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FRUES TR

[WE] R LR (DKD)RE dy il PR BT SR8 44 B AESOM (CKD) , B BIRIER B E
B FH R () A B /NER U8 I 38 F e | [R] et HEBR HoAth CKD T PR Hi RO RS W7, DKD BAE R IR H LAY
BHIFRAE, RARHIERNERRE, PEEXSERRE D 2BIE F 2 AHE T HHm,
ETEAVER E DKD Bi2YA . A48FA LU T HER (DRI RE RN ; (2) 784 A DKD FU K+
i Q) EREMME; (ORAMEAGSERNERN; CO)EEHUIR MBLIYTE DKD IEFF

FEIER.

B R RS IE K 55 (diabetic kidney disease,
DKD) 245 8 PR B B 18 14 1 i 2 9% ( chrronic
kidney disease, CKD) , Z24# FR#E £ E MU E 3 &
fEZ—, DKDZCKD MEERHE ., EIMIRITR
B, BREBE RREIA KT IH (end-stage
renal disease, ESRD) & A ZF 414 10/1 000 A&, 5
HAEAEHRE ESRD #9 % 4 R HT 60/1 000 A
FU REREEHAFNHRE S, ESRDE
2 RO IR AR B LB 208 0.5% , R ARTE IS B &
ESRD % % R4 i 20/1 000 A FEC, HAMRE
20%~40% HI¥E IR B H & 3¢ DKD™, H AT E i
=z 2EAEDKD WATHRFHER . XEER
A 2 F O BR 7% BB 3 DKD % E N 10%~40%"*
DKD fI X R B S S s R R KRR B
5% B MLUE ERE U R B RER:) R E .
mAgR% EHEYHE. 2EEREG . ZEaBAEE
Zlonl - 5R4 3 DKD HI¥E R % 8 & # Lt , DKD
BEFTRER, R E i TO0 mEEH
SEM, Bk Wb 5EZDKDERERE,
SRR KM EE M EE BEREFER KRB
AERRAFEERE L,

AR R 2 o PROR 27 2 T8N B I R AE 22 40
F 2014 FHIE T “BERM BIRBIIA & IR,
MHREKREDKD M RETEEEH, OF

3k ,DKD TP REUVE TEE R R . FEE N KIESRE
MIRGSE R A R — S H 25 B9 L, B L EXT 2014 kR
FPHTEIT. S B E 2 BB RKBIR
F57E (2017 4R KON, 38 T B SRR FER S,
RIFUESE R & IEIE S S 0 A B.C=NER,
A% UEYE T £ 70 BE AL IS PR 3K 36 5% Meta 73477 o
B &% - JE4 3 T S0 BE AL BRI 56 2k 25 0 3k R AL %
BEFR ., CR AUCHEFILRERLM(F)ET/ML
BEOST | EBERF R AE R RS R

— JE R B BRI E X S5 i2WT

(—)DKDE X

XBEE:

o ¥ PR B Mg 7 (DKD) , BRAEFR “BE PR B o ™, e 18
R PR BT B A A W R

o REMA 2 B R B & DKD 2% F K 10%~40%
(CH)

DKD B A: #78 FK % ' 7% ( diabetic nephropathy,
DN). 2007 4 3% E & I 7% 2 & 2 (National Kidney
Foundation, NKF) #il & 7 & ME 6 WU /5 T B 18 X
(Kidney Disease Outcomes Quality Initiative,
KDOQI) , f&j# NKF/KDOQI, %5781 F DKD B
DN 2014 4 E IR £ & 5 NKF X Rt
I, A9 DKD B18 BB R 5 | A 184 s, £ 8
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1315 5 /K I8 1 % (glomerular filtration rate, GFR)
{&F 60 ml - min™' + 1.73 m? F1 (5% R F B H/HLEF
=l (urinary albumin / creatinine ratio, UACR) & F
30 mg/g F¥EEET 3 AU, DKD RIS bk
BB B ES R ] R 2 (/MK F
NE VBRI EMES) . R ELFEERED
FRFI(E) GFRFATHET BE N EEIFAE, AR R
ESRD™, HARFEENE, MRKREHE S0 R
#1% , B DKD b i 7] B By At 36 4% JR 9% B R
(nondiabetic kidney disease, NDKD)5 | , K It 4 R
WEIFEERERS—EHZDKD™, 5o, HBF
#84+ DKD & & [l & 3 NDKD, i i E I R % 51
(Z)VHlitedn K i

XEER:

o FEF R : BEYLUACR=30 mg/g MR A E AN ; B7E
3~64HNEE K2 UACR, 3R 2 Y3 ; HERR =R
REHAMTHREER

o Hifhi GFR(eGFR) T F%:eGFR<60 ml*min™'+1.73 m

o 2 RS PRI R TR S FE L LY | RO IR BB BN
Z /b 34T — K UACR 1 eGFR £ 3 , L8 2 3 & B
DKD(B#)

1. EAh T

(DRBEA

HEFE R FIBENLIR I € UACR R B IR A H )
B, FEPLIR UACR=30 mg/g M PR A B HEM % fin,
BMAZEARKR. #E3~6 MHNEERE KA UACR,3 K
A 2R AR A HEE I, HERR B F H A H &
A2 AEAR, 24 hWIREEAER S5 UACR
BEIYHEA Y, BRTEREBR N ED . WK LEH
UACR 30~300 mg/g #7 N 1 B 0 & A R , UACR>
300 mg/g AR ARBHEHIR. UACRFAH 5 Hfl
GFR (estimated glomerular filtration rate, eGFR) T
R 0 IS A FET BRI & YIME XK. UACR
Wi Z MR R, URY AR S .0
Eitm DS 24 hnHBIFLE S B 2%, i
LR R X e AR B . AT, A FRAT
Tl DKD # B —E R BR . KIIMEHHR
R, MEHEARKBETE 10FE R {LH 30% ~
45% R R RBHERR, A 30% L RRAEAR
Bk, ZBLRTE 2 R RIS B P E N B
Hilt, AR A RERSWHRIERT, 5 T4 4 20T,
ZRRM L5 E eGCFR K BABE DT , B T HEBR HoAthv]

