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[ Abstract] Chronic kidney disease (CKD) has become a global public health issue. In May
2025, the World Health Assembly officially approved the world's first resolution on kidney health,
recognizing kidney disease as a major non-communicable disease of global priority. To improve the
diagnosis and treatment of CKD in China, expert group on kidney clinical quality control center in
Shanghai developed and released the "Guidelines for screening, diagnosis, prevention and treatment
of CKD" in 2017, which was revised and updated in 2022. These guidelines have significantly
enhanced the awareness and management of CKD among general practitioners and nephrology
specialists at all levels in China. Based on emerging clinical evidence on CKD in recent years, as well
as the development and application of new medications, the clinical practice guidelines working
group of the Kidney Disease Dialysis Special Committee of the China Association of Non-Public
Medical Institutions has developed the "Chinese clinical practice guideline for screening, diagnosis,
and treatment of chronic kidney disease (2026)" building upon the original guidelines. Key revisions
and updates include diagnostic criteria for CKD, etiology diagnosis, screening subjects and
indicators, progression assessment and risk prediction models for kidney failure, and management
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of risk factors and complications. These guidelines are intended to provide reference for improving
China's CKD screening system and standardizing the diagnosis and treatment of CKD by clinical

nephrologist.
[ Keywords] Renal insufficiency, chronic;
Diagnostic and treatment guideline
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9.eGFR>15 ml-min™"* (1.73 m*)™", UACR>30 mg/g [ 4
PRI £ I CKD (B, HEFE 0 B R -1 8 Sk R R e il
bl (renin-angiotensin system inhibitor, RASI) (1b) ; UACR>
300 me/g JEAR PR G CKD £ 2 |, 445 {4 I RASI(1b) ; UACR

1£30~300 mg/g AR B IR CKD 8%, #8851 RASTIAYY

178 X - 4% H R 1 5>150 mg 5§ UACR>30 me/g FR A
HEHIR . UACR1E 30~300 mg/g 22 18] FR N i3 & 88 R,
UACR>300 mg/g # A Kk FIAR IR . I bR b 28 1l
FIER (A 2807 M2k 20, e AT 2 ) i 4 5 Rl K 2
W9, TR UACR Jy ik o, B2 PEAT, B F7 )
UACRAE A CKD fifi 2 FIE T 93545 o

2. 165 i M AR E SR A S BNk IE L BN
M, AT A5 B /INER UE S BERINEE /N TG AR /DNER
A Ak A ] B 27 2 1L

34500 B b B AT B M ST T mE iR T
P PR AT CKD 45 590 2 4 B B9 11 i 58, F LR v A IR
93 55 0 BB DR AR 45 ) B AR O UACR<30 mg/g, JE 4 IR IR
CKD ¥ JRIE A6 AR UPCR<300 mg/g ™.

4.3 R PRI it < 43 A B G e 30 3 7 0 G 10 o
WBIT PR, B35 RASI.SGLT2i .nsMRA K ERA %5 &

RO REF MR 1 RS

JRAEASREM5r9.  UACR(mg/lg)  UAER(mg24h)  UPER(mg/24 h) UPCR(mg/g) AL #ik

Al <30 <30 <150 <150 B (=) IEH SRR T
A2 30~300 30~300 150~500 150~500 FHE (+) T

A3 >300 >300 >500 >500 +f L BEFE

T UACR: SR 1R FUILEF HC A ; UAER « SR (1R FIHREIER  UPER < JRAE P HEHE R  UPCR : bR A F1UUST HC AR 5 304806 58 JR 2K 1
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R0 AR AR B TR S BB CIEZ AR 1627 ST 18] A 0 580 30

1L E7KF-(mmol/L) 2 HTR A 10 me/d AT AR 20 mg/d

<4.8 HEINEE 20 mg/d A 20 mg/d

4.9~55 HEFF 10 mg/d HEF5 20 mg/d

>5.5 B2 5 M 14 <5.0 mmol/LIN , % &K 10 mg/d PP 2 5 S 150 <5.0 mmol/L I, F S 10 mg/d VYT

7 :eGFR=60 ml-min~"+(1.73 m?) " i, A28 FIEHAZ 15570 4 20 mg/d 5 eGFR £ 25~59 ml-min™"+(1.73 m?) ™" i, AR ZS FIERE 46 75054 10 mg/d

FIRTTHE DRI S AR B DRI B R AR A R 1 K5 S AL A
Rz TR e s 3 Ak R B A= W R L 8 TR YT AR B IR
I BRIEA T 0 T R R K

(1)RASI: ACEI/ARB 1 DRI HA7 F JT B il 57 T IR =2
A B AR E P, UACR £ 30~300 mefg (44 FR 9 R
F AT ] RASI . UACR>300 mg/g i), oIt & 15 4 34
PRI TR FH RAST ™ . X F UACR £ 30~300 mg/g f93E
BRI CKD 34, RASIA T LA S , #2180 8 RASLYA
yr . H RS B FH ACET ARB 1 DRI SEZE CKD i
HERED A RASTIN 75 vE 2 - O - w00 155 3h ok ke
%% # 5 @eGFR<45 ml-min* (1.73 m?) " & B M /N7 & I
G510 QA B BN, REAE 1~2 JE W GRR A A i
B, # GFR AR 1 FHIR BE <30% , il 4k L fdi Fl s #5 i8ik
FEER IR 30% , 1o S i 24 9 AR D R 5 it 440 i st o R
PR3 85 1 IR BT 7] s @eGFR<30 ml-min™+ (1.73 m*) ™" i
AT B AR 1R R A U251 L G s BRE IR A1
IfiLHE B 8 28 245 493 97 (EATS TG 0k 45 1 14 1 0 I , 18 D
R B ERE IR [ eGFR<15 ml-min™+ (1.73 m®) '], ] )3 %
JEIH /> ACEL S ARB I B E {5251

(2)SGLT2i: fE R —JSH B O IR REA 24, SCLT2i R E X
PRIL Y S VA 3 (S N OIS = g 7S AL (S I
BT AEAE R CKD B A L Bk EE . SCLT2i A
e AV I ML DR TR AR S 8 67 £ ™ 2 v 0 I RS 2K 255 5 A
B8 oAU X T 2 DR PR A ) CKD H eGFR>
20 mlemin™+ (1.73 m®) " (B HEAE T SCLT2i 3697 . X
F eGFR>20 ml-min™' - (1.73 m*) "', H UACR>200 mg/g ( >
20 mg/mmol ) ; B0 FIFE W F) CKD B3, Toig e & & IHHE IR
i, PIHEFE (] SGLT2i "+, — H J& 3l SGLT2i, B e GFR
f%F 20 ml-min™'- (1.73 m*) ™", @Ak EE SGLT2i ¥R YT, BRIk
AN RE T 52 BT 46 B I AR T o AT eGFR 20~45 ml-
min~'+ (1.73 m*) ™" H UACR<200 mg/g( <20 mg/mmol) [} CKD
B WH SGLT21RYT . HEIAE RASIIAYT MY LA -
1A il SCLT2i7 o i FH A Xof 58 3 14 i 25 o B Ifi 6 175 4
PEATVEAS B B A O R Pl T R e

