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[ ZE] H B"J : IR NBER A FE A -7( melanoma differentiation associated gene-7 ,mda-7 ; X FK IL-24 ) X312 P 410 g
U K562 I vE . 773 : I RT-PCR SRl 11 A% 1l 2 G0 IR 40 32 mda-7 2 A (%% s ot . R g ik
YL R Y B A AR IA A pTarget-10-24 %44 K562 4fiffl, L RT-PCR Fl Western blotting 7 A il % 4 1) K562 4 Jfd
mda-7 WIFEIREI ;3850 MTT ¥ B KIESLE R AR  Annexin- V/PL I mda-7/1L-24 %+ K562 41158 A% 40
L3100 8 T ) S 5 AR SRS AR AR L SE mda-7 %) K562 ANMIAS AR BTATTVE T . 45 RS « 16 11 A3k 1 2R 56 0k b g 40 i
Z( NB4 ,HL60 ,CEM ,Namalwa Jurkat \KGla U937 K562 .Ramos .J6-1 \HEL 4ilJitd ) o 3% 45 45 0 ) 52 9 mda-7 ZAKKIFIE . FEYL
mda-7 1) K562 ZHHIAE 3% K35 mda-7 mRNA B AR 5 L 554 Yoo 2R ARG YL i) K562 A AAR L , 40 M358 1 T L R %
TEIRAE ST R P <0.05 ), 41 M J I BRI T G,/G, WI( P <0.05 ), (H 4N I8 T R B4 W B A8 k. # B Y S50 E S T
mda-7/1L-24 W] AMH K562 MRS A P <0.01 ). 4518 mda-7/1L-24 %} 11 M5 40 i 3 K562 HLAT W 5 1 44 g 41 4 1
YEH IZVER S mda-7/1L-24 SIERAEH Y G,/ G, BIBHAA 5.
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Inhibitory effect of human melanoma differentiation associated gene-7 on chronic
myelocytic leukemia cell line K562

YANG Bin-xia, MA Xiao-tong”, DONG Cheng-ya, ZHANG Fang, LIN Yong-min, DUAN Yong-juan ( State Key
Laboratory of Experimental Hematology, Institute of Hematology, Chinese Academy of Medical Sciences, Peking Union
Medical College, Tianjin 300020, China )

[ Abstract ] Objective: To explore the inhibitory effect of human melanoma differentiation associated gene-7 ( mda-7/
IL-24 ) on chronic myelocytic leukemia cell line K562 in vitro and in vivo. Methods: The expression of mda-7 receptor
was examined in 11 malignant hematopoietic cell lines( NB4, HL60, CEM, Namalwa, Jurkat, KGla, U937, K562,
Ramos, J6-1, and HEL ) by RT-PCR. Then the constructed pTarget-1L-24 eukaryotic expression vector was transduced
into K562 cells via Lipofectamine reagent. The expression of mda-7 mRNA and protein was verified by RT-PCR and
Western blotting. MTT assay, colony forming assay, flow cytometry, Annexin-V /Pl and xenograft tumor models in nude
mice were used to assess the effects of mda-7 on tumor cells proliferation, colony forming, cell cycle, apoptosis, and
tumorigenesis, respectively. Results: The expression of mda-7 intact receptor was not detected in the 11 malignant hema-
topoietic cell lines. Significant expression of mda-7 mRNA and protein was found in K562 cells stably transfected with
mda-7. Compared with control cells transfected with plasmid vector or untransfected cells, cells transfected with mda-7
had decreased tumor cells proliferation ( P <0.05 ), inhibited colony formation ( P <0.05 ), and more cells were arrested
in G,/G, stage ( P <0.05 ). However, there was no significant difference in cells apoptosis between control cells and
K562 cells transfected with mda-7. Tumor xenograft models in BALB/¢ nude mice showed that mda-7/1L-24 significantly
inhibited the growth of K562 transplantation tumor ( P <0.01 ). Conclusion: Human mda-7/1L-24 can efficiently inhibit