FIEAEARRE

(2)eGFR

BIEEME R DKD WEE R, & B IRk
M FE B GFR. EH W F GFR X & E XK
= JEIRHE M E/N, — M e GFRRUE . (EBEE
MR, FFIEFTE eGFR PRI IRIR B E B IR A
BEAHE I, BRTEEAES R R, KR
BREXRAZEAHMRE , HE LT CFRT
REl®!, 1B eGFR R E NS B EFEFR 1
S 15 WLEF IR B, ##6F F CKD-EPL AR (&%
http: //www.nkdep.nih.gov) 3, MDRD A3, M B ¥
eGFR<60 ml-min™+1.73 m? &, AT 2 W7} eGFR F
K, 1B eGFRAIE AT BB B3N, 24 BU T R R
K&, LA DKD /8. eGFR THES.LMEK
3 SET RIS I E I . Bk A R E MR
BN, BB eGFR T B B AT 38 fin .0 1 8 5 W
J)_(U}ﬁ[u]o

(3)HAth

% '&/NERSD, DKD 38 ] B ] 5 /NVE FIEF 8]
W RS /IVE M | BR AR 5 DKD B E TR %
YIRS, A &6, 75 DKD & M S hE %
FAFOLHATTIG R VEAL , AR IEAREHE R ol -E3RE
H.B2-HIREA%,

R B E A I HADERR , LERT B IS
FRERBRERA, LS BhHERR PR S ERE | 3 Bk ik
A% HAER

2. i

2 RUBE R IR B & FE S TR BN A A4 %, 2
2 RUBE RS S5 L7 Bt AT B AR AR R Y , B A PR
#1L  UACR 11 AJLEF (318 eGFR) ; L5 B4EZE /DT
B, | BUHRR B E T ERRIR 20T S SR TR
EHE W, RER, HRE DKD HHBEEAR L 20%,
BITRARRS50%™, EPHERBTREPHEAK
W, L DKD B, ARSI BN, ERE
FrioWihy 2 BB R R B A R TSR AR N A
EFHRAY ., AMREARER L (BI4028 28]
W )2 BUBE IR A% B A T R BRI XS B R T
& 2 RUBERRIR

(=)DKD Hi2

DKD i@ % 2 AR 2 UACR A B F1 () eGFR T
F& . R B HE R HLAth CKD T 4R H B I RIS M7 . 2l
DKD BB iEE LA A

1. A& 340 W % 25 4 B F DKD 92 W5 - 72
1 EUBEFRIR B DKD B35 % & 40 M O , (B4
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XBER:

® DKD i# % BRI UACR F B #1 (5 ) eGFR T M | FiBf
HERR LA CKD T4 H Bl R 2

o SRR A I BER E A —E 2 DKD, /R B ¥ LA K 51 i
T B FRREAE(CR)

* BB 5 RARYE eGFR 117 CKD1~S BSHI(CAR)

W A AL IR 12187 2 RUME PR 8.7 DKD )05 5%
1, B 23 2 BOBE RoPs 2 T FE RS A B HE B RS
EAEARMBRRE, BiREs, M TRAEEA
BAYEH DKD & & , & 375 FR v A0 I R0 2 1 JXL B
ATREMR T R B B B AP DKD &,

2. AT & 5% % J& NDKD, N {E & % 512 i«
(1) 1 B PRR R A (<10 4F) iR & I M IR L
PIBRAAAE ; (2)eGFR s T [ ; (3) R & H R
BB ERE AL ; (DB EER MLE; (5) &3
EPEPRUTE (L4000 BB RS ) 5 (6) &
FHA R G SRR RBRTE ; (7) %/ F ME R
5k & % 4k B 4 ) 7 (angiotensin converting enzyme
inhibitors, ACEI) B Il % & 7% & 3 & 4% #1 7
(angiotensin receptor antagonist, ARB)IG¥T /5 2~3 1>
A M eGFR T B K F 30%; (8) & I # 75 & #
0,

FFRELENN AT B ERREEE, B
RREGE R LK DKD K &tr#, AB T 45
DKD 5 NDKD, #& R BRET , s E U=

3.%412 DKDJ5 , MAR$E eGFR 3t — 45 HI i & 2
REZARBERE, WKL,

R1 FERAREREE LR (CKD )

el B R eGFR (ml*min~'+1.73 m?)
HH(GD) E] =90

281(62) A 60~89
3a#fi(G3a) AHE 45~59
3b#(G3b) ARE 3044

43(G4) ALK 15~29

SHI(GS) AWK <15 BEF

T FHERE . TRHEAEARREE /B =30 mg/g),
WALHE IR RIS R SRR % % eGFR  Fifh
/NBRUERS %

XFF CKD 43 1~4 184 B3, i vPAh FnF Hufd
BB ERNER, S LE & NG
BHR%E, X T CKD4H#3~5 M B #H , N iTHE
FIEYF CKD 3 K 5E. CKD 3 RIEMIEMEFE .
REMMWIE BEREEL AR PR A&

