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B89 R SAAIRBAR, DN AR -1
(IGF-D) S SCHEAZ IR GO A L 7 A SR T
SR, TS IR QLI T R AT AT

T35 B R IGF-10 SRR Fr B, R R i ZE
SAGF-ISEA% R BBt 5 g NS 4N AR 2 BEL- 740241
M, MTT BRI An s A i rsn il F i b i
AFP, CEA H)5rihE; G Aibikmiigs e AFP,
PCNAZGAHR AR 7 A bR E(Tunel )R A0 HE)E TG

k.

2R MT TR ALY Y IGF-1EAZ iR 09 N2 2
BEL-7402 A{E{H10.44 = 0.09 FF&40.30 £ 0.07 (P<0.01),
_EIEW AFP Al CEA KP4 5l 12.5 + 2.2 Hg/L #16.8 +
2.3 Mg/l TFER 25 + 03 Mg/L Fll12.2 = 1.5 He/L(P<0.01,
P<0.05), JAT-FHMEANEEH 16.4 £ 2.3% ¥EHNE 23.1 =
3.7%(P <0.05).
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B R K IAF - 1 (Insulin like growth factor I, 1GF-
DE—FERMMAERKET, TEMUEAR. MR
AR AR E AR R AR A R A
IGF-I, B IGF-13244, {f [ B AW, R IGF-1
A R SAZBRIGST Y R ISR 1. R s AR
(ASONYHEARN LA B IGF-1 SERFIR B, N i,
B PRI R BEL-7402 410, AT DIl b
SRS AR, THERERE S, R B
IR A0 IGF -1 Al BRIk, W E I L 4t g 14
AL A RIRT AR, SRR IGF-1 i O BRIAY T
JHT A AR AR

1 #MRRGEE
1.1 AH FFEAIReE BEL-7402(08 B 6t T IR B 6
WFFET): BB K Lipofectin & RPMI1640 3555 3L (EEH
GIBCO 2AF)): 1E . R IGF-1 AR F B gy
YT ARE R A TS ) AFP iR &R L EE
Y TR BR AR CEA AR & (R EET T4k
YIEARBRAT); AFP, PCNA Gz b & b
L AE AR FR S ED); Tunel I8 TR 60 (35
Promega 2> 7).
1.2 Fik R IGF-1 B IS AR IGF-1 ¢cDNA
A, Fmts A IGF-1 55 11 255 20 & EL R4 ts e 4
Bt L IGF-1 £ R, Mvmbn B LGSR AR
B, FEPIE LEZFERE MY BE. Antisense 5° TCC
ACA CAC GAA CTG AAG AGC ATC CAC CAG 3’ Sense
5’ CTG GTG GAT GCT CTT CAG TTC GTG TGT GGA
3. BEL-7402 i ALR 180, DL 1.5%10° 4 /L 32
o6 FLtR, 1L 200 UL, 100 mL/L /NEIMTE T RPMI
1640 Bi555:, 50 mL/L CO., 37 CIgFEH 55 12 h.
BEFRARE A 4 40 (DR R EL8E l IGF-1 ZEAZ R
FEH (R LIGF-1+LP4); N5 iR 2 1E L IGF-1 35 4%
HERAEZ (IF L IGF-1+LP 2H), (3) B 4lifig FRAARZH (LP 2H);
(@)z3 XTI : OIS RPMIL640 4, Hai% 3 4Pt
FL. Ferm i I R TR i G 2 S A R B B DR
ey O E B SRS SR 120 SR TR RIS (1)
MTT 26036 40 MBS B B SR A B A MTT(S g/L)
50 UL/ L, #KZ0%E 4 h, LA DMSO 100 UL/ AL,
2% 10 min S5 490 nm BIMRIGEE . Q)T Hsis
HEIER R4 ST AFP. CEA & & flH e
HATHAE, FT-6B YIPEERI SRS T ECER. )4l
JEZHEERNEN(1 ° DFEZE 5-7 min, 0.5 o/L Tween—20/PBS
PEhG, 10 o/ BSA/PBS 37 CE{4] 1 h, il AFP/PCNA
BABVE N —3, ZIRIEE 1 h, PBSHE3 WK, Itk ¥r&ds
ICET/ N IgG( £ 300)37 C=IIFE 1 h, PBSEE3
W, IR E A B ICEE RN K 37 T 40 min,
DAB & (1. (4)JF 57 AR 0 DNA A BYTUNE LYK 4 fitg
JAT UL T 7.

