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$=2HEFTEAATAE ureteral obstruction, cyclosporin nephrotoxicity, hypertensive renal in-
jury model's &2] A& Bde M ARE 37 Lo RuHAYD H150] A 18 2 28 P
29 28 @A AE RAS AdAg FAsA dnwAd AFe AnE 34 A7e] R
whglth B Aol M A28 Yrx @9l Otsuka Long-Evans Tokushima Fatty (OLETE) rat2 A}
ole] dE2gE48AAEA EplerenoneS 50, 100, 200 mg/kg® %ol & 3} ACE inhibitore)
Lisinopril& 10 mg/kg® F9% o % Eplerenone 200 mg/day# Lisinopril 10 mg/kgS 8/M L7+ H
FFAT FellA Al7lse w2 AzA zgd was B@agc G4 %o 8Y E FPG
(89) (mg/dL)e Adizel vl @l 23 F77F #2890 (LETO 110+10, OLETF
133+19, OLETF+EPL50 124%11, OLETF+EPL100 125+8, OLETF-+EPL200 135%+22, OLETF+
Lis 123+4, OLETF+EPL200+Lis 12118, p<0.05). A=, A A/A%8) 9 A creatinine 5= 7t
@bl Fo g Aol7b BEEA gokrh SBP (mHg)v @xatolrl #93 F77F #aEdn, ok
A8 F lisinopril ¥ ¥ combination TlA 23 TALAL BYrt (LETO 12820, OLETF
147%18, OLETF+EPL50 134110, OLETF+~EPL100 141=13, OLETF+EPL200 152+10, OLETF+
Lis 119713, OLETF+EPL200+Lis 107:+13, p<0.05).

vl g el AT (ug/mgCr)e dhadol b8 Fadodr §98 2717 i, AE#% ACEI
monotherapyw I} Eplerenone monotherapy«-oll A 5% 93 744 74< 293 combinationoll A
monotherapy el Hl3] ©& fold Fair7el FEAHAY (LETO 2487151, OLETF 144+22,
OLETF+EPL50 131%16, OLETF+EPL100 139+13, OLETF+EPL200 107*12, OLETF +Lis 49+
11, OLETF +EPL200+Lis 15%8, p<0.001). Az AbFAAste nlAd8mel w3714 2 mono-
therapy FAAEw oA o3 445 WYL combinationi ol Al 7Y we AMEA| A AL BY
% (LETO 0.03+0.02, OLETF 16.39%1.83, OLETF+EPL50 10.41+349, OLETF+EPLI00 0.17%+
0.01, OLETF+EPL200 0.12*0.01, OLETF+Lis 0.08=0.03, OLETF+EPL200+Lis 0.04=0.01, p<
0.001). 217¢e Hesta wWale} & profibrotic molecule?! TGF 81, Type IV collagen, PAI-1 &7
Aoy % e Guiror fog Zrhvh RFHA T oA AFFAA duds AAAEL
HYom 53 oA monotherapyel H & combination therapy oA 713 §23F A~ Ao
ZFE et oo ANZRE FmulA AFd A aldosterone receptor antagonist® ACE inhibitorel
AP sEItet FasA ARSI} d&S AZT = YT combination therapyd AH & F#H=
profibrotic molecule®] downregulationoll 2l&) wi7iE-& #AHE £ . o &FF B Ao X
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