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18 P B 9% (chronic kidney disease , CKD ) B B
R R D AR L TS 2 R BE T 9 T i A R A M
PRI B DR R e 8 S5 B Z A, L — T E e N
R PG o I AR CKD U R IZAE BT, &k — A
FE ARG A i A 1439, 3 [ R T 18 37 475 = ) £ F Y
R, 18 % VLB AR CKD 855N 10.8% . FE#H T A
122 1% A OB ROV 55 100 T 55 5 0 114 22 9 48 08 4 1 e
CKD A5 HaAL 52 LA | I 2 3454

R T M AR FIBUR X CKD (9 B AL, {3 T lk 2R
&, 5 [ E 58 WE 2 4 45 (National Kidney Foundation,
NKF) T J& "B k% 101 5 2 A8 1 (Kidney Disease Outcome
Quality Initiative , KDOQI) T-/f4H " F 2002 4F: il % T CKD &
SCHN 3 JH AR S, 2005 4F B3 42 BRE IR TS 20 21
(Kidney Disease : Improving Global Outcomes, KDIGO) ” % i%
B A W A T 5 A S, T 2012 4R AH AT
PR % CKD Il R 5 BRAE B9 2020 4FJ5 KDIGO Jg B B
AN FE 2012 hit CKD Ilfi R 52 B A6 B, St — 2Bl E 1 CKD

B2 B 5 T Fi 1 T  CKD B FR 96 4 BRI PR S B 45 g
J CKD Il 48 H48 " o

i 2 N AR Tl A B R IR T RS R
B % T /E# 12 CKD B if /K - 138 Y75 28, 2015 4 L i
T BA TR A F 2 5 S E S i X CKD H & BN
YT R R s A S A U s Ak TR R R
W EARAT SR S 30, T 21 2 Sk 41 20 E T B
LR HE T (CKD ffifx 2 Wi X Bt R ), 3T 2017 45 &
FOIZ AR I 1 ) TR R b B T 3R X CKD PR, 4
TR 45 A BUKE CKD B945 HiKSF- o3I 4F 2K CKD fF 55 MUHL
15 TR Z2 3 K E I, Bl A WG PR IE 31 1 FR 2 R 45 R 25 1
] 4t , 2017 Bt (CKD i 5 2 W K i 16 46 76 ) A Wb ZE k1715
ITo MUk, FATEETE T R & FAE 1T R 37 (CKD
i Wi R BIRIREE ) o BT A ) BN F S
CKD i 5 59 57 4 F0 75 20 CKD R PP AG & B 18 (G5 75 9%
BRI B R R L A A R R R R 2 BIRIT)
CKD Ff % iE (1 B 36 CRLAE F 0L O 100785 5 00 12 P O3 -
W 55 - i A S v A AR | ) 28 I SR I ) L I
14N T CKD 5 28 8% 2 Fil CKD #F & %5 285K 11 ' 9% (end -
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stage kidney disease , ESKD ) XU ¥ 701 .

AR 11 PR 552 B A T M 0 0 TIE B A I R A R E AR 4
SAETEC L) AN e (1) MAD , SR BT i 23 o (a) R
(b) MECe) =R (F 1), ()R “smH#ERE", UEHE T
AR AR RTE B N Y R 1% ) T R R SR R RIE
i B hE ARV B AN Y SRR % BUTR Y 7 50 B RIE 46

i .

R AR RIS R S5 )

4 st

Hila) KRN BRI PRBFE 4 Meta 4387 | FT I M
BB 5%

b) TS e % BB /N BEHLG RR T
— JBE 5 i AY Meta 53 B

fik(e) AEXoF BRI PRWF ST i 404 % LR,

S0 5 R AR

—. CKDE X
B LA B RE S >3 A (T e)

—. CKD £ ¥R
L 2 AT — TS bR, R 2t Rt 34 A L BP
a2 W CKD, (Te)

=.CKD##A

R2AGVEE IR 2 WbR e (Z2 62 1350)
BWitR R NE
i ikrdG (1D AEAIR(UAER=30 mg/24 h 8, UACR =30 mg/g) ;
(2) JRUCHESH 5 (3) B /NVEARIGTE ; (4) 4B 50 5
(5)ARZE I LA 53 5 (6) RS AT Bl
GFR W eGFR <60 ml-min+(1.73 m)’

1 UAER: JR (18 (1 HE W% ; UACR - JR 2R LB LG AR
GFR: "5 /NERIE IS K 5 eGFR £l 5 GFR

K3 AETMAE/DNERUEL AR (eGFR) B 1 1 1 IE

(CKD) 4341
CKD /M eGFR[ml-min+(1.73 m?)™] i iR
Gl =90 TEH
G2 60~89 IRRE R
G3a 45~59 BREPE TR
G3b 30~44 PEEE T
G4 15~29 R TR
G5 <15 5

F Al B /NER JE T K (eGFR) , CKD 434 5 37, WL
%*3.(1c)

M. CKD B4 =

CKD A R 05 i) 5% ma PR 3R A 46 - (1) CKD i [T 5 (2)
CKD 735 (3) FUEE IR 43 25 (4) HABAE RS R A4S IFAE,
HR 4 CKD 43 # Fi 1 25 R 43 90647 CKD fa b 43 )2, 40
L RAE) 2 (P fE) (390 (i fE) A4 9 (R s 8), L
#F4.(1c)

