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MIF Xt it ADM A Z B3 922 48 g MCF-7/ADM
ERINTZEEEIER

EHE, RES, KR, RE, A
l.P AR RBEERMNER, Ki) 410008; 2. H w4 MEEKSH,
K 7 410006; 3. 1 5 k& HEE g 2006 S A% A3, Kb 410078)

[(HE] BH: XA Pk A4 A 5 k43T K 3k 8 B ( mifepristone , MIF ) st @t T & % (adriamycin ,
ADM) A SURRJ% 4m B MCF-7/ADM w25 4 82 F A, HiE: W F A B A E &40 5 wmol/L MIF 2 MCF-
7/ADM HR o)t 2h i AE4E R o MCF-7/ADM B H M A X THERKSHEBERE , 29 BA (NS 4) H
0.2 mL AR HRKEEESH +0.5 mL A m#EF ;ADM 28 % 5 mg/kg ADM L2 4 +0. 5 mL & J8 iy #
H ; MIF 28 %% 30 mg/kg MIF # § +0.2 mL 4 32 & KB F= 2 45 ; ADM + MIF 20 3% 5 mg/kg ADM BL S i 4% +
30 mg/kg MIF £ F , R KB IABHMBE L, ER:(1)5 pmol/L MIF 3f MCF-7/ADM 47 j 449 47 ) &
NF5% ,5 KR MIF @egips F R £2F L 4T FEFL(P>0.05), (2)ADM s MCF-7/ADM #m je
X dpal Fch 17,21 mg/L, st 3E @t 25 5L AR % 4m i, MCF-7 4w fl o9 3 39 4] & 34 0. 42 mg/L, ADM s+ MCF-
7/ADM g it dg £ FpH) AR FH T MCF-7 ¢4 £ 44 £ (P <0.05), (3)5 wmol/L MIF 5 ADM 3¢ 4 4 2
MCF-7/ADM #g & j5 ,MCF-7/ADM ¥ 37 4] & 4 1. 96 mg/L, ¥ 4% F % A ADM 4089 £ dp 4] £ (P <
0.05), i## ADM w2542 4 4 8. 78, (4) ADM + MIF 48 48 4k A2 [ (232. 5149 + 309.2377 ) mm’ ] 3 4% F
NS 2069 A (962.2309 £261.1313 Ymm’ ] (3 P <0.05) , &4& F MIF 2265 5@tk A2 [ (778. 2846 =
42.6919)mm’ ], & & F ADM #8452 4k #2 [ (508.9648 +16.2609) mm’ ] (3 P <0.05), MIF + ADM
W B R E A T8.0% . G5l MIF xF &b T 5 & 49 A SLIJE 20 JL MCF-7/ADM 1k A 5 34 77 i 3%
R,

[x@gRA] AFkawm;, MEEX; FETFEEIANLRB @A MCF-7; ##,; 2 %4
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Reversal effect of mifepristone on adriamycin resistance in human
breast cancer cell line MCF-7/ADM in vitro and in vivo
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(1. Department of Oncology , Xiangya Hospital , Central South University , Changsha 410008 ; 2. Department
of Surgery , Tumor Hospital of Hunan , Changsha 410006 ; 3. Postgraduates of Grade 2006
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Abstract: Objective To explore the reversal effect of mifepristone ( MIF ) on adriamycin
(ADM ) resistance in human breast cell line MCF-7/ADM in vitro and in vivo. Methods The
transplantable models of MCF-7 cells resisting against adriamycin were established in nude mice by
subcutanceous implantation to observe the reversal effect of MIF in vivo. The mice were randomly di-

