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(end-stage renal disease, ESRD) [ /& Jpg A\ £ . 2% 14
Mo 4z Bk ESRD & # f 45 JF DM Y LB 2
2000 4F 14 19.0% $§ %5 2015 4 1 29.7% , H i i &
ESRD H i1 DM 51 EE 5] 1 2000 47/ 22.19% T 2
2015 4 1) 31.3%, 1lii 7 ESRD 4 Jf DM (1 #2 #% h,
ESRD FY4F & 995 A\ B H1 2000 4K (1) 375.8/ 5 7 ATt 2
2015 4R/ 1016/71 7 N e H AT B = B [ DM A
HE ESRD F8 9 48 K & s 38 1 Wi AT 98 o I 4 B )
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21.8%"°,

—UEX
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K NKF/KDOQI, $2 it 2 1 F /e By 7 iR 55 4
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o8 LR ST (8 PR B ER 87, 2014 45 56 =B R

Wi 2% 2> (American Diabetes Association, ADA) 5

NKF 35 AR IR 76 2015 4F ADA B B B 16 4
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W DM B C AR AE AT & A IR T,
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KB EE AR, HILE 20 40U AN E 20% 1) E
R E ESRD™ . K EF K (40 & Z 2 W) T2DM
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LR FEE T AR FHBEPLIR M % UACR S ik
FREAE FHEIE O . LR UACR<30 mg/g A 1EH
(A1 1) ;=30 mg/e R PR 8 1 HE XS hn, 38 5 K
30~299 mg/g IR A i FEE PR (A2 351) , 300 mg/g
K R (A3 ) o 3. B 4 b X R
mg/mmol /f 2 UACR Y 50, AH I B B 1 A1
UACR<3 mg/mmol, A2 #] UACR & 3~29 mg/mmol ,
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PR 2 P HEE A2 22 A B alg BE D 225200, 40
24 h NiZ gl JEYe R AR PR R R R
28 W sl 5 e TR R T R A A AT AR BH PR 4
o T UACRAFFE M I 20% 1) 28 571 T B AE
3~6 A NE R, HEBR R B R, 3 s i
B2 FHE AN R A E AR N, 24 h R
M2 [ HEE % (urine albumin excretion rate, UAER)
5 UACR X% DKD (2 Wi B AH S {0 UAER $5:/E %
B, ATFE UACR 22 AR IE . UAER<30 mg/24 h
(<20 pg/min) K 1IEH (A1 H]) ;30~299 mg/24 h (20~
199 pg/min) A FHEH K (A2) , 2300 mg/24 h
(2200 pg/min) K FEH K (A3 )
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(normoalbuminuric  diabetic  kidney  disease, (DTIDM R FEE A (<10 4F) 8 R4 71 DR,

NADKD) : #43 DKD & 3 )L 4 eGFR T %, {HA3 3= (2)eGFR M FR# .

Bk IE W R AR, IR B AR Z S8 NADKD, (3) bR 1 2 e i sk b BB R 25 A A

NADKD 7£ TIDM & 3 DKD A9 H & 1 /5 20%~ (4) H I Sl PR U (L1406 | 1200 6 ok 200 i

60% ™", 7£ T2DM & I ' 1 F 19 2 3 5 10%~ BRI,

60%""* . X}F NADKD F &R &K i o it , 38 (5) 700 [T 14 3 0

) — I AF 5T 7, T2DM £ % 1 NADKD £ 5% % (6) 4 I HoAh 22 Ge M 1508 B E IR BAARAE

H25.47% , FE = i ot B R AR ) R A ) R (7) % 7 I & % 5k R 4k Bl 0wl

T UL IR A M RE AN BRT bl 28 B ) A (angiotensin converting enzyme inhibitor, ACEI ) B 1ML
2 R 01 = S o 107 X Wl TIN5 5ok R 1 2 K45 9t 7 (angiotensin I receptor

(cardiovascular disease, CVD) .ESRD K AET- XS 14 blocker, ARB)J&YT i 2~3 ™ H N eGFR F[4>30% .
5Tl DM R TR R AR 22 (8) B M S
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3. b BR R AL ) G ZZ (diabetic retinopathy, DKD S 78 Fy B /INBRfog 2 A28 A0 456 1 /N BR R IR

DR) : DR JZI2 Wi DKD B9 5 ZAKIE 2 — , & I 18 5 0] 3 T | 2R L 3 6 M B /NER B AL . 2 4 ) B
DR XF F DKD (2 Wi i HAR S (0 35 Jh R 58 4 SR AT AR AR F R R R b B AR
—H KR, UHEIET2DM B, #F5E R, FH o 2010 47 32 [ B W B2 B 2 Wl 2 T RPS 4>
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s ik Fifi

9% RAVE/NSRILRIERIE S WA T B on JC el B R S5 A 5 L 0 BB R B N BRI R G TR - £ 1 >395 nm, B >
430 nm(4FE>9 % ) g B A Rk T s IV 9%

Wak 202 AR NEHETUY T8 >25% P /INERAT i JIE 2 IR g 0T S B R AR T IV 4%
b & d 2 AR AR B 58 >25% P/ INERA T JIE 2 IR Y 9T R B R IR IV 4

