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(=200 pg/min) J R HEFIR(A3 )

UACR F+&E 55 eGFR R [ 0 I8 F 4 R AL T
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RN AT O =N AR I AN -
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R, % DKD F8 25 5j 2 1 W T UACR FleGFR [ SE£k
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E D
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995, CVD 0 LA s ESRD S A 01 ' 9

B 1 DKD i i2Wr SFAL AR

DKD HIBF&

DKD {1 57 73 Lz 5 98] 5 1 i x| 7 B2 I 4
RIT, — RIS AL, XF R &4 DKD 1B
ISl RE =W EN A P b SN K e AN S B N 54 P e )
EEE (1A= 2 SO 191 S AR e N s s o
A S R E 9 — T ST o, 5% DKD Y
e 6 TR 2% 4 8 XU A R0 mT A & 1 DKD /& e A
B IR ST W], E i 8 K N 2K T RS B
DKD {4 % 4= % T2 812 DKD By 8%, 3R om
VASERS PR 2 A0, T ESE DKD i Ji2

—

‘ﬁ;ca?iET ?
DL AR AT RS AT A5 7 ) DKD w%}
Yé G RAEATH 0.8 g kg™ - d” ‘,1@#)?$

FTE L MELO~1.2g kg - d”

2.DKD # %4 B a94h AT AL T 2.3 g(%
h AAET6.0 g RAMBMEE). (B) %

sononononononon onononononpn pa o

(—)EFF

Lghds : ([ 2 B8 IR B 3 4 7 (2020
ARRR) ) HETE DM AR 3 A K RE R % AR 25 ~ 30
keal/kg TFEE, ATAR GG AR F 0 sl i AR % M L
OIS O FEAT VR R o ) T IS S S5 I A 7 k2D A
A IR s 3 it BR A A 48 A N2
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Bl A] it i E I R TR e i) CKD f8 5 AR oG

EAR . ERU M B = 56 T g AR B DKD
KA AR 25 A B 5, (H 0 38 >4 458 il fe 7K Ak & ) AR
P BE R EERE HE , B R B hn CKD By U™ A
fRR 7 DKD B H R S mE AR 25 ~
30 keal/kg, Herhfisk i G tReE & 50% ~65% , &1
A RE 5 15% ~20%

2. BB T ARIATIENTIGY T B DKD &
BN EATRIEAR R 0.8 g - kg™ - d7' ;1B
M B AAEERAR, S S nE A AR 2
1L0~1.2g kg™ +d™"™ (REFIKAILIES DKD 7
SR EE B, EATRALZ(>1.3 g kg™ - d™)
AT T RE TR R B KU T AR B4
(<0.8 g+ kg™ - d")IEARBELELE DKD ke K &
AT AU

3.8 BREE A DKD SB35 5 H A a8 48 A 5t Ik
T2.3 g(AMYET 6.0 g WALTIAIEN &) o =8l
PRELATH AN 0L (ESRD VD JeJE T KUK,
PRl 44 46 A T 348 58 VB 2R - 0 45 R 0K 2R - AT A R 4
( renin-angiotensin-aldosterone system, RAAS) BH W5
X A AP 1 T2 AR TR R R, B A
k£ 19in TIDM™ F1 T2DM™®) s % iy FE T
DU o e B I B AV i 1) 2535 oo i A S5 o
XF TG I R B LAE 1Y DKD A3, 1 ™4 BR ] 2 4 ik
B, IF R EGE S TR TR I 5 (7] A e 1) A T v e i
Ak, M B EIR T R .