RiEFHE. CKDHEIEE GFRKFEH X,
CKD 3R L ER R BB EA S MBIt & iE B
ERREIBER, FRIETRZWTINE ., CKD 4~5H#18
BE A YRERETT,

% # 2 Bk & % 8 W5 (Kidney Disease:
Improving Global Qutcomes, KDIGO) 45 TYE4H &
W, BES CKD A (GI~GS) A E A R4 ¥
(A1 $A: UACR<30 mg/g, A2 #: UACR 30~300 mg/g,
A3 #1:UACR>300 mg/g) , LA#3A #13) & DKD /™
HRE, O, SRR KEE eGFR 370 ml-min™-
1.73 m™® UACR 80 mg/g, />4 DKD G,A,"""s FF R
FIEANE AR R0 B R G2 E AT LAFS Bh il PRYA
FANERESR, AT #—SR,

4. O M8 XU AR - WE PR 2R & & 3F DKD &,
LIEXNE BEAS. SEFEABRENNKE
IR, Hi%E eGFR T [ UACR 3 hn , M AR5 /8
HEOMESEMF . OmMEHRLIET NEEEH
L3234 TG AR UACR BT {0 I 8 XURS: T B,
EEFENE, ZEERFEBERT.OMERR
(cardiovascular disease, CVD) , 3F3E CKD™, (> Ifil
B RS TERE FT2 2% E 2 BUBE FRIR B IR 5 R (2017
IR FARETTY,

. .DKD K

LR R DKD B I S5 WA a1 B/AARE
JEREE R . F/NREEL AR E
K B/MNERKBENE F/NEERE AR
hn VB RE R RV ERA 4L B R E A E
R ; B ABR/NBh KRB R AR , 0 LA BRI B Bk
A B BB A O ELARAE LY, RIS RO 2
DKD 2Wif &AnHE, ANREMKHEIE AR 5 HERR HoAth
BB ARET , T R T E RIS . 20104F,
B REESMARERSEKEN T DKDFE S
FhrE  E 1 RURN 2 BUBE IR R R R EE . R

BREESUET BB R I TOL R YRR /)

BRI E M S /NEE BB TR A E
¥, B/NRBGA A% 1 K F/IRER
PR Mok B R b R
A MR —A P 455588 4k (Kimmelstiel- Wilson
nodule, K-W£545) ; IV . JR 18 & /N ERBE AL . &
/B (8] S5 FH (B SR 4R AL 7B /N 2548 | 18] BT R AE Y
BETS, B B % &R B E
LR EIER,

= .DKD HBii4

DKD HIBiIR 5 M= BB . E—BrB oy by
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XBER:

* DKD KB 16 R A AR R AR . BT
(C4) ‘

* EYLx DKD fER F R BT, % o 6 | =ik e
FECLHEBBALH), #eF Bt Ry REY 2t
BBl BEABRALZ(AR)

o BLIF YA TE U7 2 A R IR AL 4% ] 2 B35 DKD
HIXE(AZ)

DKD % 4 , f1 35 R0 & s A 3% O 2 il
BMmES, B RIRT, BIAEAR
5 eGFR T F#/) DKD BB % , T LA A 67 (it
Weks B R, 43R FI ACEI/ARB %) , /D 3 1E
ESRD W& 4 . 2 =KrBt R4St B DKD 45 &
BT, 35 ESRD BB BERAIEYT B8 ESRD A%
FHRAE DO I R RSO TR, S A T TR
2 . EKEMm,

DKD HIB5 1A R SR AR I 2 R R L 52 A
FHl. 2 B0 RABA 1 BUSRAR R S 45 ) &
Z N BEZE KA RE S UACR AL ILEF GHE
eGFR)—K, EHX DKD fap M E T, 455
I3 B SRR CEE R BRI ) , 5 B ik
HYERY AHERG BEABALTE. ARE
B, R A AR 36 5 2K L R0 I A 32 1 By
6 DKD B4, 3k B REEF BN —DFEYL R
R B, A RS B H ] LAREK 2 BB IR % 28
) B RS FFE T XU >,

(—)—fiRT7

BEAE N, BEKRRHIT B30 RE R
W RHEEBEA R ES, A A TRZE DKD #
B, R EThEE,

XEER:

* DKD BEM A HEHEARAR, EAEFEANL N
0.8 g-kg™'-d, R Z I IE A EAR I A T i
—3R 2% , IR AR B (<6 g/d) (B )

o BIE R SEN, S BN (BH)

o BE AR (BLL)

1. BEEFRIRIT

(DERE:-FBHBEANSHENE B E%R
B FRAR R E , AR B BT M AR T
A MR

Q)EBEAFREA X FIEENTDKD BE ,EH
FRBAKARN K08 g-kg'-d"s BEREA GBS

BHE20%3>1.3 g-kg'-d) SHRFREE T
RET P K B2 B A A S o4 B I W R
FNBEAREAURE EFHEQRBABRAR, A
BT ERERN15%. FMEHEBHEARBAKT
0.8 g-kg'-d", BME FUARERM E A BRAF R BE
eGFR T /&, th R B/ O BRI, SHENRE,
HAAEEARRHRERM, &Y NEAEAGF
FHRENABSERIGE, B TEARMEARD,
BAREARN UEYFRNSOREEA RN
FUNRE BEHWEATHES,

