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L XEH Hypertrophic responses to cardiotrophin- 1 are not mediated by
STATS3, but via a MEK5-ERK5 pathway in cultured cardiomyocytes
(Cardiotrophin-1 (23§ % ¥ 2.0 i fllig D LR UG 1 STAT3 Tld 7% <

MEKS5-ERKS #8449 %)
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BRI, DERIZOASREOHY LERRTTHS I LMo TWD, LHMREKEEET 2 HF0O—21C
angiotensin I (AIl) 25% %75, % ACE BHEER AISBEEHE;CASREB LUOEEOTH AN THL I L
FHLPICENTEL, —F, AINI ) % GEAR /T 5.LHHIRIEKET L3512, gpl30 AL CTHEDOEL %0
R R 2 E R T A2HF & L Tinterleukin-6 (IL-6) BAEY A MU A UPBHIONT V5B, IL-6BEEY A MU 1 >~ DERIR
HERICOVTEAALZALS L, BWERL NV TIXIL-6 BEY A b A Y OLERKRLAE~OES 2 RET 2 55
PEBINOOH 575, ZOLGMBLICH T 25 FEDEN L ERARF TS ICRERI A TRV, 22 TERBIETIE,
fRFM 7% IL-6 BEY A + 4 A > Tdh A cardiotrophin-1 (CT-1) # W T, LARIEAIERIC B 2 £EMBNIERE
#% (JAK-STAT %, MEK-ERK %%) 0ZE#HIIOWTHIT L7,

T4 AY =Ty MEFOLEL ) SEE AL 2EECHMERICBWT, CT-1 (10 mol/D) & STAT3 %V ¥ it
+5 &3tz ARG (BEARITE, BNP SW I THE, MEEREREA) 2ER L7, adenovirus vector & F\v CL AR
P2 BFI S X ¢ 72 dominant-negative STAT3 1, CT-1 FIBUHED STAT3I @) B L LB L7225, CT-1 DIERK
JEIHEI L o7z —F, STAT OFEMALICE VFE XL NEMED STAT [HESF SOCS (suppressor of cytokine
signaling) 1%, CT-1HBUES STATI OV Y BRALEZ T 5 LI CT-1 OEKRUC IHI L7z LEX D, CT-1®
DR AR AR BB 1 STATS DA O EHIZER % A L THE S N, SOCS 13 STAT3 DA Tz { OEHRIEER b ) ¥
5Z L2k CT-1 OERRIG % #3252 L AR E iz,

R OB IC BT, CT-113 STAT3 ®AT7% <, MEK1/2-ERK1/2 3 & O MEK5-ERKS R b {EH b s ¥/, $7-
SOCS DBEIFEHIE, CT-1HBICHES ERKL/2 3 X OERKS @ U B L% #%H] L7zo MEKL OFHEZE L LTHO RS
PD98059 i, K& (~10umol/D) 45 CT-1 MBIz fE S ERK1/2 ) B L% 3#HI L 7245, ERKS @) Y ER{kICIZ %
LZedol, LAL, EigE (30umol/l ~) Ti3 ERK1/2 L 3|2 ERKS 0 VEMLB KLz, ZoRc & HET 2 X
912, PD98059 IHKiREE T id CT-1 RUBUCHE ) FERSUG & 38 L % 20 0 72745, FRETIX CT-10RKGZ#fI L7, &
12, dominant-negative MEK1 ?:&F|FIRIL CT-IRIBICHE D FBARIC % ¥l L %2 45 7245, dominant-negative MEK5 O
WEIFEIRIE CT-1 ORERBUL % ¥ L 72,

PLEX Y, CT-1i3 STAT3 ® MEK1/2-ERK1/2 & Tlit% {, MEK5-ERK5 &% /- L CLAMREIEK G2 EE T 5 2
ENFHLPIE o7z, IL-6 BIES A M A I X AOFHMBERD AL 2 S12 X 5. 0FHRIERE R 225 LA
Fa AL CRBT AWM IR S iz,

BWRXEEORKRRONDEER

AEFFECIE, gpl30 24T A LM AR F L TH S 1L 5 cardiotrophin-1 (CT-1) OBRKRIEROGFHEEEZHS 2212
FT572DIZ, Ty b OREBELHHRE AW CEERRAN Y 7PV oBERERE L
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CT-113 STAT3 OEHALs L CRARE GHlEmEE R, EHEGHITE BNP FWIL#E) 2%k L7, dominant-
negative (dn) STAT3 ¥, CT-112X % STAT3 OFEHAL % #H L7225, BRARKICIEIHE L 2»o k. —7F, WEME
STAT FHZES T SOCS &, STATS OEMAL b ALK b FIHI L 72,

CT-1 i3 STAT3 DA T7% {, MEK1/2-ERK1/2 $ X O MEK5-ERK5 &M L L 72, %72 SOCS 1%, ERK1/2 B L U°
ERK5 DiEHAL % #0%] L 72, PD98059 iF, {KiEEEH 5 ERK1/2 DAL 2 #1H) L7243, ERKS DEMALICIZEE L b o
720 L2*L, WiBE TIZ ERKS OFEMHAL D K L7z, 250 PDIS05Y i KA 1% @ ERK #PsilAs £ % KB L T,
PD98059 3R TG 2 M L 2 dr 0 7275, BBEE CIHIEXRKICZ#H LA, B2, daMEKIL iZIEARIG % M
L% o 7248, dnMEKS5 13 FEASUE % #06l L 72,

BLEX D, CT-1i3 MEK5S-ERKS &8 % 4 L CUBMBIA TG % BT 5 2 & 590 5 312 e o 72,

D EDRIFRIT OHEROGFEEOBBAICEIL, GIEX - LAEDBBREORBIZIFES T L2 A0% 0,

L7ehtnT, FEIAEE (B%) 0RMHTE LTiEdsboL@ns, |

B, AEVESRFEEE, PHRI7TE3 A 2 HERORINE & 2 ICBIE L 7285 53k O R0 720 0l %
B, ARLBOONELDTH L,
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