vided into 4 groups: a control group ( treated with saline water 0.2 mL intraperitoneally and edible oil
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0.5 mL orally ) , an MIF group ( treated with mifepristone 30 mg/ kg orally and saline water 0. 2 mL
intraperitoneally ) , an ADM group ( treated with adriamycin 5 mg/kg intraperitoneally and edible oil
0.5 mL orally) and an ADM + MIF group ( treated with ADM 5mg/ kg intraperitoneally and mifepris-
tone 30mg/ kg orally every 3 days). Tumor changes were investigated after different drug treatments.
The reversal effect of 5 pumol/L MIF in vitro on the ADM resistance cell line MCF-7/ADM and non
ADM resistance cell line MCF-7 was determined by 4, 5-dimethylthiazol-2-yl ( MTT ) assay.
Results (1) The inhibitory rate of 5uwmol/L of MIF for both cell lines MCF-7 and MCF-7/ADM
was less than 5% , and it had no statistical difference compared with the group that was not treated
with MIF(P >0.05). (2) ADM could inhibit the growth of both MCF-7 and MCF-7/ADM , but
the inhibition concentration 50 ( ICy, ) of MCF-7 (0.42 mg/L) was obviously less than that of
MCF-7/ADM (17.21mg/L) (P<0.05). (3) IC,, of MCF-7/ADM of MIF + ADM group was
1.96 mg/L in vitro, which was significantly less than that in ADM alone group (17.21 mg/L) (P <
0.05), and 5pmol/L of MIF reversed ADM resistance with fold-reversal of 8.78. (4) MIF had
some effect on the inhibition of MCF-7/ADM cell growth in vivo, the xenograft volume in the MIF +
ADM group [ (232.5149 +309.2377) mm’ | was significantly smaller than that in the control
group[ (962.2309 +261.1313) mm’ | after the 4 week treatment (P <0.05) , and also smaller
than that in the MIF group [ (778.2846 +42.6919) mm’ ] and in the ADM group [ (508. 9648 +
16.2609) mm’ ] (P <0.05). There was significant inhibition on xenograft weight after MIF com-
MIF can ef-

fectively reverse ADM resistance in human breast cancer cell line MCF-7/ADM both in vitro and in

bined with ADM treatment in vivo, and the inhibitory rate was 78. 0% . Conclusion
vivo.
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B 5 3% (adriamycin , ADM ) J2& 7L % 98 1677 1
F 254, {EL L %8 20 i 19 2 25 Tt 25 4 o J2 ADM fk
J7OR M EE R R, 54k vl LR 2
2 245 9 245 &b 2 T3 35 I8 24 A I AIF T A B
K AR ] B ( mifepristone , MIF ) J&k Bt i B 117 4= 97 , i
REZWMM Tt AT, EXNILAHEE &Y
APPSR A, K BL MIF 75 (K S A7 796 5% i e
it 245 40 M 9 2 25 1 24 0 0 A7 BF g8 R W MIF £E
AR SN RT3 i g L DI 5L 98 4F 2 B DR I 25 20 Y
it 25 AE Py S B i b . AR BT SR e
i X it Bl 8 2K N FLR R 40 g MCF -7/ ADM. Al Hf: it
25 N3 IR MCF-7 LB, 25 5 M A0 3l 5 4% 3
MIF % MCF -7/ ADM £ Jitd s 245 335 5% 19 /5 ]

1 ME5HE
1.1 ##

it B 2 25 N FL R i MCF-7/ ADM 4] fifg 1 I Tiif
Z§ MCF-7 4 e W9 A L % & # A ", MIF

(10 mg/ J) Ay Wi VLA 38 ) 25 1 6y A BR 2w 7= i,
10 mg/jffi ADM fy W VLI 1E 25 )b 7™ 5 o 4 J8 1% 4R
(24 O MEVE, AT 10 ~ 16 g) H g K7 58
5 g Wy 2 B AR AL R 3R T v p K A SE R sh ) A
SPF R sh ¥y S5 2= N o
1.2 F&k
1.2.1 w@mmpii