(3)nsMRA : FJ Bl 5k B2 0 38 32 (A B Vs AR I 3
P4 B I o U S AN EF Ak , ELIESE AT FAIC CKD A 9F 2 g
DRIVE R AR 0L AE R RS2 XU . % F e GFR>25 ml-
min "'+ (1.73 m*)" AT ESR AAAERFER I IR (UACR>30 mg/g)
(9 2 BOBR DRI S8, HERE (I nsMRAJAYT o HEFE nsMRA
66 RASI A SGLT2i, LAtk — D BEAIRPR 2R 1, S R .0
AR TEVRYT I RR R, R A B MR IR 45 2
R 2B A RR YT T R AL Se R AR 25 3T A

TEFFEEEE 1R A CKD A 2 RO G | IR e 0
nsMRA BT LABEMICPR BR 1 48 22 B s o R e 100 i 4
PR, nsMRA AT B -5 350 4 100 3% GFR vl ik
B, e GFR ARG AT, 75 25 W ifn 4, WL3% 10,

(4)ERA : P Bz AN 45 B ik 2% T A2 AR BCE #5557
A A= 30 8% KDIGO 48 Fg 22 WA 3R J7 eGFR=30 ml - min™'+
(1.73 )™ A AR B 2l AR AR U B9 TeA B A
o F R kb T Bk B/ INERBE AT , W] MA 2R 30 B RAST S 4 1)
Ul PR AR R I REAAE FH . ERA Bl A SHAL IR
S A] BAIR T A 95 A 2 O PRIV 45 91 CKD SR 35 IR B K-,
IFRIAELR 5 4 B D REA AL e B A FH A A T i A7 541
T RASLEATI A7 A 45 2 26 (PRI CKD S8, i FH A B R AR
TR A ERARTT -

(5) ] B T 38 T S e At 391 - 22 JRL& M ok & 1
ANEREEI , N P e ORI 1 R L LR L 2 ER i
RN H AT, T B HDBE R TR e I 3R KA
TR TT LS B (RSS2 2, 8 TG S e il ) L 4%
IR AR A M TE B A E R AR RS R
KRS 2 E R 2 B A R LA , 2024 4B R A
T390 AT 1l 2 7 i Vs T 2 PR T IR T A S XU B TgA B o
A=W A CD20 Bt 4t Blys 240 BT CD38 BB AEE T
FTFIRIT ZFp G pe v B /INERBEI . 7 FH A 0 AR A 3L
AT R AR IP 4 & BN AR R E AR
SR A TCAHSEZG P AR il A N AE A AL ] 2
YRIT T ZE TR A DN A B VA A G 25 AN R RN

(P9) #4415 i E

EEERL

13.UACR>30 mg/g 1) CKD H % , #3045 #) 1 & <
130/80 mmHg(2a) . UACR<30 mg/g [ CKD 5% 44
I <140/90 mmHg(1a) ; QNRETT 37 , ZE % % 130/80 mmHg
(2b) o 65% LAF —eI& &0 B AF 1) CKD 835, 1L T 32 18 L
T IR = IR <120 mmHg(2b) .

1 E SCAERM IR 2O 1230046 > 140 mmHg
F(E) & 7K =90 mmHg, KR HIILE 0 2% LK BUE 2
W i AL PR 7, {EL AT BB AR 1 KA s LS, SR 2 1 DL
Bl 285 L I AT AR A2 L A AR TS, A2 bR v DL
F 11,

2. b A it s 0 E T5 3 - I BT 30 min A, AR NI
A, ANDEIHE , AN HEE, ANz 3l 010 b7 () 22, 6T
35 I AR, 3~5 min, P00k iR I ] BRI N BEE . 12
25 ML A YRR 12 I 3 SR B 3 U, BN 1 min, RS



<502 - TR IR 2R A 2026 4E6 45 42 455 6 ] Chin J Nephrol, June 2026, Vol. 42, No. 6

R FET A M RNSEE A 90 s 2

LAY Wi /&7 5k (mmHg )
A I
24 h F-4(E >130 F1(5%)>80
1R (BT AR ) P >135F1(5)>85
T ] (B B RAR S ) - H (8 >120 F1 (=) >70
FRBE I i F >135 F1(3) =85

2 Y SRR . ANSREES 1 U A R (B <130/85 mmHg,
DUAS 5 2 S W

3. & U Z CKD & WIF & AE , HA B il S0 it
BT CKD HE R AR RES RS0 ik B 8 i 1l 75 S 0 2%
BWE B CKD R E TR AR,

4R B bR @ IOIEI R A G I %, UACR>
30 mg/g I, 2% 11 H<130/80 mmHg® ™ ; UACR<30 mg/g
B9 CKD B3, M7 445 111F <140/90 mmHg, WNFETH A7 , 14X
[ 2 130/80 mmHg ™" o Xf F 65 % LI F — 4% il K 4 HY
CKD H3# FEM 200 T hhi2 Z i <120 mmHg "7,

5. A2 TRt < I AR 0 £ AR 1 6 B FH R TR 2590
MEANMARIATY . T8 R CKD = LR £ 3% AT 4% ACEIL
ARB 538 15 P %] (calcium channel blocker, CCB) %57 4
AR CKD #1084 1 % ACET B ARB ; S 48 15 1L i ik
FRaR, HEAE T FH 5 52 ol ) sl 2 45 590 (a4 /0 3 20 St
- A5 5 7k 2 3% A I Ml K A 410 ) 77 (angiotensin receptor
neprilysin inhibitor, ARNI)"™*7*; ™ & & Ifil 4 7] 4% 3 Fhak
3R P RS ERAIRYT T . BRI H
JEARS A AR SO0, O 25 U0 5 TR TR YT AR DGR R 5
P, e A I ZE L St B R L B AR R AR

(F)EH= LE

EEER

14, 4 72 B8 JR G A JF CKD B & 46 Bl b il 21 26
(glycosylated hemoglobin Alc, HbAlc) H AR {E N 7.0% LI T
(1a) ;{5 FARE T ZAMALL 15 6.5%~8.0% Z ] (1c)

15. ZHUBUIAHERE HI T eGFR=30 ml-min™'+ (1.73 m*) 1y
2 BB PR 5 5 I CKD ##% (1b) 5 % T ] = B SN
SGLT2i iRy E MU F i T3 ASE , BN BB X 26 245 1 it A T
TRYT Y 2 BB R 5 0 CKD AR 3, HEFE T FH A O B AR 25 UE
s 118 008 v M B 22 AR K- 1 32 40 3 85 57 (glucagon - like
peptide-1 receptor agonist, GLP-1RA)JA¥7 (1b) .