() AT

L K < TR B ik 2 Wz 0 A2 T 7 42 2% DKD
M FB, BRI, WARE DM B3 K H &
PEE S DRE T Merah sr G 7 3 CKD
HBAER) CVD R B 2 W A B9 39, UACR
P A DKD fR 5 324 i

2.i23)): DKD 83 W i1 75 2 /0 150 min (45
WAEJE 5 YR BER 30 min) 15 0 il D BEAR VL BL Y iz
3. BT DKD B# 8 &Il 2T A, Bt
N AR A B Ak Ty . i RS S A B T
D)LY~ <010 31| WA B 28 B == NN = D N G 51 B
REM1OUION T I XY 5 I 132 3 W] 4E 2% DKD #E R, R
iU 7> DKD H 35 1 O I 85 98 B 0 T KU1
DKD (&35l 47 WA Az sha dh g Pk = ek,

KA CPIRER T 42 KA o

(=) A HE 2 ) St TR

i ERIAC B R 4 T2DM 835 B CVD FE iE
s RS, , A 2410 1 o 4 B2 DKD 367 1 B 20 1)
FB, HiE E L DKD 8855 1) 44 4 B
it 45 A 06 T 2T L 25 IR T R AR TR AR
Look AHEAD#F5Y & B , 8 B sl JIE Bt T2DM £ 35 %
FHag AL AR 0 77 5K T B8 4, SF ¥ B AR 1R E R
8.6% , b & WEIRIL CKD MK 31% '™, IH4EZ
T 5T 2 B, AR TR BE % B IIE B T2DM &
HHIHT K CKD XUR |5 o 2 3 DR K it A8 XL 2
Aol

—MpEE S B AR
£
A HbA LB & B & o 42 15 0 (SMBG) Fo %
b A E 4R MM (CGM) 4F 4 DKD & 3 f B4 ?

FR LG 4E 7 X (C) , I R ARz 4] B |

WA

(—) IR ) APl FE AR

HbAlc Bk & H F 1fi 4 W Il ( self monitoring of
blood glucose , SMBG ) Fll45745 4 24 Bl Wi I ( continuous
glucose monitoring, CGM) ZIfi K _E 1F4L DKD B 2% ifil
Bl i 15 B0 i 207 2, 2R HbALe B 5 45, 2
SMBGHI CGM 1 25 5% . 75 1M A i AR Rl #2 7 A1k
AR, AT 5 V5 B R 9T 7 280 KT LOK IR IR F 2R
HbATCPFAR L4 , {5 DKD ## 5] & CKD G4 ~5 1 &%
BEHTHERE 2R R CANFT I i i 2 hE AR5
MR ST ) R 2 M HbA T e 45 2R B FLSE 1, T SMBG
T CGM 7 $1 A8 458 Oy 4 1 44 1t WA 87, AL
CKD AHICH R W52 Wi 8/ o WE5E & B, 7EeGFR <
60 ml - min~' - (1.73 m>) "' f§ DKD & 1, 5
CGM AH L, HbATc SRk i KOvE A I 1% 1A Y 45
Sl L E N SR P i N 1 A = N 1R
A HDAT Ay DKD 8825 309 i 428 ol 17 O 7Y
PEAL 7 20, 24 2% JE HD AT e A HERA SR 5 19 AR 1l i X
We i, AT e SMBG 5% COM VAL o AT
FARIE I IR TE] (time in range, TIR) JE4 24 h H ik
SMBG m CGM ic 5% i i 4 7 H 45 35 ] (3.9 ~
10. 0 mmol/L) iy [A] =Y (& B, 7T B 404 by S5z ke i AR 35t

B B S I
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"

(=) Hl il i H A

ISR AR AT AEZE T1DM 1 T2DM 2845 1 IR
SR 1A = B i B N /N ]
ACCORDRFSE P AL R T 184 i T2DM 4 )f CKD £
H MBS CVD RAET AR . HbALe <
6% 5%, > 9% K28 CVD JAET KU T 58
AR ) B I DRAP 1 P 5 L IR (2 ~ 10 4R ) A
AR PR, AR DKD AR 1R
i F bR, BEAR YRR I SRR UM A A
S JFAAE AR I IR 45, ) 5 A A e 4 o H AR
(E2),

S 7 A

i BB

g{lll[;;, | HbA1¢7.0%| >
L P
ﬁW%%EE s k
B | R @
mmwmmi 1% #
asti | % R e
#ﬁﬁ; * R I il