MCF-7/ADM F1 MCF-7 48 Jfd 1% 35 T & 10% X
WM WE, 1 pmol /L ADM , % 2% % 100 pg/mL,
B R 0.1 mg/mL [ 1640 5557 5L, B 10 AR B |
37 C 5% CO, WG FAE 1, & H W40 ff 2= KA
B BRI D-Hank s & ¥ U8 J5 0 , 40 I K 3
HZEIE, IBREE AL, 2 ~3 d &R, B B
< I09 240 e o) R ER  E R TR
1.2.2 w748 R4 % k% n MIF @ e & %
R

It B0 A4 K 1 () MCF-7 J% MCF-7/ADM 4
i, A1 0. 25% Jge 25 1 T Ak 8 A Y R W, LA
RPMI 1640 1 37 3t 8 # 40 i B 980k b1 x 10°/mL,
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AT 96 fL#R, 100 pL/fL, A& H 5% CO,,
TR EE 37 CHEREEF A P 5 24 h 504
RIS o PIRR A MY A AL (N B A A ) LX)
PR AL (32 Fh 40 B IF iIn A RPMI 1640 K5 57 %) fil 5K
B 20, S0 2 A H2E Fh4H M, im A RPMI 1640 3; 5%
FE 0 A I R R I AN MIF ¥k AR [a] L4y 5,10,
20 F140 wmol/L MIF ¥k F 40 , BNk %5 3 N &
LR TR RN & A 5% CO,, 1 FE i,
37 CHEME B FRAE P EFRT2 h, & LY A g H
iy & M W% (4, 5-dimethylthiazol -2-yl, MTT ) & &
(5 mg/mL)20 pL, it AKEFRA G F 4 ho WAL %
LB W, M 150 pL () = H B W7 AR ( dimethyl
sulfoxide, DMSO ) , #E 7% 15 min, 75 43 7& fit 4% &4,
il b5 AL I € 570 nm 3 K B OD fH, B 3 4> fL 1Y
OD 8 ¥ %, & 2~ =X i1 55 40 M 510 ] % ( inhibitory
rate, IR) ;IR = (Xf M40 OD {4 - SZE 41 OD i)/
X RE41 OD fH x 100% , DL 35 90 il %4 Y #l1,
MIF ¥ B o Xl 43 5310 22 il MIF Y J32 X5 P b 20 i 41
il 22 0 O B . A ML IR BN F 5% 25 W)
W EE AE S MIF /9 JC 3 7 &, JOF % 0k 1F Oy i3 5%
1.2.3 MTT % #% @ ADM ¥ MCF-7/ADM %
MCF-7 41 it 84 & P 3R B

Z M1, 2.2 [ 07 35 SR AT 40 B 1% 3% A ar 4L, k)
HEZH AN fin ADM , SE30 41 43 %) 4 0.01,0.1,1,10,
100 mg/L ¥k B () ADM {8 MIF, 4 4> ik i i &
3N AL BEARACIN E OD i 24 %k, 1 58 4 i 40
IR, 22 s B B w5 R 40 i X ADM ) 50 %
4] 4 BE ( 50% inhibitory concentration , IC,, ) , i} &
MCF -7/ ADR 4l jifg ) it 25 15 %5 .
1.2.4 MTT ;& &£ MIF 3f MCF-7/ADM g j, @t
ohtk 8y iF S AE R

ZR1.2.2 (07 B HEAT A M 85 SR OF A A, SR
B2 N4/ 0.01,0.1,1,10,100 mg/L ¥ B 1
ADM 41, [Al B} 72 & W BE AL P ¥ m A 5 pumol /L 1)
MIF %%, B A~ B 8 3 A~ E L. ik oD fH,
TES W D 4l g xF ADM [ IC,, , 45 45 B ADM i
R oS (O T o g
1.2.5 MCF-7/ADM % e # # 5 A 55 F

K X8 Hie A= K 40 40 i ) A 5 A i R, LT T
1640 B JEVE U 3 W, JF PR 4 40 M vk JE 21 x
10° A~/ mL, 76 88 TAE & P9 kA7 48 SR T Fh .
PLTB 25 £H o g Bl i AL B R S T
(EBOM A FEAL) , B HREEM 0. 1 mL, & 40
MK x 107 A~/ 45,29 10 d 2247 75 B2 T B i 32

KN b T TUAL B 0 5 RS A R R AR KD .