SR AR 25 B DL meantSD FR, AN [EIZH BIAYG
SR R 2R T 22040

2 BER

2.1 Fa AR B4 PRI SLIGF-1 A R e
YeeH A A B A2 2], S HEA AR R
ZF(P<001), HABE] A0 32 7(P>0.05)( 1).
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B 1 MTT R IGF-1 %% BEL-7402 RiEG £ M {k. 1: BERK
BREXIGF-I EZRETREY, 2. ERACSERX IGF-| EXETRE
3 BAnpEik A, 4 T AXRA.

2.2 ¥t Lk ATP = CEA K-F 2 L IGF-I+LP
2 AFP 24k 22 5 BE MR L(P<0.01), CEAZRfL2E
S B EEE X (P <0.05), IEXIGF-1+LP4H, LP 4
AFP }2 CEA 284k £ 5300 B B L (P>0.05)(F 1).

F 1 B IGF-| B ERRNT FEAAe ) i AFP F1 CEA FI¥M(meant
SD Mg/L)

il AFP CEA
Y IGF-T+LP 2.540.3 2.2%1.5°
1E L IGF-I+LP 10312 5.4%13
LP 13.242.1 5.8%15
Z5 [T R 12.542.2 6.8+2.3

*P<0.05, "P<0.01, vs 25 X IRAH.

2.3 miafL w2 R A FHEAIIE R BEL-7402 4
5 AFP f¢ PCNA i e @3 A b, PR gLy
PR, AFP QL ERAFERMEE, PCNA Gy @i 7E 4
Wk%: [l R 454 N R X IGF-T+LPZH Y AFP B2 PCNA
Yo 5 AR T B B 5.

2.4 TUNEL A 40 i 8 o SBYL ;33 15 R A o
FRicy MBS AN TS, A A (05 Y BN
FT-400, K IGF-T+LP 41 BHPEAM A 23.143.7%, 1F
SIGF-1+LP 40K 17.423.5%, LPH K 15.9£2.7%, =
FIXTRRZH R 16.4%2.3%, R LIGF-1+LP 241 5 H A0
BT AR I B3 22 (P <0.05).

3 e

2 SCFEAZ T FR(ASON)HE A AR 8 L B AbF d o A
TAM—B SR X H mRNA BRMOEAL S
B, S5HIRN SR mRNA S5 gt 4, FHEEm
S F SR AR AR, MITTA 2 ) 55 s il % 5L o
REAY H A, BRI REFEA KN T —1(IGF-I) V£ My 4
M A A K AR R 7, SEER B 2 Fh iR 41 16T~
I SEH Rk, R Ld . KETRESEER, it
B AN 225328 . Y b g i s Ak Ak
MRATAE . i g s e s 2 e AR IGE -

I, MIMEE IGF-1 324k, Wi B ABERK, Fit
IGF-T N [ A BRIGYT I R 405 1. ARG IR,
P TIGF-1 ARk il AT A B s A, IR 50T
AR AMEAE . AFPHI CEA 2 ST R4 A K AE
FIMREAR I, AT RMMON I S TGF-T SR R s
S Ivea A0 e A= W2 AL R bR , PR s An i i
M. FRATTE A IGF-1 J LA IR Y s an i fs , A
SN 06 AFP K2 CEA 7B B REAR, 43510 P<0.01
P <0.05, FWIGF-1 5@ A0IE A0 B MR A OC,
2 SOGF-T5E R A] e o Wk P R e b 1 e e 43
T 76 A2 P TR A PR R e 31— R A E .