MY 25T HERTL TSR 255 PR AE (Kimmelstiel-Wilson 738 ) 5 i B 28 A3k IV 4
(Kimmelstiel-Wilson J5 2 )

V2% BRI RG B /NEREEAL AVENERBE AL >50% , [RINH7AE T ~ I 2 B g AR
1 DKD g BRI
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RAE /N Jik B B A A T K sl kR Ak AR ik
US55 DKD B IE T RE AL B 06 R 2 )

= .DKD filfs R 531

FER12 DKD J5 , W AR 4 GFR MR 8 F K F
HE—25 FWT CKD 43391, 8] B Ak DKD ik 8 XU A
A B A% (K 2) o I DKD (912 W7 I A0 45
I R L GFR A1 UACR 434, 512, 5 DKD H& 1)
GFR 2450 ml-min~'+ (1.73 m*) "' 'UACR 4 80 mg/g,
1Z Wi A DKD G3aA2, X} {5 DKD # & XU k=5 XL
W, W BEAE 2= /D BE T 2 IR .

DU CKD I & JE PFAd

24 eGFR<60 ml-min~'- (1.73 m?) "' (CKD G3~
S I A5 B CKD I &0 , A4 & THEs V&
SO far et R TSR AL AR IR R A A AR
WA A, JF ELRE B F R 12 B in & ', DKD
SEE TR R RIS T T B0 SR AT I e 2 o A A
AR CKD G3 W 38 1 & /0 6~12 4 H #E47 11k
ARG, T CKD G4 3911 G5 1 £ 35 1 43 53] 2 /0 g
3~5 A4 H AR 1~3 A4 H Jl iR 0 10k 5 241 ACHE TR
AL EA YT T VR S AT I & AE A

. .DKD [ 5 A

1.0 L8 XU P4 - DKD 828 54 i DM 35 19
CVD F AR SCHET- KU , F H CVD J2& DKD % 3
BEI) 2B R FR X 545 46 DM RN
W24 B B DA 58 478, CVD J2& DKD JRF SE T 11
R (43.6%) . i@ AHE DM K DM & Jf
CKD /& # 19 10 4 2 51k CVD S8 T 2 53 i
3.4% .6.7% }%19.6% ", [F I, 7F DKD 12 J5 hi )&
HLHEAT CVD XU PEAl , IR R I R 25 & Biiih o 3T
i N2 E AR MU S ST S WA
REJRE s i | IR 5 R PR 1A 1K T (eGFR 4%,

FLRVPAL J5 1l 225 (] 2 BUE PRI B i6 48 B
(2020 4F Jf ) )10 4 7 114 vl 6] dfe ot A4 0 1 5 9% 9 XL
BS: PEAR AR SR Framingham USRS PFAR ALY

PR A FHEI S AT e GFR R B2 CVD & 4=
RIS G R I H DKD 3% G IF
fis CVD FE R PR 2 (CUn A% i | F At o 25 L AE ).
FHR, IR A FKEBEAIK 50% 1 43 5l B AIG o ot 457
A RS B oy 45 vl AU 18% M1 279%™ . Z2 K0 Ak
¥ 2], NADKD £ # i CVD K A8 T XU B A4 PR
s N BB Dy R LE & M PR vs R T L B AR
F IR (B B PE B D AR R RE Y DKD B,
AW RV, 78 CKD G3 3 35 Hh R (8 H A
1 CVD KRS (R T PR AR B s (AR
B, A NADKD (B 5 REFEA CVD it ) £ g 3
HOMHE CVD (ESRD FFET- XS . ok A B iy —
TG%F 239 832 44l i & A 10 4E B WFFEHE AR , 12 1E XKL
% A 2% J5 eGFR<60 ml-min~'+ (1.73 m?) 'A% T2DM
HBOE A JF s ko RE BE AL PR O i A R K
(atherosclerotic cardiovascular disease , ASCVD) B Ht,
{E H (odds ratio, OR)ZE M 1.41, &tk 1.52; H
WA OF e 0 W R OR E 7 B MR 172, otk
4 1.99%)

2.ESRD JAUS PEA - DKD J2& ESRD A9 =55 A,
2 [EHA4 30%~50% [ ESRD H1 DM 5[, 1999 4
J6 50 i W % A B T DKD e B E N 9%,
2011 4F X — %0 B T3] 35.19%' . A5 W
7, DM AHE T ESRD A9 & ik 26 0 B 4F 132/10 J7 ~
167/10 J3 , 1if DKD fIf F- B/ ESRD & % % A £ 4F
38.4/10 J3 ~804/10 J3'* . 3K [ 7 ¥ Hh X 4 T 5% ik
/N, DM A B9 ESRD & #§ % 8 4 4F 8.69 (7.78~
9.60)/1 000" , fi H [ & ¥4 #b [X T2DM i & 1Y

R2 H%GFRAIUACR A2 CKD M JE XU K ki i %

EEARY Y
CKD S 304545 - Al A2 A3
A (C) — — —
GFR(G) RGeSl PRE T HET
FIEFIR(A) <30 mg/s 30~299 mg/g >300 mg/g
<3 mg/mmol 3~29 mg/mmol 230 mg/mmol
GFR%3%%[ml-min""-(1.73m?)"'] Gl T =90