PREL B S BE LAY 4 41 MIF 41, ADM
20 L ADM + MIF 2 F1 %) B2l . x) B2 B8 s v O AR
FiEh K 0.2 mL + €A 0.5 mL ¥ H ; MIF 41§
s VE ST A £ K 0.2 mL + MIF 30 mg/kg 3 ;
ADM 41 i & 1 & ADM 5 mg/kg + & F il 0.5 mL
WEH; ADM + MIF 2H ADM 8 i iE 5 5 mg/kg +
30 mg/kg MIF £ 15 . &3 KA 251k, T4 .
FHUAT G o R R PR E . B3 R L bR R R
RS KN, TSRS AR AR R, 4 ) AR K il 4R
ICSRAN I 25 55 . T U459 LA S0 HE I 13k Ak B 4
SR, VIR AR, 10% v FJE B a2 o DA X HE 4
P9 R B (R o o ) WYA 7 AT B AR B (R I ) /
Xof HECZH S 2598 PR R (R B it ) x 100 % 2 #9 2%
1.3 %itsam

R SPSS13. 0 G it 3 it 47 G ik 2 b B,
TR LE R AR = bR 22 (v 2 s) o, Bliss 3
TIOAIC,, fH, M BOHR L3R A e 40 i, 2 41
KA 18] 0 LA CR FH B R O 25 0 B, K I K U o
=0.05,

2 & X

2.1 MIF 2 MCF-7 % MCF-7/ADM #m it 44 %0 Je
MR R o T

MIF %} MCF-7 i MCF-7/ADM 4 jits ¥4 45 411 1§l
YEFI . MIF fEF1 72 h J§,5 pmol/L 41 (% OD {5
XfHH E W R %E R (P >0.05),{H 10 pmol/L
24 .20 wmol/L 4 .40 umol/L 20 OD {H 5 X} M 41
ARFEER(P<0.05); 3 H, KW EHZ WL
BAGI#EX(P<0.05)(%1), 5,10,20,
40 pmol/ L MIF ¥ W& /E I T MCF-7 408 72 h )5,
IR 45 HK3.17% ,7.74% ,25.96% ,35.10% ,{E
M F MCF-7/ADM 40 ffd 72 h J5 19 IR 4 5 K
2.23% ,11.72% ,22.25% ,30.30% (£ 1), &
B AW H S A & B, MIF ¥k B2 55 75 Ff 248 ) i 40 161
FHZEF(P<0.05),BF MIF ¥ 5138 K, 0
il 4R, 2R RO O R, B, 5 pmol/L
(TR <5% ) Wk JC 40 Jd o5 78 9] &, w0 f AR O i
A 10 5 0 VR EE
2.2 ADM x+ MCF-7 & MCF-7/ADM #m jif &4 m e
VR R T

ADM X%} MCF-7 4 i 1 MCF-7/ ADM 44 it ¥4 f
AR T o BRI R O 22 00 A A, S VR Z IR Y
OD HE AL A% (P<0.05), %4 ,0.01,0.1,
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1,10,100 mg/L 4 2 [ H 25 (P<0.05), &~
[F] ¥ & i ADM 4 A T MCF-7 4 g 72 h J5 1y IR
sy Bl N 23.93% , 42.00% , 60.37% , 69.50% ,
78.75% , Ti MCF-7/ADR 41 Jfg f9 IR 4% % N
3.58% ,13.70% ,5.61% ,34.74% ,81.72% ( %2) .
B2 [T 53 B % W] . ADM ¥ B Ig {H 5 MCF-7