the proliferation of chronic myelocytic leukemia cell line K562 in vitro and in vivo, possibly by inducing K562 cell arrest
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1995 4, Jiang %1 R BT — Nk P ——R
2 A A 56 3 [H-7( melanoma differentiation asso-
ciated gene-7,mda-7 ), XK 1L-24 . 5 il e 4 B Jos
FEFR IR Ad. mda-7 8§ mda-7/1L-24 F K1 g
YA ST FR 3k, T I A 22 b S AR G PR R L FLAR
S T e SR A5 E M I | SR RS B
BRI A K P BESE R B, Ad. mda-7 BR ST T
P53 Rb FE DRI g 40 B0 T A1 , 2 10 1) e o
T, YT e 240 L X 30T AR B TA T Y R
PEOI3T AN A3 WA mda-7/1L-24 3 A L) i
Z A& 1L-20R1/1L-20R2 F1 IL-22R1/1L-20R2 7 558
SURIBLIPRE S5 RN . mda-7/1L-24 R 3 1fiL
RGP VR IR SE M /0 . AR SER SRR T
YEFHREI T mda-7/IL-24 1 11 4~ A3 Il 2 58 %44
PR A i 28 B R 3k, 45 SR & B T mda-7/11-24
Sk Y B mda-7/11-24 (30988 38 R B R o, iE—
ST & B mda-7/1L-24 %} Burkit #k U0 24 il &
Namalwa HA B8 (4 g 3041764 2. {H mda-7/
IL-24 5F [ 00995 200 A6 A 1 P v JC i . AR B 28
R T 3 0l FR G I A R v mda-7/10-24 5%
PRI IR RGO, IKe 40 AT 1) H 21 A% R 2 AR
Yug PR R 40 I AR 40 i R OKS62, SE R
mda-7/IL-247F 11555 40 A H 1) 2 F e 3Rk s R R
LE e 4 it A A 3G B ) AR SR VR TR e
F7JeTe 40 308 T 7 T R AR SRR P R KON, P
mda-7/11-24 1€ F U5 H TR VR

1 HRETE

1.1 ##

E. coli DH5 o AR, A ZE IR FF. K562 J2 M [H
A R L 1 I R R A R K R R
A IR AT R . NB4 J& T A 24k (A 1l 4
Jitd, HL6O J& T A R4l 2ok (H s 41 i, CEM J& T
AT 40Af 1197 , Namalwa J& T Burkitt’s 3 [958
YA, Jurkat J& T N T bk C 40 Hd 9 i 4008, KGla
J& T 2B RETE MR AN, U937 J& T A ZH 2140
R R 4B ( B WEZHAE ), Ramos J& T- A B IKEL 40
JiL, J6-1 J& T 5 A% 240 B 1 I 40 i, HEL J& T A 41
FIATME MR A0 o DL 0 R AR = % 8
DA AR X I 28 6 3k P R 40 it 2R % % O 1 8

melanoma differentiation associated gene-7( mda-7/IL-24 ); gene therapy; chronic myelocytic leukemia;
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F%:RPMI 1640 75 10% Ji5 4 L7 ,2 mmol/L 4% 2
iM% 100 TU/ml A5 82 1 100 pwg/ml MIEERZR )
37 C 5% CO, WAt 53¢ . BABL/c BRI, HEME, 6
Jis W B ZE R B B B S g sh ol [ s 3)
YA KEAIES : SCXK( 42 )2002-002 ], ELAZ F ik ik
pTarget I H Promega /A 7], pTarget-mda-7/1L-24 H
A HEE !, RPMI 1640 14 [ GIBCO A, 4 I
THW B E B2 B2 B2 O 5T T R A F
EXTaq B . FR il 1 AN VI ( BamH 1 . Sal T ) H
TaKaRa A7), T4 DNA G A Invitrogen NP
g A4 Lipofectamine™ 2000 ) ,OPTI-MEM , G418 1
H GIBCO BRL 2\ ], /Iy Jiz A 42 B0 ) & 8 A
TaKaRa A F], B &AWL E 2-FFL 20 A R4 %
TRIzol MML-V ¥ #5555 & 14 A Invitrogen N
JiE [ R FR & B QIAGEN 23 A, ECL k2% & ik
R B S R AEY A, MTT . DMSO 14 A Sig-
ma /3 F), Annexin- V /Pl JH T3] & H Invitrogen
INTE], YL [ Marker( AH X4 F & 20 000 ~
118 000 )W H Fermentas 237l o /NMRITA 1L-24 Hifg
W4 F ZEE R&D system A= ¥4 ARF B ], BAR B bR
CWEESTNR 16 W H AL 2 S AE DB A R
NS
1.2 31446 m