12 0 1 BOBE PRIF 1 DKD 835 5 A 140 I B 4%, {H A0 9
I 72 I A1 12 Wi 2 JEUBH B 95 DKD B3 10 o 45 45 1, 3
2 TR B AT A S I B R R (RS B A O e
AR

2. &% : DKD ST R 5 UL BRI A I i 2 — , TCie
B 1A 2 TUBE PRI , 25%~40% 3% 1T 1 B 2 20
2EUBE SR R 5% FES I BB ES L o
TG 1 T LU B 7 2 A A R AR S R A 1 g B
Fepilh

3. MRS B AR  HEFA B IR A O CKD 4% HbAle H
FRAE R 7.0% LA R ™ A0 ASRIG A HE . W5 R HE B )
S U A A T80 A IR RN IR BE BT A2 TR T AR
AN 556 HbA 1e(<6.5% ) ; Wil v i & JF9E £ 5
AV LA XU 25 9 52 3%, Hb A Te HARE A 98 % 8.0% 7, 1
CKD WA, By T 21 40 M 75 i 4 0 B2 8 PR 28 0 IUE 465 D) 36 5
M ARG 0] 949 9 T P, DA Le T REAS B o4 i 2 B 1t 3 14 92 1)
5550, ISP Ak I3 28 T PR S b e g A , DAREA o e 10
AR 155 250

4. MR RS < X T 2 BOBE PR G 5 I CKD, #E#E — H
KUICFT SGLT2i /E A — ZR R b Oy 210, — W XUMIRAfE #2 FH
F eGFR=30 ml-min™'* (1.73 m*) " i H &, XF F eGFR 30~
44 mle-min'* (1.73 m*) "' {1 B & FIl eGFR 45~59 ml-min'*
(1.73 m?) " R FLRR R v 27 AR T A4 BB — PR SOUIAEE 75
RV ZE 1 g/d™™ . GLP-1RA B3 5 35 W AFB PR 28 250 1
AL, 3 0] B B WS T ORI
SGLT2i G Y7 {H I 2 il A7 N e, BAS BBl FH 3 26 25 4 ik 47
TGIT M PRIR A I CKD B3 , HEFEf A O B 3K 85 W 1Y
KA GLP-TRA VYT o HoAth R0 24 9 1) 2 6 7 56 1l
WP B0 A FEIE K 202 A T AR S eGFR /KT
R 250 (0 ) AR, LA AR A B A S BRI
DKD FHA i 198 2 24T I, e 5 R sk v] R 24k
J&& 25 CKD 3b~5 3H A, B X 9 5 2808 Boai 2D, e 275 oK
WATRE TR . FRMAHRZI Y A W3 12,

(X)iARgETT

L 78 S PR 12 W AR 41 5 [ s B 23 2010 4F 45
S HEFERR UE : DHDA126.5% ; @725 JE MUK >7.0 mmol/L;
GFE 11 IR g6 b, VAR 75 o W A S 2 b il g >
11.1 mmol/L ; FE A H AL 2 (i A R 5 i B f 52 1 SR 3
e, B AL ACFE =11.1 mmol/L, M PR 9% ' IE < 9% (diabetic
kidney disease, DKD)# i 4 bR 5| &2 1 CKD, EZ 45 Hr 4
3% eGFR<60 ml-min™"+ (1.73 m*) ™ F1 (&%) UACR 1 T 30 mg/g
g 34 A7 A IF M G254 BT DKD #1217 «

EERL

16. A UUA 3 ok ok B AT Ak 0 i 25 95 0 45 v s A
F Y CKD 3 09 Ik %5 B2 B 2 1 JIH [5 B (low - density
lipoprotein-cholesterol , LDL-C.) 7K *F- i <1.4 mmol/L, #% =1
B Y LDL-C /K ) <1.8 mmol/L, HiAth &5 /& f % LDL-C
IK ¥ <2.6 mmol/L(2a) .

17.%F F=50 % .eGFR<60 ml-min™+ (1.73 m*)™", {H K 4%
A FEEE AT B BAEIATT 0 CKD 3a~5 WIS, HERER
YT AT TR AARYT A G IEIT (La) s X5 T=50 % |
eGFR=60 ml-min™"+ (1.73 m*) ™' ) CKD & & , T2 FH AT
F2GPiRYT (1b)

18.5%F T 18~49 %  ARA%Z Ae 47V M el B #24E (1) CKD
FEAE U AE LA R — Bl e bk i) 58 2 R A T A 7T 2

2991697 (2a) : (1) AR B BKBA (O IURESE 5K 3 bk
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R12 MG CKD MU B el At 2

CKD %3] [eGFR, Hifii ml-min™"+ (1.73 m*)™"]
60 | 45~59 | 30~44 | 15~29 | <15

B M2

IR
— HOBUNR

fif g2
L ZL BN
&5 R
F&F S
3t g
i 3 s Tl

IGE IR AE ]
NHA% 371 ]
&5 T

LIPS
TBH& 51 4%
Fiiht 51 4%

o WA T 1) 77
(ORS00
FRAS 50 WA

DPP-4 1151
[z M)
V& FNT
FIAEFNT

GLP-1RA
VAEESHIIN
CIES 1IN
BRIA K
[EENETN
2 ST ——

SGLT2i | | |
2N
BAEH G
RAES
T2 R 7

L5 SO ML S i a3 e B 2K 1) TR ek S 38 4R
I v R R () H v = R T, 32 1 AL S A
B NG L7 A & R 582

2,06 % MRS H D CKD R A 8 5 R 2
5 CKD B0 B 25 Y 5 ik ol A s Ak R 2 1 400 3
(1 B AR PR 2 o T e B4 I 13 R S 14 B T 201 43 T A
PRAR S 3 G 25 1 B ARG % 8 MR 11 P 452 493 /N T A 4
JHE R /DN i) SR 4 A fel A O D R R AR 2 Rl
INBRBE AR () B 2F 44k

3. P E B : 2024 4E KDIGO CKD Ifi S 52 e 1w M iy
HRAE 0 1) XU DA (CKD 2030, JOCE AR R R BT, B
FE A3 TCTE 95 A PRIP LRI P A r g B ) T AN 2 FL Al AR
I AR [ B LDL-C /K S-SR 8 5 W67 il o (H A 18 Tl
PRAE S I, 275 2018 4F 3¢ [0 I 27 2% 1M AR 45 2R 48 M
2019 AR R 0o a2 23 I TG4 PG r O B NS R4S R
(20234F) YA AH A M, FRATE A 2 DKok REREf MO il 55
9 S 4650 5 1 R 26 19 CKD #2 LDL-C /K F-<1.4 mmol/L, %
1251 B % LDL-C 7K F-<1.8 mmol/L, HiAth 25 1 £ #% LDL-C 7k
F-<2.6 mmol/L"2507%)

445 ) B i+ 7T 2SR A VT IR AR AT 2 A S T
50 % UL % CKD 1~5 1A E AT B N B B A AT i i
BTk € 22 il s R 25 B 11 0 X 18~49 % KRBT A
B AL AR, T 25 E TRtk g ke A B L e il A
A 10 4[] itk S0 kAT T sk 3R B O IUAE AT K A XU
KF 10% BH", FEIMAMITT 2 Y ZARYE eGFR
W B AT IR A R T ol P R 1 AR R
& Z 9 (proprotein convertase subtilisin/kexin type 9, PCSK-9)
045 5000 PCSK -9 410 i 1) 4 4 B T B T A A /N 4
RNA W2, A H il = Fg Ihe 8 2 2 A4 36 =0,
TR E Mz sh % = ER I BT R, T R
YBIT o 2% (CKD & Hh = Fg iR B2 S0, DURRE
259 m] I T CKD 1~3a i H il =i5>11.3 mmol/L (4 AE i R
CKD S FH M = 5=5.6 mmol/L i DKD 3% ; w-3 25254 7]
FATH M =85>2.3 mmol/L ¥ 1~5 ] CKD g3