TE . DKD J 4% IR ' JE 9 s HbA Le DAk il 41 8 H
B 2 DKD &% HbAlc MARALEE S H AR

UTARSR , W5 W] TIR 5 DKD (9% 4 &k e i
FRHK, TIR BRI 10% e 1 8 1 PR R A st e
XU S 409% 20 R AR AR R B B LR S TIR
il H bR, DKD 83 TIR H bR — BN > 50% , #i %
B T H B i FBI I (B R < 1%

= RS i

e e R RS RS R B R

eSS et et ot ety
B aIEE. iR

142 0 o IR B 4B 25 4 49 T2DM & & B AR 48
eGFRIFHE MM A2, (A)
2. ## DKD # T2DM & %, X it o 45 2 & ik
A%, % eGFR=45 ml - min~' - (1.73 m*) ',
Y{ HEFEAMN-F) B EHEREG 2 H A
(SGLT2i) A3t %2 DKD # &, (A)
3. 2+ F Rk 4E ASGLT2i kA% A )& fo 4847 R ik 47
! 49 T2DM %%, 4E #4800 B A 2 22 DKD 3 &
PEHE 0 MR & o B F AR BR-1 2 4K A
(GLP-1RA) ., (A)

B N N N N N N N N S N . "

|

(—) — My
T2DM 3 3f DKD B 85 75 2L PE R 25 Myt B

PLAe % 1S HA B AR 45 E 3 09 2590, [R) B 1 78 0 %
JERAE L T IIRRIE O, IEARYE eGFR #2425 9y 71
o (PR 2) 5 e ak B ol ARG AR IXURS: 348 s R 24590
M N 2% A I RRE AR EE 25RO M R e i S
&K, HREMAHERE — F SIK/E S8 T2DM 4 3f DKD
[eGFR=45 ml - min~" - (1.73 m®) "' | FH W4
FEREZS 1. I AF o — 26 K AU I R B 9% 34 1IF 52,
SGLT2i' " 1 GLP-1RAM™ 0 HA5 .00 145 J2 15 Wik
TRAPEH . B, #EZET2DM A I DKD By R H %L
B ES SRR N 25T SGLT21 5 #4547 16 A8 S Uk | 4 77
{0 FH LA JUE 3 45 UE 4% A9 GLP-IRAMO R it
TIDM K T2DM 5 Jf CKD G4 ~5 i A8 25 R H e
S FRIAIT , JE A WP FHAS 28 55 0 HE itk 1 11 Al 2 p
49,

(=) BRI e

1. ELAT B A 25 TF i R R AR 25400

(1) SGLT2i: SGLT2i 38 4=k 411 1] 3r v "5 /N A8 XoF 4
PR %) T WS AR B FROBEHE I R AR OE . H ATk
L7 AYSGLT2 i 45 K48 41 i | AR 51134 Fl < 45 51
A, AR Z TSR, SGLT21 H A7 il 37 F
WEZ AN RSP AR, Be S 2 PRI B R A2 & 240
AU

TE LU I 50 o 35 5 B9 i 55 T, DAPA-
CKD #5540 A T 4 304 5] CKD i 3% [ eGFR 25 ~
75 ml « min™' - (1.73 m*) ~',UACR =200 mg/g, {ii
JH ACET ¢ ARB By&8# 5 97% |, 5ZEGAM L, 15
& 51 e b 2 BRI B IR AR 5 A 26 05 (e GFRESHEZR [
i =50% . ESRD ., [A ' JIiE .00 Il 45 5 S T2 ) KUK
39% , UACR > 1 000 mg/g £ % 1 F# ik UACR ik
38% , UACR < 1 000 mg/g i & 1 4 Ik UACR ik
46% ', CREDENCE®F 5T 44 A4 4011514 3F CKD iy
W AE T2DM H % [eGFR 30 ~ 90 ml + min~' -
(.73 m*) "', UACR 300 ~ 5000 mg/g, # £ fifi FH
ACEI 5 ARB [ Wt 45 R W, 52 H AL,
& B2 1 B I A2 ¢ A (IR LI A5 185 \ESRD |
BRI B LA FE T ) KUBR R [ 30% Y Rl Y
—IRZE AR, SGLT2i Al fifi T2DM 835 11 5 ik
AL N TR 33% , RI#i#E CKD 3b i i
WAl k35, E— I B ST i AT R, SGLT2i ]
B RS A 28 A (eGFRAL L [ IR =50% (ESRD)
XU TR 519 1

