Hh R A iR T T A

Vol. 14 No.5 Oct. 2007 Chinese Journal of Cancer Biotherapy . 46] -
[ XEHS] 1007-385X( 2007 )05-0461-05 - e
bFGF & X i X B #% ¥ B2 15 98 A MR 8572 Hep2 20 At 09 10 7 81 1%

K, 2 R,AEE,E X T.HaF(BaEXF 4 TRAFERAIETS, M 510632)

(# E1 HM: U5 bFGF i LB TR SR AWEBER Hep2 AN LU SRR E B RN i Stk . 715 %
PT A bFGF XA AR AS ), R 2K R jetPEL )45 bFGEF IS ZER R YL A Hep2 21 ; 2 52 it RT-
PCR 5 bFGF & XA TR IR Y5 40 - bEGF mRNA 7K ; S e 40 M AL v A6 Hep2 40 MU YL BT )5 bEGF B3 k7K
- FACS 4047 bEGF X UBRAR SEAZ T BRVA S 40AE A9 T s MTT 354G bEGF & UBRAR SR T R S L 5 Ak yr 25 ik & A BRLUS (1)
MG AR DRGF S SRR SR I 2 70 fik 5 I A A ) Hep2 2 MU , B s 4 6 M 25. 5% 5 Bl Ye AL bFGF
mRNA FIZE A 1A 7 AR 52. 0% F1 41. 1% , AT T3 K7 20. 5% ;bFGF K BT BV R 2 3R L AL . SUDRME e K
IFAAVEF Hep2 , i 3 FHZGHI) 1C,, 2 BIEAE 75. 5% .83.5% % 65.4% . 4518 bFGF S SE R4 W By IR A7 24 1y 3 o
Hep2 4R AbS7 245 P ts 1 by ARSI 1 25 R4 25 W3R 7 B IR s A%

[ KR ] kR4 aia e K IE T MR ROURMASER TR /by 25y, fhr uddt

[ FESES ] R730.5; R739.6 [ XEifrEmL] A

Antisense phosphorothioate oligonucleotide targeting bFGF enhances chemosensi-
tivity of human laryngeal squamous carcinoma cells

HUANG Hong-liang, WANG Hong, XIANG Jun-jian", TANG Yong, DENG Ning, YANG Hong-yu ( Molecular Immunol-
ogy and Antibody Engineering Center, Jinan University, Guangzhou 510632, China )

[ Abstract ]

( APO ) on the chemosensitivity of human laryngeal squamous carcinoma cell line Hep2 to Doxorubicin, 5-Fluorouracil,

Objective: To study the enhancing effect of bFGF-targeted antisense phosphorothioate oligonucleotide

and Cisplatin. Methods: bFGF-specific APO was designed, constructed and transfected into Hep2 cells with jetPEI
( polyethyleneimine ). Expression of bFGF mRNA was evaluated by semi-quantitative RT-PCR after transfection; immuno-
cytochemical method was used to examine the expression of bEGF expression before and after transfection of Hep2; the in-
duction of cell apoptosis was analyzed by flow cytometry; cell proliferation was then analyzed by MTT assay after treatment
with bFGF-specific APO or chemotherapeutic drugs, or a combination of both. Results: bFGF-specific APO inhibited the
growth of Hep2 cells in a dose- and time-dependent manner, with the peak inhibitory rate being 25.5% . The expression
of bFGF mRNA and protein decreased by 52.0% and 41.1% , respectively. The apoptosis rate of Hep2 cells was 20. 5%
after transfection. bFGF-specific APO reduced the 50% inhibitory concentration of Doxorubicin, 5-Fluorouracil, and Cis-
platin in Hep2 cells by 75.5% , 83.5% and 65.4% , respectively. Conclusion: bFGF-specific APO can enhance the
chemosensitivity of Hep2 cells, which paves a new way for potential biologic chemotherapy of laryngeal squamous carcino-
ma.
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Fig. 1 Inhibition of Hep2 cell growth by bFGF antisense

phosphorothioate oligonucleotides
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Fig. 2 Specificity of bFGF phosphorothioate

oligonucleotides on Hep2 cells
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Fig. 3 Effect of oligonucleotides on bFGF
mRNA level in Hep2 cells
A: Treated by AS; B: Treated by AS, GT - PS and ASml
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Fig.4 DbFGF expression in Hep2 cells by
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A: Untreated; B: GT-PS treated; C: ASml treated; D: AS treated
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Fig. 5 Combined treatment with bFGF antisense phosphorothioate oligonucleotide and chemotherapy on Hep2 cell growth

A: ADM ( Doxorubicin ); B: 5-FU; C: DD Cisplatin );
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