1
1

G3a BIEERFE 45~59
G3b WHEEETE 30~44
G4 HEEETFRE 15~29
G5 W <1s

TE: GFR B /MR UERL 2 UACR o BR 2R 1/ LU 5 CKD A R B TUEIs 5 it i (9 8507 At DU 41 5 e U B 8 S AR CKD

JEE AR DRSS - o3 (5 A RIS , 3 €0 DAy o RS, 48 €0 DAy o XU, , 0 €0 S i s XL



FPAERE R AL AR 2021 4E8 H 45 13 4555 8 ] Chin J Diabetes Mellitus, August 2021, Vol. 13, No. 8 - 767 -

ESRD & 955 % R 434F 6.26/1 000, JR 118 (A AL
DKD Hf & 1% 25 2 F00 48 b , HoAS B A 02 H % T8k
A SRR 2, ] g R R RN A
PR PEA R R R B E T IR R, &
2 4E N UACR [&1% 30% w] fii ESRD % A= XU RS [ I
22% ; T T2k UACR 7E 300 mg/g LA F A4, 0]
Al ff 10 4E ) & 4= ESRD (1% 48 % XK B IR 1%
PL P

eGFR 7K FF B 2 ESRD 5 5 4 it 7 16 6 [
R, UGE AR IR BUS A2 eGFR £H4E T
[%>5 ml-min~"* (1.73 m?) " "WE R B e Bk o FE 19 48
BRI WF5E 20T, T2DM 3% eGFR T FERY M 7 15
B PR R A AR AR A LET VDR L I KT B 30 ko
FEREAL ARG Z5FE T R, eGFR T [ 1R
HK , A ESRD AL T A RS i 7 , IF 1A R eGFR
B2 BERRAR (2 4F e GFR FEAK 309% ) LU I LT 5 354 56 4
U, 5 ESRD HIFE T KB H A5 T 58 111 47 25 19 4 ¢
PE, TR A PEAE CKD 2 M A 5T R AR 257
HoAth 5 1 ESRD 4 75 J6: [ 2 A0 45 53 1 B & HE IR
e R T L W RO R B b I 2T 2R
(glycosylated hemoglobin A, , HbA, ) F} &4 . [A
I, % DKD 82 02 15 I UACR FTeGFR H 34k
I 1 22 A6 LPEAS ESRD XU , I8 BB A 1 (A6
IDES

3. BB T LR P DKD S35 1) [

G DR AE T RS i 5 g a2 J s P 7

DKD 8 2 56 T KBS T Al £ 80 (5 A B 5% 32 /R
Charlson £ Bl 055 76 20 0] H T 9744 DKD & 1)
BETRUB

DKD i 2 W0 PG RS LI 1.

DKD #8534

DKD B /A 17 56 8 7400 0 s R 12 W
BI7, —IRL L A . % R & 45 DKD Y
BRI R AR R R S, F LR R
A3 < VR W R I AR R R R R
ok A AR E ) — T 5Y R, 3 A K DKD 1
46 PR 22 P XU A AR AT A R T DKD = 8 A
BES . ZIURESE R B 8 A5 R B T 10T B
DKD ) & 4= % F E#112 DKD By &, B0 %
PEFEIG PR 2 1100, DT 4EZE DKD HF 2

— R

(—)EF

1. AR - ([ 2 BOBR R B 646 R (2020 45
Ji ) )4 DM 8 35 B K AE B A 25~30 keal/kg
VO, AT AR YR AT 5 B AR R O
FTIR%E o S AP FB 3 A O 9 2 A4 R B ALY
Il ARAFFF S, 35 e PR ] B F2 B AR IZ Bl Pl i3 4

T2DM#i L. TIDMKRE =54 ]

!

75
Fo —WEaR S tEEAE  F [ gmsaamenma |8

DX BRI AT 6 24 BT S R, 2007 = [ %

20174F, TIDM I T2DM 2 # i) CKD ‘ SGFR<60 ml-min" (1. 73 m) R4 ALLE J { S }
FR2EFE T KU AR5 361 T 23.29% Fil B 3~64 A 3K FH2KUACR = 30 mg/g 1K
40.5% ™ . 3 [ Kadoorie 4= ¥ Ff A ME}DMM 1 =

JE P AE 2 /9 WF 5T 2 7%, DM R Zé/‘ [ HERNDKD |

CKD 3E 1= A 2 2 9F DM 3 % (1Y - il

AL BRI, ATF I e =

R K P D BE R B 9 DKD i 4= w0 =
FE T AR S DM A #5119 2.08 %, 1M

NADKD A DR 3 ER LB 0L | wmmome | [ coormmws | m‘rsﬁ‘ﬁ{s ]
DR 9 DKD TR AR : - \

A h DM OB E M 158 fF K& 1
14545, WE5E B, DKD &% R
126 KT eGFR T [ L& 5t
CVD R 5 AR AR FE 34 i 3% i
AR I A 25 ¥ 25 B8 A T K
H | 76 2 Ik

t/N[35, 47, 57, 76-79]
IZL‘L o

#HECKD | | = ,
BEEAR 0 ¢ BREEE AL mrRg

‘ : V|
iR, MR, BAER. . ¢ cvD, ESRDE || #

BAH B

- DKD A R B WSS s T2DM A 2 BB R 5 T1DM by 1 BURE DRI 5 eGER AR B9 /1N
BRUEIE 3 UACR W IR A AR WU ECAR s DM A BE BRI s NDKD Syl s 1 B JIES s CKD
S B EAS s CVD S LA s ESRD S AR 1] 5