CKD 5 &

—. HFEHNEX

CKD FETE R B b, [ R AL T i bR B BE, 930
R RAC . B & e & G3 IR, BB & A I R E KU
Rk JiE 22 ESKD B XU 2 35 1 =5 CKD 4 45 2 7 4
BESAIT N AT A B R B R LS R T LA
£ CKD & X H K,

. xgmAERK

TS AT T G R AR AR B AT 0 2 o AR AF RN AR I
SEBCR I — U IR 8 VLT LE{E CUACR) LI 3 JUL AT
(Ile)

Xt T CKD i KU A, 4 I 2 18 S B DR i
ML ML i DR PR IMILAE e 2 (> 65 %) BB JHE , LA

F4 ABMEEIER (CKD) GRS 732

FUE AR R AR UL LE)

CKD 4344
A1 (<30 mg/g, 1IEH B AR RN A2(30~300 mg/g, 1 EEHE TN A3(> 300 mg/g, &)
G1(eGFR =90) {i5/A s
G2(eGFR 60~89) {5/ T

G3a(eGFR 45~59) hife;

G3b(eGFR 30~44)

G4(eGFR 15~29)

G5(eGFR < 15)

T eGFR AR ST B /N ERDE LA B0 2 ml - min™'« (173 m)!
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RS OEETNE T NER (CKD ) 73300 1 2 DR 73 20 0 DU DPAG L M 01 4 S e a2 AL

CKD 4 FIE R AL FIH PRI A2 FIE PR IM ] A3
B (5r20) Wl (R/AT) s W (532 Walll (/AR iz AE(5r20) Wl (R/AT) e

Gl 1 1 - 2 1 a 3 2

G2 1 1 - 2 1 a 3 2

G3a 2 1 a 3 2 a 4 3 c
G3b 3 2 a 4 3 a 4 3 ¢
G4 4 3 b 4 3 b 4 4+ ¢
G5 4 4+ ¢ 4 4+ c 4 4+ ¢

TE < KU B A A2 AT A PRAE T 0 LA A0 T 48 ARIDI Y i kW 450000 L KD R 258 5 JXUBS: (3O L 1 AR FE 52 P 853

J& s 4 R FE s AT TP, 1 ~ 443 ) FROR CKD S8 2 AR AT 25 /K /DN BR ik o 6 R PR 1188 1 WUBT LU B 8 #6122 , — - 3 F R Bk 48 B
WML RS E DL 5 a - S0 ARSI /D R B 3 IR 1 4 VLT LU AR b - 2 B 0 AT AR 229 1 P i e B 0 22 i, 55 % ) B )

WG UE AR M B2 s o TR B E NELPHAYT

T T BB K & CKD BB (U0 R Gtk LD BERIE . & 1%
BEVEIE A8 ) K 00 AR AT R v R 0 25 A Ak
P 4055 sk 4, T — G LR , A2 A TT R — K CKD Bl iA
VR #, RRAE E /D IR AT— UK UACR 1 35 JUL T (4 4G 0
R ot AL 107 P 0 1 B U9 972 1705 = I (CKD-EPT)
ARMEE GRS Th) . M TFER CEHRARL NAT
AR KT D B8 B AT &, LA LR A5 55 GFR X F CKD 92
VTR0 43 300 AN 008 o A ST SR 2 C L AR R ai LI A
JHe 4 2 C 0 ] CKD-EPL 2 34535 GFR™9( T a) .

CKD it T K Bhis

—. CKD i# B4

1. GFR F#AIk : CKD 23 WU AE , eGFR 2L LRAH T =
25%",( 1l c)

2. CKD He 3 & . eGFR T % 3 R 47 41 K T 45 4F
Smlemin+(1.73 m®)™ (Il c)

L CKD B A 4F 2 /K5 I — YK eGER fil UACR, i
Ji DRI 3¢ v RS 0 445 SR 52 YR YT T 48 B R N 2 4
e ks, (Te)

. T BB CKD # & XU

37 BEAE Y CKD JRURS: P-4k A5 280 m] 3500 CKD i J& )R
W, A Bl S 0 A R AR (L E R k= S R L
PR ARD , BHAT AR RS A A PR AR A0 A R AR S M
B R K eGFR ZKAF o0 LA P29 0 L IR S0 e L
{4 F5 %0 (BMI) Fl UACR 7K - 45 2 B 10 S 4F CKD % 2=
4 DR %ot M DR s R, A A AR PR 24 4 W A I 2T
B A KSR 5 22 18] AR 5% 2R T S AT CKD % A B A
Si(IIb) .

=. CKD#ERr&
(—)EBEFEAR

L R BH# R 77 CKD B H 7 =48 5 T 2 e
Tiff 5% A 1A B BB (g JE] 2220 5k, AR R 30 min) ™, (T e)

2. AR AR TE . 445 BMI 18.5 ~ 24.0 kg/m*" . ( 1 ¢)

3T (Te)

4. At . AR ., SRE G 55 5 W7 Lk 0T W TE IR Y Kk
A A OV | Al L Bk (Te)

(Z)EFEIT

LA 0 S B A X TR R R 9% CKD G1.G2 1
AR R AR B R A AR
0.8~1.0g-kg'-d', MEHIRA FEIGIRERIE , #=H1E
AR N 0.6~08 g-kg' - d"; A G3 W FF 15 IR/
PR EIRIT R AR AR 0.6 g kg - d™ (1T h),
SEE AR B (TR BIR YT B, P R AN 25 E 30 ~ 35 keal -
ke -d™,60 % DL B FIE SR/ GEFRARAS R4S AT
b2 30 keal - kg - d™([e) o X THHIRMG CKD G1.G2 W]
B EEEARIEAR N8 g kg -d', G3 & G5 Wi HF
EHTHEAR }0.6~0.8 g kg -, BT 4N FEE J7 ol
R (T e)o SR FIREIRITH, B MR EEA
o BE 7R 55 AR PR s CKD A 3 AHABL, AF%E I8 e 1) 2 80
PRI% CKD FR 3 T 38 Y B A8 i CRVAA B8 A AT LG B R 4
HE D 250 ~ 500 keal/d) , BB FIFRAERE(Tc),

