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FALEm SCE H Eicosapentaenoic acid prevents endothelin-1-induced cardiomyocyte
hypertrophy in vitro through the suppression of TGF-$1 and phosphorylated
JNK
(A AP RYFZVEBIZZ Y K2 V2L B0 K% TGF-F1 BL ) &~
Al JNK %4 L 78 CHil 3 %)
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e EEINE A IRy ¥ VB (EPA) 7 EOAFRNRTIEE OO RIS 2 PRisiRIE S
NFETA XA v bRAZ YT, HRZ EOR 20512 L7- KB ZER B B THRE (i s hiTw b,
I, BARMNIH T 2 KBRS B W T O Ao RETFHR RO EZRT T =S AR EN TV 5
(Iso et al. Circulation, 2006), L#*L, EPA Z &L ARAIRIIRO LIREEH O X = X H1I2o0nTidide
AEHER TV RV, —J, TY FtY ¥ (ET)-11%, b FREWERTHRIOIERD S OAENDHELT
WK E CBGT AMREMEMER 7 & LCHER S Twa (Sakai et al. Nature, 1996). #T4E, HARIZBWT
{4 ET-1 antagonist DK TOMHAEEICR D, ET-1 D& 5 %2 5IRENOBHG- O EDL D o & W
ENd, G, TV FE) VFEEOLEKE R LB LOHMILEZ HWT, EPA OLIEKTB#IFED £
H = AN ERE L7z,

ek & 5]

LIz A% 2 HDOSD 5 v b HIUEL, fatty acidfree BSA (01%) % &% D-MEM/Ham F12 T
SHMRZEL, LWOIGHEE) % ifidth, SEAMSELITo72. 9, PMERE L CHRERES X O
ML OBEA KR ZMRET L, ET-1 3 X °EPA OEMEE R Lz, RKEBRTIE, F#E4O0HICa
v Fa—)viE, EPA (10uM) #5#, ET-1 (0.1nM) #x54, B XU EPA+ET-1 #5454 (EPA ohiik5)
D4 BIPTTREEERITo 720 ET-1 AT 24 BRI 2 B L, &REHE E 1T - 720
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Td % "Cleucine DY AHIE 75% DM % B D7z LA L, Wihd EPA OFjH5C X 0 AR IHH
Sz MilLEkD 1> Tdh 5 a-actinin id ET-1 #%5-# TH EIZ enhance 7225, T EPA Dk
B2k o THBIZIMHI SN DBEBROSF—H—ThHBHLEF M) T AHRERTFF (ANP) B L
JPEF B AFRAT S F (BNP) mRNA OF8IE1E, ET-1 RGBT, 2{H08N%RD 7225
EPA ORFi#5I2X ), WIndFEICIH SNz €512, ET1 &G HICB W THI L 72 transforming
growth factor (TGF)-B1 ®%Blid EPA Fi#t 512 XV AEICMA L, MAPK ® 12 THh 2 Y ¥ AL c-jun
N-terminal kinase (JNK) ® ET-1 12X A¥nE ZDTH O cjun DB D EPA ORHiHGIC L ) AEIC
S iz,
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AWFZEIX, ET-1I12 X DIER L 72.0fss 8/ 2 v T, EPA #5512 X 2 LIERIHIZI R D X 5 = X 4
AR L7MOTOMIETH 5. 7 v MIAERGH ML, ET1 051X )V BEFHICHEEROLEX
wRL7. 2, OBKRG T —5—0 EH LD LR ROEKROMEITHIRIE SN EPA ORiix 5
FEET-1 G2 0EREABICHHI L. 72, ET1IHRSGCIVHEERTIA AL D 1DTH
% TGF-B1 O¥M, B LW RKIEICEH G55 MAPK D 12TH5 INK & ZDTFHD c-jun DNz
BTz T bid, EPA OFHRGIZE o T IR HREICHHI SNz L h 5, EPA OLRKEHFIR RO
B L LTI OS5 THEOMSA7RIE S N7z, EPA OLHMBE~OIER & LTIk, EPA Of#EWTH
% Prostaglandin % Leukotriene 7% & ® Eicosanoid 4 L72A/EM A E 2 5 b, F72, T4E, EPA HIED
EREH L U CTHITBIE OB & L Craft TR L, SHEZHEERRLA + 0 F v VA UNOEH, 561
1% peroxisome proliferator-activated receptor (PPAR)-a @) ¥ K& L CEIEFHRBANERIEH b 3ty
ENTVD, REBRIZBWT, EPARLGE»SORISHREZEET 5 &, EPA ORBEWICI 2/EH XD,
L LA EPADINLGT~OBERNZIEHOWREMENE 2 5N b, Fald, ET-1 75 MMM
PPAR-a D7 I=ZAMTHDL 72/ 74 77— MGIZLZEROMAIR RS L) ¥ AL INK DA%
s L7z (Irukayama-Tomobe et al Circulation, 2004)c TNHDT a5, REERZBIF S INK HHl%)
RO L LTPPAR- a DG OWREMELZZ 5N 5,

(i)
NS DORERDS ET-1 IZFHE SN PROHMIBIE EPA ORi#SICE IR ShE 2 hREh, &
DRXAH=ZXLELTTGE-f1 OFBOBWAE Y VAL INK OEPDES L TW5DHZ EAVRIBI Nz,

EE OB ROEER

L, Ty POBHORERIIBWT, ET1ICX o TERINLOHEKZ & O & A GRS
EPAICK DIl E s 2L 2R L, 2@ EPA L, LHMIENTO a-actinin, ANP, BNP, TGF f-1 D%
Bl 22 &5 N MAPK O —FfiCTH % JNK & ZD T cjun DFEBIHEN L2 b DTHL I LERL T,
EPA .U 55 O J i AL P A R BEIC RIS S 0 L e o TE TV DA, ZORRIEHD X A
ZRALD—2L LT, ET-1 RIS X 2.0HEKR & OHNTOGFHMED ORI 2 A7 TH D, 55
DELBFEEHPNFEFEIND D TH 5,

LEoT, FEHEWL (BY) O0FNEZT2 M08 ExAT5b0LAD 5,
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