TE VLo I A8 5 Ry S B 5 B BTS2 gL 711
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Xif BB Y o, DECLARE-TIMI 58 BfF5¢ 22 B, 3k 4% 1)
BT R A2 5 [ eGFR F [ =40% % eGFR <
60 ml - min~" - (1.73 m®) ~' \ESRD =¥ [H & I 95 4L
T TR 47% , 35 o 3 R A& A
EMPA-REG 5% 7R , A 5114 8 ik 35 P AIK B 0 42
A2 (R 22 R AR TR L I3 LA 3 S 46
B AR AT B D B ST T ) KUK 399% 1
HH R AP Ji SR K i 1 AR PR A RS 38% . CANVAS
WG, RASSNEGR T 4B 18R IR 53 900 i i
B 70% |, B R G 2 (Il ILEFA% 3 \ESRD 5§
DB RER BT ) KUBS: [ 47% 22 R4 SGLT2i
(R 5 1 B B 2 B T [ 0k 559 , 38 7€ eGFR <
45 ml - min~' - (1.73 m’) "' IS EEE F, eGFR <
30 ml + min~" « (1.73 m®) ~' A5 1A, {H DAPA-CKD
WFgEr AR S R ZERLIZH eGFR 25 ~45 ml « min ™" -
(L73 m ) “" A& Y 59. 1% F1 58. 1% AV 40 5%
FifeGFR <45 ml » min~" « (1.73 m®) ~" i 15 JJF 4 05,
JRUR: S B AR T 37% 12

SGLT2i fYAS KL S 07 32 B2 345 W bR A= 7 2R 4 Ik
Y Ko 1 75 2 FRARAH A RN o BEAR , X6 i i
il v 7 e DRI 0 55 o R o B P Lk 2 25 Y
H i 1 i = 76 B B AR R (] SGLT2i i A sk
Kz VDRI, 00 T Ao 5 91 ) 550 ] BB 1 gk gy
JRUR: | B ANHERETE X875 B P ™

(2) GLP-1RA : GLP-1RA D % 74 bl A5 51 1) 7 =X
SPRIER £ 25 430, T Bef ELA A 2% B HE2S ] & AR
FEARIR T IVE T o 76 DLC INUAE T4 o 32 B 4 )
FEHPIESE, GLP-1RA B 1 H AT W4 (9 .0 1l 58 3K 25
Hb A A B E SR A o

LEADER #5% R , 52 L, FIHLE ik hg
R I A A 2 0 OB R FF L R B IR L Il
TH WURFAE 3 % 2 B IR AR T 5 B I 3 3
FET) KBS 22% , B AR GHT & K & 118 1R KURS:
26% %", SUSTAIN 6 #}5¢ B , W Sk B KL A 1
WS G 2 a5 B A B K VR 1 IR L NI LA
FIMDRDHLEE 5% <45 ml » min ™"+ (1.73 m*) ",
S B AR YT B I T BB T ] XU A
ERFN A B E AR 36% , 3% F A5 45 THE K&
AR WA . REWINDRFSE i, 522
FIZHAH L , BE o iR o7 BB B IR 42 6 4 OF &
KEHEHE IR . eGFR T 30% B IERAIAIT) XU
TR 15% |, 1521 GFRIAE =40% B R FAR:

30% 44 1E eGFR FEAE = 50% 14 XU B A% 44% |
UACRFEAE 18% 7,

AWARD-7 FF5E 90 AT 577 154 3 h B CKD
[ 534k eGFR 38 ml » min™' + (1.73 m*) '] /%
T2DM 3, 76 1 AR 2 RIF o 0T RR I, HORS g 5 R 4l
M eGFR FFET 3.3 ml - min™' - (1.73 m*) ~', 1M
BRI IR ZH AEAE R eCFRIC B 28 R . [ — T
Z ity RCT XFT2DMA I K6 8 IR 7 8 & iE 4T
i3 24 JE ARG, B8-S I R RS A
[ 5 23R T AR He, SE SRR RREX & H A IR 5 RIRYT
4 ) UAER F1 UACR 4% %Il B& A% T 29.7% #n
28.4% ") M — IR ZE AR SY R, GLP-1RA 1]
R A A S TR 17% 0