G HEA SR ERREFENREY
B, BRBEATARNLERREA,BEMESRD. L
i i e 2 BRI FE T B KURE Y, — T RE ML X B
PR E, BHEERBEA (<6 g/id) AT ML /E
RE A, 000 & - il B & 7K K RS (renin-
angiotensin system, RAS) #1fl il 3 & 'S R £ 37 1E
Fi™, R, BAWEEHRB/R, 7 1 BB RRF
BES KA A (RAHER<50 mmol/d) 7]
BN ESRD RFET- B, B, #i#E DKD B &R
HEBEA LT 6 g/d, HARNAETF 3 g/d's XTF
A EHMENEE , CFRERFGLEEA, K&
i BIERAT MEL, RIBREN S HFERBAL .
#FHZ5Y iR K i A A TR

2. A TE

AR TR EIEE s R R EES,
REFRNEHTTERBERFBRENREAEE
REAE BRKPNEY . SENEIHVEBERE,
MRS FRAH, BRI N, REEERE,F
B F DKD BHiR, HEREFRHITSK, K
30 min 5.0t ShREAHIC AL 31

Xt AR B E By 2 B RR B 3, B UOGE T
KRB EHEHBEEE, MREERNEEGETR
W ILES, EREE LT T%) W BER
{RCRE BB 3 2 RUBE PR % DKD & A Fdk @ R,
{EXtF CKD 4~5 IR B R IR B , MER T A 12,
L)

AR R A AR R Bkt B
fER B | AR SR/ DR AR R PR R TR B 5
# DKD it BB, I KBRS B A ]
FHE B K, UACR #75 , DKD B R RME ',

(=) ¥ b

L. ) E An K 2 e 1 S ]

DKD £8 3 A IOWE 44 il 7 A AL BRI . if
WES B B4 m 4 ZE A (glycosylated
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*EBER:

o AR MG T RS DKD R A FIH R B E
DKD & &R (AR)

o HEARHFEMEH _FIMMER(BSK)

o G- B R REILEEIE T 1 2(SCGLT2) M B4 Mk LS
BRI Fl . DKD B3 A — B LG AR
AR, TR SGLT2 M S H (A ZR)

o R E AR 1(GLP-1) 32 Pk 3h3) W] B3 DKD B

R (B%R)

hemoglobin, HbA,, ) A3 7%, eGFR<60 ml+min™'-
1.73 m ) DKD ¥ HbA, <8%'*', W ZEHRK,
HbA, ] B AR A& S K 2 8.5%. MT CKD &
H LA A 4558, HbA T BE RS . 7E CKD
4~5HMBE P, THRERSEANFEERR
I LA R K S

‘o T I T SE B SR B B B E R
ThHEEWIR 1 & e Mt . 24 KESHTRETEREHLYT
MRt RS B B , A8 FENEA YT i 7E 1 BURHIR
3 30 A2 2 BB PR R 1 68 ST 2% W R 0 R A R
U R R B, - AR E A 2
(sodium-glucose cotransporter 2, SGLT2) #l#57 BA
FEME LLSH B ' AR PR D, IR R A RR-1
(glucagon-like peptide 1, GLP-1 ) Z AR BRI A ¥
SR BRI E T RS R, ik, % F43#
CKD W 2 BUBE R 83 , W B SRR B IR A A MR
FRIREREZSY) . 2018 473 E FIBR W IR R F 2 %
T 2 ROBE AR 0 MR B Y SR HERE - &9 CKD Y
2RIBEIRR B, A SIS o A 4%, B
eGFR7EA & /KT , AT {1 SGLT2 #ihil57) ; 1 SGLT2
MR A ZH AR, HiE#H GLP-1 ¥
B,

DKD ¥ AR MR, o EEFHO0 N
0 CEBRER BRSSP R
TR AR TERIERESAME K
AE PR IMBEZS Y

2. i mEZ Y

Yim MY aFE DU BEIR2E MR FI &2
o- B RN ey T ER 2 T AR AKER IV
(dipeptidyl peptidase IV , DPP-4) # i 7| . GLP-1 %
PRBE SCLT2 M LA RS K o

(1) ZH AR

“THIMEFELDIRBEL S /NEHEM ., EH
2 BIWE PR 1 LB R | 3 259 , — W SUIA B A

ST EIEEE W, [BE S IREA 28, Z AL
AREERNER, EEZ5EABRERYE, BKLE
TRIEEE CFR/AKEHRE —FIMEBFERLUK
FZ5H & : eGFR 45~59 ml-min™+ 1.73 m>* B &,
eGFR<45 ml+min™ - 1.73 m? 25, 3% E/BR I ¥ IR
MFLSBEEIUERE —HXMHTFHEEgER
22 RINE IR I BB A HIBR I, {7 eGFR<30 ml - min™'-
1.73 m? B E2E A, eGFR7E 30~45 ml*min~+1.73 m™
MEBHEERRL 2, BB EYRE. BARHE
FRH_PREE S, — B UK 7E 8 & R R
SRR A0 PR T % ) E L 5
SR Y EER M F R A,

BRI ) B 4 B R R OR BT BB X5 — R WA
FHEHEM A —EE W, X TF eGFR>60 ml « min +
1.73 m? MR IRR B, B 2 B REEARFIA
ER B WA, T eGFR 7E 45~60 ml  min™ -
1.73 m?{) DKD B & , F A& ek & SRR B A
A48 h b 487 adE F — XL, sE BV 48 h G B
=B R B AT RS A2,

