4 75 TS B ST Z5 SEAIER NOF—7/A St P OSSR PR

KEFE SEE FB OKER £ kEN
e ZRVEE R ALK 2 B s b 8g = B A sk
W& ZRIEE R ALK 22 iR B I T 72
URHZEY B SR E e - MR 5 BE0 % A FLIE MCR-7/A ZHaxSfT% 2 (ADM)
2 25T 251 (MDR) S LIHNLH . J5i% RAI DU R (MTT) 3500 5E 259 (148
BRI T 24 A ORI e £ 5, B 506 73 2O BETHI sE 40 LN ADM 253K 257 it 5
PCR {52 25905 4l i ) MDR-IMRNA Rk AR, 455 (1) 0.01mg/ml 71 & #E
FLURL BE 2 2 BRI ALTT 25 ADM X N LIRS 245 40 fa bk MCF-7/A 1 1C s (3.95u g/mD),
SiGsE TN 25 0k MCF-TIA ) IC 5, (17.6p g/mD) ML ZERH BF M (P<0.05), Hil
HASHON 45 £, 2565508 21.7 £%. (2) 0.01mg/ml #R E-550R 6 I 2 34 it Z5 41 i N ADM
W, SEERAH 530 MR B E A AR W35 (P<0.01). (3) NS U4 itk MCF-7/S
7& MDR-ImRNA &3 , 175 715 AN F4H A 5 1 771 1O B HRURLAE MCF-7/A 4 i FA i 245 5 [A]
MDR-1 &A/KF T, SxAMEZER AR B2 (P<0.0D). 4518 BRI Ew-1
HRUhL B A 104 MCF-7/A AT 25 PR A 1E A, SR L2 (6 25 2 F) MDR-1 3Rik/K-F T
W, AEME I B, R TR, TR M 25 1 A )
KB FLIME 222 (MDR)  MCF-7/A &5 WHE{EH
Zhang Yubao, Ma Yuyan, Wang Bo, etal.
The surgical department of the tumor hospital of harbin medical university, 150040.

[ Abstract] Objective The aim of this study is to discuss whether the Jinke plaster can
reverse the MDR of the breast cancer cell strian MCF-7/A to ADM or not and the
mechanism.Methods MTT method was used to de ~ tect the cell toxicity, drug-resistant multiple
and reversing multiple;Fluorospectorphotometer was used to detect the concentration of ADM in
cell;Fluoro-quantitative PCR method was used to detect the effect of the drug on the ex ~ pressing
level of MDR-ImRNA in cell.Results (1) 0.01mg/ml H uaierkeli plaster can significantly reduce
the IC50 (3.95u g/ml) of ADM to the drug resistant cell strain (MCF-7/A) of breast cancer.It
has significant difference comparing to the IC 50  (17.67u g/ml) the drug-resistant cell strain
MCF-7/A without reverseing (P<0.05), its re ~ versing multiple is4.5times, its drug-resistant
multiple is21.7times. (2) 0.01lmg/ml Huaierkeli plaster can signifi ~ cantly increase the
concentration of ADM in drug-resistant cell, the result has significant difference. (P<0.01) . (3)
MDR-1mRNA does not express in the sensitive cell strain MCF-7/A of human breast cancer, the
huaierging with lower toxicity or without toxicity make the expressing level of MDR-1of
MCR-7/S and there is significant dif ~ ference (P<0.01) .Conclusion This research indicate thast
Jinke-huaierkeli plaster can reverse the drug-resis ~ tance of MCR-7/A, and its mechanism is that
it can make the expressing level of the drug resistant gene-MDR-1lower.At the same time this
research initially indicate that Jinke plaster has two effects, one is the activity of anti-tu ~ mor.the
other is reverse thd drug-resistance.