2. FEEA . A CKD 35 815 A i < 90 mmol/d (5
S g/d)>,(1h)

3. HAWE TR A« 53l CKD &5 2R 0 1l
JR i W SN G N A S NSNS PNl ki
Ho HEFRIRE T RA, N % R k27 g9 E
% SEEE G ARG AT O RRERRASE (Te)

(Z)=HERR

1 X : & HREAS > 150 mg 2{ UACR > 30 mg/g
FR MR IR, UACR 1E 30 ~ 300 mg/g 22 [8] Fx b {11 26
FIJR, > 300 mg/g FR A Kok AR IR o 05 PR 2 1 o
HE A 2 kA ZRa 720, EATTZ )i e 53 Al IR
X F6, i T E UACR J7 i, & & P, fof:
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RO MGVEE UERG AR 1 IR G b I A A A

R UAER(mg/24 h) UACR(mg/g) UPER(mg/24 h) UPCR(mg/g) Rk *ik

Al <30 <30 <150 <150 Bk IEH BRI TR
A2 30~300 30~300 150~500 150~500 + T

A3 >300 >300 >500 > 500 +a L b BETE

T AR IR A8 AR (UAER : R (2R L HEIE S UACR : IR (4 (L WLIEF ECAED 5 28 R B8 (UPER « JREE (H HEIE R  UPCR : JR 2K WL HE

{85 BRATHE D FRE )

17 LA UACR AR CKD fifi 5 M BEVT 945 bR (e ) .

2. 6% FZWAEASFEA RS /NRIEE X
NG WA, T AT N R TR /DN A N e B
INERBE AN /NG ) S 2T e A

3. F AR B PRI CKD B PR (A FE ) E AR A
UACR < 30 mg/g, I 05 SR CKD B3 R 4 H ¥ 6 B b o~
UACR <300 mg/g” (Il e)

4. FEH A «

(1) 5 3R - i 4 55 5K 3K - 18 1] i 3 48 40 16 %) (renin -
angiotensin - aldosterone system inhibitor, RAASI ) : Il 45 % 7k
AL T 410 61 59 (angiotensin converting enzyme inhibitor,
ACEL) | IfiL 48 % 5K % 1 32 #4 BHL 5 77 (angiotensin II receptor
blocker, ARB) 8% £k ;7 Jii i 2% 57 /K 45 H1 71 (mineralocorticoid
receptor antagonist , MRA ) FLAT [ 5 K 37 3 JR AP ) 1 JIE
PRA IR, UACR 7E 30 ~ 300 meg/g HYAE BRI 58 4 e 157 i
J ACEI, ARB 5, MRA"; UACR > 300 mg/g I, TG it & 75 17
FEME PRI , Y HERER P ACET B, ARB™( [ b) . HATAHERE
k45 I ACEL #1 ARB SE 2% CKD iy BEE™( T a) o 728
RAASI I 55 13 2 O3k e F T 799 0 B 2l fok g 78 #5215
eGFR <45 ml-min™ - (1.73 m’)" # LM/ 5] 42t IF 43 25 B4
U 7 FH B8Chn a B, NEAE 1~ 2 8 I GFR R I v Ak
A LTS HE 2B 1 TH IR B < 30% , 7T 4% 22 fi JH 705 4
T R 2K 30% , IV B2 I 452 24 9 T HR ST 5 L 38 S0 v
T A B 5 81T i B 0 5825 (4) eGFR < 30 ml + min™ -
(173 wey ' WIS HAT B E RSP , A — e T 25 (T o)

(2) Wl B BOCR S e e 4l ) = 22 b JUk P B4k 1
P /NER P , B P SR 1 R, JE A AL 2
G KL S BT A 5, 5 Bl D B PO | S 4 o 57
KAy saG o7 LLIk B 8 IR R SR S, o FT Y S e
1) 700 62 45 PR E I PRI R A L e SR L I BRI Ak
MR R FORRESE o TR, A= 1 i R R 2 BT L
F B0 A5 32 W TR 9T 22 R G s B /N BR B
JO7 FH P 7 R A0 9 B2 B R A 1 PR B, OF 254 S e
RIS AR A E EOR A TEAR GG WA A R A A
FESE AU E IR T 7 58 [ I R A I A By A AR
KPR RN (e,

(M) #EFSME

LE s FEARMFER G T , 24 E =
140 mmHg 1 ( 2) & 5K F =90 mmHg, # K = i £, 2

RT BT B A MR AN G I A R IS W AR v

flipare=sit] Wi R F/SET 5K R (mmHg)
AR
24 hFHIE =130 fll/5{ =80
EPNER IR Sl (] =135 fl/E =85
P[] (B MEACARAS ) P-4 =120 A/ =70
ERULNNER =135 fl/u{ =85