(& ) 5 il /5 PR BR I AE

LI LTT

T : CKD A8 PR B IERG ; e GFR : A4 5 B /N ER UG 3 2% DPP-4: Ik
FEARG 4; GLP-1RA « [R5 1B 2 AL K- 1 52 (R4 1 550 ; SGLT2i - #1-115
TP VR 2 AR 5 RSk < T SR 5 s 2 DR o 1
25 U 25 A

) 5 (2)ME PRI 5 (3) B A g o 5 ()l 10 425tk 3h
Wk FET B AR B O WA FE %2 A KUK >10% o

19. %5 F CKD 1 H- i =i i 2R 3, JBCR BUAYT
AR 7 T (2d) 5 = DU RS 254 1 I = R >
11.3 mmol/L () JE 4 JR 5 CKD 1~3a 1 58 2 FH b = ik >
5.6 mmol/L f) DKD % ; 0-3 K2 H T H il = k>
2.3 mmol/L 1] CKD 1~5#i# % (2d) .

EEERL

20. U0 IR R ER B R PR R 45 H bR ok <
360 pmol/L, X 45 9 AU B2 & AR i /35, 18I R R 4%
il H 45 <300 pmol/L, fH R B K+ 180 wmol/L(2¢) .

152 SC: R AR EDIRAS T, B H 2 328 16 1L PR AR
TKAFE>420 wmol/L, R A i PRR MLAE o AR 1L R R 7K - F
PRPRFRHEM 220 | w5 PR R LA 43R DR R HEIEARS KA R R A=
R 22 T RIR A 7 =R,

2. fEE < PRIR MURE 20 A S O FE R T 2, o 2
ThRE A ST fER R 3, T8 e otk B (b IR ek
B ) LCKD (12 JRBRER 15 ) SR BRIE B AR o i B 2
BT W SR PR R B HE T , 751 RS 4 S e PR IR ILE | ST i
B
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3.5 B b - 225 (b [ i PRIR A AH DGR 1297 5
& ZAE(2023 4 /) ), FRIER B £ 3 I PR R s ) H A
H1<360 wmol/LP s X T4 98 A& 1R BY /B 1SR FR 45 1l H
FRr<300 wmol/L, HA B A% T 180 wmol/L™, CKD 2k & /& R
2 I AE £R 2, 24 1ML PR R >480 wmol/L IR F HEY7 ™

4 AR e AR RS TR PR B AE 3 2 AROK A8 Y e
A PR, 3t G 4 0 0 FH T BB 5 A DR I T v 1) 244 (IR R 2 B,
FEF R A MR /N7 B =) DT AR )4 RARC PR R 1 25 4
AL A DR 5 B 245 Wit Al A = A1 55 ) R i g
PR HEE (9 254 (CRIR TR N RRET A5 ) , AR A R0 2 8 R I INLAE
[ 53 19 e e GFR K- BE PR 254 IR € & - CKD 3 1 530 W
N A, CKD 53185 F™ 5 AR Rl A 7E 52 v B 5 T e R 4 i)
JoT PR Y 24 eGFR<20 ml-min™'+ (1.73 m*) "I 3 Jhe
Gl AR S, CKD 4k & i IR R INUE £ 35 1 BRI/ T
CKD, [ JR B2 iR J7 2 15 0] 4E 28 CKD 5 15 08 8 i 77 4 130
SRR AR AR R B A B 8 B 3 8 28 4 il o KUK
Y TAES AT R 25, eGFR>60 ml-min™+ (1.73 m®) ™' i,
FROK AL B85 070 #2108 5 eGFR 30~59 mlemin™'+ (1.73 m*)™
iF, kK Al B8 e 509% 5 e GFR<30 ml-min™+ (1.73 m*) "' i},
e R OR AR e i 0.5 mg-kg ™'+ d ™, S ZY
5~10 d J5 525, 5 2~5 d J5 3% Wi ik, A7 R 7~10 d.
eGFR<30 ml-min™+ (1.73 m?®) "' Bf , A 8 380 faf A 55 7R 4t

J4 11,96-97
R

ADPKD 8 B ™, SLAITEEE B K
o 2 B 5 7 L0 R 9 95 4 B T CKD 00 3
P o, LY 2B A (A SRR R
2) SEATH A2 KT AT SRS B0 LA, 55 R L

M R ERE
(—)%m

EEER

23.CKD & B M I BAE , 2 HEBR AR [R5 |, 2T
5 H (hemoglobin, Hb) <110 /L i, B A g sf 2 1E 9% M4
7 (2d),

24 8N CKD Z LG # , HE2K Hb 45276 110~130 ¢/L,
{E AT 130 g/L(1d) .

25. BT CKD 73 ML A, SRR LRI B0 R s ksl
TRIT R <100 pe//L, FEE0 B (I ARURT B <40% , 58K FE
TE 100~300 wg/L, 7 8k 8 1 A BE <25% ; AR % HT CKD 22 1fiL
R O IR FNGST , AN 32 S TC AL kM (2d) .

(\)EERZ
EEER

21. %} F eGFR<60 ml-min'+ (1.73 m*) " H.4& I 1] fig 4%
ISP B A0 AU 0 7™ EE O R AR R HAT W A
B EE R IR 259 (1¢) 5 e GFR<60 ml-min™' »
(1.73 m*) ™ ERE AT K N 75 O EL A3 S e, DL T R
D)2 (1) 3k Gl FH 5 8 60 L3 (1b) 5 (2) 0T e FH S (1S5
i (1d) 5 (3) KA A A8 15 oA e B 259 (1) 5 (4)
A T A R R A 5 7843 KAk (1a) 5 (5) KA 5 48~96 h
52 eGFR(1¢) o

22 A HEFE eGFR<15 ml-min™'* (1.73 m®) ™" H (& 4L
X EEFI (1) o eGFR<30 mlemin™« (1.73 m?®) ™ I, Sk 9o 55
U FH A LT HE AR 0 A TR R BIR S AL ) (2) .