MR SCHR IR B 18 mda-7/1L-24 FEH F51 K PCR
PRIMER 5 MUK 4 4 Bh %3519, mda-7/11-24
FESE BRI 51 9 7 5 k. g 5'-CGA CAG CCT
CTC AAA TGC AG-3', Fiif 5'- GCT CTC CGG AAT
AGC AGA AAC C3'; 9 = WK B ok 462 bp., 1
N B-actin YE RN Z B, ¥4 Ry [iF 5'-CTA CAA
TGA GCT GCG TGT GGC- 3, Fiif 5' -CAG GTC
CAG ACG CAG GAT GGC -3'; ¥ 34 i Bt K & 270
bpo Neo J& A # i 51 ¥, LUE5I¥):5'-GGT GGA
GAG GCT ATT CGG CT-3" , FUiF5|4):5-GAT AGA
AGG CGA TGC GCT GC-3'; ¥ 34 F Bt K & 627 bp.
mda-7/11-24 ZEK W 51 9 - IL-20R1 = L iE514) 5'-
TCA AAC AGA ACG TGG TCC CAG TG-3', F 5|
1 5'-TCC GAG ATA TTG AGG GTG ATA AAG-3';
IL-20R2: i#51%) 5'-GCT GGT GCT CAC TCA CTG
AAG GT-3', T 5% 5'-TCT GTC TGG CTG AAG
GCG CTG TA-3"; IL-22RI: L1514 5'-CTG ACA
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CAG AGT TCC TTG G-3', Fiff 514 5'-CCT AAG
TAG GTG ATC TCG G-3'. VU L5149 h b st BmAk
A At
1.3 RT-PCR # | # o & % B PE Y 75 20 6 2
mda-7/11-24 %Ry R A

FiH U TRIzol 1250 &5 B2 HUAH ML RNA , #2 1]
Invitrogen 23 7] M-MLV 338 % S 7™ i 1 B 1 447 07
PS4 i DNA. PCR 738 52 W 4 1F . 94 °C i
505 min;94 °C x 1 min, 57 °C x1 min, 72 C x 1
min, 30 MEH 5 72 CHEMH 7 min, [L-20RI | IL-
20R2 L IL-22R1 PB4 F= 4K B 435l 392 bp 406
bp 1345 bp.
1.4 Frkeeg 2RI

Fi i TaKaRa 2> Rl SR B2 HOR R & 45
AT, B2 4 ml B4 500 x g #5005 10 min, 57
g 250 wl WA AR 1 EEDLEE, InA 250
wl ZEIRBCE TR I, IRFEENR S 4 ~ 6 K, b
B S mine MIA 400 pl PKIA BRI, IR
FIEEIR ) 4 ~6 ¥K,12 000 x g B5.0> 10 min ¥ 3
R B AP, 12 000 x g B0 1 min, IR . KF
500 wl RinseA AW B 4E,12 000 x g #§.L> 1 min,
FEUEWE ; FHH 700 pl RinseB BEMEFAAE 2 ¥, 12 000 x
g B0 1 min, FRUEWE . BB ZE T T 1.5
ml Ep % I, ILA 30 wl 257K, ZH T HHE 1 min,
12 000 x g 250> 1 min, PEBLH DNA HI 550530008
FEAST BT B IR AT 4 CH AL
1.5 Zahoisi