(2) R ER i

KERSTBEIRISZG ) (AR FI MR ARFIFTHE 45
FnER S ) AP RE R, FE Rt S 24 T i
Hett, A B e Z MM B E R REER, BT
BRI BES R 53, eCFR TRER A HR
BERZEZ5Y03A YT B I I8 DXURS: 38 , 17 1N 5eR I b 1
W, —MHEoT ZHEEIREZYLE CKD 1-2 1K
THRAENE, 3 E . 4-S R H, P eEEEE T
ABH7E S b HES , UA 5% @3 S EHEE AT
CKD 1~3 #Hi 2 RUBE PR L B TR TR & 4 3
T, S ISR

Tt 552 R HARB= Y F B2 PR, 83
REHEHE , AER A2 5 Hett R B 4% 51 2% 7T L
FEEEA LR E {HCKD 4.5 B S B 5
&, UGB F &, LAREARAR s XS . AR 51
2= EEAE R IEACH, 83% 23 Rk ettt , (B 7E
eGFR 15~50 ml-min"'+ 1.73 m2 BRI B R A
FIFERAYEEHS@RAMHELERNAR BHET
I E LR B H &2, 7£ CKD SIS E , HEHER
= YIAKEER, N EEAE R,

(3)a-WEH R &I

o-FEH RT3 CAn B R B ORAB BUEE R4
P A ) O RS 8 B BB RO 2 1%, B— A
JXTETEE TR, {HFEE T IIREREK, o BEF
IR B AR 15 7 0 4 o) 25 9% B B 10, eGFR<
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25 ml - min+ 1.73 m™ B8 [ 3% B BT B8 , eGFR<
30 ml>min"'+ 1.73 m2 SR EE KA 5N

(4)mEme bz — K (TZD)

BEME A — 2R 25 4 (An kA ) B A0 25 46 5) R )
FEZITAAEASE, KERMAS 5 B ARt 2508
HhkR. TIFIE N #5e 28, TR A MR
Heds , HACIH =M PR (64% ) (2608 (23% ) HEM
BB TRMEELTFRENE, ™mEBUMkE
RS IR SR, T ik B, TZD A4k
EAUE BB RS X F AL A O E AR L DIRE T~ IV
REBE AREHEA,

(5)GLP-1Z A zh

GLP-1 ZRB s M a#E AR ik  3CEARAK
FRIRIRE . Flhr e AR ™ Y] 8 43 FR W B 3
fEHEM ; L EIRAEE FKBIBERG, FEEd
B /NERIE T TH R 5 1 R AR GE i W /DR R TR BR
RIE &t /VE BRSP4 R
NI RRANE R, K AR A EARE TR, X%
25y N A F CKD 1~3 8 % ,ESRD S & A 8t
WA,

BREYL BB R IRE T GLP-1 Z KB Sh Ml 7
O I TR RS 2 RUBE R A R B R O L B R 2,
HE SR (RFAXE) B GLP-1 Z KB 3h3I 7]
REEARC B o0 R, JE 4R 15 b it f& ', LEADER B
KR, SRR, FIRE KER 45 0S4
(B RFrEEEREREAR FreetEimniELE KT
Jinf \ESRD Bk B AEZARFE T ) B XU IR 2296,
ELIXA FA R HIE L F FIBRAK AT RS A H KB HE
FRE2EBERRREEARNHER, HEHEE
5 BR B XURS FE 1% 19% (P=0.040)", GLP-1 34k
RNEE A I E IR, MR ERFLE
I R B S R R SR IESE

(6)DPP-4 11451

DDP-4 M A A IERAEFIT TR INT W
FITT HERBINTLL R PTRE ST %, FIAHIT EZL
JE T8 i B B R S e, S HEMHIR T A 25 E
5%, B AE A 52 B ThRERE IR M e, FH T CKD
1~SHIMBEY LT RBRE, FEHRINITEZEL
JE I MR HEHE , eGFR>50 ml « min - 1.73 m? RFH
BEHEF &, eGFR 7E 30~50 ml - min+ 1.73 m™2Z [8]
B ¥ , eGFR<30 ml - min™ < 1.73 m? 3 A 1/4 7
B/, UHFIIT e REAH, & o E AR HE
eGFR<45 ml-min"'+ 1.73 m 5| &, HIITTR
G2 85% @t IRV HEM , B S E B e~ 2

BEPRIEEN, FEIITEEREEE S RE
Hett, P ESTHREZ B BN B, EFREM
1458, AW 5~ DPP-4 I ol s R A R
KRAEANIER", (BEEE B ESRD & 'F JE4
et ELI dif e SRR

(7) SGLT2 # i 3]

SGLT2 M| L5 546 51015  BAG TG FT R 4%
PR, BKESG BAHRAIH = E EL T E
%, —H% eGFR<60 ml-min - 1.73 m B AHEFE{F A,
{BHRF5E B/RTE 45~60 ml-min - 1.73 mBH#H FI 5
WA REEHENMS, BRI EEEFE
(41.2%) F1 PR ¥ (54.4%) 16 B% , eGFR<45 ml * min™ -
1.73 m? 28R, FHRFIHZEME(51.7%) MZE KRR
(33%)#Eit , eGFR 7 45~60 ml + min™+ 1.73 m i BRI
i FA%) & 548 B 100 mg,eGFR<45 mlmin™+1.73 m?
R RS . SGLT2 4945 371 4 R e I B
B IIREWR T R R, EE LB, NIEEK
J&, SGLT2 1 il 77) T 38 i b % B A= 7 18 7R e X
B, BB N S B INMOK  REFANBE I, LB
T MANAST

