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WFFER R OBEE (FO30) @ Transforming growth factor (TGF)- B IFFEAIMIAEIZ AR 70 MRS
EEETDLZEICEY ., EEROEEMEM RIS W TEERZEEH 2 R LD, AIFFEIzEn
T. BEBRET 0ligl 2% TGF- B 3 7 F /UAKR{ZEHIIC Smad2/3 & Wil L. ARES M 2 (e 4 5 = &
NSz, £7-. Smad2/3 & 0ligl OAHBEAEH AL ET S LI LD, T6F-8i1ck D
FHPRIEEN TCHEE A 2 IR IHI 5 Z ST Lz, 2O OEFRIZ LY . TGF-81Z L D
JRRNAE 2 BN BIZ HIE 3 2 FIE OB~ L EB BT,

WFZER SR OB (3 3C) @ Transforming growth factor (TGF)— B plays crucial roles in
embryonic development and adult tissue homeostasis by eliciting various cellular
responses in target cells. TGF- B signaling 1is principally mediated through
receptor—activated Smad proteins, which regulate expression of target genes in
cooperation with other DNA-binding transcription factors (Smad cofactors).

In this study, we found that the basic helix—loop—helix transcription factor 0ligl
is a Smad cofactor involved in TGF- 8 —induced cell motility. We also observed that
cooperation of Smad2/3 with Oligl is regulated by a peptidyl-prolyl cis/trans isomerase,
Pinl. We further found that Oligl interacts with the L3 loop of Smad3. Using a synthetic
peptide corresponding to the L3 loop of Smad3, we succeeded in selectively inhibiting
TGF- B —induced cell motility. These findings may lead to a new strategy for selective
regulation of TGF-f -induced cellular responses.
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AR A S ORI L 0 BRI L 7o, B2
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(1) Oligl I¥ TGF-BIZ & 2 il Eh i Tt
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&0 HIFT-, Oligl 73 TGF-BRIKIZIEE LT
Smad2/3 LG5 2 & TGF-BOFER) &L
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S BICBEGT 20 RHATH -T2, £ 2
TOligl %/ v 7 #7 > Lizfiflad ¢ TGF-B~
DM E 2 fat LT,

Oligl / v 7 ¥ 7 UG TFTIL, TGF-BIZ &

2 e S P U A R (T RS (3D S A7 23,

AR AEAT R R P S0 B I BE A H R 1 3
SN nole, Filo, oY A FIA K
LiEEMETCEE bR SN o T, o
T, Oligl X TGF-BIT & % fl i iEEh M T E A
(R BIC BS54 5 Smad cofactor T 5 & fi
Fw L7,

TGF-BIT X DM FEndN G5 & &
1% Smad cofactor DFEIZV DB D3,
SRS BT controversial 72 a b 0 7a < AR,
—J5 ., AbEENME 2 RS 595 Smad cofactor &
L CIIARTFIERH D TOHREIT 72 D,

TGF-BIC & A M iE B ETCHEVEA 1, 555 -

R G35 & Siu, BAEME L ZEET
HHPISE T D, IS ESRINE 722 I E T
EREOLZ =7y hE LTHBETHD L E X,
Wt a DT,
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