g AR % YL % pTarget , pTarget- mda-7/1L-24
53 5% g K562 4l ffl, 2 M Invitrogen A 7] Lipo-
fectamineTM 2000 7= Ui BT . FEU 24K 24 Lk
HhE Rl K562 41,5 x 10° /L. 4 DNA-Ji A=
G A R 50 pl JCIE OPTI-MEM 35 5% 5
A1 pg BURLR IR ST s W B 2 50 wl JCIiLTE OP-
TI-MEM 5723 /A 2 pl Lipofectamine™ 2000 2%
RALZIRWE S min; WA A FIFEWR B, =R
20 min, ¥ DNA-A5FIARIRA YN 24 FLAR 0 40 A B
W ,37 °C 5% CO, 1BANRE TR, U548 h
FA GA18( 800 pg/ml ) Ui & BH 1 20 Ffd . 95 8 /5 26
14 K IR R i i B v e
1.6 bk % mda-7/1L-24 B % ik 69t m)
1.6.1 RT-PCR 4 | 2 B &y & 3k $2H040 5 &
RNA 2ff Fab g6y H AR B i a4 5 , 1 TRIzol
R BRI L RNA . ¢DNA & i : % #8 Invitro-
gen 23] M-MLV 33 5 55 il 7 it vl W 5 HE 72 7 1k 3
Bk, PCR ¥ HG R Z5 A% : Neo BEPH :94 CHUAEE: 5

min;94 °C x1 min, 57 °C x1 min, 72 C x1 min,30
MER G, 72 CIEMH 7 min; [L-24:94 C A 5
min;94 °C x1 min, 58 C x1 min, 72°C x 1 min,30
AMEA G, 72°C LEH 7 min; LA B-actin iy XTI,
P38 R BEK 270 bp.

1.6.2 Western blotting £ Ml & & B %k &
1 x 1074l PBS ¥ 2 ¥, il 400 pl 4% ,30 min,
AR 3 U, B 10 s, T4 C R 5000 xg Bl
20 min, JZ4E 135 ,10% SDS-PAGE Hi Uk J i fil§ iR 41
YRR, 5% BUIRWRY 2 IR BT 2 b K B S 4 et —
Pl BPTA 1124 B BEPLIA )4 CHE LK, PBS-T
ZEREIE 3 YR, AR 15 min KRS B Sk )
FiEFRICH LT 1gG 37 CHRE 1 h, PBS-T $EME 15
min,3 X, % ECL fb2= 2GR & i i e,
1.7  MTT %4 i 75 4m fe 3% 78 4%

W E I 1 50k 2 5 Y pTarget . pTarget-11.24 0]
2L L K ARG L 4, 1 10% FCS B RPMI 1640 5%
TR A R B S AN TRl Y % L (1,25 ~ 10 ) x 10°
AL/ ml ], LAAEFL 180 wl #52FP 96 FLERFMR, 1% 3 B
flo 44 h J5M20 wl MTT( 5 mg/ml )4ESEEE 57 4 h,
B R ZE W, A 150 ul DMSO $%% 10 min , {#
FHBEEAR SRS I AL T 562 nm 0 D {8, 45 58 3
fL D HIME.