ZE R B S22 W IR (4 bR, (AT BB A7 7E KA g 1
FE7, 81 25 i A G0l D S R AR A2 = R R
HAZWikr e W2 7%,

2. b AR A R 3 IR T 30 min P HRE AR
HH A RE I R SR RIS g I s R B R
&3 5 U0 BT AR L 3 ~ 5 min, W00 5 B B8 00 8] 8K R 350
W o 12 E M B IR B2 S 3 Uk, AR ] B
1 min , TFEE 2 00 & A9 F- 240 o 2R AR 1 ) & i
i < 130/85 mmHg , W T3 ZL - JE 1700 &

3. fa . @ iR 2 CKD # UL I & E , oA B ] § 5
B HE, AT AR CKD 2, iR RE 51RO ki K A Bl il
SRR T INE A CKD BE TR A R,

4. FEH B bR : TSRS G IFHEIRIN , UACR<30 mg/ghT,
4t $F 1l <140/90 mmHg® ; UACR > 30 me/g B, 4 41 1fi
JE <130/80 mmHg* ., ( I b)

5. PR G - AR R E RS A Bk R IR 2
B R AIR YT . JCHEE IR CKD @ I e AR 3 n) 3k %
ACEI. ARB . 45 i & FH % 57 ( calcium channel blocker, CCB)
ARG B M R CKD 1 R B 1 7% ACET 3k ARB; A 2
ot LR SR bR 2% HE AR A0 2R A o R0 s 24 D [
RIS R N || = e e N N |
(ARNI) P15 % 8 5 1A 3 AT 458 3 Al 3 A0 L 1 19T =
HMLEZE IR A IAITE (1T h) o BAE R E NI LG % B4R |
B A S AE L, B YD S B R IR YT A AN R, W
fiff BT ZE AL L B s AR i A

(F) =65 miE

Lo7E S W DR 9% 12 W A Al 55 16 JR 55 B 23 (ADA)
2010 4 F8 §g Mk 17 A5 o - O BE AL £ B 1 (HbAle) =
6.5% ; @75 W& M4 =7.0 mmol/L ; 37 IR i 56 o
FUAR 75 o % %548 2 h J5 0085 = 11.1 mmol/L ; @7F A ## &5
IAREE PR T s T i 52 11 £ v, BE AL = 11.1 mmol/L.
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W FR 995 B IE %< 995 (diabetic kidney disease , DKD) o ER N
B BR 99 "B (diabetic nephropathy , DN) , 8 H B8 JR 9% 51 i
) CKD, £ B35 45 40 45 eGFR < 60 ml - min™ - (1.73 m?)™" Fll
(%) UACR % F 30 mg/g FELE#A L 34~ AW, & I 4L I
S 725 A B T DKD B2 W5 - 5012 0 1 B8 PR 9% A9 DKD &
G L R AR ELRE I S A8 O R 12 1B 2 RUWE PR
DKD fE 3 1Y b £ 25, B0 43 2 A PR £ 35 1T 78 B2 s B
SRR AR A0 0 g A

2. f& 5k . DKD J2 W PRI S5 i I il A8 0T R AE 2 —
TCAE S 1 AR S 2 RUBE R IR , 25% ~ 40% H & ] H B0 i
Z B0 2 R RGG RE, SUIERS LT B E L E
o I X 0 10 5 U I 98 20 7 2 A Ak R ARG S R
497 B L T

3. #E M HAR: HbAle HARME A 7.0%LL T ( Ta), BEIR
9 FEUI B IR L T30 A5 A L IO I A5 O & E I REAR 4 it
ZIRITE AT IR 5 ) HbA e ( < 6.5% ) 5 Tl 75 i 45
S AEAEA IFIE 22 5 IR XU %, HbA e H ARE A Ji 58
£8.0%( 1c),

4. PG I - B - A 3L 02 251 2 (sodium-glucose
cotransporter 2, SGLT2 ) #l il 71 HA7 K 1% LA SN 1) 5 Wk £ 47
FER™CT a) o 53 — 25 B WE 25 166 v o B 25 FF JIK - 1
(glucagon-like peptide 1, GLP-1) 3244 gl 51 bk 1T 7] & 3 F
AR i 5 B8 0 I 40, 0 20 i i S s AT s U
UGS Th) o %t F 2 BOBE IR 9% & IF CKD, 24 eGFR=
45 ml-min™ « (1.73 w’)" i, 475 — HOBUIRER & SGLT2 41 il
FIE R — LB TS ( T h) o 4 b BE 8 b5 5O B
FH SGLT2 il S8, B0 A GLP-1 2R3 8 /™ (1 b).
24 eGFR 30 ~ 44 ml - min™ - (1.73 m?™", — B XUIK Ry i, I
B W eGFR 724k 5 24 eGFR <30 ml » min™ - (1.73 m’)”
B, B RSUICAT SGLT2 3 46 77) 24 A s A ™ ( Th) . H
b Aol 24 6 M 245 0 1) 35 458 I R T IR B oI B L IR RE &
25 9% %, 1 BEARYE eGFR K- 18 54 [ 25 4 1 70 42 A1l
T2, LA B b AR i A B HE AR B R 1 & 4E o DKD 1
Wb T e R ARG I, e 5 SR T RERE n; Y ik J &
G3b % G5 W, B WEXT IR & 3 BT BR s, B R TR ok i
FTRE T RE™ B IobE 25 90 1 R4 I35 8