— TR ZE EE 57 22 W], SGLT2i flGLP-1RA 14
AR DM 3% CVD  ESRD J% 4> R 86 T KU 7
5 SGLT2i4H I, GLP-1RA 1] 7E e GFR B AR A4 2 3 i
Mo 32 B Ak A Al w8 BK AT 7E eGFR =
30 ml + min~" - (173 m®) "' ARE A, R
RO IR RN =) SE 4% G B AT E eGFR =15 ml « min ™' -
(LB w’) "WEE T, W EERNE. 5
18 S W A2 GLP-1RA 4 WA BRI, g M /N 351 o Ak
B, BTN . A IFHURIRBERE I 2 A Ve 43 I AR
Jei 2 AU N S IR A e s ) S AR ] GLP-1RA

2. HAWFEWE ) «

(1) ZHOBUIR: — F OB T2DM 1 3% F i 24
Y, EE VRTINS 2 PRIBCHE A B X5
WA . UKPDS BF53IESE — H ARG YT Al i DM
FRE 10 AE (A AR AET KU R AIG 27% ) 4Rk A
TR B, — I XUNIGA AT R#AIC DKD 838 g 4 e T
5 e A 4 4% 5 (ESRD sl st 1) U, B
DKD 8 2 78 Ml F = HF SO ) 10 3 22 Wl eGFR,
FEAR P eGFR K4 — ORI . 24eGFR <
60 ml + min~"' - (1.73 m®) ~' T AR (40 CKD
G3a 1 500 mg/d .CKD G3b #1 000 mg/d) ;eGFR <
30ml - min™' -« (1.73 m®) "B 2E Sl FH = B R
GRS
4 B PRI RIOGT L7512 5 i) — HOBUNRZS '
it R IE CKD G3a 3 K2 AR 835 7E A8 FH X L) 2 4
SRS 25 H OB, 52 U 48 h A& Ti6e
ToACRERS U o AN, 2 R B R 4
U (N0 Ty 32 I v AR v R AR Y
OWUEEFE ) | 2t vk A0 P IR 2 L 201k B
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(acute kidney injury, AKT) 45 b 28 F — FFSUIR

(2) ZBREE A IV 41 1 551 ( dipeptidyl peptidase
IV inhibitor, DPP-4i) . H i [ P9 _I 117 i DPP4i {15
VARG ST IPAEFNT (AEARE SN TT RIAS 5T K Bl 271
7T BAD Il 5y 3 % 4 5 B9 CARMELINAT™
TECOS™"™ i1 SAVOR-TIMI 53" 5% ¥4 i 7k DPP4i
HE W RRIRR A .

Flkg SN TT 2 RGN R, CKD B
FHB TCT VR . PO 57T 32 203 i B T B,
TTAEAR BT UPARSN T T &R 3 3d it B VA B, 4 eGFR =
50 ml» min~' - (1.73 m®) A EFHF EE R R, P
57T 7FeGFR 30 ~50 ml » min ™" + (1.73 m*) ~"f}
A2 (50 mg/d), eGFR <30 ml + min~' -
(1.73 m*) “"EHCON H LR 1/4(25 me/d) o 4EHE
BVT7EeGFR <50 ml » min ™'« (1.73 m®) "' H
e (50 mg/d) TP #8 51T 7EeGFR <45 ml -
min~' -+ (1.73 m*) " AYEE TP REERE (2.5 mg/d) .
B[4 B 7T 5B 8 3k 1 A 5 B, 7E eGFR 30 ~ 60 ml -
min~" + (1.73 m®) ~' B R K (12,5 mg/d),
eGFR <30 ml - min~' + (1.73 m®) ~"H} 50 S0 %
Y 1/4(6.25 mg/d) .