1.8 G235 S B A ) i 8 4w L SR 25 MR AR )

HOGH RSO R e e FOR B Y A, 1 000 x ¢ 2§
210 mine F B3F, HICILIE RPMI 1640 PEH 11X,
T RPMI 1640 4 241 28 117 20 Jf 1145 1 3 4
JHI25 B R 2 x 10°/ml,30% FCS 43 5IPK5 4 i fin ALE 7%
FFKZA(1 ml RPMI 1640 35327 P& 2. 3% W 5t
YR 400 wl,2-5iHE A BE 10 wl, A 2B 10 pl,
G418 16 pl ). P 96 LA —= 5 fL, LM A
100 pl B3R ,37 C 5% CO, MABARE&0F T
Big%7 d, TEIE DA T IEE, KT 50 A4 id 4
MR —BE 75 TS FLI BT 5
1.9 R X gmhe ARAG | A 5 2m e 5] 2

HUS x 10° AR i Y B AR S YL 4 B, PBS ¥k 1
W, 70% L FE 4 °C [ & 24 h, .03 LiE,
RNaseA 5 ul (10 pg/pl ), ZIRIEE 15 min 501 200
pl PL G2 IR F 30 min, Hi 2020 i A AR 10 41 ity
1.10  Annexin- v /Pl Z & 3m B 53 48 B 69 8 —

% Invitrogen > 7] Annexin- v /Pl 8 TR K71
SRV T RGN 4 °C PBS P4 2 WK,
FHES G % 0l 258 T K ¥ 1 4% 8% )250 wl ST &
TEANM, WL A 1 x 10°/ml. B 100 wl 4 i &
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T 5 ml FE LS wl Annexin- v /FITC 1 10
wl (20 pl/ml) PIRA) S ZEREOEIEE 15 min, X
IS I 400 wl PBS,FACS 43#7 .
1.11  mda-7/1L-24 *F#% 5 K562 2 fe #5485 98 76 77
R AL

6 JEIE I MEPE BALB/ ¢ B BR ™8 JC I 45 14 1)
o MR 6 ~ 12 h T LU S E( 300 Gy )" Cs
TSR R REURT , I AR N BR A S g o BEAILAT S 3
A 6 H ). Kigr E 0 E0E KI5 8 40 i 2% 5
H1x107/200 wl, BERATEEBH T ES 5 1 4l
FEE Y pTarget 25 ZAKE) K562-V 41, 55 2 41
TR e # s pTarget-1L-24 1Y K562-mda-7-1 401,
%53 A5 K562-mda-7-2. 7 d J5 WME I 15 0L,
3 d M 1 RIEIAN, IR x 9822 THEE

. 55 21 RARE..

1,12 %it$F*

FRASER ¥R 3 K BURE R x 25 TR,
KX ZERE ¢ K5, SPSS11. 0 S8 2F 4 4k 4 7
Ab R

2 5 R

2.1 #dh 2% TRMNIE @I E T mda-7/1L-24 %
PRy KA

DI ZE 52 400 HaCaT N mda-7/1L-24 ZAK3 14
SN B BRI XS ] 2 58 2 RT-PCR A NB4 HL60 |
CEM . Namalwa . Jurkat. KGla. U937 . K562 . Ramos .
J6-1 \HEL 55 11 i il 32 Ge B M 20 mda-7/
IL-24 ZRFRIRE I, 458 BoR, HAE NB4 HL60 |
CEM .Namalwa . Jurkat \KG1a HFAG I 5] TL-20R2 214
Y5 55 7EIX 11 i Il 28 G e e 400 i 2= v 19
BRGIE] mda-7/11-24 SEEEZ KRB FR(E 1),

1 23 4 5 6 7 8 910 11 12

IL-20R1
IL-20R2
IL-22R 1

f-actin

1 FEE RT-PCR E ARG mda-7/IL-24 Z 1k
EIE M RSB EMEAE R PR RIE
Fig. 1 Detection of mda-7/IL-24 receptor expression
in malignant hematopoietic cell lines by RT-PCR
1: KaCaT cells;2 :NB4 cells;3:HL-60 cells; 4:CEM cells;
5. Namalwa cells; 6:Jurkat cells; 7:KGla cells; 8:U937 cells;