B 1 DKD i 2 W IS A
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R S T

ggﬁﬁﬁ: E
%Lﬁﬁﬁ%%iﬁﬁﬁﬁ%ﬁ%mm%%%é&%
DN EH 0.8 grkg-d EATEH TIE L |

% %1.0~12gkg"-d".(B) }g
' 2.DKD &4 4 B 69BN B RIKT 2.3 (29485 F |
L 6.0 gfULMIHE ). (B) 4

A A P CKD BB B AR 8 An . B
I B 2 56 T BE B AV BT DKD 135 25 (1 F
5% AR 4 il oK Ak A P RV 1 & i Ak R
LE s G b in CKD B RUB™ o A< 48 m #E 4% DKD £
HAE R B AE R AN 25~30 keal/kg, Hoh ik AL &
PrtRe 5 50%~65% , 2 11 BT fE 5 15%~20% -

2. A X FARIATBENRYT I DKD &
H MR A 0.8 g-kg ! - d 75 TMTEHT
BB TR I Y I A 2 1.0~
1.2 gokg™'-d™™ . AR IR E R AESE DKD #F e Y
BFBL EAFBALZ (51.3 g-kg ' -d™) AIHEINE )
B BRI ™ AR T AR (<0.8 g-kg ™' d ™)
FHABEAELE DKD i Ji B FRARAE T XU

380 EEE A : DKD SB35 5 H 18R H8 A 2 AR
F2.3 (LMY T 6.0 g EALBIIEN B i) o B ENIK
B AT I A SR CESRDCVD JBET AU = FR
il B A T B BB R - A R oK 2R R R 4t
(renin-angiotensin-aldosterone system, RAAS) FH W
TG R SR/ o (EAS T R, B
A R AR 21 i TIDM ™ 1 T2DM ™ g8 % i 58 T
JRUBRE o e 4 L S APRAE ILRE 249 2578 o LA =1
X I e B ML A DKD R, I 7™ s FR 1 5 4
TR, ISR B > VA T4t 5 [ B 30 ) ot H,
fif IR AR AL S B R AR YT % -

(AW

L U < TG AR s el 2 R R 2 T 577 R 4E 2% DKD
M EEETF-Br . MR, O DM B IR A& E
PERAE DIRE T RIS R R R I3 CKD
SEE I CVD XU Bl W 0 PB4, UACR 7K
SR DKD AR 844 b

2.153) : DKD &35 W #4745 5 2 /0 150 min (f41]
WNAEJE S YR AU 30 min) (19550 il T B A DL AL 1)
izd, T DKD B # % &I @ik k241 K IE,
DRIt 1 il 2 A A i iz B b Dy o il RIS B
B DM 2 & 1 1A L i HE 42 ], 2o B A SOA
HITRE 0 T R Y32 3l T AE S DKD i g

[i] B 9 /0 DKD S8 3 100 L8500 B P T UG 12
DKD & v 17 A iz sh i G fil A5k e ek
K2 CPIEER 53 4 Ak S

(DR EEE ] Ml TR

i A JRE AT 38 T2DM £ 1% CVD 1 I
g IRV , 7 28 17 44 B A8 BILRE DKOD 3737 1) 25 22 4 Bl
FBr. HAiHE I P DKD #0145 45 RS it
A5G A 0% O T I 2R 9T AR R AR
Look AHEAD Bt 5% 3 B , &8 T 5 AL it T2DM A8 2R
FH i Ak A 06 5 5 T8 AR, O 88 A A IR R
8.6% , fit '@ 25 AR H: CKD XU 319%™, IT4F £ 10
W5 2B, AT AR 8 W 3 FEARAE B T2DM 834 1
Bk CKD WU B e o XU R Ko i A X
oy A 101001

s H AR

B Y

ERRET: 1

He7 HbA, B4 B A a1 (SMIBG) A2t |
24 Y (CGM)AE 4 DKD % fa b 35 5] 4K 0 49 }k
A R(C), SRR AL B AR(A). 4

>

ettty

() MM A PPAS 46 B

HbA, X & H T 1l W5 U (self monitoring of
blood glucose, SMBG) Hl +f & #ij % i M W
(continuous glucose monitoring, CGM ) J2&IIfi K _F PFAlk
DKD A& B2 ] 175 O i 207 2, Ak HbA, ©
B R, {H SMBG FI CGM Y 45 5 {7 LB S AR
72 (10111 N RPNy S N 1D 3 )7 S
R HbA, Al R {5 DKD 47 51 % CKD G4~
S SGE NI B 2R PR (B il i i SE
AR R P 3555 ) By nT 520 HbA | 25 SR iy B, i
SMBG 1 CGM 24 AT £y 4 iy ) i W 45 67
H 3 CKD #HC R R s m i/ . Wt & 3, 78
eGFR<60 ml-min~'- (1.73 m?®) 'y DKD &+, 5
CGMARLL, HbA, SRBERE BRI 8 F 45 2R
Y OmAR , HJS PO i dn 22 58K, B, R4
76 HbA, A DKD £ 25 1 303l bl 42 6 155 D F) 1
i 75 2, 2475 1 Hb A AN EA B 14 A0 I XU
B s, Al % ] SMBG = CGM PTAG ™ i 2 4 H
b ¥ Bl P B 8] (time in range, TIR) J& 48 24 h /7 i
SMBG & CGM ic ¢ Y Ifil ¥% 76 H b5 5 [ (3.9~
10.0 mmol/L) [ I [A] 5% 7 bb , AT B 4 b Jsz e 10 #% 35
FEH
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() MR ) B b