JeRE 21 2 PCNA BRI R K] S i fpfrypa 2l g A
FITEE, Rl PCNA BRI e 400 32438 A A )
TH". Aspii iz U TGF-T BT R e i i 4R
PCNA JL (s i AR =], 7 —25kM IGF-1 5
[R5 FFHEA 2 A A AR O, — A A Mg o AR
%, B4 B, TR, H PCNA Feikkam™,
FATA A IR P ICF-1/0 = A FEPCNA B FE5A
MAE, AFP K CEA {ENTFARHIE MUK R4, AT
DI IGF-1 ZER A S 4u g A Mo, 540 m
SRR RE AR SR, B IGF-1 FEAZHF IR 19355 4] 1T e R4 40
Ha ik CEA 1 AFP s/ D R, UL M Ar it —25
AR FE . IR AR B R T UL IR AR PT3E  B E s BT AR
PR B T T AR (1A 4 R Yot e P 1 A A g S L AT
KI, N IGF-1 SERZAT R e v DA R - B
PEANIE RGN, 15 S AR AT T, A T X
EE A IREVER, R & A R RAUR 40 g s
A HR T, T H- S AAET R TR . AR SE
JHT-BHPEANIENT CEA FI AFP AR IAREA, FSRA TR 40
AT BRPER S M LR A BT C R,
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B89: B 2R 2R =BF{E (fragile histidine trail, FHIT)
EELE 45 PIZ5E IR . 36 B4 BRI 23 ) IEH %)
e L E SN

TiA: iR 40 o/ L HIEREE , WHLOBECUE, SRR
FELAAL SPIEASIN FHIT 7E45 B S . 45 BRI E H 0t
HRAH RIS,

Y5 AE A5 B E MR 28 (| FHIT 2R A 15 B2 U bk
B, SEIRIKREES, 120)FKHME; B4 H A7 Dukes
A, BFIC ] FHIT & A R IRBHYERL G535 6/11, 5/12
F17/22. 76 36 WIZE A RE H 74 FHIT 28 A 35 B8
ERERG ) 4IRS, 25 BIFERFAM: Hrh sk 7R
JRAPEES | PRI B B AN MR A FHITZR .3 FE kB ML 51 23-51)
K216, 1/7F14/13.FHIT & A B RR e B FIE R
WHHRZH(62.2% vs 4.4%, X =25.33, P<0.01). Z5EE
L B IIE(62.2% vs 194%, X2 =14.19, P<0.01). %%
BRI B4 LA Dukes A+BHIFI AR ESE I C
W(47.8% vs 77.3%, X2=4.28, P<0.05)8)3F BFH%
5, MAESE BRI R A R | B B AN LAY
B (12.5% vs 25.0%, X*=0.84, P>0.25), ZEHinMR
JEFN I M BRZ0.(19.4% vs 4.4%, X*=3.51, P>0.05)
TEEEER.

510 FHITER B4 B ah 2ARR ke H e, HFHIT{R
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FHIT 3 [ i A E NS T a8 e o Tk 3p14.2,
BERRAEFAEEH ", FL2MMRH, UfEes
P BN gl MR O, sk
s BRI R VR R e YRR,
DL, IEANE TR/ BN & T RGBS, A
SN FRIAHEA EANEAA B A KA A R FHIT
BN B FE R T AR, RHHTESS E I R R R
HRAPE R A 4. 3R R e R AL SPIE R 25 E
S E A IR FHIT S 3RS0, H5 FHIT 3
N 545 BB s BRI C 5.

1 MRRSA

LA TR R 2 e — I R 2A B B 2003-01/
2003-10 AR A Mg, B 4341, Lol fl, Fh16-
80CF-459.5 ). Herh & Bl A 45 1], 45 B iR 36

FNIEF XS BR2H 23 6. 25 B A% Dukes A B 11651, BHE 12
Bl C 19 22 ). FHIT Hiid Ry Santacruz A W=, WA
bt A TR A H.

1.2 ik FIrEtRA A4 40 o/ L WEEE G, A 56
M, 4 um P, VIS =K, £F 30 mL/L 2Rk
A - HEEFIZ 10 min LUK RS S0 AR, R
FHMIRRIR - T80 —SP YA 7E 10 mmoL/L MR (pH 6.0)H
Z 5 min, {0 10 min, 100 mL/L 3£ EH . fin
AR AL e FHITHLR, 4 Crltid; i b gy (s
SP iR G - T, S FHIT ZE H A4 . BHE
S RN BE AR . S SRR 161, e (nm B 175