9. K562 cells; 10: Ramos cells; 11:J6-1 cells; 12: HEL cells

2.2 #BE# 3 pTarget,pTarget-1124 48 g, % 49 # 5
B mda-7 F 65T

TR AR pTarget . pTarget-1124 % 4% K562 41 Jifl
Jii 48 h, G418 IR 255 7 K, A Y 40 it 435
FOTT IR JE 2 14 R, W PR R A M s PR AL 1 5%, 43
ARG 3 tRFIE A5 K pTarget( pTarget-V ) .9 tRFR
ik mda-7/1L-24( pTarget-1124 ) B 40 il 2, eI 1 Bk
25 AT R 2 Bk H 0 5L A A T S5, 40 ) i
%4 K562-V K562-mda-7-1 Fl K562-mda-7-2

RT-PCR Kl 25 5 7% , RT-PCR i i b A Fa e
BEYL 0 I A0, 55 U mda-7/11-24 1) K562 4 i
YIRERIN S mda-7/11-24 mRNA BYZEL( K2 ),

1 2 3 4

mmﬂ

B2 BARNERE K562 4k mda-7/IL-24 mRNA KIRE
Fig. 2 Expression of mda-7/IL-24 mRNA in K562 cells
after transfection with pTarget-IL-24 or pTarget-V
1:K562 cells; 2:K562-V cells; 3:K562-mda-7-1
cells ;4 : K562-mda-7-2 cells

Western blotting 5 7% % %€ mda-7/1L-24 5 H /K
e AE B SE Y mda-7/1L-24 14 K562-mda-7-1 Fi
K562-mda-7-2 A HL#R 3 54600 2 mda-7/1L-24 5
FIAg IR AR50 F iR K 294 30 000, 5 STk E
g3 R/N—3, WK 3 iR

1 2 3 4

3 Western blotting 1 | & 48 R b L f5
K562 4HAf mda-7/1L-24 EAMFRIX
Fig.3 [Expression of mda-7/IL-24 protein in K562 cells after
transfection with recombinant plasmid by Western blotting
1:K562 cells ; 2:K562 =V cells; 3:K562-mda-7-1
cells ;4 : K562-mda-7-2 cells

2.3 mda-7/IL-24 334 % 4 3 tm Bl K562 4K 4138 74
w4 3R AE R
MTT ¥ il K562 . K562-V . K562-mda-7-1 Fl
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K562-mda-7-24 4 4R RIMEFE B, 1% 3 &
FLBOE S E . 4558 B8, K562 . K562-V 21 g 14 &k
HEBE TG T Z WA BAT Gt L P >0.05 ); 1
K562-mda-7-1 F1 K562-mda-7-2 5454 7 P 0 AR

Fxi 4 K562-V (P <0.05,[& 4 ).
1.0
—®— K562
= 08} —O—Kse-v
o —— K362-mida7-1 - %
= —m— K562-mda-7-2 7
2 06} B
_—E' 3
o ; .
= 04 ¥
302 &
0.0 h . .
48 72 96

Time (t/h)

4 MTT &N mda-7/1L-24 3
K562 £ RS 5E B30 F11E A
Fig.4 Inhibitory effect of mda-7/IL-24 on
proliferation of K562 cells in vitro by MTT
*P<0.05 vs K562-V

2.4 mda-7/IL-24 3+ K562 2 fL 48 595 %, 69 49 41
K562 \K562-V .K562-mda-7-1 1 K562-mda-7-24
YR IEA TR TS T IS . 45 4R R, K562 (K562-
VKL BURE ) T B 3 22 5, (H K562-mda-7-1 Fil
K562-mda-7-2 5 K562-V #H L, 45 ¥5 ¥ i fE 1 B 2
AR P <0.05,85),
2.5 mda-7/IL-24 3+ K562 201 8 G,/ G, #wy pisk
21t RS S 25 AN 5] 6 BT, K562 Fil K562-V
Z A SR LA A 25 57, {H K562-mda-7-1 1 K562-
mda-7-2 5 K562-V M L, G,/ G, W40 He 1 BH &
Th, i S WARGHA S /(P <0.05 ), 25 SR, 55 e
mda-7/1L-24 WK K562 ARMIHAET G,/ G, .