FLIYI50 Ak P E AT 4EZE T1DM 1 T2DM 35 i SR
SRS I 119 A v I - N N /N ]
ACCORD 5% 5 £k [ % 7] 15 1 T2DM 4 3 CKD
E R MR F . CVD R BT KR . HbA, <
6% B >9% ¥ 2x WALy LA R ST AU 7 i
AR (14 5 W AR 5 B2 A K st i) (2~ 10 4F) A
fE B R g A A DKD B A A
il B BRI, AR S Al R R R | U Ay A
FEAE I A AR KU 55 i A Ak i) B
Fr(E2).

VL Ak, 5T # B TIR 5 DKD B9 & A % J ik
FAHIE TIR B3 FEAIK 10% , i A 2R (AR & 48 Bt
JEE XU 38 0 409%™ . AR B 1 B LR R
TIR 2 #1 H A%, DKD 2% TIR H A5 — 50 >50% , 7
ZPHRART B BRI I [R] < 1%

= BRI e
e S
U 1AE R O R4 89 T2DM % B ARIE cGFR A

e EAEE MR E (A) )
2. 4% DKD ) T2DM &%, L it fo 458 Tk AR, % |
eGFR>45 ml-min”'~ (1.73 m?)", 46 54 4T |
# A 4E12 T G 2994 71 (SGLT20) 14 3 4 DKD |
#feo(A) }
L 3.5 T kA A SGLT2i 4% A J& fe 4B A7 R A A7 }a
T2DM %, e #48 A A A 3E 22 DKD 3t R IEHE 4G ¢
WA EARIR-1 2B A (GLP-1RA) L (A) ¢

SN S SD SSSS
PPN S

—

)

e

(— ) — e s )
T2DM 5 F1 DKD (1) £ 35 78 1 B Wb 25 W sk, 1o
e Ae2% 1e BLAT B IR 3R 25 E A B 25, [R) I I 96 0%

L BRI

:- | HbAT.O% |

LT N
wERwE | m

e |

IR %
apm | % b/
g % bR

TE - DKD W B B s Hb A, AR Ak I 21486
B2 DKD /# HbA WM ALl F AR

JEEE L CE I RENE O, IFARYE e GFR IR 4L 251 71
it (B 5% 2) 5 a3l A foT ARG I B JRUISS: 32 8 1Y) 25
Yy 5380 1 2% B A I R AE R DRI B R R
WAERZE L BRI B XSUIYE S T2DM 4 5F
DKD [eGFR>45 ml-min™"- (1.73 m?) "' B FH—4&
FEBE 258 o 3 AF ok — S8 K AU I DR B 5% 4 58,
-7 2 0 3L a2 2 30 R (sodium-glucose
co-transporter 2 inhibitor, SGLT2i) """ Fl fifs & B %
FEK-1 Z K805 (glucagon-like peptide-1 receptor
agonist, GLP-1RA) ™5 ELAF U L B B AR 4 4
o B, #E7E T2DM 45 Jf DKD i 35 H 28 4%
SR UE S N 25T SGLT2i 5 5 7 1 48 Sk b JU) 4 7 451 1
BB B3R 25 IE 4R 19 GLP-1RA" " X} F T1DM
S T2DM 45 3 CKD G4~5 i J 35 BRI B 5 23R
I, J A Tl PR 28 5 T 1 1 IR R 2540
() BEHE 25 W iy 4
1. LA 55 AR 25 U 3 A A bt 2590
(1)SGLT2i: SGLT2i 38 12 417 ] 3 s B /N7 Xo) 4
255 W 1 IR AL AR S PR HE T T R AR b . gk
Bl T 9 SGLT2i A 45 1546 511 | JBLAS 51 4 - Ak
G A o AR Z T 5Y B, SGLT2i HAT Al 57
TR Z AN A VR L e S B PR RS &
2R
LV FE N EEA AR,
DAPA-CKD HF 5840 A T 4 304 1] CKD % [eGFR
25~75 ml-min~'+ (1.73 m*>)~', UACR>200 mg/g,, {# /|
ACEIE{ ARB 5% 15 97% ], 542 RIAH I, i54%
1 BE PR AR BT R A T (eGFR 8L £k 1%
i =50% . ESRD . A & JIE 50> 1 5596 58 T ) XU RS
39%,UACR>1 000 mg/g & # 1 FEAK UACR ik 38%,
UACR<1 000 mg/g f& # 1 B It UACR ik 46% ™ .
CREDENCEWFFEAA 4 401 15 CKD U AE T2DM
H & [eGFR 30~90 ml-min™'+(1.73 m?»)",
UACR 300~5 000 mg/g, M4E4d F] ACEI
O SARBIFFSCAE RR, 5 A AL
Fb, ARSI 1) B A2 A 28 i (Il T
JULEFF5 34 (ESRD | A B AIE 580 1M 45 95
FET) KU T B 309%™ HRedlt By — T5
LERERFSE BT, SGLT2i 7] i T2DM &
RS A LSRR T B 33%, BRI
PR fii#E CKD 3b 9 8 3 ] 4Rk 251
e FE— I LS AE SR v, SGLT2i A i
B2 A 2 (eGFR %8 ik 28 P& K >
50% ESRD ) AU B[ 51%