12 AR 9% eGFR T %% CKD 3 i 25 5] 5 (%613)
eGFR<60 ml-min™'+ (1.73 m*) ™" H.& 0l fE3m vk B i
JRUBS: 4 ™ 0 R SR AT, A LA VA B R el E
B HEE A28, I RAST RIR T R 5 AP 96 25 . — HOBUIK
Hi R 2 CKD B BT EE T B 24 I 3 5 6 AR AL
R S R I Nl e B R R D Wl = A N O DA B
R

(M) HERHEETT

ML B 22 (I HRIEE A N CKDARIE T X697 FBL,
F ) CFT A e 98 ) RE AT s AR RS CKD J8 & R R
PRSP, Bl B D RE ™. 8 e 24 7T i DKD f 2 Fh
B /INERBEI (T TgA B RS B ) PR R 1 KT, 38 mT 4 o]

PUTF 58 AT 2 M AL : DCKD 1~2 #7776 23 I
AR @CKD 3a~3b ], 2445 34~ A K 1K ;BCKD 4~5 #1,
/42 AR 1. 2026 KDIGO CKD %X Ifi Ifi A 52 %
5w A, CKD B E i 8h 20 A0 M A R ) i )
(erythropoiesis-stimulating agents , ESA ) JG 97 s, Hb ¥ & Y &
PENL 25 B 2 B« B I DG I RRE IR 1) 7 SRR B AR A
Hb Vi B 1) V8 76 7K 25 LA I 21 240 4 7 5k ESA VA Y7 T 1E &
F L, FREE KAWL, CKD B A T, 7 HERR H b A
J& . Hb<110 g/LBF, BPW] 5 gh 2 IE X i yA T . HEF S Hb 7K
S I E 110~130 /L, HASHE 3L 130 /L7 HH3 T4 %K
ESA, K AL ESA AT FEARIE SR 42 THRFIRYT IR, B
i C 28R I R A8 1 R ESA B 500 ik by /N4 ik, %
fE LT 4f it A= i Z (erythropoietin, EPO) 32 /8 HLAT &5 25 Hl 1 A
R E R A R 0.04 mg/kg KT, 54 T T
iR R/ G

ARBHT CKD F7 LR A B <100 we/L, 52k B i
HE <40% ; B HE 11 TE 100~300 wg/L, 7% Bk 48 110 A <
25% , BEBUR SHEFNRYT 5 R (12700 we/L 554 26 2 1
TRLFN BE >40% , )0 B 454 AR il 00— Rl s T 10 R
MR, 5 IR FA ST 1~3 4 H IR ROR AN, SO BB 32 1]
B K ERFAYT

ESA VAT F0 i #2 iy 7R AR L DJR 3 ESA TR
IT oA S, VA 4 TR 1 YR Hb, 40558 H Hb 1 Fhk
FEAE 10~20 g/L, W Hb b i PRaliis 12, LA 25% 0 B F i ak
R @CKD F 1M 3 ESA 4EERA T I B, B3
W 1 Hb 7KV s @ESA 1RY7 CKD 33 M ] , 7 £ A 2
PR I A oA TR o A A A A B,
i FH ESA ; @ X £ A7 1 2t % 1 i e i 0 i e s s 1
CKD # i 35 ,  P SR L [R5 4k 2 ESA TR YT

UEAE R AR A7 3 87 M =k 4 Ak 0 74057 (hypoxia-
inducible factor prolyl hydroxylase inhibitor , HIF-PHI) 4 A
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F13 MPE I R 25 1k Y R A
Bt ERIFI
R& R L0 IS 259
2R SRR R MR ULIESC
B2 1A% BELIKT 1] A /NER B3 2 (eGFR ) <30 mlmin™" - (1.73 m*) ™' i, F B 20 50%
b AR 1ML 24 3 J2E Ul 591
B2
IR AR BT R 245 eGFR<30 ml-min™'+ (1.73 m®) "I}, 3842l ; e GFR<60 ml-min™'+ (1.73 m?®) ™ f , ASHEFE R 5 et 5
CERIKESETIS I il RS
E/REEE
HER eGFR<1S5 ml-min™'+ (1.73 m?*) ™" B, Al A AT BOR 45 i ; eGFR<1S ml-min™" - (1.73 m®) "B, Kl ]
RS R ] R 22 R
SR eGFR<60 ml-min™"+ (1.73 m®) ™" s, 7020 5] bk b 0B < [0] e 5 3 5 B 245 ) (R 8K &
NN S eGFR<30 ml-min"- (1.73 m®) "B, #9820 50%
FUETTEAS eGFR<15 ml-min™"+ (1.73 m*) "B}, 5 980 50%
EMENES eGFR<60 ml-min~"+ (1.73 m*) ™" i}, G0 ff FH I PE 5 2K B3 eGFR<45 ml-min™"+ (1.73 m®) ™ B, JRUBE MR 24 i
WP 50% 5 eGFR<60 mlemin ™'« (1.73 m?) ™" A, i /0> J60 60 1 e ) o
Rk MAE 254 W12
Ir )
gzl eGFR<60 ml-min™"+ (1.73 m*) "B}, It 5 e GFR<30 ml-min ™"+ (1.73 m*) ™" i}, 3kt A fifi A
EiEe eGFR<60 ml-min"+ (1.73 m*) "}, D i
FH G B eGFR<60 ml-min™+ (1.73 m®) ™' I, 4 ; e GFR<15 ml-min™'+ (1.73 m®) ™" ], 38 f fdi ]
Bt eGFR<30 ml-min™"+ (1.73 m*) "B, Il i
Pty
oy F 2 eGFR<30 ml-min™'+ (1.73 m®) ™' I, Jo s 84 3 £
LIEEEN eGFR<30 ml-min™" (1.73 m?) ™", 3840010 1 1L KRR , 07 Dk ek 722 W )
FIET>BE eGFR<50 ml-min™"+ (1.73 m?) ™' i, 42 5 e GFR<30 ml+min™"+ (1.73 m®) "I}, 3Bk 4 £ ]
B EAUS eGFR<50 ml-min™"+ (1.73 m®) ™' i, {42 ; e GFR<15 ml-min'+ (1.73 m®) ™' ], 38 0 £l ]

RUTAYT BRSO RS g N T R e
o A0 1 Bl = G 75 4L B (prolyl hydroxylase, PHD) i 4 , fi¢ JF
EPO 2B, 2038 5 Hb K, B SZ2 B e IR A 5 0 5 36 i
ML R 1 W i 2 32 FRL P ol AR e R
MR B IR E BB ESA 7 & LAl Hb K- LA 2R At
WA L2 Rl R E R A, R TR, dEENT CKD 7
IfiL 8 & % v A Al A 4 7] 5 50~70 mg (4 <60 kg) B 70~
100 mg(RFE>60 kg) , £EE 39, AR, IR Al bkt 4h
ik 2 mg/d™™, FETIFURIRYT SR AR AL JE 2~4 J8 Wil Hb
IR, 5 RT3 R 4 8 W — R . 2 R B Of A S
P Cln JRG 0 AILAEBE ) o 4 A4 95 2542 (I g ik it A2 T2 i
AR S ) | i/ 30 B 1 4 T BRI 12 WS AE | 1 745 HIF-PHI
I
(=) M ESE (cardiovascular disease, CVD)

EESR

26. 45 I IRARG ) 4t BT I DEAR TS CKD 5 F i A Co
o O FF (o) s 0T CKD 5 I FFRE AU AR Sl hiose
TR BGRALZGMNG ST (2d) 5 HEAE RS T B4 1 idre
BERITIT CKD 1~4 351 5 Wi 4 B0 B I R (1e)

