Q value >1.15. B-elemene alone (52.59 ug/mL) apparently decreased
the expression of cyclin-B1 protein. The expression of cyclin-B1 protein in the combined group was also lower
than that in the Pl group (1.698 pg/mL). The expression of P27
the Bl group or the PI group. Conclusion B-elemene had synergistic effect with Paclitaxel, and its possible
mechanism might be correlated with down-regulating the cell cycle protein cyclin-B1 expression and up-regula-

was up-regulated when compared with that in

ting the P27""" expression.
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