E
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FE DL LA o0 F2 B2 5 A BEPL LS 22 /8t
FIXF FEBFSE R, DECLARE-TIMI 58 flF 5% £ 11 , ik 4%
G a] B RS A 2 05 [eGFR T [#240% % eGFR<
60 ml-min~'+ (1.73 m?) "' ESRD &% X & 5 FE T ]
WU R R 47%, W 3 ek R B E T,
EMPA-REG fiff 5% /i , RS 51 v i Bk 2 RGBS 42
A2 (UF R 2 K8 AR R VS WU 1S R s
B AR IR YT ol R B R AE T ) KU 399> H
R IR HE R R R R B KRS 38%.
CANVASHFFE T, RASFEHE YT 210 8 IR 3 9
ARG N 70% , B WA & 26 55 It 3 LB 34
ESRD % [H B EJpe A6 T ) KU T B 479, R4S
SGLT2i FY R W5 A FH Bl B ) i T e 1 sk 55, 368 % 7
eGFR<45 ml-min '+ (1.73 m?) ~ "B} A @ ¥ ff T,
eGFR<30 ml-min ="'+ (1.73 m?) ~ "W} 45 1F {fi ], {2
DAPA-CKD fff 5% 1 3k 4% %1 15+ 21 T 42 Jgt 551 41 eGFR
25~45 ml-min~"+ (1.73 m?)~"'"AY B E 4350 5 59.1% FiI
58.1% ,{E VA1 53 HrH e GFR<45 ml-min™'+ (1.73 m?)"!
) 5 P8 5 DRt Sl S AR T 379

SGLT2i AN B 2 I 3 B AL 45 WA R AR 5 22 40 J%
Y R i 75 o FEARAR DG AN R OB o A, X6l i
i v B v UG 5 I sl A FH 2 2
H i v e = 76 B RS AR 5 T F SGLT2i A7 3k
Rz VRS, B T8 S e il 300 AT R n ek
JRUBS: , B AN A X o0 S A T ™

(2) GLP-1RA : GLP-1RA LA 7 % B AL #8118 77 28
SRR 5 R 0, Tm] B EL AT JE 2% B HE s B 2 Ak
FBEARME A VE T o 76 LD I = o0 38 B4,
FIBFFE HIESE , GLP-1RA B 1 EA WA 0 1 5 3
FRAN A BN B HERR A

LEADER 598 7 , 52 B A L, R 9L &
RE I EFRANE IR A28 (T kR R E A K .
38 AL 3 | 3% 2k VB R AR T B i
HIET) KU 22% , AR KT & Kt AR R AU
26%'"*", SUSTAIN 6 WYt /i , /il SE A% 6 IR i B
A A5 26 i DB R R R VAR IR IS LI A
141 MDRD LB B % <45 ml-min~'+ (1.73 m2) ',
SR B R AT BB I R B T AU
TR 2 2 PR 36% , 1X EEAS 3 TR KA
EHE R B EW /L, REWIND #F5E s, 5%
R AR LY, BEROBE BRIR YT RE (8 B A2 A 28 i OB
KR EEAK eGFR T FE30% . B BEEARIRYT ) K
W6 fk 2 FAATR 15% , F5 211k e GFR FRAK=40% 1 XU [
i 30% , 5 22V eGFR FEAR =509 114 XU FEAIK 44%

UACR F#1I% 18% ",

AWARD-7 #F 58 44 A T 577 B & - vf | E
CKD[ F 34k eGFR 38 ml-min~'+ (1.73 m?) ']
[ T2DM B35, 76 AR Z RS IHR I , HoRG e i R
211 eGFR FF& T 3.3 mlemin'+ (1.73 m?)~!, i JEHIL
BEIKA BEZE+F eGFR LB 35 FRE ™ . EHN—IW £
iy RCT X T2DM A 3F K 6 & R 1 s 64T
Sk 301 24 JE G R T, A B0 RO I S RS
K 1B 5 AT AUA L, SCEETIRARIR A& HORG 1R 5 23
J7 41 B UAER 1 UACR 43 % F& 1K T 29.7% F0
28.4% "™, W — I ZE AW R , GLP-1RA W] i
EMEE G2 IR 17%

— TR ZE A F 5T F B, SGLT2i Fil GLP-1RA
¥ Al [ A DM B %% CVD., ESRD & 4 [H %€ 7= A
K97, 5 SGLT2i A I, GLP-1RA 1] 7E eGFR B ik
R TPl o SCEETIR KRR F IR K AT 7€ e GFR>
30ml-min='- (173 m?) ~ 'y B & P, A
P7 K B B0 OBE BK R E] SE K% & 1K AT 7E eGFR>
15 ml-min~'- (1.73 m?) "W BE Pl H IO 5 2%
FlHE . H I8 ROV S GLP-1RA B LA B RV,
NN B AR BTN . A I FOR RS AR R
2 J5 P VN 0 0 MR TR 9 2 TR R o R R R S A R
HAH GLP-1RA,

