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Transforming growth factor- 81 (‘TGF-A1)& waAlo|2aAXd (‘CsA) HHAY I AE 453
o #ejste FE wiAMz A duh HZA AAEL TGF-Alol o8 FEHE TGF-81 in-
ducible gene-h3 (‘Big-h3) mRNAYE ©¥aA9 W§o] w4 CsA ASARANAN F/18E Bugd
ul 2t} (BK Sun et al. J Lab Clin Med. 2004 Mar;143(3):175-83). ¥ AFdA = 94 CsA 54
R A A angiotensin I 8% 2ehAlel Losartan®] TGF- 817 Big-h39] 23] wXe= 933}
ol Axel Hisiele AABAE ZASIATH AP FEL Sprague-DawleyE o1 &3t g2
o138l (0.05% NaClDolA thxFe 1 mg/kg/day? olive oil& 457 33IFAF 319 L, Bt CsA A=
A 7de 15 mg/kg/daye] CsAE 457 ¥4, Losartan ¥4+ 10 mgkegs SHFA 59 457
ATES gt Y CsA M54 Bdo 948 CsA 8F 5%, €3 adogd %, ZuotE
U HA2EE V%S S99, 238H EHU 718 HHF3E 4L Trichrome 4L E3 @
stk Big-h3el 2@ YAe AH2AE Y in situ hybridization ¥ Western blotting assay 2 &}
Qo TGF-A1 mRNA 2@ %Ae Northern blot analysise A3ttt @723 CsATA
TGF-A1 mRNA %3 2 Big-h3 @92 d2 2o visted 212 6681 (685163%, vs. 10418%,
p<0.01) 2 2d] =7+39}t (p<0.01). Big-h3 mRNA®#E & TGF-A1 mRNA 2$@83 FASE 43
AE (r=0.943, p<0.001) B A} Losartangd HFF A ol TGF-B1 mRNARE (336+49%, p<
0.01 vs. CsA) ¥ Big-h3 ©¥-& CsAFoFol "3l @A3 BA&HAh Big-h3 mRNA Hd =
A FA3AT (p<0.01 vs. CsA). Big-h3 2@ INE %38 (r=0.746, p=0.05) L AN=Z3F
WodALdA O (r=0811, p<0.0De] FAAF T FoF ABHA/ AT o] AFHAE WA
CsA5¥ oA angiotensin I blockade F97F 2R3 E 722719, o83 g7 de} TGF-
819 Big-h3o] #AE-E AlAtTt
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