CKD B#H A9 CVD KUK 5, B M B2 0, DRI
FECVDHGAELE CKD iEJ& o OB XV 76 1O IR 75 , SR B S
Ak CKD H % —RE Ry 0 A FIAL FEES 3 . 2024 4F KDIGO CKD
i AC ST e A A L o T A7 3 K S R A £k XURS: 7 CKD
HAE 5 T B RN UCARIE ST, Y i ] DS ARAS T 52 B, 25 JE O
AT AL/ G HIEYT , G0 P2Y 12450577 3 4E SMART-
CHOICE 3#WFFE3E 52, 5 B w) DS AR Lb , S ntkAs 5 0 25 P AK
SPRIBET 0 HIURE B 55 XU TR) B AR T T H I XU
NAEAE M 55 Wk 28 A 1F (acute coronary syndrome, ACS) [
CKD &, i AILES & (] I, LSS 25 A A Fi2 W CKD
B ACSHI BT . KDIGO 15 F P-AY 17 1A 1 5 ol e IR 2
fik A AKE CKD G I S i 00 JIF 7 E 5 BB 0D L 499 A B 4 35
WFoE R, 5290IRIT AL AR APETR YT IR 45 AR R B
SO M AR 2, LS SE i B R PRI R 5 B T 380 B
iR , B kS AL g N 1 I is A A AR PR . R, 48
A HEI, X TR B SeRAR Sh ke , Tk PR RN 25 IR T AR
FRVRIETT ST S s R sk 0 Bk | Bk 1fi 5 |
T Y 200 FE AR T RE B A B 2 B T B I CKD Ji, TR
R AR VE R b iayr

CKD 3 B 4% ¥ 52 ) 55 4k CKD AH R, FE iS4 2% fif 1) 4
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AR BT EEF] (direct oral anticoagulants, DOAC) , 1 A J& 4 A=
K IEYUR (B, T CKD 1~4 3] 5834 B B 1fi e
RG22, KDIGO 15 /¥ Feds T ZWihkos o , Skl
Lt , DOAC ] T - 1l A CKD 235 AR 25 v XU, T 2H 1 1 XL
Ko i 22 5 . A BRI eGFR HEAT DOAC 742 8 %, #fi8
TE CKD 515D W52 o2 je 45 7GR BT R VD BE 2.5 mg,
— H PR, CIR, DARR G H ot KU 12

CKD F %0 1 208 5B 3 FEIR YTt 9 48 A (550 I IR
AR LR T, 7 N5 eGFR 08T e B R i e B4 W i 5 e 41 7
TR AR TE CKD 3a~5 1 HI2 W0 T 2258 FIIEAG 45
g BT 0 T SEPEAR S BAEAGC . % S a4 B RRAIR A o0 )
s, BEAEVR YT K ACEIVARB IBCFH B 32 (A BH iy A AE 4 36 7 3
A, ARNI A [R]IHE T 2% -8 5K 3R R Ge A M K
ity , Xt T HEAS T 52 ARB/ACELIGYT (19 CKD £ 5 1 5 £ FA A
fR00 g B R, UM ) ARNT 540 ARB/ACET #E— 454
il 1 LB RE AR 25 0 ) 3 0 0 e S B AIR AT T R0
T N S ARNL S ACELICH , B ARNT AT ACETHX FH 23
BRI It A5 2 K B G AU 2, ARNT MU/ T B 34
W E B AR AR S I R YT 25 )2
G5BT R K (9 SGLT2i FlEh Je i 2% 2 45 40 7
AL T VA 1 R BTk it 3 s R0 4k 7 PRI, HE T
L3 50 ARG ST 1L 53 K <459 ) 19 AR 8 1k 0 7 5 0 1R
., 1~4 W CKD B3 o il i, % T eGFR<15 ml-min™" -
(1.73 m*) "' SRABHT £ 1 ol = AR

(=) CKD # % &z #2 & 4K 1%f 3% &L (CKD - mineral and
bone disorder,CKD-MBD)

XFTF CKD 3~5 W] % , CKD-MBD (134 7 1§ 56 T X345 |
B B 4 B FPOIR 55 R 38 A 25 5 EA o 17 285 i B 5 0 K
S [ Ao S g S I Y R e AR
ISBR AR W A A (800~1 000 mg/d)! 7% 25 i g 7k
AR T R, LA A S B AS A  EES R S A )
ST PR A IE | XA A R L T 1 S 2R R, AT
L (1S RV O 0 R = 1 1B (S v [ =
R 2500 e A 1 FH 2 Fu 45 W 2k 47 0 RIBR R 600 . 2023 4F
T FEIHL A b7 0 B AR A A 4G A 70y RERE R S S L
Bk, LSS 05 TR SRR, T A K v AR 2O
PERTMBEIA bR BRI —Fh 2 L] i B
SC A 7R, 308 2o i 2 L 5 3 A X AT A P WAL, AR I
MK 3R] 58S & A 0 FH U R el o

A B FOR S5 IR P F B i R A, AL i 1
fH L BR 2~5 5, X F A I 4k & IR 55 R 2 BE T
(secondary hyperparathyroidism , SHPT) [ £ 2 , 7] 3% £ 7% 14
Y2k R D3 Y BASFFE IR . B — RS 7
MR JUR AT AR 5 2 7T 82 5 T A 9 R B AN K0T b
L B TR R RO LK 1S,

()&

24 CKD 3 1L HCO, <22 mmol/L IR, 7 11 R 6% R 060
il HCO, R B AERFAE IE B /KSF . IRY7 b B rh il e W el
G I HCO, B AT 1E F (8 L R B PR VA YT A 26 i R 4 11
MR K ST 7 A AR s

(R ) SR mE

BEERL

27.%FF CKD 3~5 3 /35, dE SR FIONAL E 6 X 26 5 3
i 1 25 Bl BRAS AL , 8 75 0 3 DA O IF IR AT AL, CT 3PA
TER BBk EE AR (2¢) o

28.CKD 3~5 i 8 3 , At iU ] g T s 19 1 i e &2
F22 300 1F R 98 [, JRR] e O S 5 £ IMLAE (2¢) 5 CKD 3~5 48
H B H AR (E e, 8 BB AR S R A

EEREL

29. FEWKT 3~5 HH CKD fB 3 sk 8 Wl , 458 551 76 18
A I E R 258 (2b)

30. KT CKD e 4 I £ 2 S0t A~ Ak K 8

575 R A B B4 S5 AR B0 (2b)

(800~1 000 mg/d) , W5 ZLH I A (o FH BB R IR YT (2d) .

