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[ Z=E] H B':J P9 5 BB EE( artesunate, Art )W BRI Ecal09/ADM %f 22 22 2 ( doxorubicin, ADM ) {41t 25 1E
e FCHL . J792%: S8 43 g A R 7K ( normal saline, NS)RJHAZE( NS 28 ) Art ZH( 0.1 wmol/L ) ,ADM ZH( 0. 2 pg/ml ) Art +
ADM BX454H . Art LADM . Art + ADM £ Ecal09/ADM 4RA 48 h J& , i 2 40 M AAG I 20 O R T 28 4R AR P ADM ()35 & M 40 g
=R IR BB B G F L 2( ATP-binding cassette transporter G2, ABCG2 )& 135 &, Western blotting #5:il]
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XF ADM AORURE . TR ARG I LS S B AR, Art + ADM 41 Ecal09/ADM 4R ABCG2 2K 335 HR( 644. 60 +3.21 ) i (%
T ADM 4 (659.15 £4.59 )} NS ZH( 658.14 +6.88 ) ( P <0.05 ),{H5 Art Z1( 644.31 £3.96 ) ML LB EZF(P>0.05),
Western blotting 48125 52 59 s 4 A 45 - —%, Art 41 Ecal09/ADM ZH i ABCG2 25 Y 257K R( 0.70 0. 02 ), 5 4F
BRZHA9( 0.80 0. 03 )HH EL B ZEFEAR( P <0.05 ), Art + ADM 41/ ABCG2 #H(0.71 £0.04 )5 5505 F ADM 4HRY ABCG2 2 H
(0.81 +0.05 )M, ABCG2 & £ A /K- HAK( P <0.05 ). Art + ADM £ Ecal09/ADM Z0fIN ADM A% f:( 848.02 +
5.04 ) 5B T 2R T Art 41( 763.29 +4.02 ) L ADM £H( 800.25 +3.84 )& NS £1( 763.88 +2.03 ) ( P <0.01 ). Z18: Art 7]
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Role of artesunate in resistance-reversal of esophageal cancer Ecal09/ADM cells
to doxorubicin

LIU Liang', ZUO Jing’, LI Jin-ya', GUO Jian-wen', ZUO Lian-fu', WANG Jing', LIU Jiang-hui'( 1. Department of
FCM Analysis, Tumor Institute, Forth Hospital of Hebei Medical University, Shijiazhuang 050011, Hebei, China; 2. De-
partment of Internal Oncology, Forth Hospital of Hebei Medical University, Shijiazhuang 050011, Hebei, China )

[ Abstract ] Objective: To explore the role of artesunate ( Art ) in resistance-reversal of Ecal09/ADM cells and the re-
lated mechanism. Methods: The present study was divided into 4 groups: normal saline ( NS ) control group, Art (0. 1
wmol/L) group, ADM (0.2 pg/ml ) group, and Art (0.1 wmol/L )+ ADM (0.2 pg/ml ) group. The apoptosis rate,
ADM content and ABCG2 ( ATP-binding cassette transporter G2 ) protein expression in Ecal09/ADM cells were detected
by flow cytometry 48 h after treated with Art, ADM, and Art + ADM. ABCG2 protein expression in Ecal09/ADM cells
was further examined by Western blotting analysis. Results: The apoptosis rate of Ecal09/ADM cells in Art + ADM group
was ( 12.89 +0.87 )% , being significantly higher than that in the Art group ( 1.58 +0.12 )% , ADM group ( 6.55 =
0.90 )% and NS group ( 1.44 £0.10 )% ( P <0.05 ). Art increased the sensitivity of Ecal09/ADM cells to ADM. Flow
cytometry results showed that the ABCG2 protein expression in Ecal09/ADM cells of Art + ADM group ( 644.60 +3.21)
was significantly lower than that in ADM group ( 659.15 +4.59 ) and NS group ( 658.14 £6.88 ) ( P <0.05 ), but was

[EEWMB ] b B ARA RS BB H( No. €2007001060 )3 A-Hb44 5 38 55 45 27 KL HAkr 6% A4 IR 27 3 4 BE B 55T H ( No. [ 2005 152 ).
Project supported by the Natural Science Foundation of Heibei Province ( No. €2007001060 ), and the Key Specific Discipline Foundation of Higher Insti-
tutions of Hebei Province ( No. [ 2005 152 ).

[EFERAN ] XZ21981 - ), 58, WHEA AR R T, EEA S RIS W 267 5 TS . E-mail : aliangdaziran@ 163. com

[ #fEE#HE ] A% E(ZUO Lian-fu, corresponding author ), E-mail: zuolianfu4909@ sina. com

[ MZHAR ] hitp://www. cnki. net/kems/detail/31. 1725. R. 20110412, 1808. 003. html



+ 156 -

Fp R A iRy 27,2011 4R 4 H,18(2)

similar to that in Art group ( 644.31 £3.96 ) ( P >0.05 ). Western blotting analysis results were consistent with those de-

tected by flow cytometry. The ABCG2 protein expression of Ecal09/ADM cells in Art group ( 0.70 £0.02 ) was signifi-
cantly decreased compared with NS group ( 0.80 £0.03 ) ( P <0.05 ), and that in Art + ADM group ( 0.71 £0.04 ) was
also decreased compared with ADM group (0.81 £0.05 ) ( P <0.05 ). The ADM content of Ecal09/ADM cells in Art +
ADM group was significantly higher than those in Art, ADM and NS groups ( 848.02 +5.04 vs 763.29 +4.02, 800.25 +
3.84, 763.88 +2.03; P <0.01 ). Conclusion: Art can decrease ABCG2 protein expression and increase ADM content
in Ecal09/ADM cells, and it can also reverse the drug resistance of Ecal09/ADM cells.
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Fig.1 Apoptosis of Ecal09/ADM cells after Art
treatment as detected by FCM

A: NS group; B: Art group; C: ADM group; D: Art + ADM group
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Western blotting K il 25 52( & 2 ) [F] 37 =8 41 A AR

SEH 3 Art ZH 40D ABCG2 B Ik K Ky
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Pt 245

AHLTS

| &
B2 Western blotting #&ill Art fEF G
Ecal09/ADM 4 ABCG2 & B FRiE
Fig.2 ABCG?2 protein expression in Ecal09/ADM cells

after Art treatment as detected by Western blotting
1: Art group; 2: Art + ADM group; 3: ADM group; 4: NS group
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Fig.3 ADM levels in Ecal09/ADM cells after Art
treatment as detected by FCM
A: NS group; B: Art group; C: ADM group;

D: Art + ADM group
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