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Bl A gxdA A A a9 988 8= Aeg ¢8R Ut Renin-angiotensin I(ANG I
system?] ZHE& 0|29 $8AE Filo o]FoAE Ao LA Aok 53 A ANG I 58
A wdo] BazA Hid oo tE AAF 71AL o}FAX A AA ¥ Aok 2T FxE A
g 5 zAo ZYPARBALY] TEF 9 Ao FHAQU AL L Yol EFSHL 2
287140 B ATE A9 9 Aot B HIZ Iy B9 ARE AT GEMNES BH
o2H AR XEF ik g Bl n2HI Yt ARE nd & o, 2XJ 7A@ AF W
ANG @I $83 2 Na/glucose FEUA &4 W7 od A3ZAGH2E F3to =PHE7IE WH
= AL dF¥ez 9FHT Ut

R AFNE 20uGE E7 AZSAHEBHAEE o83ty X EFo] o AL
2 %3l6] ANG II binding 2323242 907)=x8 P[-ANG 1I binding 4¥, Western blotting,
RT-PCR ¥ ELISA $¢& £3 Qolusty, ohgd] FxHA A% ZHA=BNE U 2 =71 37159
= ANG II7} ojud AsA4dA2E A3 Na/glucose FFNAIE 2-3E7HE  a —methylglucopy-
ranoside( @ ~-MG) uptake 238& E3f Uolr gt
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1) REEZe] ANG I &AM vlxE F%3 19 ALY VSALAZ: EXEFH25 mM)E 124
7+ o3|l ANG I bindinge AIstg o} 4% A EQ mannitol R L-glucoses] 4= F%&
mAA @gton] oje® REEPe] ANG II binding AALEL AX 9 X=EF FEE AASAL o
Aoz HNEHAYY o] An: nX =G ¥ ANG II binding JAZHEe] AHFeH ¥t dAYE
EEg Solxel fyel: AL THFn vk o9 e LE¥EG) ¥ ANG I binding HA2E4L
%2 ANG I receptor type {ATIR)e] 7191% Aoz uJehgrh o Zi: RT-PCROIM ATIR
mRNA 439 7#4& 2L Western blotting®lA ATIR ©#ds] #d 7ae] SiAE FAHU. &4,
ANG 1I binding®] 9 28& 89 Kd Rt Vmax e ZAE 53 oFojAE A=
uvehdth EEG] 8% ANG II binding &4 &3 phospholipase Az(PLA2) A4l E(mepacrine,
AACOCF;) ¥ cyclooxygenase 9 ##Z(indomethacin, ibuprofen)el] 2j8lMi Ad=2u lipoxyge
nase 2 cytochrome P-450 epoxygenase®AiAlol SjsxE Aa=lz] gsich MEd] APHez IXE
3.2 328t arachidonic acid(AA) W& 2 prostaglandin E; 84¢ £3% A% o) E5E F7H
Ath Western blotting 1M E REEFE A2 FolA MEAAM e METF2Z9] cPLAS &S @
A3 4 YY) oY REEZS AA W$EFE L ANG II binding 24242 protein kinase C ¥
A A E(staurosporine, H-7 ¥ bisindolylmaleimide I) ¥ mitogen activated protein kinases(tMAPK)
Z % pd4/42 MAPKSAIA S PD 980594 osix e Aa=A 2 p38 MAPK AA A SB 20358001
gHAME AGER St EF TIXEFL 08NN HNE pdd/42 MAPKE 8438 NFlen, olHg
e PKC xS oald HdEct 8 aX=Fe A3 2Ed22 #EAQ lipid peroxide
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¥4 Z7} 9 transforming growth factor(TGF)- 31 #4128 % F7IAH LY, ol nXxE=Fd %
TGF- 41 #ulA-g28 3134 E(N-acetyl cystein, taurine, vitamin C)oll 9J8jA A=l TX =T
o 23 ANG II binding A28 HA) 434S € F-TGF-5 FA Az Aa=uct geis, o
EEZGES AF ZYAHRTBAENM PKC-pdd/42 MAPK-cPLAz-oxidative stress-TGF-A19] A4
AZE %39 ANG II bindingg downregulationd}s= Ao 2 Aztso]zc}

2) ANG IV} Na/glucose 594 e 9% 19 #dd AEALEF2. ANG I(107 M, 8
AlZDE @ -MG uptakeE GAEHem o121 24& ATIR antagonistq! losartanol] 2jsjA H=jF o
2 AgHioy, AT.R antagonist! PD 123319¢] ¢jsirs A2sA gteh ANG 119 o -MG up-
take HA2HE2 PLA; JAAES sl Ag=dos dAHez ANG O HAl AA releasex 57}
2ltl. ANG 19 9% AA release 27} 2H& 94| losartan ¥ tyrosine kinase ®AAE(herbimycin A,
genistein)oll &M A= UTh ANG IIel 23 o-MG uptake A28 cAMP/PKA AAE(SQ
22536, Rp-cAMP, PKI), PKC °AAE 2 p44/42 MAPK <=lAle] g8y = xta=qict. ANG ¢
AA release 27} ZH4& PKC A4l ¥ pdd/42 MAPK AAle] 9&A A=t ANG IE 5%
o]atoll Al pd4/42 MAPK 4L FJAZew o8 242 PKC FAlAle &y A=At waka
ANG II& PKC-p44/42 MAPK-cPLA2 A3H97 28 ¥3ld Na/glucose FE2WAE Az A
o2 Yt

A 2:3¥59 2 ANG I+ PKC-p44/42 MAPK-cPLAz-oxidative stress-TGF-£41¢] A3z3dd
A2E Falo] ANG I 484 2 Na/glucose FFEUAE dAsE Aoz Azdn.
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