Key words breast cancer MDR MCF-7/A Jinke reverse activity

FUIEE 2 10 2 i LR IR 22—, LR AR BT N A& s, gl Rt
HEMEZ —. ZAMAINSR (MDR) IR IR RIGH EZE K, 7k MDR 2
H AT B a ot AR . H T CRBU V2 108 2 25T 2510259, |1 7 8O EAE, 2EE)|
PTERIR, fEMmR EARMEHE R o <5 e -PRE AL 9 [ X b 24— 258 24, R 29 Th AL
R B T RSOR AN S B 3G 5 i T DR, Be e BE Mg i 24 (O 4 ROAR T 24 M K AR 0 e, ToRe R
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Pl SIS B0 16 5 B A 75 9L I 2 2L Bk MCF-TIA XI5
RIGUBE, JFARS T UEAENURL, LTRSS R B0 MR 2CRAT I IR {1 08 5 259,
RIS LLEMRIAT iR SRILIRA T AR, SRR

1 MR 5%

1.1 %8 K EERAF &M H B VLIRS R 5 R 120 A FRA "R 45 MTT
79 Sigma 7 fiti;ADM N KA Farmitalia 23 5] 77 i — R HL (DMSO) 43 #r 4l R E TR
TRAL AL RS R R MDR 1 %% 2 8 RT-PCR 2 WHRA A & A T 1l K 2498 2o R K A A6 B
2 AR RPMI-1640 3£ E Gibco BRL A F] ™, a4 MiE g | A [ k2B i it i
FTo YERIERFEMANES FEAR A NS5 Costar 25 7% 8, BFAR{CH BioRAD /A &) 7% i 450 7,
RIGIEIETH RF-510 By H A B ™ i, 926 E & PCR AN E ABI A H] 7™ f.

1.2 YRR R AR 5 N L 4H Mo kk MCF-7/S KR 2 P i e 25 25 40 fa bk MCF-7/A 13
P o 2 2 R 2 B R R FE T it . 72 37°C . KRR H 5%H CO 5 WA 1% 548
W, R TR T 10%IMiE . 100U/ml F 2R 100p g/ml %5 3 1) RPMI-1640 Br 723,
3 RIER—IR. MCF-7/A 2l EikiE 775614040, I 1.0p g/ml [¥) ADM, DLAERFZHff
(i 2251 o

1.3 ZfEEtEsLaG FHRRBETE LA RS, AR EUBAR A T2 i ADM2 J& (11 25 ik 240 i
VRIEN 210 ° /ml, 4541 100p | 48T 96 FLAR H1. SEBb il 3 4, AR 3 APATAL,
SIS AH AR H R ZE AT ADM 4, i FRAE N AR N2 2 DGR, SRS 2H R 2H 35 23 0 ER 1 AL
B 12 FLAE LERRE, BEFLATINI 252N 1000 1. K 96 LI E T 37°C5%CO, WA+,
9% 48h 5, BFLIMAN MTT VR 20p |, 4kZE559% 4h J5, 24 BB, BALINA Z H B

(DMSO) 100y |, H¥R%F#7E% Smin, =EE S, PR 2EEE, Hael
B EEFR I E LI A490nm {E, X 3 ANPATFLAISFIME, %A Haifesibl = AR IR
CANPRINHIZ) = [1-525640 A SMESTIRZL A M ] X 100%, FERHIC 5 fH R4
I E) M5 (254000 1C 5o /BURGHML IC 50 Do IEFR4HMIHNHI 2 <15% 1 254
WEENZZAIWARTE AR, B 30 ] 2 <5% 1) 25 B2 Nz 245 I & 7 &

1.4 MTT ¥EIE T 2540 M ADM BEUEAE S8 7 RIRT, R a2 4 i 24540 i .
SRR 3 4 (L) fEHHRE ADM 4 (2) LM Pk +05 LA ADM 41; (3)
RNz A . HERHRIIC s A, KRB CRINYEFIHN IC 5 N
HHIHM ICs Do

1.5 P e T E 4Ny ADM 2540k B AT AL B R mir, OO S04 K 24
4Hfie 2X10 5 /ml. SE58 53 2 445550 40 G 7555 B A B B0RL 5.0mI+ AR EZ () ADM (100, 50,
10u g/mb) XFHEZH 2 in ADM (100, 50, 10 g/mD. £ 10%JG 25 L% K 1640 15353 5ml,
R BIRFET TR, % ADM AR E SRR E R IMARE IR 3h, R4, 2.0 H] PBS ¥k 3
R, EHTEPE T 0.3mol/L HCI [1) 50% L BEHE A HE AT (4°C), BSOUTTE, 5 ADM A&
B R CHIRE p, BUETERT 96 e T Bl R (BRI E - x A =470nm,
KRB E  x N =585nm, BEEFE 10nm) &FANFE S 3 NFATE, RN ADM IR -5
5 FEARAE 22