1 MCF-7/ ADR 4 Jifd (% 410 ] 28 2 [8] 77 76 B 4k K &
(P<0.05),RBIBEAH ADM ¥ & Tg & 9 35 K, #0
(B 1,2) . MCF-7 40 s xb ADM 1y ICy, Ky
0.42 mg/L, MCF-7/ADM 4i ity X} ADM i 1Cy, A
17.21 mg/L, MCF-7/ADM 41 il 4 it 245 1% %0 N
41 1%,

*1 AERE MIF 422 MCF-7 1 MCF-7/ADM ZHff OD {E#1 IR (x +s,n =18)
Tab. 1 OD and IR of MCF-7 and MCF-7/ADM cells in the different concentration MIF treatment groups (x +s,n =18)
MCF-7 CF-7/ADM
265
oD {8 IR/ % oD {H IR/ %
papitstiil 1.016 £0.030 0.00 £0.00 1.002 £0.020 0.00 £0.00
5 wmol/L MIF 2 0.968 +0.050 3.17 £1.46 0.974 £0.010 2.23 £0.55
10 wmol/L MIF 4 0.923 £0.080 " 7.74£1.11" 0.883 £0.020 " 11.72 £1.15*
20 pmol/L MIF £ 0.774 £0.030 " 25.96 £5.95 " 0.778 £0.100 * 22.25+4.92*
40 pmol/L MIF 4 0.649 £0.080 " 35.10 £3.73 " 0.697 £0.040 " 30.30 £3.75*

EXFRE4E(0 wmol/L MIF) 4%, * P <0.05,

R2 A[EiRE ADM 4IEZH MCF-7 1 MCF-7/ADM ZHf@ OD {&Ef1 IR(x =5, n =18)
Tab. 2 OD and IR of MCF-7 and MCF-7/ADM cells in the different concentration ADM treatment groups (x +s, n =18)

MCF-7 MCF-7/ADM
21 51
oD i R/% oD {f R/%
it R 2 1.025 +0. 090 0.00 0. 00 1.010 £0.040 0.00 0. 00
0.01 mg/L ADM 4] 0.760 £0.010 * 23.93+1.40* 0.942 +0.010 * 3.58+0.61*
0.1 mg/L ADM % 0.583 +0.030 " 42.00 +1.44* 0.862 +0. 060 * 13.70 +2.51 *
1 mg/L ADM 2 0.398 +0.020 * 60.37 +2.20* 0.944 +0.040 * 5.61+4.25*
10 mg/L ADM 41 0.305 +0.040 * 69.50 +4.32* 0.653 +0. 160 * 34.74 £1.57*
100 mg/L ADM 4 0.216 +0.030 * 78.75 +3.43* 0.183 +0.080 * 81.72 +2.66*
5% HR41(0 mg/L ADM) H#%, * P <0.05,
100
100+
90 | {-13.714X+51.91 90
801 R*=0.9707 _~% 80+ .
70 » 704 ¥=17.744X+27.844
S 60 60 | R>=0.7431
i A of
= ) Ly 40
4B - —_ -
= - 40 = 304" *
‘/"/ 30 = ’/ﬁ
20
10 . e i 190
. 8 . . -3 -2 -1 —10¢ 1 2 3
-3 ) -1 0 1 2 3 -20
ADM ¥R Ig (8 ADM & () Tg {5

1 ADM iR EH Ig {5 MCF-7 faME RaE B,
Fig. 1 Scatter of Ig of ADM concentration and inhibitory

rate of MCF-7 cells.