25 Y RE i M SGLT2 BRA o, if B
JE G PR RIREH SN R, ERMERTTRE S
BRI A5 | B A JRy 3 i 355 30 ) o DA e FE e ARk
N K, ZIEEYLXT BRI MER T SGLT2 5]
FEO I E R 2 R R R B E PO E R 2
ML X R ELR S#HITT 4. 7€ EMPA-REG
BB, fH LR, BARIE AL S (g
FitREEREEAR, ML VIEER, RS
RIBYT , SR SRR RS T ) B XU T P 39% , H
i 7 LB B AF B & A KBS R R 449 B4,
CANVASTFR G SRR, ML R, R85l
i A4 S (L ULET 8% \ESRD | B 5l % 5T
T2) B9 RUES T 8 47% , Ho o (5 28 AR T XURG: 1K
27%'*', £ DECLARE B35+ , #H L 2R, i54%
1] v | {8 B AE X 45 (eGFR F P 40% % 60 ml * min™' -
1.73 m?, $ & ESRD, ¥ B f5 36 1= ) XUEE T [&
47%[67]0

LV RS IR b £ B4 5 1 CREDENCE BT
MAT 2 BB RIS A 3 CKD B (eGFR 30~90 ml-
min"+1.73 m™), E*Eﬁﬁﬁﬂﬁiﬁﬂ%ﬁﬁﬁ?ﬂ THR
HIF7 3% 2% 5 (B ESRD . i 75 LEF BIA% S .0 1
BIET-ME AL ) IELRAES S BA BRELS
RS R YER . HAth SGLT2 #1HI3) LA B BE 45 =
A EER S MG KKK (W0 DAPA-CKD,
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EMPA-KIDNEY )if ZE#E4TH

€3] 15

BAHEIERERWES T BITAREZ M
TR L RS RIRT B MR ME MRS, &
DKD M RN B, i TR S RIKTUE M, SRR
KATREsE . Xt F el DKD B H, %5 2
CKD3bHIR LT &, B RS RHBERE L, B
SEFTRETETHRY, XFCKD3~-5HREE
BN AR S R AR B R AR WA R/, B R E
MEMREBE. S FEERENREMRLCEF
ERHBR S 3, DA T 88 G 105 W 2 A7,

(=)= m &

XN

o DKD /& & [ /= #5 ¥ 5 i FE , — ¢ B AR {E 0 130/80
mmHg(B4)

® DKD B & [ EZ5 9% 1% ACEVARB(A 4) ; XUEH| &
ACEVARBFIREREZEE L (BR)

© ACEI/ARB 3577 #1815 € $HBE V7 UACR . il 5 LA . il
#K¥E(BAR)

o ¥ ACEVARB Fi T DKD B9— & B (B4)

o RHEHD S {EF ACELM ARBEZY(AK)

MEABAIRZDKD A XBHNEEREK,
HREERELCNERIENEERNRER, %
BRBREED, EXMNEEHERIFBRESY,
48 FE#8 1% 140 mmHg(1 mmHg=0.133 kPa) 8 35 ,
WINRE T REE B HN B F 13.5%, M W4 JE <
40mmHg EBEF N TRENEE R 1%,
UKPDS B .7 , SR FH P24 B I 4 ) B 2 v 2>
T2RERREEMNERERENNE, KE
MG PR W% 0 9IE 5 , 7™ A 455 ) G i FE 6B PR B 8 D
DKD W& RE,

1. i ¥ H B s

XA DKD, R KRB EARNEE , MLEN
B HI7E 130/80 mmHg AT , B KEFRER T
70 mmHg, &4 B HEHF K EREMF 60 mmHg!?,

2. BREHYIE R

(1)ACEV ARB

% ¥ FR % £ & M B B UACR>300 mg/g 8%
eGFR<60 ml-min"'+1.73 m2§ B % , IR ZUHEEE ACEI
3 ARBEZWIEST , BB O MBS A, T
BREZERHE, A ESRD KL SHER
i FE B UACR 30~300 mg/g BIME R B & R E
1% ACEI 3 ARB K Z53577 , T ER E B R FE R

W00 1 2 4 , {8 8 2 ESRD XS B9 3E 18 A
B SRS [LEE UACR=30 mg/g BB R 7%
% {3 B ACEI 2 ARB K 254 7] it 28 & 1 R it
J& {8 % TIEYE B /R ACEVARB Rl R F A S =
(W ESRD) K %™, AMRE RIS EH
ACEVARB RAMIAIT o RERRBE L™, MR
ROLE, TEEARHGFRIEEABRRRE, R
#E## FI ACEI B ARB 225 ¥ # 17 DKD 89— %
ﬁ%m]o

ACEL/ ARB &7 #AIE by € B 15 UACR . L7
P £k, REIGIT R . ACEV ARBEHA
FHA TS SRR B E, BUBHH
BN A A 1~2 JE L W o LT Fo il 88, iR %
R4k, BT AR 18 FE 4 W W e e s SR A2 24 A
& LEFA B IR >30% & 7R S Bl , b & %
K4 0 PR AR , o5 3 PR 2 W 3F &
BH6IT o W R AR5 B % i 38 WL BF <265 pmol/L
(3.0 mg/dl) iy 58 3% i ] ACEI/ARB X5 R % £
B, AN ENNFENFALS . nFN
B >265 wmol/L Bt Fl ACEVARB R AWM R EA E
AEAR 25 MR ILY , TG RBIE & Meta 757 8
RES{# I ACEI #1 ARB 2K 5 88 B} ACEI 8, ARB 3
HYMLL, AU BT RA SER L NESHR
AR, RS mA R ES (B IME .24 TR
i ST ) RAEFRS, Bk, FHEFRS
{8 ACEI 1 ARB 252591,