1.6 e & PCR AN E MDR 1 JEPRFRIA/K 7R FRT, SCiesy 4 4 (1) 8
XA MCF-7/S 4H; (2) Tit 5400 MCF-7/A 4H; (3) it 2541/ MCF-7/A+# H- ik 1.0mg/ml
4 (4) 25200 MCF-7/A+FLH-B0kL 0.01mg/ml 2. 4k£:5%55 10h J5, I PBS %% 3 ¥X, -80°C
AT, R NE & RT-PCR GG Ut B 0 S A, 5 %% 2H MDF-1 B R R IE 7K

1.7 Guik vk AuiR A SPSS10.0 AT AT Sttt b, tFETEA ~ x+s iR, &%
2H e H 1A LA A € By 2 ARG
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2 R

2.1 & e-FRERURIT MCF-7/S Al MCF-7/A A KI5 ) ARYE Bebr Ak 45 51, FREA
KifE 1.0mg/ml I, X MCF-7/S Al MCF-7/A %76 B S FmHI1E T, 4HM 735 %>85%, A
KEE A E. PERURLAE 0.00mg/ml I, ZHAAFEIE2>95%, AR 0.01mg/ml R E-FRL 1
S A 4 it 75 ) B o A R X UK 4 i) MCF-7/S AR 25 48 il MCF-7/A 1) 1Cso 23514 9.78
g g/ml #110.38u g/ml, ZRTLEENME (P>0.05), #iH] MCF-7/A 4%t & v -F B Bk A B
M 2459k

2.2 0.01mg/ml )4 50 -HE F kLT MCF-7/A 4ii/fs MDR i85 EH MCF-7/A % ADM
SRR 2, Ho1Cs N 17.669u g/ml, i MCF-7/S % ADM #U#& X ICs, 4 0.8155u g/ml.
i 245 20 s MCF-7/A #:A8U8 MCF-7/S 41 % ADM i 2545 %508 21.7 % (17.669u g/ml/0.8155
g g/mb. £ 0.01mg/ml FFLHFR 5 ADM BXE1EA G, TEZ40 MCF-7/A X %41 ADM
SRR 5R, HL1Cs, WIE FB&, N 3.95u g/ml, JLISHEGEHCN 4.5 % (17.669u g/mi/3.95
M g/mb,

2.3 PRI HHEIFME LN ADM 259k 45 S SIzof 28 Rt HEZH 1) 5% e o P
SE G, 4 HIAE ADM I - 5 P b vk i 2% s s AR SE A P 49T 2590 ADM IR, B Ak
GERIFK 1. NFE LATLUEH, SEIH 50 IR MCF-7/A 4R N 299K FE I ADM SZXG iRk
FERIE TG N, (E2, SEIGAHAnHIpy) ADM IRFESE N2 TX A, S8 % i zRE R
M (P<0.05). Uit BIARHHk 0.01mg/ml XF MCF-7/A 41N ADM KA LR FIEA

% 1.0.01mg/ml BLH-FRLXT MCF-7/A 4HJid N ADM ¥ J& [ 52

MCF-7/A 41fis )y ADM ¥KE (u g/mD)

ADM JKJE (p g/mD

I X AL
10 0.2879+0.001* 0.2539+0.001
50 0.6799+0.001* 0.5606+0.001
100 1.726+0.001* 1.5151+0.001

SRR, 7 P<0.05
2.4 JGE R PCR 4XE MCF-7/A 418 MDRimMRNA ik /KFA84k % 75¢ 0
5E B PCR :ll € MCF-7/S 41175 MDR;mRNA ik . MCF-7/A 7 MDR;mRNA #is 3 H &
LA e HR A o AN )R B A5 EE AR 21 5 06 FEZHLAH b MDRymRNA RIA /K i, HeTr %=
AT EXIRA ZERAAER B E M (P<0.0D). LK 2.
2 MEFURLXT MCF-7/A 418 MDRiMRNA ik 7K (15400