2 ADM REH) Ig {5 MCF-7/ADM 40 fi 31 1 2= 19 &
=E,
Fig. 2 Scatter of Ig of ADM concentration and inhibitory
rate of MCF-7/ADM cells.
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2.3 MIF %t MCF-7/ADM #g it st 2 1 44 i 464 A
M3 AL, 5 wmol /L MIF 5K [ v B ADM
BE A 4L PR MCF-7 1 MCF-7/ADM #4800 72 h J5 , ™
Filr 20 Jifd %k BR 240 19 OD {5 AN [|] #k &£ ADM 2 A 1]
225 b s ADM Y& B2 Y s, B9 Fh 48 MY OD
8 F R 9 B, Ak E ADM 40 2 [A] i) OD {i th
AW R ES (P <0.05); MCF-7 4i i #% 40 IR J»
14 0.80% ,49.50% ,68.63% ,88.57% ,97.47% ,
MCF-7/ADM 4 §g & IR 4> % & 4. 87% , 14. 63% ,
37.77% ,82.17% ,83.83% , % Bliss %1t , 4

MIF 4t # J5 MCF-7 40 Jfd X} ADM 4 IC,, A
0.29 mg/L., MCF-7/ADM 4 i X} ADM f{) IC,, Ky
1.96 mg/L, MCF-7/ADM 4i ffi xf ADM [# IC,, 7
MIF + ADM 4] ¢ ADM 4 B & F % (P <0.05) , 3%
EEARRCR 8. 78, {H MCF-7 41 i %F ADM [ IC,, 5
MIF fgim A5 R/ HES LRITEBE X (P >
0.05) , Wi %y 1.44, i A MIF 5 MCF-7/
ADM 48 ffd 5 MCF-7 4 ffg iy 1C,, A W 3 ¥ 2 =
(P<0.05) (% 4,K 3,4), KW MIF f i %
MCF-7/ ADM 4 Jits 1% it 25 1

%3 5 pmol/L MIF 5R[EKE ADM EX & 4b3EH MCF-7 #1 MCF-7/ADM &) OD {&#1 IR (x =5, n=18)
Tab. 3 OD and IR of MCF-7 and MCF-7/ADM cells in 5 pmol/L MIF and different concentration ADM treatment groups

(xxs, n=18)
MCF-7 MCF-7/ADM
215
oD {ii IR(% ) oD {i IR(% )
Xif HE2H 1.025 £0.090 0.00 £0.00 1.010 +0. 040 0.00 £0.00
0.01 mg/L ADM £ 0.990 £0. 020 * 0.80 £1.05* 0.951 £0.030* 4.87£2.53*
0.1 mg/L ADM 4 0.506 +0.010 * 49.50+2.76* 0.854 +0.010* 14.63+1.16*
1 mg/L ADM 4] 0.314 £0.070 * 68.63 +1.81"* 0.626 +0.030 * 37.77 £3.72*
10 mg/L ADM 41 0.114 £0.050 * 88.57 £4.25* 0.178 £0. 060 * 82.17 £5.47*
100 mg/L ADM 4] 0.025 +0.100* 97.47 £1.11* 0.161 £0.080 * 83.83£1.96*
5% A4 (0 mg/L ADM) H4¢, * P <0.05,
%4 MIF 3t MCF-7/ADM 4l it 255 (x =5, n =18)
Tab. 4 Reversal of multidrug resistance in MCF-7/ADM cells (x =5, n =18)
IC5y/ (mg/L)
43 S
ADM ADM + MIF
MCF-7 4] 0.42 £0.11 0.29 £0.52* 1.44
MCF-7/ADM 4 17.21 +0.83 1.96 +0.47* 8.78
MCF-7 41 Li 4, + P >0.05; MCF-7/ADM 414 Lb 48 #P <0.05,
1007 e 100
90 Ve 90 A
o /23 241X+60.994 50 ’ i
709 Yoo o 70 #
" R=0.9148 7 60 4
S 6 & so| 1 =22:546X+44.654
5 ¢ /501 B ol =09286
= j = e
= “ g L.
3 20
207 VAT
101 i o : :
1 ‘ 0O | 1 _10
3 2 o 1 2 3 -3 2 - 1 2 3
ADM ¥RIEM 1g {8 ADM ¥REEI 1g A
3 5 pmol/L MIF 5R[EiK & ADM 412 MCF-7 i/ E4 5 pmol/L MIF 5[k E ADM 4tiE MCF-7/ADM
MHERE =B, M EIMF R R E,

Fig. 3  Scatter of the inhibitory rate of MCF-7 cells after
5 pmol/L MIF and different concentration ADM.

