BXcC

—19

HEMREBEPRER RFHRERE) HRARBES

HEES

WEER

CESTOR
REES

15401

. HEFHE (B)
2010~2011
227802409

Rk 244 4 H 16 HEIE

MEFESL (X)) 1 VR UZRAEEEHEERAL TULYS ARF1 mRNA D A BB EE D fE B
ISR E4R (EX) Physiological roles of ARF1 mRNA interacting with insulin receptor
substrates

HERKRE
fRl& {288  (FUKUSHIMA TOSHIAKI)
LEBRE - KREREEEZREMER - B
MEEZS: 70543552

WFRGER R O (Fn30) -

Fexld, A1 AY oA A U ERT (IGF) OfIENY 7 F v 2454 2 v
ZARREE (IRS) 2ARNA EHEAIREZR L TWA Z LA R L. Z OBA KRR O 5 5% 4 T
L7z, FOfE%. IRS 1%, Msmall nucleolar RNA (snoRNA) DAESRRAZMEHEL T, YR Y —A
DR - TEMEALZ D 5. @mRNA OFEHIN U R Y — At AL (IRES) A L7-FHGER 2 e+
D, EWVWOZHEMREREAL TV D AMREMEL R LT,

WFFERCR OMEEL (J530) -

We have previously found that insulin receptor substrates (IRSs), mediators of
insulin/insulin-like growth factors (IGFs) signals, are associated with RNA. In this
study, we investigated roles of the complexes. Results suggest that IRSs play multiple
roles; 1) they promote small nucleolar RNA (snoRNA) biogenesis, leading to enhanced
ribosomal maturation/activation, and 2) they regulate internal ribosome entry site
(IRES)-mediated translation.
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