Hl 401y MDR-1cDNA # 1%
MCF-7/S 0
MCF-7/A 600500+4123.11
MCF-7/A+1.0 518750+ 4573.47*
MCF-7/A+0.01 367750 +500.0*

SRR, ~ P<0.01(MCF-7/A+1.0 i 2541 MCF-7/A i F-5ik: 1.0mg/ml
41, MCF-7/A+0.01 A Zi4i A MCF-7/A JnAR Bk 0.01mg/ml 41
3 it

NP AR R T I R R e A 2 T 25PE (MDR), by i £ B R R . TR 17 o
FI MDR 308 3512 50 B AR RO 25, 4R b7 AR 10— R E B FB, MDR™ 4B
YK A — T 28,  AMEXHZZG7= A T i 2, i ELG R MR R i ) 45 44
Ihise S AR 58 A AN R 1) H e AT 299t e A T i 24 A7 25400 2616 L s o 31 ke 71
12, H A 2 255 MDR ¢ RIAKCTF S5 R/ LS GREE J ER fE LA 5
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PIK R, SIERMARERIGEIRZ, BT iRZ 1R 2424 HERE (MDR 1 ) KH45
IR P-#E B 12 (P-gp) ik . Fril, S4RA I EA GRS HE S 7], 2
& 1 IR A7 2R ) R

1M Tsumo 25 "0 5 YR 25 iRk (VRP) il #% P388/VCR 4 L% K- 5k (VCR)
I 2P LAk, MDR W AR AR RIE . BT AImIA R AL gehik, Higie
MDR HIiE G, FHHAREWREEH . B R REE —REmEL, HEAR
AR BEEA BRI, WA RERI K. MR A TR . BB AR L o
¥ MDR T Wit & &4, BResm HARE M MDR #51E. M b B2 b T3k 20K
f, i MDR 2 H TR RIS o ML AR KA b M L 024 FH B0, BREEBRL R AN
PR B B S B 2 Mg sy, HFEZE MRS & 20 E E (PS-T). Hil oA Halim (4
PR ERL, BRI Sl TR, M. M. 5. FURE A MR 3.
AIFFFTAER, ¥ ELSURLCE To 4 M 35 1 758 0.01mg/ml I ERG 5% ADM % MCF-7/A 4 a1
BEMEMEH, HIEEECN 45 £, SXTIRAMEL, RN T 40N ADM IKEE, RBERS
TN 25400 MCF-7/A %t ADM K409 BlUsds: .

MCF-7/A #liffl 2 % 2t 25 25K MDR #3, 1 B2 3R9A P-gp S T 25 40, B2y
Yk P-pg B EHEH AL, AR N B 2 DIR A R R H P4 MDR R BRI e
YL ADM 2590 BEE DL Re S 24505 P-gp 2 DI REAIRE MR DL . SEBR WY /NF
MLHBIR S ADM & H 4h J5, BERHEIEIN T MCF-7/A 240 A P9 254903 B2 o 1t I A% B J0kr RE 411
il P-gp B EHIThRE, MR 25 AR ASRim it 7t E & PCR EE—HHEN], /NilE
P H-BURL e (E I 25400 MDR 1 mRNA /KFRak T, #E—Pur B4l P-pg Mh e K HE
T T4 e 4 I P 25 000 P R M R SBRE T 5 MDIR (0 2 U . 25 o B0 0 (I 2 2T
AR K ss A o IS ESWECE AR, RIESTHAT T K 62 /A oo 4010
MDR 1 mRNA ik, SXRAZERAH DEME (P<0.01), X AL S R—3. HRES ©
Xt JUR e R FLAR AR T ARAN SRS, R IUEBT OB (TTD) Al 25 5 (DRC) fig W .5
P25 =% MCF-7/A Ziffudgtt, JFRERS N ADM 76 MCF-7/A UM IR R, 1 X BUs i)
MCF-7/S #Hiffl A 52md, HEEVERUIC, X300 25 JaE P Bt 78 5 ik MDR J7 TR K 351R
KIEH-

Zx bRk, MREURL A B, AR — MU 258, R — P 251 5 . R,
FERE ST, PRERA S R FEBUM R E R, (RIS SORT DM A7), 2 sy T 254t
MR A AR, e AR m T AR, HEw-PENEE LM ERIEM, "z
I R B FH o
SEH
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