(7%) 4= %0 Mg &%

LZE S IR S5 48 1 2% Hp RS 28 0 T R i S R
5 1M 25 e AR [ AN () <R H TR R B R A R
JE R B8 1 o 7 B B AR P I A5 R i B SR

2. &% I BR SR AR CKD g R EE R E 0
JEAT T CKD B0 0 L5596 25 LB 2l Jhkos A B £k R g
HRERN RE G R TR IS RS SR g
4153 W R A B AR 2R 1 B AR 8 3 B AR T A
JINER [ A5 240 M 0 B /DN - ) J5i 2 4, I 40 L A 35 5 7= A
W%, BB /INEREE AL A (] 2T R

3. FE 1 E bR AR I XU E AL (CKD 4338, %

R8N B M (CKD ) 73101 4 ¢ i 25 )

CKD 73 H[eGFR, B ml-min™+ (1.73 m?)™]
>60 | 45-59 | 30-44 | 15-29 | <Is

P iLAEZ)

XU

T HOUIR ‘*‘—»‘ ‘

RS

Li2l RN

liiglESIS

isedINdS

|
|
b |
|
|

B

WEM A6 — ]

I
BRI |

LIPS

e,

IR |
s

oI E TR 57

bk |

R F1 e

DPP-4fii i1

PERESITT

|
PRI
FREIHT

GLP-1 3Z A5

SGLT2 # il 51

BRI e ‘*

FA8 3 G ‘*

1 eGFR AN S B /NER UK 52 26 DPP-4 : — IKSE iK% 4 GLP-1:
JoRE v IS 2R RE K- 15 SGLT2 « A - ) 2 A L B 38 7R 1 25 ML S0 3k
TE 300 T 5 A0 9 5 Sk - PR R R A Sk T

RS, SR EAT A OB AR O R B R B I A
rh g S ) T AS 2 AR AR i IR AR RE i AR I
(low density lipoprotein - cholesterol LDL-C) ) 7K 3 K #f 72
RITHEHES o A Bl K oK A A AL PO 148 (atherosclerotic
cardiovascular disease, ASCVD) 5 1§ eGFR < 60 ml - min™ -
(1.73 m*) " 2505 175 /& 58 % 9 LDL-C /K 1/ < 1.8 mmol/L, H:
fth B2 % LDL-C 7K R < 2.6 mmol/LP( Ta),

4. FERIAEIE . ALTT AL TT B AR E A dE T
50 % DL 19 CKD £ EHT (G1 2 G5 ) i RN B B
FIF IR BT C 2 X R EED (Ta), X
18 ~49 % RIENTARE B RH  MITREH TAHUT —
TE — I LA b R R BB O GO EOE R E AR ) |
WERIpG | l af A |10 AR 8] K 2R S0 9 KU KT 109"
(Ib)o #RAFATT 2 25 %) 5 2 1T T AR eGFR 18 % 5 4
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(Ta)o S =Mk H i i £ elAs A 16 O =X, A5 1k
BRZEHFEY(Te),

(&) = 5 bR B I i

LoE e IEH MR ERE T BRI H 2 ks g iR
%7K > 420 pwmol/L, F) Ay /&5 JR R I AE ™ A 448 it PR 2 7K
SF- T BR DR B HE M 22 /0 | w8 DR R UL 43 R R HE TS B A
PRER A it 22 TR A B =T,

2. G PRI UL 200 105 SR B I R 2R
B D RE kST FE R P ER AT R Aot R (Rt R
P2 1 B 95 ) CKD (18 P PR 2 6 B 5 ) B2 DR R M W A , O
TN CKD [ o, 10 B T BE T B S5 98 LI & 2B K
it

3 ¥ FAR . PRERER B 5 (8 %, I PR IR H ARy <
360 pmol/L™™ s X 7 9 A& A 1 58 35, I PR 1R 45 461 E A
4> 300 pmol/L, (I FRFE AR < 180 wmol/L*( I b), CKD
4k & DR R IE R 3, 24 000 IR BR > 480 wmol/L IR 1 T il
BT (Ile),

4. PEHIHE I . AREEPS IR, IR IE 3 & 210K, & 2Y
TP DR, i S < 015 P T R 51 DR IR T 15 1) 2 ) (1BE 1R
I AEF PR KHER /N B BT ] DT AR ) I Th) o FEAIE
DRI 09 25 0 A 435 30 ) IR PR A B B4 245 0 (O e A A ) At
S5 ) FI3EG T bR TR HE 1 25 W (R VR B B AT A5 ) | ARl

FEE D R R IMAE (Y43 1 K eGFR ZKOF BEFR 259 R 4%
s I IEEEAE G3 )0k i, 7F GS AR IS A w A T i
HE B ) BE R 4 IO R R 4 50 5 2 eGFR < 20 ml -
min™+ (1.73 m*)" B )07 3kt G (o FH R IR T £ ( Th) . CKD 4k
K e PR IR IS £8 35 R B VR YT CKD , B PR R TR YT 2 75 1
HE 2% CKD 955 175 1 Ji i A7 4 1L

(\)ZEERZ%

TRV AR eGFR 7K -4 4% CKD Hg 1 25500 &, I
%9, eGFR <45 ml-min™ - (1.73 m’)" (8 H7E— 62591
TR A 2 0 DR 23 3 e, R 5 s A T AR
Bt A2 B HEM 258, U RAASE B JR 5 AR 8 IRt 4
2 T HUOBUIR M R (T o). CKD H R 7E B2 i ik 24
i S T AR T 2 s T SRS (Te) .

eGFR <45 ml - min™ « (1.73 m?)™ B & 17 bk P9 & B
B 70 3 52 B 7 R DA D 000 QD 3kt B ol FH v 98 X L L
@/ 0] R A HH B AR 70 2 s K A 1l 5 2 15 HA W e B i
PERY 254 s @R A KA b RS A5 524 KA ©F A
Jii 48 ~96 hill5E eGFR( 1bh) o X F&HELE A, eGFR <
30 ml-min™ - (1.73 m?) " SEE AR HCIb) .

