RILEM HIR SRS B =B A SN & 1 B EE A 53

O BEEKE COUT R, a SRR N, b2 5 A RREEE, YOFE FLIT 332000)

E: BH B R KAt FRERBS S EF AR IIBE R, F5E AR RRA 6 Rk F ot Tk SRR 5 &)k
B ot Bk B H A5 AR T AR E HepG2 it AME AS549 @0 AR B % Saos2 48/, 400 nmol-L™' 4% & AE a4
ATFE, 0.1% DMSO 89 T 23R4 AT, B E RMA T ERIR 3 d B Amiel S A% E T, CCK-8 Eiam s
My 8 37 ) T B F AP RRE (ICs), AR @IS M HepG2 /e AT H L. 5R LS MR, A& HepG2 4
JoA R AS49 e m A R R 4ORE Aot R BB S B4R, 1d ﬁii m i K b ILEA ,u_ff‘l’%l mpe s T E . 2
iR, 2 REARY, MmAE WG Saos2 MK A AP R KL . CCK-8 AN R 7 Lot F ik L3R4 . & F ST AN & HepG2
oAl B ASA9 fmfe e drh| 2Rt R BOREARF X R, Aot B R ERYA Lot H RS F AT HepG2 4’?)%1@6 ICso 551
76.62, 36.75 ug'mL™', % A549 4E 49 ICso 5B & 170.13, 117.60 pg-mL™", — & KB ) 3k ot F 3 % % BT 5] 42 HepG2
M A T, S5IE Rk At R R BRI B A T AR IR

KB AR AT BEER; MR Mt A
FESHS: R285.5 XRKARAERS: A

DOI: 10.13748/j.cnki.issn1007-7693.2015.09.002

NEBHRE: 1007-7693(2015)09-1037-05

Comparison of Anti-tumor Activities of Total Flavones and Extracts from Arachniodes Exilis(Hance)
Ching in Vitro

LI Huimin®, JIANG Dengzhaob, YIN Changchang®(Jiujiang University, a.Basic Medical College; b.College of Pharmacy
and Life Sciences, Jiujiang 332000, China)

ABSTRACT: OBJECTIVE To compare the anti-tumor activities of total flavones and extracts from Arachniodes Exilis(Hance)
Ching in vitro. METHODS Total extracts and flavones from Arachniodes exilis(Hance) Ching in different concentration were

respectively used on human hepatocellular carcinoma HepG2 cells, human lung cancer A549 cells and osteosarcoma Saos2 cells.

Positive control was 400 nmol-L™' quercetin, and negative control was 0.1% DMSO complete medium. The changes of shape and

density of cells were observed continuously in inverted phase contrast microscope for 3 d. CCK-8 detection was used to detect

inhibition ratio and half maximal inhibitory concentration(ICsg). Apoptosis of HepG2 cells were detected by flow cytometry.

RESULTS Compared with the negative control group, the growth of A549 cells and HepG2 cells in different concentration of
total extracts and flavones were inhibited after 24 h. The cells shrinked, turned round and cracked with concentration dependence.
However, Saos-2 cells did not show obviously morphological changes. The result of CCK-8 detection suggested that the

inhibition of total extracts and flavones on HepG2 cells and A549 cells had a concentration and time dependence. The ICs, of
total extracts and flavones on HepG2 cells were 76.62, 36.75 ug-mL™" and 170.13, 117.60 pg-mL™' on A549 cells. Certain

concentration of flavones induced apoptosis of HepG2 cells. CONCLUSION The anti-tumor activity of total flavones from

Arachniodes exilis(Hance) Ching is better than total extracts.

KEY WORDS: Arachniodes exilis(Hance) Ching; total flavones; tumor cells; proliferation
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Tab. 1 Inhibitory effects of total flavones and extract from
Arachniodes exilis(Hance) Ching on the growth of HepG2
cells and A549 cells after 24 h

% HepG2 40 i) Xt A549 41 AR
e I L%
kgml BRI AR RERWA e Emid
7.8125 0.136 0.221 0.054 0.102
15.625 0.237" 0.343" 0.133" 0.162"
31.25 0.330" 0.513" 0.275" 0.338"
62.5 0.475Y 0.690" 0.385" 0.427"
125 0.617" 0.826" 0.439" 0.478"
250 0.757" 0.932" 0.521" 0.616"

W: 5 7.8125 pg-mL! HE, VP<0.05.
Note: Compared with 7.812 5 pg-mL™", VP<0.05.
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Fig. 4 Apoptosis of HEPG?2 cell by flow cytometry

A-blank control group; B-15.0 pg-mL™" group; C-30.0 pg-mL™" group;
D-60.0 pg-mL™" group.
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Effect and Mechanism of miR-363 on Cisplatin-treated Breast Cancer Cells

LYU Xiaoai, WANG Bei*, CHEN lJianbin, YE Jing(Center of Breast Disease, the First Affiliated Hospital of Zhejiang
Chinese Medical University, Hangzhou 310006, China)

ABSTRACT: OBJECTIVE To investigate the role and mechanism of miR-363 on cisplatin-resistant breast cancer cells.
METHODS Collected the serum from the advanced breast cancer patients who were treated with cisplatin-based chemotherapy.
Then the expression of miR-363 in breast cancer patients’ serum was detected before or after chemotherapy using qPCR analysis.
Constructed the cisplatin-resistant MCF-7 cell line, the cytotoxicity of cisplatin to MCF-7 cell line and MCF-7-R cell line was
measured by MTT assay. Transfected the MCF-7-R cells with miR-363 to determine whether the transfection of miR-363
enhanced cytotoxicity of cisplatin to MCF-7-R cells. Confirmed whether the expression of Mcl-1 was regulated by miR-363
using bioinformatics, qPCR and Western blot. Constructed the Mcl-1 expression vector, and detected the cytotoxicity of cisplatin
combing with the cotransfection of miR-363 and Mcl-1 expression vector by MTT assay. RESULTS MiR-363 levels were
significantly decreased in advanced breast cancer patients treated with cisplatin-based chemotherapy. MiR-363 levels were also
lower in MCF-7-R cells than in MCF-7 cells. Exogenous miR-363 significantly overcame cisplatin resistance in MCF-7-R cells,
whereas miR-363 knockdown increased the cell viability during cisplatin treatment. It was demonstrated that miR-363 directly
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