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FELZFPAERE PR CKD ()5 A8 R A7 7E MR 9 3L
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HIBFFER I ORI 5 B IE RORyt PR ST 21
R HA K, 471 26 R R B G
KA AR R0 Y o FE AKT ) CKD %725 (1 95 2
HERE, JE 2% A R R B LR BT 28 5 BT 4T 4 A DUER A
o Bk & AR 5 20 e B 2H 2B 52 45 )
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[FIRE 2 AERJR B T IV o3 5% (collagen type 1V al-
pha 3 chain, Col4a3) @k ¢ /N & H, A 7% | i 3
RASi / SGLT2i A fifi A= 7 H SE K I el 3 ' /N sk A 4L
FOTR] G £F 446 78 55 02 -4k 0 R0 B i
( Munich Wistar Fromter, MWF) KA BRI R4 H
TR T 4. AR AV R 1 R, LML 5 o 9 NO A=
YR BE K1 MMP-2/9 45 1 50 ik £ 6 32 %5 1)
XD 185 /6 BYIBRES N CKD R k4
TR B R 2 A8 B /N BR U8 3 R ((glomerular filtration
rate, GFR) ,{EIS/D B /NERIE AT A 8 R, 37 L
BAPHLEIAAAE GFR AR KB4 Boprif 7T it
— LRI SR MR 25 1% E 5K & 1T (angio-
tensin I, Ang I )5 5 Y e I H AR O A,
SRR GR 1232 R AT B0 B/ INERIE K B SR TR B AR
FERE B, S MRA 1 D8 47 25500 3 446 T B0 938 8 4 3 R
F8 DAL PR AT 5 48 7 Al 23 ) R 5 A TR A9
VEM iR R IR PUerdibfER
4.2 WGERFRE  FETIRRETOT ISR o 58
A4 FIEIIGY T ARG CKD (3 AES T 80T B £ 1
Il RAIFST , $E 5 SE AT 5% B0 1) I IR FG Ak, — T A
AT 16 BIHEBEIR IS CKD 3 i A S B 55 20, 3k
ZREIRIY 3 4 H J5 UACR w7 [ IE 35 200. 41
mg/g,3 ™ H FEVIE eGFR {4554 5% , AR HBA
fi A S8 e 0 AR R 6 5 2 R A e g 1,
FE 20 RS B A8 T AR FIERG Y 6 A A,
PCR ,ACR 3Bl 43531 35 42. 03% Fi1 43. 66% , eG-
FR 5, [RIEHm AR AR LA K FE IR & TgA
9% (1gA Nephropathy , IgAN) f 5 | Z T 57 UESKE
BRI REA SRR AR, H L et R4, —5i
YN 36 B IgAN f8 5 (9 FrbC BB B A1 fS % RR
I TN 4 = s D 3 1 ) 1022 B | 2o/ L T I A 5 I
FEFRPAEM 1.07 g/d(0.84, 1.72) F& % 0. 49
g/d(0.40, 1.02) (P=0.015) ,eGFR 5 Ifil # /K F-1
PRAERE D PPN SR T Ak, — 0 A 5
XT 49 B IgAN B35 BAFH 5E i 6 A~ H AR R ERiGTT
() 21 ] 8 B 04T T 40T, 45 R BoR B 1 UACR h
HIECT B 203. 88 mg/g, HH O [T A 41. 86% , H. eG-
FR AIILEP R RE TG 2 35 A8 46 b, i — T £
HG R EPERF ST N 178 5, FhAE T RASI 124
IRIT S RAS BE A HE 23 R TG T 4100 97 30f & 4
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PEIRIT 6 N H I, BREIR YT A 0 IR B 1 UL LU (B
(PCR) ARG BESA 45. 1%, B350 T RASI 1254
/) 32.5%(P=0.013) , HECGIRIT A 37. 1%
HLIRAE IR <0.3 o/ g, MBI H 2R K SPAL T+
15 0. 17 mmol/ L, A< H 3™ 5 /=5 B ILAE XSS 5 7945 241 ]
ANE 2RI HAET IgAN B8
FIMERA R ) UACR #EHI7E 0.3 o/g HIAR ik
WFE S5 AR TE RASI IR YT SEAl 1 I5A A2 R IR i6
Jrxt IgA BRI TS T E/E R L (R R
FZ RS PG R B 2 24 B b E & K AR