(3) i Z2 A 43 WA 301 < IR 5 3R A2 4 6 9] . 455
TR (s 1) SE IR A% 51 554 A48 51 L g | A 471 s Tl
A ) RS SN 725 (N Fihk 51 45 B A 2 46 ) o K
SRS 25 ) 2 EA QI a0 B A ol T
TR 245 W A 1 J 13 2R 6 7 S A ARG i IR, 17 32
TR AR W L e R A e A A Y R
& 51| g i 3= 22 AHGE HE A 5% 28 B WEHE S, B
T, & TeGFR =30 ml » min™' - (1.73
m?) TR HARBIRE 25— BAE CKD GI ~2
AR O PR 4 5], 78 CKD G3 #iZisi it .CKD G4 ~
5 WARTES . ks 4 s S AR ™ 1 = 2 5E o iR v
HEM  AUE RAE 4 (29 8% ) LIARIE =4 B R HEH
PIEINR7E CKD B3 h G 75 s o i, (A 2510 5)
VIR0 R TNEE NS Y (| BT R oh i il = BV =g ing vagi)
SR TP AT, 30 2 A 3 N ) B N TR, IBAS
GRS AE BT 0 R T RE i T2DM A&
AR R P R R ) 5 (R A2 R T ) 2
S, B, 7EARIENT CKD 5 th oG i, (5 7 1
T R T A 24 ) VA B DA PR AR, T B I R )

=nl146]
B o

(4) oM MU0 A 50 < T PR T ) o Al 411

il 700 =2 A 45 BT S I W AR B JBOHE R OK A 2 B
XN E R EVE  AUR D 8 (1% ~2% ) %
WAL, — o0 2 v B2 T e A2 40 A8 5 T s il , L i
A B DRI I i 25 BESE n . PIIE, Y eGFR <25
ml « min ="+ (1.73 m*) " BFEE FH B OB LKA 1)
e, eGFR <30 ml » min™' - (1.73 m*) ~' B4 AR
K& B WHE

(5) BEMEE: — 2 ( thiazolidinedione , TZD) ; TZD
2 FBLALHE S R 4 [l A1 H AR S, SRR 43 DA Y B
AR 3 2k AR T HE M, 28 B O A% 3 B T 28 . 7E
B o P BN GE M R T, TZD 25430 7
ESS B ORI R TG A IR IR 2= 5 R, 78
AERTCT R H il T TZD A7 58 0K 4k
B B RURSE | DRI XS F A 20 2 25 D D RE A 9 T
PR BE AR . I — TS A ST R A% 51
Vi) P REEAPR R o LA SRR B R B0 LR R
FA R 20% |, IFBEARIR H B H 18. 5% , (HXTFET
JRUS: JGRZ IR , L3 s 7 838 KU

(6) B35 R LN T A (iR 3 D4R L3R
DKD 2 TIDM &3 1 H R 2597 SO LSO B il
FH IR 259 (% T2 DM g8 35 0 B & R 3697 . T
B DIREAS 4 F1 ESRD B i £ = R i S HE T B S o
D ATRESEUR N R I, X TR IS &
IRIT I T2DM 53 DKD 835 8 5 156 FH 0 24 s s 2%
FRIR 0TI I LD W I, R R 9 o T 1 2
i R IO 5 25 1 IORE 5 2, 0B AR S 2R
J7 o —MAE CKD G3 ~4 Wik & 2 FH a8 25%
CKD G5 Wit i — 2w 50% . BF9E o, 18
T2DMliL AT B v, BT >4 H RS = ] 2mib
25% R A5 R R R 08 A9 B 2 A KU

112 DKD ) T2DM f8 35 [0 24 4 1k 5 i 2 (5]
WK 3,

DY | afin 7 5 i)