(h)RERGET

L BE 27 B HEIE I8 16 o CKD 4R At T X — 3877 T B,
TOREZ AT BRI R SE v 2 S SR 05 R An R

F9 &k ERT (CKD ) & 259 11 ]

Eit) TR
[ /D LA 250
P2 R R R - R R e R ULIESC
B-3Z AR BHIKT A3 /NER BT 28 (eGFR ) < 30 ml - min™' - (1.73 m?) ' B, 34020 509%
o AR 110 2%k J3E s /1) i
B2l
S B4 25 (NSAIDS) eGFR <30 ml-min™ - (1.73 m®) "5}, 84008 ;e GFR < 60 ml-min™ - (1.73 m?)™ i}, ARHEFR DI 5
G5 RAST A
hiAE
HHZ eGFR < 15 ml-min™+ (1.73 m) ' i , Ik T AT BORES s eGFR < 15 mlmin™'+ (173 o) B, KR
I BRI I
T eGFR < 60 ml-min™+(1.73 m?)™ B, Wi/ 790 d5k B AE A< ] B B ] i G 5 E- SR P25 Cnnk 28K ) & H
PN eGFR <30 ml-min™'+(1.73 m?)" I, KR8 50%
JRE TR 2 eGFR < 15 ml-min™ -+ (1.73 m?)" B}, 740 509%
BRI eGFR <60 ml-min™+(1.73 m?)" B, G (i PP 238 B3 eGFR <45 ml-min™ - (1.73 m?)" B, SUREME 4k
L 50% 5 eGFR < 60 ml-min™« (1.73 m?)™ i, /0 950 15 e P o
R IlUs 25 s
IF 25
Mg eGFR <60 ml-min™+(1.73 m?) "I ; e GFR < 30 ml-min™« (1.73 m?) " [ 3E 6 fifi F
Rkt eGFR <60 ml-min™«(1.73 m?) " iy ik
- s eGFR <60 ml-min™+(1.73 m®)" B fit 5 eGFR < 15 ml-min™ « (1.73 m?)™ i3k i FH
bkl
oK eGFR <30 ml+-min™-(1.73 m?) " B Jo 75 P85 57
SR eGFR <30 ml~min» (1.73 m?) Bsh 35400 £ o XU, 07 0k k7 s
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AU E T CKD BT (1Th) o {143 2
A1 R (47 2 R R 1 24) AT 0o 24 K
M FF T SR L 75 TR 1)

M. CKD ¥} & ERIB &

LB G1 . G2 W1 A7 7E B i A AR B 1oz A7 2% 0 2P A
G3a.G3b M, =3 AP 1K ;64,65 81, 20210 A
WA 1 (TTe) o 2% CKD %% i 5 75 2208 FH 21 4 i A
] 185 751) (erythropoiesis—stimulating agents , ESAs VIRIT, T

RIRYT 4 J8 J5 IR R 70 o IR R R R AE 259% (T e) o[RS
I X R S AT VA (S R AR A G R RN R R
MR ) (Te)o XFBAAEZENT CKD 741 & A 45 T2
FRITH , ANFE R AR <20% 4R H <100 pg/L,
WA T 1~ 3 A OIRGEFERIT(1b),

ESAs A7 A MLt FE P R iE = AR 3 4 . DI 212 H
IR T 100 o/L 1Y 135 Hr CKD 8 #2035 L i 40 46
MR RS SRR TR YT 19 R ESAs TR YT 14 XU 1
A IR, P E BB IR ESAs IBIT (T e) e @QKZ
B CKD B W ESAs I I 21 38 FI4ERFTE 110 ~ 120 g/L, AN
HEE 130 /L Ta) . @AM ESAs F 106 sl PR
i 96 S AT S R s (e ) o

AR AR AFE 5 R il 2 % Ak B4 7157 Chypoxda-
inducible factor prolyl hydroxylase inhibitor, HIF-PHI) 1k
TR YT B M B 0% F IR 2540, 28 L FH I PR, L
o 300 761 il Bk 2 AL (prolyl hydroxylase , PHD ) 3% 14 , £ it
2L A A= 1% 2 (erythropoietin,, EPO ) 42 B, P03 B 35 [ 41 45
FI7K S, HLVR 32 sk 4 A RS 52 1 5 386 AL 44 x6F 4% 1 Wi i
B 3z FUR AT, 080/ R0 a0 o AR A A R
HIF - PHI i 45 7] 5, [ 0 107 2% 45 58 3 BE AT T ] ESAs 5 i
A K B il i 20 35 1 K kAR A 2 B R R AT R R
( Te)o HdEiEHT CKD 7% 1M £ # HIF-PHI & 45 71 4 24 50 ~
70 mg (1A H <60 kg) 5 70 ~ 100 mg (/A & > 60 kg) , 5 3
W5 T CKD 74 1M 85 % HIF-PHIGE 45 7 5 24 70 ~ 100 mg
(1A <60 kg) 3% 100 ~ 120 mg (14T > 60 kg) , £ J& 3 K7,
JFH 25 103 5] A 4 JE00 5 04T P — R, AR R T AT AR v
10 ~20 /L, IRECT 8 25%25 ) 70 5 15 2 102185 ik
B R HARE ()™,

