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WIS DOMEE (Fnsr) « A28 T, &  IGF-1IR 28 L 3T o F o 24U = (AS0) % H
VN, BISE LT ARV UREER L OV U & B UHRHTIE R S I AR RR (PtxR PC3) IZxFT A HT
SRR % in vitro BEL WV in vivo OFEERR TEEH L. IGF-1R 4=y & L7 ASO (37 U %
B VIRGTME AT SIS OHFE 2 N L X7 U Z L & OPFREETIZ A2 U X R uckt 1

DIEZME A OED D R 2 R LT,

WFFER R OMBEE (30) : We establish paclitaxel-resistant PCa cells (PtxR PC3) and assess the

anti-cancer activity of antisense oligonucleotide (ASO) targeting human IGF-IR in vitro and in vivo. We

observed dose- and sequence-specific suppression of IGF-IR expression in IGF-1R ASO -treated PtxR

PC3 cells in vitro which correlated with decreased proliferation and increased apoptosis. Combination of

IGF-1R ASO with paclitaxel showed the drug interactions resulted in synergy in vitro. IGF-1R ASO

suppressed PtxR PC3 tumor growth as a combination therapy with paclitaxel in vivo. In conclusion,

IGF-IR ASO suppresses growth of PtxR PC3 tumors, synergistically enhancing paclitaxel sensitivity.
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W OE 4 Autisense oligonucleotide
targeting IGF-1R enhances Paclitaxel
sensitivity in a Paclitaxel resisitant
prostate cancer model
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