CKD-MBD 7550 530 B AT HH B0, I T e T e i
JEU CKD £ IR s G B R I | 4 B R ST R
FN25- 4k A4 D SR DL 14779 S CKD 3~5 3]
B U 6~12 0 A HEAT — U0 885 A6 VP4 - TR
AT L8 X 7 IPA 2 A5 77 A5 85 4k, 750 3l BT A
A DN EE AL | CT AL R B IR A5 Ak 5 il -2

CKD f5 3 i B MR 2% 975 556 B B2 % e, B4 i CKD fR 3
FEBE R FET AR o PRI I R 5 e vp % 3~5 3] CKD A8 % 75
T A W AR A A T R 2

12 Wiks i : CKD 2 1L A1 >5.0 mmol/L 2 Wiy 15 27 1fiL
JiE A A B KR R P A b I R R, R
JA BB EIAYT . CKD (B m B e — R A B RE Kk
M, 55 I i AT S04 B

23R « A IRE AR R AR IR, R ok e R
RASI 2Z M8 i i 40 10 iE KU 849 25 9 (U 5 1 bt 2 25 45
B R AT 70 S ), A B SR _E T 1 R A R ] I AR

F 14 £ CKD K MBD AH S B0 %

CKD 401 ik 1l %5 EReRT BRI ER 25-FRYEE D

1.2 6~121H 6~124H 6~121H HR Al LR 7K A CKD 2 J 175 Bl o 22

3 6~1240 A 6~124A 6~124A FRAEFEL KV A CKD #EJRAG OLIE AR B ACE- FR YT T IS T IE
4 3~6 1 3~64H  6~124 ] WiPTHFE Al 4k 6~120H HRAEHEL KT RGBT T B it e
5 1S3 1-34 0 6~120 )1 WiPTH A AT 4L 3~61J] HRAE LK T FR YT T B it e

1 CKD A8 B IEHG s MBD - 674 B A AR 25 0L 5 iPTH 2 BEFUIR S5 IR 3
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F15 EHEE IR P SR 2
2oy 2 AR FHIE i SRR AR
REWEZ Y LS ) it R4 B H 6~9 1 WSS G 7159 R ] 0% WA, AL | 1Ry G I
A Ll T TR HRNELIER 1 RERTF B 0.5 ¢, 3 U/d LI BHAE IR ZG B 4 F1% SRR IR
SEA T GRS R AT AR B, R IRV L R
SRR 2~4 JH] BRI 0.5 ¢
e BB F AR BIR =) A i HIAFIE AR 0.8 g B 1.6 ¢, 3 WK/, B R TN VS Bt Rt |
R, B G J055 R R0 R R L EAK AR
WK R PR L ATy 2~4 8], Rk BE I 0.8 ¢
RS A7) TR SR i K 0.5 o, 30/d I KR B H 6 ) mTIELEE  Z8(EAR (@ TS5 D .
Wl MR 20, B2 & Ty R ] R MR-
T s i 5510 BRI A B30 mg, 20/, A T R, MK IR RS
B, B R H RS, HAE R RERERCR
Pl SHPT 254 THHE4EA %D B = AR R 0.25 pe/d ARYE PTHACE R 2~4 8 395 SR DL 25
PEEES o 1 HE
[N R =g E AR 0.25 pe/d, RGE iPTHAK PR 2~4 )8 EHIBIEAE JER &
GRS SR PE IS R I E
ECl AR A AR 25 mg/d , B AR, B85 ST RIARTT, s Xt B RIS
MR iPTH KT AL R B, 75 H IR KRG 100 mg AR K AIKES
HIAE QT [ A
AR R E A HRIAF AR 1~2 mg/d , ARYE iPTH /KA R, W0 K | 3#ANGE |
N 1~8 mg/d, T KK 12 mg/d ORI A A4S
IfAE QT ] W 4 4
PRSI S AT i R KRR 5 mg, B H 3V ARG iPTH  JEYS Jlol Kk RS

K-

Eosl

T T

L REEE R 2.5~15.0 mg, 55 3 Y0 IfL4E

HSHPT 4k 2 PEHUIR 2 IR DI BETTE 5 iPTH « 2 BEHUR SR 2

PEIR 3, T AR S8 5 B D RE AR IS O , 19175 25 iR 0t
FHHEFRA R o ool 45 ] RAST 5 nsMRA 55000 LA 2
SEINARSG , DR el s A5 25 W) R s iR )T T B (52542
A ML PR LE K, ISCARR) e FR e Y RAST B}
nsMRAM i B 2t T v e, 0 7 B8R B 5 ) e
JUL, S 82 3R AN IR 5 6 O R rh FE I K T
PR VBN s 250 SRR RIS L I8 S B RE T IR T

W FUIRFREAR 0 DL 16, AR A CARRRIRES Al R
LR TR BA B FRAE R B 40 A 27 2K (Patiromer) %5 . 2R
FEE IR B B P T T 0 v B0 AR [ AT, o R ] T
B LAE 0 B YA R e

(75) Bkt

EEER

31 BRAEA 25 B M2 T CKD A8 2 g 47 45 T i gk
PETT 3 CKD 4~5 1 2825 R 48 w2 s A, TS 32eh 22 1 il 96
FEWT TR 5 AF PR Rl s CKD b J XU 8 ) 4~5 301 B 3 4 b
CFREHT  FRA AT 0 24 56 TE BRI 24 B (1h) o

A el
7~ o

CKD B 1 JE e AU 2 1E H A 3~4 4%, B iR B e vl 4
SHFAAR CKD B T R SRR A XU, 3E 2% CKD i JEt
FIRF 37 78 o 0 577 L PP G R 08 R A A A SR, BRLAR CKD R
HRTE T RO AT TR ARLTR T 4K 25, EE ISR FH P 45
TR . BRAEA SR AR, T A CKD HB 2 B AR AF 22 i ek

P 5 4~5 ] CKD [ R 2 s i A AE (AN £ AIE Wl
PRI B4 52 S IR RGN FD 2240 i R P v L T AE
54NN 5 4~5 1] CKD (5 W 3 Ah 2 TP, OF 2o 1 v
SEIERF RS R 1

()=

EEER

32. # U XF CKD A 56 %% % (CKD - associated pruritus,
CKD-aP)RIEZR SIRITHE (2b) .

RPN (=0 KR A G e R B W K G = e R ]
Y bR (AN YT PR P 2% . JEUE 25
FEALFEANH 1 PRV A B S ALY 259 | O R
W2 oy E T FRZEMAD W BV T A0« BT A2 PR 3%
S ANFRER AN TR 3 ) T A0 PR 52 5, 3%
H W B 1 2005 25——FME « BTS2 AR s 39 2 B e
I% AT DL E 0 CKD-aP M e