2. .0 ML 45 ¥ 955 (cardiovascular disease, CVD) : CKD
FCVD XU w5, H 4 AR B 52 , 5 B B CVD ¥ IE 2%
CKD #FJ1 W T 6V 7R 1 0 I 905 , SR B 4E CKD JR

— 1 0 e R A B it 5 7 T 30 Jok o8 B A £k XU (19 CKD
SR BR ARt XU K T 0 04 3R 25, B 45 TP /R 2
%7@5?[6]; ANAFAE 2R 5 IR Bh Ik 25 & 1iE (acute coronary
syndrome , ACS) (1) CKD & , i JLE5 2 (1 nl 7 i, DLES
FEHHT2W CKD i 8 ACSIFFHEEY (1h), CKD I
KU 1 3 0B FRE AR IR TR R A (S0 I PR RO Ak
BF L NI eGFR | L3 B0 e B S i P i) W DU otk A0 7 32
L AN IKTE G3a 2 GS B # i Wi ) 3 ol NPT Ak 7%
207 A AT S AR L B AR (T ) o X B i 43 B R AR 1Y
O J1 3% (HFEF) |, BEAE R 97 ¥ ACEVARB X I B 52 #4 B
WERVE R IBIT R, ARNI A [A] PR T -1l 45 %
K 2R - [ ) 2 256 R G P SR, 6 T B % i 57 ARB/ACEL
IR YT 19 CKD ff HFEF 8 3%, £ 3fif H] ARNIL 5 18 ARB/
ACET # — 2545 i /U oy 3 Sy i MR | HE 2% 0> ) 8 vl e J
RAET-H( T h) . R Ly 42 ARNI 5 ACETBE
Sy B A it 410 S 380 R ACTET BT 2 384 Jon i, A8 4 22 K i
4 AR, /N TR 32 T o A AR A

3.2 Pk B - ) T - AR R B (chronic kidney
disease-mineral and bone disorder, CKD-MBD) : #" ¥ 5t fll ‘&
R X FHLAE CKD R B AT B, 5F B B Th e T B ik
FR A CKD-MBD™ . CKD 45 HH A5 ) i 8% | 55 . 0 M i 2 1
(ALP) 4Bt HIRS% IR & (iPTH) F1 25-3 482 % D(25-0HD)
FAR IL R 10™7 (1) o

X G3HH R WA A 2 10 PRI 7 800 ~ 1 000 mg/d™,
o MBS AT AT & T B AR, IR i s 25 47 (1),
L5 e 8 07 A A E S I N (T b) o iPTH ¥4 B bR
KA TERE R IR ERR2 ~ SN (Te).

4. TR 2 CKD B 1 HCOs ¥R BE < 22 mmol/L I, Jif
1 IR B T2 M 25 i 1 571, o HC.O,™ R J3E 4 15 75 1 /K F9,
(Ib)

5. fe B ALE -

(1) 2 WidrifE . CKD F 4 L3 A ik B =5.0 mmol/L, i2
VT Ay o I RE o S A I KT R R AR A
PRk, RE S Sh B EIETT . CKD B & 8 il fiE — B &
A T I A T I e A B

(23697« = 40 I AR B IR K, A% RAASTH
L DU IR BB R . MR A R A AR B T AR R DR B A O
T35 2 B A P HEE R RS ol B Sk T s i, (o
ORI E R IT T B IR R A KO TE R A
BT PR RERE R R S R SGENTIRYT L (1T h)

R0 AS[EVPEPE R IENG (CKD) 4331 CKD-8" 49 57 - A Qi 7 o 4 56 S 85000 s i i 42

CKDZM Ik 1A% Bk R (ALP) LB RTHIRE (iPTH) 25- 442 D(25-0HD)
G1.G2  6~1241HA 6~124H 6~124H MR ILLR /K- F1 CKD PR I pe s

G3 6~121H  6~1240H  6~124°H G LK TR CKD i I L IR S K FIAY 7 I it e
G4 3~61H  3~64)  6~120H  WiPTHFE Al 4% 6~127 ) ML KT RGBT T B it toE
G5 1~340H 1-340A 6~1240H  WiPTH & T4 3~61H HRAEFLL KRR YT B g
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UL TR 20 P L e

2REE B IR RO LIRS IEERR S 4 Patiromer
YEFITREL - 25 4 s &7
PERETE FEpEEbE DA A R WA [ e cceaaal EPRPE, 2l A5
B 1500 mg/15 g 0 400 mg/5 g 0
A 2~6h AN E 1h 7h
HHE —k15~30 ¢, #H15~30 g, M (A5 2 8.4~25.2 g/d

—H 1~2% 4y 2~3 A 2TEM 10 g/, —H 31K

AR HIBEA R,
IR AR ILAE

AL, B i A R (18
AL JAHERE) ARER A

AR .5 g/d R hG , HeT LI ZE 10 ¢/d

B HES o H 11K,

MR BT B F AT ARBT H 4525, 5 g/dilelfh 3%
UJE DRI IRIBEEA TR, e T3 22 15 g B H 1K
R AR i