(2) £ 7 R ¥ R Z A& #5 $1 57 (mineralocorticoid
receptor antagonist, MRA )

I MRA BB KL FIEE, B0/
A FEHLYT BEBFST R ,MRA 5 ACEI 5 ARBBX i aJ
AR IE, KR E A, 3 BT ek
6.0 I B 34 & 4 R, {BBK-A MRA 1877 ] fE & 3%
s MR, MRA &Y DKD BB 3tk R &
EHMTELIEE,

(3)HAbFhKbEEZS Y

B TF DU R — IS T4 X A B A9 RE
EZY. E£BMEZHRN, KYEE FRERNLTE
BAERE., BZIRMARE A EEFLE/RALL
RIEBRE, BUEERENELR RNERELHE
WA, DKD B E LT RABNE,BILRE RN FHE
FIRFAREBR A L BAE[R] , eGFR<20 ml*min™+1.73 m™
4 B RB BT 10 mg, SERESEEFEEE
REIRE B EHBRE2,eGFR<30 ml min™'+1.73 m™
A DKD B & R ; Bk EEK e B RE P E 240
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IR, DB IRT R, o ZAREEAH S
FPREAGES, BB e , DR 2 PRI HERE, B 20
e B E KL AEFUANE, DKD BE MIEL
BkbrE , TR A RSB E 25,

() A IE RS B ERAL

XEER:

* CVD Z2DKD B H MW FEFT-JRH , mpg R CVD iy #]
BEREKHEE(BXK)

o X FAEE T DKD B & , HEF FE AR 25 B A 2K 1 e FT
(LDL-OER MR E E B R, Bk MiTRAY
(A

o #: 3 DKD B & ML B§ VAT B #7 :  ASCVD 5 S 5%
eGFR<60 mi-min™'+1.73 m™> %4k & fi. ¥ LDL-C K¢
JNF 1.8 mmol/L, HAf 88 # R /pTF 2.6 mmol/L(B4)

o RNEFARFERAMIT XY B BETFRMBITIRIT,
HEFBMITIRIT BN BETASEER, BRIEHHR

BIfERI(AZR)

CKD 2 CVD g 57 fE e B # , T CVD X A 3
N CKD B FET- XU , Z 8 DKD & SEF CVD, 3
JEESRD, MifERE CVD WK E R, B
FeE # Al 03 DKD BE R %,

1. 1M B+l HAnE

HATEBE 2R YT Y, R LDL-CAE A B
Z Htr,EHDL-CAE MR E B, HRIM AR
R R W KRBT DKD &34 LDL-C 3857 B
WHFTR R . B3 K eGFR T % (eGFR<60 ml -
min'+1.73 m-z)%ﬁ't‘ﬁ%%ﬁﬁ , [ﬁlﬂ:*&ﬁ DKD
BE MARIRTT BARN - B SRR fL MO I BB
5 (arteriosclerotic cardiovascular disease , ASCVD) ¥R
$ 5 eGFR<60 ml * min" » 1.73 m?* &R BB E
LDL-C K /N F 1.8 mmol /L, H Afth B F hi /p F
2.6 mmol/L!'6-8" '

2. FEREZS Y

(DAIT254

R BR , MITIENEETA R, £ 8H
Al 2 I RTR T, 7 DKD B E B2 MITEIr .
Hh 4638 BE AT (AT LDL-C 7K R 25%~50% ) 2
AR LDL-CIRIT Y. % AT R Y aiE
BTHEARAMBTT FEARAMTT FARMIT FR&F (it T
RMIT4 . ¥ DKD B EA T CKD 1~3 8, fliT 2
Y AL TR ; AL T CKD 4~5 33, BT ARt
TR TR, FRAMIT BB, MBI .
T &F ARATT AR AT 3 R R s R R

FAMIT BT B E TR MITIAYTY (HEFFRABITIA
STRIBENT A TS, BRIEH BLRIER .

DKD B & BMITHENRNEEAR, £
I B 347 PR B eGFR<30 ml - min - 1.73 m 2,
fITRAY 5 B R R B E R ENR, 3 H R
B 5 b 7T ) & % Y1 O, BN 8 A K &
I A

(2) H A RREZS Y

28 BE b VTV4YF LDL-C A REARRAT , ATER A
L FHARYT 2 70 (AT 2R A 5 AL B A B0 T -9 k)
%, K25 S0 N DKD B B el
VAR AR KRG, ) B R Bl 0 T B B
JR SRR T ™ 8 R T = B IAE (H i =Ee>
5.7 mmol/L) , B My & FEARBRAR R XK , {H7E eGFR<
30 ml*min”'* 1.73 m2 A2 S BAEWRER,
MR K YNRT HASE T BUE , Bt AR
FREZG YRR A b T T 22547 DKD,

(F) HABIATE

XEBER:

o L a0 IR B MY (BR)

o JE K A4 4 25 (NSAID) ACEVARB 252547 , DA R fije .
REEHER2HERONEREER(BR)

o MR REF N ERNBREE, RIS AH
BT EE A E R (B4K)

o Tl Ry (U35t B ) X DKD B E A 4% (C4R)

1. tE s S A BN AY

%t F eGFR<30 ml* min”+ .73 m? B H RE
e O JE S K L K 4 (non-steroidal
anti-inflammatory drug, NSAID) ; 7£ eGFR<60 ml -
min™ » 1,73 m™ ) 88 % {8 A NSAID i 5 L & {1
RAS % 4t BH Wt 57 ) 58 35 . B 7 4B B B NSAID, H
YR FRTENG PR L3R , I B G (P LA Y
BHEERN PN DRI PR,