2. HAL R 25 -

(1) Z HOSUNK : — HOBUIIR: T2DM B ik B A 24
Yy, EE LG 3 2 B /NS 2 PRBCHE A B X B
WEBAT B 403 . UKPDS B 5% 31F 58 — HRUIYR Y7 vl fiff
DM (104 8] 4= [RIET KU B A 279%™, I 4F K
AR, —H SRR v] B A DKD £ % Y 42 [H
FET M B R A 205 (ESRD 5B T ) KU 4
{5 DKD £ & 78 IR FH — B ORUAR 399 8] Ry 7 2 W il
eGFR, I H3 4 eGFR MBI 4 — H AU F . 4
eGFR<60 ml-min~"+ (1.73 m?) =" A 7 ok & {5 FH (2
CKD G3a 1] 1500 mg/d . CKD G3b ] 1 000 mg/d) ;
eGFR<30 ml-min "+ (1.73 m?) ' 28 5 {di j§ — H
P G

4 By PR IR FTGT EL 700 2352 i) — HOBUDIR 22 ' A
HEME, R CKD G3a 3 K2 AR £ 1 fd FH X He ) B
2 BY PRI B 45— UMK, 58 U5 48 h B A5 1)
RETC AL RS M BeAh, Y A e e |
ZH AU (T 5 v I R IR R AR
B U BE ) | 208 A R b 5 2R B s
(acute kidney injury , AKT) &5 B i 2% F — I XU

(2) Z R Jk /i IV 411 i 551 (dipeptidyl peptidase
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IV inhibitor, DPP-4i) : H i [ N _L 17 1Y DPP-4i £ 4%
VEAS ST DA FNTT HEAS HNTT RIAKHNTT S Bl 4 5]
T o Pt 48 R 3 228 5 B9 CARMELINAM |
TECOS"*/FI SAVOR-TIMI 53""“'f}f 5% 13 & /R DPP-4i
AE i EHREMRAEA .

FlEITT F B R GE bR, CKD &
FHE O R i, PUAR YT 2 i B T B
M ZE A& ST U0 A% S0 T 3 43 8 ik B 03 B, 2
eGFR=50 ml-min~'+ (1.73 m?) ~'Isf JC 75 )4 3% 5] = .
PEA%HITT1E eGFR 30~50 ml-min'+ (1.73 m?) ' 40
I (50 mg/d) , eGFR<30 ml-min™"+ (1.73 m?)~!
mF e A H AL A 1/4 (25 mg/d) o 4E A% BT AR
eGFR<50 ml-min~"- (1.73 m?) ' 3 v 1) B 0 2
(50 mg/d) ; VA& ST THE e GFR<45 ml-min™'+ (1.73 m?)™
() R 2 T R (2.5 mg/d) o BRAS BT Ao 1
B TSRS, £E eGFR 30~60 ml-min~'+ (1.73 m?) B3]
A (12.5 mg/d) , eGFR<30 ml-min~'+ (1.73 m?) !
s 1) A R 1Y 1/4(6.25 mg/d) o

(3) 5 &5 AR 53 WA 7)< I Iy 22 A2 43 0l 390 0 4 sk
K2 Cang 1 & i A% 51 5547 A% S kg A% 571 s il
85 ) FIA% 91 43 25 (A g 90 7% IR 45 55 ) o KA
Sy IR 25 ) 28 T AR el e B R . i
sl IR A 245 0 02 28 9 5 2 0 T B AR It g DRSS,
TSR OBE WD 5 (P e s e e i 5
& 51w ] 2 B2 BHGEHE L 5% 2 B EHE S, B
WA W T eGFR=30 ml-min~'+ (1.73 m?)~'f¢)
B HARMIRIE 25— M AE CKD G1~2 BB G
T AR 5, 7 CKD G3 W2 it . CKD G4~5 1}
R Bk 5 A SO ) S i A HE
LA ARAEB 5y (25 8%) LIAR I ™= ¥ B FRHEH , LA
INRTE CKD B F h e R i & E2hah
SR S s HL S SR R R A L TR
SBE TP m ER AT T F AE 0 R  I RN EEL JIRAR
G A A8 v B K Al 8 B 00 B D RE 6 E T2DM
R R ) AR R R RN A S R A7 R T
F25 A, EARE N CKD B b e s, H
FE LGS BT 83 A 24 vk B V(B AT, Pl B 7 22
PR

(4) oo W A 750 = 61 PR T P9 o R AT 1
) BT AR P ARAE S FAAR S B X
e iE R IEVER AR > i (19%~2%) IR
I, — R v B T R A7 408 £ A TT s (H Bl
D REs AR M 25 Wk BE RGN . L, 4 eGFR<25 ml-
min~'+ (1.73 m?) ~ A 25 H B R 35 LK A% 51 B

eGFR<30 ml-min™"+ (1.73 m?)~'IME FHARAE 511 0B

(5) B M k% — i 2% (thiazolidinedione, TZD) :
TZD 2 = B AL 45 2 1 51 R AN S SR, 43 LA
TE i AR 1 7= 40 30 2ok AT HE I, 25 B T %) T B T 2
[N g = e A IR v 0 < I VAV ]
RN S5 E ORI H & LR E IR S,
I, 78 B i T R R . (T TZD A R
TR BRI BA 0 RS , R T 4 24900 i 2 25 D D) BB 43
RURL. LR EREEE . AR R,
M A £1) ] T 88 AP BUE 10 7 ML A 50 B 3 A SR
M A B R KU 20% , I FR AR IR A 8 18.5%,
EXFHET XU TG R M), L3 o0 o 3 8 KUK 7