R0 sl b AR

BEIMAE LR 0LAE

7E : Patiromer [ A 7E TP E E 17

HOH RS UL 11, 38 R IR R IR R R
IR PR S | IRk R % 4 1 Patiromer 55 o BRRE R 5 40 mT
FH T 20 v B AE B B A T A RT TN T v B ILAE Y
A e

6. JE YL . CKD 8 iy e XU 2 E# N3 ~ 44,
B 3 B G T A 500/ CKD ' T Ag 2 % 1k B KU | 2E 2%
CKD i ™ S Bsf o 3 75 0 7 L I W R 0 Bk 3 3 a7
YL | AR CKD A8 35 X0 98 i B 1y PE A BT A, fEL R W 4
i, FEUCR FBE G T R . BRARA ZERUE, T CKD A
N BB AT S TR R B 5 G4 L G5 M R AT R & e AR
CAN'B 9 25 A AF W5 PR 542 32 G 8 30 4 IR 97 &) I 428
Tl 2 il R B2 1, IFAE 5 AFE N B 5 G4 L G5 0 A 38 o 42 i
CIFEERE(C 1 b) o T A A I 8 1 22 i g 78 43 VP Ak
SR RS ST UM B A AR DGR SO (D e) o

7. [R) 0 2f B Z0 R ML AE (homocysteinemia ) + [R] 712 g &
% 1000 2 S0 A P4 CVD (10 B A B PR R o T
[Fi) 750 2 Jo 20 R IE 5 {8 S ~ 15 mol/L, 70% 28 ' 1k HE it
CKD H 35 U H I ESKD 8 2 1M 7 [] 284 2 s 20 R 35 ks T 155
A 5T R , ESKD 3 25 [a] 8 2 e 20 B8 55 5 1 10 pmol/L,
CVD & A A3 209%™, R 2 24 1F [5]) 78 2 Jiie 20 1R 1 6E
FRH 25 %), T AE 22 CKD #E i, (H BE & R Ik CKD 4% CVD
1 & A R R AR AE G (T e)

F. ESKD W& RIETT

(—)CKD # B = ESKD X F& i Fu il

KFRE #& A1 A~ 41 . KB oF 55 M 3k . hipsi//
kidneyfailurerisk.com/ .

(Z)EHEHL

L — AR AE « A PR EEIE I R 3 B FRAE | eGFR T F&
% 5~8ml-min™ - (1.73 m)" i B FF BB HTIRIT . (T e)

2. BAGENTIRIE . (1) 259 AN REF il 1) v B0 AL = 1L

B > 6.5 mmol/L™5 (2) K HA Ik BR /D IR TG IR v EE K fie
A0 ) gy K e RS (3) ) FE A R B
pH < 7.2°5 (4) FF R IRTFFAE O ELR , W5, hHk il 22 2R
GUERANFR EDER B HE | B2k R R FAEIR S (T e)

(=) EREHEE

i BE AR ST 7 UL 2 A (I 3 T R R 125 A )
TR FoAE . o T B IR ASEZ , F TR 2 0 ESKD 835 7
BENTLLAERRE Ay o — BN BE R (2B AR R T
B 4G B R A O 50 AR T A, R i
A S T2 4L O D RE 22 A I R O B R R
WIE BT 5y Hh SR L B8 e ot s 42 o) ANl R O S
ML A5 14 R85 S 7 A T A R ) AR 5 R 247 )
I B8 5 ZORTER BT, A H 5 2852 1 008 Hr 5%
PR BRI E . (1)

LY 375 A R 375 A 4 JC 246 %o A% Sk, A X A R AIE
AL -

1. LR 375 AT ARG B8 R IE R 5 s AR I 5 ™ 0 UL
R SR B K M g R 5 L R R 5 L A I
) A AL 5 5 O A P R A0 2 0 5 R A AN B A

2. HE R M AR A5 I - A5 b Dt DA 5 e R A A
BUE T IE 7 50% ; B2 BE RS 5 IR | 4 I I e sl i 76 R
J BRI 5 5 1 BEL JE R Al L P I S BEAS 45 b (R A 4T
R B N 5 DR R 5 R R REL Rt | SRR 55 5 TR TSR
Ji 3 d P95 25 IR AR 2 B e 5 7 R S SR ge 5 7™ L g
OMRARIS S BERE R 5 7 EE SRS RN RERN T AL 08 2 5 A
I BRI A R 5 R MO AN R I RE AL R K | 2 4
I — B MBS BT L A A A 1 ™
PRSP I A WA A TE R 4 vh 5

tETEARBRREEH P OERAEMR (RERNE
BrEHEF)
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WA (L 8 S R 1 2 e D i i I g ) X BR A8 (L it v
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F e 7R PR I3 T MR BRI ) L 205 03 Ol 22 1 - o — B s =
Be) AR A% BT (52 B BEJm e L B ) 3 S A L 1 50 3 R R
BRI B AR R B ) S (b A A X P BE B ) AR bR (T
AR R T i 1 e ) AR R i S A B B
B BEBE) Ao (S R FE 28 A RBEBE ) 32 3 (gl
B ANREERE) 2230 CE T eI L R ) TEARAR (LT
FANNRERE) AR (i b B2 25 3 Wi e 1 B v R 45 4 1
BE ) SR 2 (b3 i 2 DXL rhon BE BE ) AR AR (B3 115 AT
DXL BEBE ) A% R IR B 2 B s () 3% = e ) AT ek B (i 72 2= K
S TR R ) AR LTI EE — AR BE ) | 3K 4o (e %2
Fr@ el RS G A58 JLO TLERE)
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