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L=-Tr ot Ty R (RAS) IIMEOFENC EE RS &2 B2 LT 5.
AngiotensinIl (AngIl)-Ang Il % 7" 1 24K (ATIR) 7 F /UARIERERE OTEMEALIE, M
JEDFIERZ AUTE D fifanfaE 2B 5. ATIR B & > X7 (ATRAP) 1, ATIR O4HE
B 7 FIAREICE B A2 52 5 2 L7 <, ATIR OWEHITEMEAL 2804 % IR 2 <7 B
ELTRIEES N, FexlT 2 E TIZ ATRAP 3~ 7 ARV TRl 2 & Eekk 4 72 Ang 11 -
ATIR ¥ 7 F Va3 Wi a il 2 2 L #5202 LT &7z (Tamura et al., 2022).
—J5T, ATRAP FEBLUI~ U ZACRFEMIIC B O TT Ang TFMIZ XV, B Mz T HEkx
IRRE T T D Z En BN TS (Wakui et al., 2010, 2013, Ohsawa et al.,
2014, Masuda et al., 2010). L2 LZOFHEHEEITIEE A CMH I TR,
microRNA (miRNA) 1% 21-23 X 7 L AF ROIES31 RNA T, mRNA O RZEELLRIERHNH 72
ExRITH T L THEMBE T OEEEGIEZH S . ZivE TIZZHD nikNA 25 Ang T-ATIR
T FVCEES DB OFEIRF L LTRES LTV D

ABFZETIE, AngDAlI FOE R/~ 17 & ATRAP 388LA HI#14 % miRNA 2SFEAET 5 & AR
LT, @O miRNA O[RE & AngI-ATIR ¥ 7 FIARE~DOE GAIZOWTHREET 5 Z & %
HHgE L7z,

EBRMELE TR

Ang IT-ATIR ¥ 7" F/WIZ X % ATRAP FEBLHIBENZ DWW CTRRGET 2 72918, 9~ 7 AEALJR
A4 (mDCT) (Friedman, P.A et al., 2009) #HAZIZX}9 2% Ang IR~ DIRE & i~ 7
& A, ATRAP mRNA EBLUX BF-L, # /"7 BREBUIME T 2R L2, mRNA & Z "7 B
FELOZEIEVDR A O 2 & GEG T A+ 5 K1 OFFEAEE 41, miRNA O
B5ICE B Lz, £, BlRICIV T ATRAP mRNA (CIE A4 5 ARErE D&, B R &
YU ATHRAESINIZ 4 DD miRNA &7 —F N—ZfHFIC KV FE L7z, IZ, bl
F A 2 FI T mDCT MIRIZ 31T %~ &7 A ATRAP FEBI~D R b b AFEAVIT AL R A e
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(ciRPTEC) (217D & K ATRAP BEL~OEEZfENT L7z, Z D%, ATRAP OFEBL~D %L
DIHEZR S 072 miRNA DO FHEHZ FAVT, mDCT FIfIZ 3T Ang 1T HIlJIZ & 5 ATRAP FEEIZS
B Ang I-ATIR & 7 F L~ RIE T B A LUT-.

RER

mDCT MAMEIT Ang NI A AN 2 72 2R, BER & [RIER~ 7 A ATRAP & > /R 7 B BLOAR -0
AngIT-ATIR ¥ 7 F/WZ KV BB T 5 2 & A3 F H ATV 5 Endothelial Sodium
Channel a («ENaC) =° Transforming Growth Factor—f3 (TGFB) ¢ mRNA ¥ i 238
Wiz, —J T~ A ATRAP mRNA %6BLT EH L7z, 22 &5 ATRAP OFEBIFRETIZ miRNA
DOEEER, FO T aky VKA Th D Drosha/Dicer %, siRNA ZHWT ./ v 7 X
Y LTz, ZOREE, U X ATRAP Z /X7 BEFEBLO LA 2588, miRNA ORFE- 2358 < 7R
Shiz. 22Tk &~ 7 A0 ATRAP nRNA ICEEHEA L 9 5 miRNA %, 7 — X X—R %
FRMTIZ L0 4 SRE L7z, WIZ, 24050 miRNA FLER] 2 VD CiENT L7245 5%, mDCT HifE
\ZF T miR-125a-5p/miR-125b—5p A3~ 7 A ATRAP mRNA (Z[EC4E/EF] L, ATRAP S8 & 47
T5miRNA THDHZ EEZH LN LIz, F72, B b ciRPTEC Z W IRGEEIZ L Y miR-
125a-5p/miR-125b-5p DFYEAIXE h ATRAP |Z%f L CHH#LAICHE SN TS Z 25

Z L7, WIZ Ang ITHIIEIF O miR-125a-5p BLEAIDF A%, mDCT Hifa 2 v CTHEHT L 7=

& H, miR-125a—5p/miR-125b-5p PLEAIC L 0 ~ 7 A ATRAP FHLANTTHET 5 Z iz kv,
ATIR & 7 F A If S D Z LR Sz,
27 3

AHFZETIE, miR-125a-5p/miR-125b-5p A% mDCT #fIs L T E b ciRPTEC IZBWT, <~
ALt b O ATRAP mRNA Z EHEEFEM) & U, T ORBEMET 52 L 2L L. 61T,
miR-125a-5p/miR-125b-5p DFHEIL, mDCT AILIZFB W T Ang HFIZ LV FHEIND T v T
TV =AY T a=y hRTGF B, «FNaCZHl E5H, p38 MAPK DM b7e & O/EH % Bl 5
5L HEWEBNCLE. 20 &S, niR-125a-5p/miR-125b-5p 1% ATRAP D FEEL4Mi] % 4
L, AngI-ATIR ¥ 7 FimiZEa e L, &ilEROMmERBORIEIZE L L TV 5 AlREME
DRSS NT.
ARHFZETIL, M L~V OIS £ > THB Y, miR-125a-5p BLEA 2 LA HE G545 2 & T,

e IS0 LB PR B e £ D Ang IT-ATIR & 7 F VB 5-3 B e & e LG 2 D REET 5
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