2. AEHh

SMFRGREBERREN TR EH
Bifn, aEm R HEERE  REASELINA.
WEPRIR B R AR S B B0 i KU 1 B R R
BEM, DKD B 48§ W I L EF R 8
eGFR B & FREN B S 6. CKDREMYE
PRSI ER F R, —2254in NSAID /] #E5|
EAEEHG, 5 —ER S i 5 sh K2 Y
ACEI.ARB.FIRN % , R A] BB R 2 - F 5.
HtSB %S00 RHEaFERY RIS
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R LR EZGY HEEE RS, MiEKE
ENELHBRG, NEREREY . TRRERE
WOREREREE LA TG BEEARE IR
WRIT  DERTEERENT

3. # % M 'F 7% (contrast-induced nephropathy,
CIN)

CIN#EHESTBUE NG 72 h Y, I WUEF K -7+
4.2 umol /L (0.5 mg/dl) P F S HERE T B
25%. DKD &R CINM BB AR, ik, &,
RIE .0 HhEE HE(75%) FEIRE CIN
MREEE.

KECINMRRRBE TS E R, MBIBH CIN
RABE, BUBRREEEEXNERELE
VBT ARIEAS , REMECINEREE, HEEE
SR, 16 A R B AR BER KX CIN B e B B T ik
KAL(1 ml-kg'-h', FHEEAT6~12 hiiiE), HHF
LSTDKDBERBEREERNE/INEBER
A RBFEARBESFREEN, FERLENE
hEEk, RAECING, BEMBEIAR, 7% &
BT,

4. TpHRR YL

BRRBEBRLANERE, ¥ AHAE . B
B RERR, AR, HITRTESERRRS
BEBR K DKD ZAEFYIRX, RESE—
TR BRI B 5T B , T 8 A AT LAREE DKD X,
B, B 5B AEICU LRIET- KBS TR ;i
SMES R A B WERRARC S TR 1
BRI B E SRS RS,

74 .DKD 9 451 K 52

X@Ee:

* DKD i2Wi/5 7% M WIStk R , IR o 5 hAE B ALy
BER(CR); LEMFLEBRETH(BR)

* CKDHRERBMEAR ARAMIE BERE
AL ARERTE R ERBERRE, KBS

BEIRR . EHIRR(CHR)
® ¢GFR<30 ml min™'+1.73 m? 9 DKD S8 E W R &

REBAIGTT(ASR)

(—) 4Em

BRFREETEMENEFEAIRMCFR LI
$I2 Wi DKD, 2 DKD ) B8 & 0 % M BwiH R,
WHIEFTheE R A& H B R EM 2R
£ 0 MBS i CKD 3 &5 KR , R 254

REARNE BEfiL R,

R EMW CKD I RAER MM, i EA = FE
e E. aEEREAL RRERPSE A0 kA
WHERE, KN R A S RAEMCER . 0
JE AR i e AR 21078 B R W kAR
f5bR) 0 HEEE B PRFREUEM2S-BELER
D%, CKD3BREF 61218 4B EE 3~
SMASHIBREE 1318, A FRERIKAE T 3
BRENRERITR T LN ERERY, 45528
ER RS TRERIBIT. X T4 ACEL
ARB RAIRMMEE , MR EW R AEE,BH
70 9 I APV 9 O A 25938 . i B R R I B
}Et[&ss]o

(D)&LEFL

BT RIE AL A RS B N E T H
(1)DKD # )& Z CKD 4~5 ¥, % 18 & i & R677
(2) 4430 CKD 3~5 $AM XA RIHFEEL, i m S
PR EFMRIIBETT i MR R ILES; 3)IEK%E
JE& NDKD, il eGFR SR RHE T & B AREHN
R R RERE SRR LES,
AR ERCKD 3B G A SR LIS
EREK2IT R BRAETRE EXEN
E;]-I‘B‘][29.49.58]o

EHERESBASHERGHE): AHFF(LEBEXERR
FAARER), 2 RALAKFEARER), $2F(FEMEK
EWMBRE—ER), KA (BRKEELRMREEER), #{
H(ZBRERRELER)
ERRRERARR BRI KR : ZRE(ERERKEHR
F—ERNTUH) HEE(ERENRERRILAFRCERAZ
W) BiBER (A B RS MR EB AR ) 7 B GER
ERKERRSE—ERNIWH) M (PLKERRILTER
PIZHIEEE) I35 ()N KT B B REARL) BB (T ER K
FHEHERATBAEN) FLR(AHESERMTBH)
HARR LA ROREAIUEHSHERF)  FERBELRKEA
REBRAZBHN) K EBR(KRERKERBRER) BRiE (B
FEXFERRKBERMSBE) BRBF (P B K IFERNT®
B AFAHILKRFEZRMRERERERMNSRH) BR(E
FRER KM = B B P SRS Pl ) BB (R BT K2R
RHERASBE) LA (RELEERATBR) FEEfk(m)
KEETEBR NS BB ZER(ERENKERBRE—ER
PSR ZEH(PEEFMFRILTHNER N SRR ) F
B(RREENKERRE—ERMNS M) HEBERERNX
EWRE ZER AT B (LB ERERREA
ARER) BImE(ABEXSER (R R EXHERSER)N
SUR] AERE_EEREMRKEERATBR) BHEE
EBTHEZERASRABED EOR(ERTARER (=K
KA ] EF(ZEEERZTRERA VAP EK
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