(6) 192 5 22 AEAEXT T AT a0 75 A48 L3
DKD £ \T1DM 5 F O IR 2597 SO HE SR B
FHEIRZ5 999 T2DM SB35 Al e & 23697 . T
B TS 4= F ESRD BB 15 22 5 ik S HE 3 B Sk sk
A AR RN E B, I, X RS R
IR YT 1Y T2DM & I DKD F8 35 00 6 156 FH Ja 20k i e 4l
FRRN "] st 28 ) ) ot A, % s R o 2 2R R
i G I R 5 2 W 5 2, 1 SRR R 2 FRIB YT .
—JBAE CKD G3~4 R iR I 25 F 529870 25% , CKD
G5 W5 i — 200 509%™ . BF9E R, 76 T2DM
MLRGE N BT H RS 2 > 25%
A 3 T A ek U U A AU

1112 DKD (1) T2DM 5 #5505 245 ) 18 £ i 72 5]
DLIE 3,

DU ifi s 4 7
N ¥ "SR i R R R
% EHETR: *
o 1.DKD # 3 &9 R 3% ] B A% 2 ASRAL ;3 7 DKD &
D CHERM A QG R E A b B AR
% #<130/80 mmHg(1 mmHg=0.133 kPa).(B)
$ 2.DKD 4 & o /& & 4 4t 7 % i ACEI S, ARB %% |
bossE L (A)
3. RHEA & JE 4 DM &% , R4 % ACEL S ARB

£ M4k DKD 89— 2835 . (B) {

OSSN

e oa e e e e e e pe s e e

et

() ifi 4z 5 AR

JHEE DKD G825 CRE 2 A A PR 1 R 42
il H b5 b <130/80 mmHg(1 mmHg=0.133 kPa) , 75K
JEAMIETF 70 mmHg, 0 AR P8 I A RE M ] i 52 1
BOE AR IR B A5 . iR S CKD &4 K
Jr i E R R R R I RS R, B R IA
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2 DKDIIT2DME & A3 5 R F-Fi+ = B UK
1

12

€GFR =45 ml - min™ - (1. 73 m?)™!

FAHbA, BT B I

eGFR<30 ml : min - (1. 73 m?)*

2 P = FBUNE

AT REBE i il A5 KU IR
TEAR A I i L% ) DM B, AN
#e4E ACEI B ARB 22591 & DKD
() —Z T .

I F ACEI Fl ARB 2525 ) & ik

e¢GFR 15~30

ml - min? - (1. 73 m?) !

* INFASGLT2i

* SGLT2iAfif ZEHbA, A&
#Rif, %A AHEDKDIREH
GLP-1RA

*GLP-1RA

it B ELHDA, kAR

o HAth ORPEFEZ: DPP-4i (AR5
GLP-1RAE:S) . o-SEEF AR
HF, BREREWA. TZDH

BB ERAT

- BRE R

TE - DKD B BRI B s T2DM A 2 BB PR I 5 e GFR R A 5 4 B /N BRDE 23 HDbA | A b
A ILZT 2 1 5 SCLT2i Ay -4 2 A L A 2 26 1 2 5] s GLP- 1R A Ay fBl s il 2R R K- 1 32 4k
W h 7 s DPP-4i Sy R 5L Rl IV 4100 570 5 TZD O e ms e i 5 © FL AT B K 35 25 IE 5 1

GLP-TRA CANAFI R ik | =) A6 K L BE R IR )

3 H02 DKD A9 T2DM 35 Wbl 24 ) ik 25 i ft 12

SFAMBERT A PR A L 38 W] LUIEZE ESRD 3 e
I AR CVD KU DM R Y Il 45 i e
140/90 mmHg P~ ] %E 2% CKD #F J&& , 1fii % T & Jf
CVD 8 CKD #F & 5 KU P 2 (& ) K H
PR 1A% 6] B AR <130/80 mmHg ™™ 5
T 5 1 8 5 5 AL B e (IO e <120 mmHg) - A Aty
U ML AR 45, EHLAS R R I |22 K H A o
25 AL (AR a4k A0 AR i 81 ) K& AKI 5§ & AR KR
Bl

()RR

1. ACEI =% ARB: % DM ¥ & Ifi. < H. UACR>
300 mg/g 5% eGFR<60 ml-min~'+ (1.73 m?) ' &,
5 ZUHEFE ACEL S ARB 2R 2 W13R YT o IR IRIF I8 %
B, % T 25 H 3l ACET 5% ARB 2525 1) AU
Aot o A8 A T HLAE 2% B R i R S ESRD

1E DM 4 %5 1L & H. UACR & 30~300 mg/g [
BH I ACEL L ARB 2259, il SE 2% [ 1 25
74 3 T A N 1= R S G I N € =l A
UACR>30 mg/g i) DM 4 , ACE1 5, ARB 2259 n]
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