(2022) Y $2 i, %FF CKD AfE T2DM (%, Al R 4
e AR S B 15 100 199 175 2% i A MRA IR T, DABEAIRR
A HELE B R LA R ARG O I S R
(e IR B 12 W NG T v R SR 3 (2022) )
I, X2 ACEL/ARB 597 J5 I A8 1 PR ¥ il
AHEH eGFR>30 ml/ (min - 1. 73 m*) B9 &5 1L B 9%
S JUHIE G I HE PR B0 i 15 9 e+, TR
FHAEZS MR, H 5 25 00 Wi B o a St g0 s
LR 7 T AR S R AE SR WS IR CKD (4 I R 7
A E, MAER R TR0 CKD 45 B L3 1936
I7 MG . AARAT T B IR | T By 191 1) F 5
— A5 6 UE G O B 2 s A
5 3EZFIERFN SGLT2i B ARG R

WEFEUE 55, SGLT2 41 il 37 25 25 ¥y ( 4n 3k 4% 51
G B F ) BrxF 2 BUBE PR 5 A O¢ CKD H A B
BT Ao, ZEAEME IR CKD B vh R Rl B 3
0B AP PE D % T A& R AN SGLT2i M
PR W AS [R5 iRY7 T BE R CKD &
Ho kPRI R 4% . — T HOPRZE RCT 45 A 18 ~ 80
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T LE A (150 ~ 2000 me/g) , B #1132 527 IE 2% F i 20
mg/d B IAMEFE 10 mg/d F2hiRYT 4 J8 )5 e TR Bk
HIRIT 4 J R R AR R B2 R T 4 JE ATl
UACR FF% 24% (95% C1:-36% ~-11%) , i BcA 6
J7 B BL(FE IR A% S LAl L 38 Al 2 R ER ) 3k — 2
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mGFR &K 7 ml/(min + 1.73 m*) [95%CI. 5 ~
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T A 98 1] CKD F8 35 1) B St AEmiE 5 v, Bl 17 8
AN H 453 R  SCLT2i SR & R 43697 4
96% 1) 5. % UACR &1 >50% , i SGLT2i 225 44 il
Ak 2 ) R .25 20 43 3] M 50% F1 599% (P<0.01) ™) |
IRV R I XU, 2 R FH 24 1) 22 4 i {H AT
WFFEUEDEFR B SGLT2 1l 570 W 28 AP w2 4 I o RS
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TR BB S AT, ISR R AL T
VI BRI, (0 58 R UE 4 55 A B AIK, eAh,
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TR HIRE RN B K Bt 17 B 1) T DL ; @B A
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TRIT 5P BLHRAIR T 1 T 3R I A 30 i ¢
MR ER S G E A S T T 25 5 AT A e i —
BT, R, AT A B T JR AR | I 7 B[]
TR TR AN TR 24 5w %) T30 0 PGS 56, DA it
RO B BT EYE . RO BT N ) TR -
UL, IEAEAS TR R R 23 300 K 9 18 A A
PRI% CKD A B R G Ak % 6 B 1R T B R 5 K
AR
6 4iE

1E CKD By B h B A2 MR A3k B2 3
T 22 8 AL 0 e R A S T R I
IOE TR B S5 405 A R A ok £ Ak b R, R4S
EEXTAERE PRI CKD B (AT Ji () A 2 1 i T 399 16 R
5 ( FIND-CKD #F5Y ) w76 2547, (H B 16 IR Hi
58 A I R B 9 30F 4 22 W1 A 225 1] TR 0T =1 R s
CKD & B A W E M B Ry Ve, Bl I UE Bs
SEUEPE RS A R AR 2RI AT B2 Rk 4k RASE il
SGLT2i ZJi, A i CKD I6I7 A5 = K 2y
Yy, A AELSFIET 5 RASE SGLT2i i =E1AYT )7
F0 B B EIEAE R, =3 8 A AS [R] /R AL
R SAELE CKD 6] ESKD AY#Ef@, KAt
TR ARG IR Z 56 ()RR K A 38 B G IRIT I
i S it B b U S A
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