(—) M EF= 6 B Aw

#e47 DKD B35 (CRee A F A R iR 4%
Hl BFr A <130/80 mmHg (1 mmHg =0. 133 kPa)
PR HEAMIET 70 mmHg, Jf AR 4 I & 5 M AT T 32
PO E AR IR B bR o =5 12 CKD & A |
KB EEER N KRR, R
IGITAME AT DA A R 18R 38 AT LLREZE ESRD i
JB T BERRAR CVD UG DM A 1 1l R
2 HI7E 140790 mmHg LLF ] 22 CKD #f Jig , iy %)
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I DKD i T2DM ; 4 3% 77 2 T B+ — UK
|

oot

5% FH = FR UG

H

® T SGLT2i
® SGLT2i Afiit 2 5 HbAle Rik
Frid EE T BA DKD 3K 25 19 ‘GLP-1RA

GLP-1RA

o B Z BT
o IR KA 24 FT 3R AL A% 51T (5

GLP-1RA Tk &) A% 1] ¢ 26 45 |
K HA I B I alE G 03 TZD

I&

© F At 111 B 25 . DPP-4i (A
55 GLP-IRA Mk & ) .a- Wi #F
R By B 12D

oﬂi%ﬁmﬁ

T . DKD A5 IR B IER  T2DM R 2 BUBE PR ;e GFR Al 53
BB /NER B3 R HbA 1e 0 BRI 2T 28 11 ; SGLT2i J #h-7 45 4 2t
IR R 2 M GLP-1RA by I v i b 3% #F k-1 2 AR 8 sl

DPP-4i & — K3 Sk Bl IV 40 41 550 TZD g e m g — ) ;= ELAT B JOE 4K
#5 VEDE 19 GLP-1RA (CHVRIH7 £ K | A] 6 4% 6 k18 BObl R )
B 3 #i2 DKD [ T2DM & B 25 9 ik £ i A2 1R

EAIRT:

1. DKD % % ¢4 fo JE 42 ) B A5 B2 A4k AL; 3 5
DKD( 45| R4 A & & & k) &4 6 fo R 3%
# B 474 < 130/80 mmHg (1 mmHg =0. 133
kPa) ., (B)

2. DKD 4 & oo /& % 4 4 % % i ACEI 3 ARB
EHMitsr, (A)

3. RAEA S JE 69 DM & %, Rk # ACEL

ARB % 25 34k % DKD #)— Ak, (B)

T 91 CVD 8 CKD i J& i U R & (an JF K i
FEE F R ) /B, I 45 6 B A5 8 < 130780
mm g% i R TR R (iR < 120
mmHg) J A 77 >0 I8 4R 45, HAS BS54 Qi i
JE IR LSR5 25 L (AL B A i 20 ) S AKT 4§
S R T

() B2t

1. ACEI 5¢ ARB: %} DM {f & Ifi. & H UACR >
300 mg/g #eGFR <60 ml - min~" + (1.73 m*) "' [{y
B RAUHES: ACETL 5 ARB 8253697 . lim R BF
FEARUY, AT X 26 B 35 i I ACETEL ARB 2825918
ALF A I 58 5 1 HLSE 2% B i e S ESRD &
At el

16 DM 4@ iU ELUACR 2y 30 ~300 mg/g 1Y
BEPEH] ACEL 2 ARB 28259, 7 SiE 2% K 1 4 11
R I A 0 o T %R R R i R {H
UACR=30 mg/g i) DM B3  ACEI 5 ARB 2424¥)

ATAE 2% 2R PR R RV (H G B I 2 1 K
#51. RPRER IR R UACR F1eGFRIE % 1) DM
B, Hui% A UEE 278 ACEL 5 ARB ] i Bjj
DKD' 1 H Al B i co g XU e, 2R
B IR IMIEA DM AR R, RifEFE ACEL 5 ARB 2
25WI1E R DKD (1) —Z Fi o

BXH ACEL Fll ARB 2 259 o tE— 25 388 Jin ' A
AaG , ST HE 0 = B IALRE AN eGFR. i 40 Py TV T [
XS R, AN HERE BB A fil FH ACEL A1l ARB
F25), i S R Y ACETL 5 ARB 2254 n]
(R R L

ACEI 5, ARB 225 ] 42 4= 1o H F i WL <
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