70

6l

50

40

30 .

20 *
H B
0 .

K562 K562-V  K3562-mda-7-1 K3562-mda-7-2

Colony number

5 mda-7/IL-24 3% K562 4R &E &R
Fig.5 Inhibitory effect of mda-7/IL-24 on colony
formation of K562 cells in vitro
" P <0.05 vs K562-V

2.6 mda-7/1L-24 3} K562 Zm it A% R = 1E )

Annexin- v /Pl JyiE#M K562 2541 40 171
o XF AR K562 Fil K562-V A T- 435918 5. 04%
H13.59% ,K562-mda-7-1 1 5.22% , K562-mda-7-2
H3.56% . SHITFAER, KA PATH R A AR
WG X(P>0.05), XHBEEHEY mda-
7/1L-24 X K562 4l o AL R T-1EH
2.7 mda-7/IL-24 33% R K562 %0 fLA% 44 55 A 9 2.
# e 1 AVE R

RIS Y mda-7/1L-24 1) K562-mda-7-1 il
K562-mda-7-2 4l K 25 # AR ) K562-V 4L )5, 27
13 K T4 000 12 Joe g /0N, 153 g 2 988 B 1 o 34 4
25BN R 6 T s K562-V 1 g A K 5 3 B i
PeT K562-mda-7-1 F1 K562-mda-7-2 ( P <0.05 ), BJ
T 42 ol B[] | 422 o ek S 200 e 5 i AR TRD A9 25 1R T
K562-mda-7-1 201 K562-mda-7-2 20 4 Mg A= K
JE5 K562-V 21 B AH H A S Az 2P0 i

gc/e, =S [E6eM
100 - T
_ 80
3 ° N\
E 20 +
0 ~

K562 K562-V K562-mda-7-1 K562-mda-7-2

B 6 mda-7/IL-24 5 K562 48 G,/G, HA4 A E HABE i
Fig. 6 Induction of G,/G, cell cycle arrest
in K562 cells by mda-7/1L-24
" P <0.05 vs K562-V

25
—O— K562-V
= 9p0F —O— K562-mda-7-1
9 —®— K 562-mda-7-2 &
= @
e = :J
v 15}
E
= A
S -
- = .
= LOF ]
Q
=1 o
= e
= P
" s .
0.5 F P L #% *T
ok o '______I
S T ¥ e
o Lil T gt
I 13 14 16 18 20 21
lime after inoculation (t'h)

B 7 mda-7/IL-24 314 R K562 B a0 MH1ER
Fig.7 Inhibitiory effect of mda-7/IL-24 on K562
xenograft models in nude mice
" P<0.01 vs K562-V

3 W #

mda-7/ IL-24 & 1995 4F J& B4 8T %) Bifr a8 00 1]
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FEFEN AEWIESL R mda-7/1L-24 JRRF LT B E
Je8 24 i R i . 2R 0 A0 M D B R A e 4 . Jiang
SV mda-7/1L-24 YR E R AE TL-10 FE Y
LR LR P 91 LA K R 45 4 v LA TL-10 [R]
IRASFSL, )8 T IL-10 5. 5 IL-10 S H Al i
AL, mda-7/11-24 85253 WA R 240 B PR 5 7T 3 3
TRIRZIR KR mda-7/10-24 ZARA IL-
20R1/1L-20R2 H1 IL-22R1/IL-20R2 i %} S — &
K7 mda-7/ 1124 5943 W 20 8 08 4 3 3076 X
PR 32 A R AL e« S5 WU o

FIRER mda-7/1L-24 1€ L H = A5 AT DL i
AR BRI AE A, AR S0 SRl T 11 A i
RGUEANE MR A R P mda-7/11-24 ZAREF RN
LT N8 ek e NS P b R S € 15
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