Fig. 4 Scatter of the inhibitory rate of MCF-7/ADM cells af-
ter 5 pmol/L MIF and different concentration ADM.
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2.4 REKRARE
2.4.1 BALBH & F T

MCF-7/ ADM 4 g 45 0 T B R B, 1 A A
A IR R BT D0 6 B AR L 20 HURR BROBLE L R R
83.33% (20/24), 2 KA # B 2R A S
TIET:, o5 2 KR U B AR TH IR . % 4 9 W0
B, REEDE , Brah rp 45 RG0SR EBOE KL
T BT D i i A B 8% B R) A RE K R
AL I, U1 RS 3 RN O b AR R O
55 BB 2R GE 0 B BE 25, % R4 R AR B
(962.2309 +261. 1313 ) mm> , MIF £ Jy ( 778.2846 =

PIREAR (¥ P <0.05) , ADM + MIF £ il j§f % .
FHLOADM iR Z (£S5, EIS5A) o &4 HE i & i
A3k X BE 4 (0.91 £0.23) g, MIF 41 (0. 76
0.47)g, ADM 41 (0.48+0.17) g, ADM + MIF 41
(0.20 =0.38) g, il R4 MIF 4]
16.5% , ADM 4147.3% , ADM + MIF 41 78. 0% .
B MIF 21, % F 25 419 E AR T2 A X R4 (P <
0.05), ADM + MIF # % & 4 ¥ fl MIF 5 s
ADM ZHfE (P <0.05) , ADM + MIF 2H #1988 & &
FELOADM 4Rz (£5),

JEBE T B AE R A0 S R B S, 40 i RN B

42.6919) mm’ , ADM #H J (508. 9648 = 16. 2609 ) BR— HEFZE AL, 0 A% R IR e AW K
mm’ ,ADM + MIF £ (232.5149 + 309. 2377 ) mm’; 3 b 5 6 o . 5% B0 7L 5 968 o6 B0 241 40 2 45 4F . %% 41
A 2H 8 A BB R 4y W) o MIF 44 19. 1% , ADM B M0 e IR 25 A 22 7, 5 1 %) IR O AN e 1Y

20 47.1% ,ADM + MIF 41 75.8% . [& MIF 41 4},
HHGHBEBRYMTXFHBA (P <0.05),
ADM + MIF 41 98 {A& FU 4 5o MIF 2 Fil 5 H ADM 2

ElSs BEBAAREFEL. AREBEE2E. 1~

/s B XTI LIRS

PR W], B8 R P RT LR R MR 4 i, ADM
AR A /N KRR SR AE , ADM + MIF 21 8 41 41
(KI5B,5C),

AL R B R BE B TC &5 R 4R

o - - ‘}‘ .

. & - T

3 ¢ ,“,.“'I-_.'

| Wins . 3’5-‘*9 4
W b 13 SRR

%
¥ - \- W ‘:17;..._ ¢
f_:l_i'/’z .i" g f? Vs

4 53Rk B4  MIF 2 ADM 2H F1 MIF + ADM ZH B8 AE e AL AR K
s(HE, x100) ; C:MIF + ADM 54 4U5 B AE (HE, x40) , BB F LR IRFEIX

Fig 5 Histopathology of xenograft in nude mice. A : View of xenograft in nude mice. Line 14 shows the xenograft size in the con-

trol group, MIF group, ADM group and MIF + ADM group; B:Morphology of xenofraft tissue in the control group (HE, x

100) ; C:Morphology of xenofraft tissue in MIF + ADM group (HE, x40) , arrow show necrosis area of tumor.