A .ESKDHIERIET

(—)EHTETHL

L —JBARIE A PREEAE I PRI FIRAE , eGFR NP %
5~8 ml-min™'+ (1.73 m*) ™' B B FF BT IAYT

2. B2BPHRAE : () 25 ASReda il (1 w25 4 E » it £ >
6.5 mmol/L; (2) KEMEEA /IR TCIR | i BEK I AT 00 T 3
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16 CURMEAZIAFE A

p— FH 88 722 5B i (BB ) L e R
R T R 5 B ROR IR TR N L IRRERR 5 M M5 2 4 (Patiromer)
BE AT MTFwp Gy 2 B2EEihne HTa BEEmesse SRR E. T TR 124 LU
ANABE N MRE (BRI I B Sk B B AT T JUFE RS 1) 55 B 1M RE
KL P A IR (144 S
ERIROL 2 37 EslEk ot .7
e Jevedett, thah A8 R PErE DA B AEE SRS G PP, 2 A
B 0 1500 mg/15 ¢ 400 mg/5 g 0
HLALEIR]  ARWFST UE S RAEWFFTUEST 1h 7h
IEFRIFE] 1 d(<5.5 mmol/L) 1 d(<5.5 mmol/L) 1 d(<5.0 mmol/L) 2d
HiEHE BAEH20g, JLERH 5~10g, 11K 15~30g,1~21k/d AE 10 g,3%K/d; 8.4~25.2 g/d
43 1~3 W HEF5) .5 g/d IS 2T I E 10 g/d 3k
TIES /W H 1K, e i HE % 15 g/d
IR AR SRR R, B SRS, FERCE AN AR, A 3EE G T SR 1 7K
BB O N, T R JH T e ML AR RAZ GRS TR R AR . AT
B EHE SR B K kA B IR ANGE T 2 e B
AR B HEA R BB RN SR K AR ilAE H ik sl > AREE il
AR i AR i I AR il

Iy K b v L 5 (3) 7 EACHHERR P R« pH {H<7.25 (4)
IHRIRFRENE L ELR RS, FpAR A 28 R SRR IR AN S DE
12 ERE | Bk AR R R

(Z)ERRAREE

W AR Y7 7 1 LA a2 AT O Y08 i A 3 A ) A
B TR R RS =, F TR Z A ESKD B 28
BrAZERF LRy . — BN RRE T R UF A AR S BT B 2
BB EERENT T 2 AR T LB AT, R B B
TR L5 D IIREZE A BRI LI OE BT 5
BRARG ot ey o 4 A AN T O G P 0 5 5 A STl A
AT DRI 5 A8 2T 2 AT 8 [ s ZORE KB, AN A
R IE MG A BB B (R

LTS AT A A AT 50 2 0 A SE , A A RIE L T

1. I 98035 A AR X A5 S E < AR s AR 5 ™ Ei e UL 78
SECA IR O g T 5 P EC SR R T g )
i L 5 6 S SO A AR 5 R R O R 5 RS R R AR
BHE

2. I 375 T R X 45 I« 2% o Dt AT 5 | e R A 8 T AR
T IEH 50% ; B2 BE R s B | G I sl i EAR S A
HEFRT L 5 M ELE P R | P I D REAS 4 5 TP R ST AT
HREUE N F R s I RERH SR M BRI 5 BRI TR =
3 d N5 25 i A A Ze b2 5 7™ TR S JER R 5 1 v
OrRACE s I LA s P E R A AR R
IR WSV E IR 5 K AN B VR IR T RE ALK 2
BB — IR RGBT AR R e

INEFNREE

CKD B8 A BRVE I N f6 5 AR A T A I T A

TP N ERE RS AR T S B || R = R e Sl = 1.9
BRI LR S, 7B TR T B 4 Bk A A0 DG 1 E R AR A% Y g
I, 50 LA PRI A RO S IR A . X AT
S TR LA A R Y VRYT CKD.

FETF AP CKD U G Ik & S e i R W 3, 4
T BRI ST CKD BYIAAT, #2822 95 A U CKD S
B A5 B KO, FRATT X CCKD 301 0 A 8 W K Bl A 15
(2022 4F ) YHEAFETT . 8 3% CKD AH 4T 3AT SRk itk
TR G, A A AT A S 5T A9 7 ) R 2548 0 DL
L

1. 5835 CKD M7 2 BLAIS 7 1A Z2 | R0 501 5 7 o XU A
T 0 75 A S %, B 35 S DR R R A o TR 402
7k

2. FF RIS A Tk [ CKD 3 194 XU 9000 45 760 g
o R S P Iy

3.1 R v B AT A R A ARE L B G i o
— 3 T4k CKD HE R 4 DR A AL, -4 CKD 3 1936 77 4
SRR 25 -

4. 3043 I P AL 6 FL BRI R T N TR il 4 B 2%
A 4 CKD B8 T AR, SeB g J5 22 s i A fead
AT [ [ 5 9 CKD A5 B
FERIMR  FrAEE T REER 25 w5

FEIEAIEFIANS BRFEENEESIEREHRIERTT
1€

EA MR BRI AR

HEN: =M

LTRAMR(REZNEHBTFERIAFHRF)  RILAE L
KA 2E B IR A —BE Bt ) R (b Ll R 2= B R o — R Bt ) (R 42
(TEBERRY BBEEE) WRIGEA (12830 K25 B2 27 B B e B 4
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BEfg ) T 0 (b 1A S0l oy B 2 e A D 25 LN R B BE) o 7 () 3%
R BT AR IO N R R E) JBURG (28 R B~ B s
(U BEBE) AL BT (2 B =R AR BE B ) ik g I (A 4 o7
BE5E) VB L AR 5 B e ) | B0H B (g i R i = e )
ZEWG CRTSEAE R R PR N RIERE ) LR (P4 2 2230 K4 — M
BEBe) A5t AR (DU )14 N R BE ) 2k i 22 25 B 2248 — )
BElt) A (g4 A REEBE) A5t ([ B 2 B2 B L st A
PR I5E ) R J8 (AR P 2 B Je Hh R B e ) 00 o ol R 2 T —
BEBE) KUK B (M5 — B e ) X0 B B O PN A 5 — B i
PE5E ) Jifi = CRr i R BL -2 50— B BB ) S B (i A5
S MPm B BE) B IIE (VLR AR EEBE) Bk (4275 B ey
S MHB B ) MR G F R4 s B ) K (i
BRI S L1 BRBE ) A Al (B B B 0 vl B A B
BElE ) AT BN (BRI B B2 e ) 95 5R QIR B R R~ s 45—
BEE) i (e 22 42 e R 2445 W R e ) SR O G225 —
Wi i = e )\ A e At B R R R 28— B e ) R i (I 52ty
FHER A3k B2 B — BB BB ) AR B (2228 b ) |
EIry OPEBER A MRS — R ) R (g NREERE) |
BRI (3 Tz DXL b R B ) SR AE 22 G R B BBt ) |
TG CEBERIR A — MR R ) (I (s il e PRt b
Wi e iy B e ) AR IE s (VL5 R AL AN R EEBE) AR (PR R
(6 5 1= 2 B B Jes ) 55 B e ) (Ao (7 8 K2 ML) B B ) o I
(TR B e B o — W B B ) A O IY BE R A 45—
Jm = e ) Wi (o I AR S 25— B BE ) A e (R D B s
[FITFEERE) i (S AR BERE) i (T B B 2 —
BE B ) 3 A (i A il R B e B 5 — N R BE B ) 5 1
(LA R e e MR AT R BE ) AL (DA AR EERE) (KR
(Abmt K25 — BB ) ik SCE (a4 A i i B B Be ) X 5
(REZE A 22— B BE ) K o TE ORS N R 50 — Wb s B2 e ) |
JEIT (R W] R 2 58 — Wi s = e )

s % x
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