2002; 29 (2) S FES5EMEHERE

Prog. Biochem. Biophys.

- 247 -

u%%%ﬁikl? k1 EE A

X E#%
wOFEY FRRPT

(VAR B R B, B S0 100039;

mE
SEM IR,

PR R, BT A ok &,
4299 IGFIR, Je MCEEMEAY IR, Mg
ZFESES R7IIS

& SCHAGE VT - JLAE DGR [ — R AW s R,
JFH 52 SCHZA 3 PR RS 5 e [ ) it B AR 97
I A K 4r. 1978 4FE Stephenson  Fll
Zamecnick! ' FH S5 A% T B4 5+ PE I Rous 1A 9395
BEMSIH, IR T B SCTE IR M SRR B 1 IR
(ASODN) JI3k 8 208 I ME 2. ASODN i ik
Watsorr Crick i 7 fC 6 JUEE 5 mRNA (16 JE xS B
A5 B SCRE R R . AR R SR TR
A V6T IR A e T &[ﬂ]ﬁ&#m‘vliﬂxrﬁ‘] 5
WET 250, AW T CLBE B AR A QA 7~ 2 44 1
(IGFIR) HEPRAF A 48 br L AT ST R S SCSE A% AT IR

DLIE & R 2R AR 732 = 1 B DT Ay 8 0 22 0 b 987 24540,
UG AR A b A 5, MTT 3% €k 5740 My A= A 40
fl, g5 LA A 7 S0 EAT 1A S 1 5 S8 I i) B ¢ P 40 I 24 B 40 o 42 43

AERSRCEHE W WU TR

BR AR A SN A 5T
O el TN

PR AR I B E WSO

Jb 5t 100850)
4G IGFIRmRNA (1) g &5/ i T 9 40 e
3, M aE o — 4% 3 B 3R 2 AT IR
g B WL T AL R A AT R
IGF IR W] 45 by a7 3697 180 307 0 051

1 #MEFEE

1.1 RMXBEEBREZITIEHK
AWFIEHL T IGF IR 3L R4 A #E bR 2E AT 5
- VRl OB L o /e S I !
GenBank 44, 30 f [B Br 715 M 5] A RNAStructure
2MT IR, PR RNA 450 P IIKIR, W
W, R¥e, 257 OB G S AT E (1) X A A Ay
Sy I SE AL BFAF IGFIRmRNA 1 4%
SRV T 6 ZRERN 3 ARGRTS X (RS 3 4Rl X
S5 AL FFH 1~ 9 (FF% 20 ML) . B4R

(IR APEAT, 4 e 2 B R R I 254 FIIAE 1. BACTE R AT IR & G WK 55 Clli Ak
Table 1 Sequence and characteristics of ASODN"

No. Target Length Characteristics Sequence (5-3)

1 1543~ 1562 20 A TTCATTCCTTTTATTTGGGA
2 1559~ 1578 20 A TCCTCCGGAGCCAGACTTCA
3 1567~ 1584 20 A GGACCCTCCTCCGGAGCC

B 1584~ 1603 20 A GCCCCCACAGCGAGCTCGGG
5 1595~ 1614 20 A GAGAAACAGGAGCCCCCACA
6 1552~ 1571 20 A GAGCCAGACTTCATTCCTTT
7 22~ 41 20 A GCGCGGCTGGAAAGCGCGTT
8 35~ 54 20 A GAAAACAACAACAGCGCGGC
9 52~ 71 20 A GCTGGGAGAGGTTCATTGAA
10 1555~ 1574 20 A CCGGAGCCAGACTTCATTCC
11 1561~ 1577 18 A CCTCCGGAGCCAGACTT

12 1561~ 1580 20 A CCTCCTCCGGAGCCAGACTT

n phosphorothioate ASODN. A:

antisence sequence,
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Fig.1 Effect of ASODNs on HepG2 cells proliferation
B:0.2 pmol/L; W:0.4 pool/L; [7:0.8 prmol /L.
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Fig. 2 Inhibition rate of ASODNs 9# on HepG2 Cells
(0.2 tmol/ L)
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Fig.3 Tumor volume after ASODNSs treated
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Table 2 Tumor mass after ASODNs treated

T eam Tumor mass/ g Inhibition rate/ %
12.5 mg/ kg 0.62 0. 30 44, 6%
25 mgl/ kg 0.51%0. 11 54. 6%
50 mg/ kg 0.43£0.13 61. 6%
Control 1.12%0. 63

" F=6.78. P< 0.01, there are obvious differece betw een each team.

AR BRI M 2 3 R, B gt ae
W Il /N AR 25 FH 25 00 S R 8 0 2 PR 9, AL
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Table 3 Nudes blood cell analyise

Control 12.5 mg/ kg 25 mgl kg 50 mg/ kg
WBC (10%/1)" 7.28+1.96 6.45%1.79 7.284+2.13 8. 77+2.37
RBC (10"%/L)" 8. 65 £0.57 8. 61 £0. 31 8.59+0.23 8.92+0.68
Pit (10%/1L)"" 1109. 8 £157. 56 1028. 21 £90. 23 949,89 +127. 61 867. 20 +140. 01
Hb (e/1)° 149. 78 +12. 83 144. 37 6. 20 148.28 £4. 49 151. 69 £8. 14

" F=2.12, P> 0.05 " F=10.34, P< 0.01.
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Abstract
olige deoxyribonucleic acid (ASODN) were designed according to the mRNA second structure of IGFIR gene

In order to Screening antitumor drugs tartgeted to IGFIR gene, 9 different 20-mer anti sensitive

and were transfected into tumor cells under various conditions in the presence of lipofectin. Cell growth activity
were evaluated by MTT assay. The best sequence with antitumor activity in vitro and in vive were analyzed.
This sequence showed strong anticancer activity in vitro and in vive and had dose -dependent relation. The
sequence had no obvious toxicity on tumor -burdended nude either . IGFIR could be used as an appropriate
target for tumor therapay.
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