x5 J[EABEBER RERMER(X+s, n=16)

Tab. 5 Tumors in size, weight and inhibitory rate in each group (x s, n =16)

A5 ABY/ mm?® R/ % Foht/g e
Xof HR2H 962.2309 +261.1313 — 0.91+0.23 —
MIF 2 778.2846 +42.6919 19.1 0.76 +0.47 16.5
ADM 21 508.9648 = 16. 2609 * 47.1% 0.48+0.17"* 47.3*%
ADM + MIF 44 232.5149 £309.2377 * 75.8* 0.20 +0.38* 78.0*

5] IR AR R AL LL AR, = P <0.05; 15 MIF 4RI A LR, #P <0. 05,
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Fig. 6 Growth curve of xenofraft in nude mice in each

group.
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B A0 A5 2 5 MIF Sof B 5298 i 25 41 4k
PEAT RS20 i B PRI, 25 R R B S5 wmol /L MIF
X 4 i A T e (LA P 9% 0] = i MIF B2 2
U WO N TR SRR el I [ S A o
MIF 347 I i 245 40 i K562/ HHT 1 44 il %5
PEIR S, R MIF X 3% 40 i A= 4 3 361 2% 0 5% i 2
AR, 5 wmol /L MIF X 41 Jfg A= 4 i # fh %
INT 5%, R %R B AR Sy MIF (1 396 5% it 24 1 .
AW ¢ A B, MIF G i %F 3 if ADM ) MCF-7 24
Ji 38 & % Tif ADM [ MCF-7/ADM 40 i ¥ 5 — &
ST s R (S T S i o 1 O <l
R, AN 3 K. 5 wmol/ L MIF XJ 1 Ff 4 Jifg
F 3R BN TF 5% , 5K A MIF 415 ) il 5
WA G EES . B, LS pmol/L 2 MIF (¥
JCRE M A, OF DL vk B 5 A% 3R e T 2 40 M Bk

MCF-7/ADM 1 ifif 25 ¥, 5 2 B fE 3 & LA —
o 5 wmol/L MIF X 41 g /Y £ 47 JC 52 i, & W it
We FE Y MIF JC #2301 98 4E 1, £ 22 i il MIF
PR ADM X fib 96 2 i ) 80U P DA A ) e e
T AVER

AR KBS pmol/ L MIF fE 5 3% MIF fE
$& = A B GLC/sbn30 41 Jf 4 4% B 4% 5 ik BE
10 wmol/L MIF fE4% & 2 %,25 pmol/L 7J 42 & 3
¥, fg ik 2 BB A0 M N 19 R B I 5 pmol /LY
MIF fig W] 5. K 1K i 245 40 e GLC4/sb30 Xf K & #i
B A 1C,, , 422 3 BB 40 g B9 1C5, {4 o Freeburg 25"
KW, 1.25 ~10 pmol /L ) MIF BE 30 % 51 51 9% i
2l 20 i AR T 24 P, HG G o R S ) o A 1
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T M K F, 24 MIF 3k FEAE 10 wmol /L LA | B,
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R R - AR W I W AR . AER
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17.21 mg/LIEAR & 1. 96 mg/L, i % 8. 78 1%,
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TR AR 2 R AT S R A R e R A A
K R AS BB T 32 19 Bk i, JF H MIF & 5t B
— 3 I T R A, A e B AR I R L TR

MIF 2 e i W 0 43 26 90, o i R 3 R 2R
T Y. BEE X MIF {F 25 3R I HL G A A 9 o
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P Ah e F RS & B, MIF 1 4T e 98 T 24 4
JH AT AE 2 ok S0 i PR A (p-gp) M ALIT AW
A HE 6T 22 25 T 25 2 1 S5 LA I 40 e 25 )
VR BE TG Bl 22 T e Ak A5 BIL T 6 % i 24 4 M
T 2 4 R P B A A Ah S
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