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[ Abstract]The incidence of chronic kidney disease (CKD) associated cardiomyopathy is high, which se-
riously affects the prognosis of patients. The comprehensive management of such patients is a challenge for
both nephrologists and cardiologists. Based on the current status of diagnosis and treatment, this expert con-
sensus is jointly written by an expert consensus writing committee composed of experts in nephrology, cardiol-
ogy, pharmacy and radiology. Based on evidence-based medicine and clinical experience, this consensus sys-
tematically introduces the definition, risk factors, pathogenesis, diagnosis, screening, comprehensive manage-
ment (lifestyle, blood pressure, anemia, chronic kidney disease-mineral and bone disorder, renal replacement
therapy) and prevention of CKD associated cardiomyopathy. The purpose of this expert consensus is to guide
and standardize the management of CKD associated cardiomyopathy, and to improve the understanding and
clinical diagnosis and treatment.

[Key words]Chronic kidney disease; Chronic kidney disease associated cardiomyopathy; Cardiomyopa-
thy; Left ventricular hypertrophy
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ney disease,CKD) BEFTHEERE, SFEE
THI50%" . CKDREMOLOEHFREFERER
RIEFRZHONZR, KB ONZREEERRA
ELZOUAE (left ventricular hypertro-
phy, LVH) M LEDHREA 2™, KEFFE 7R CKD
BEONEEFAMEREER  LRBENIRTS
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A 3LRER T CKD AR K0 AR B A B . CKD fE
AtiEERE MRS HR (Kidney Disease: Im-
proving Global Outcomes, KDIGO) {55 HIME S .
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tions assessment, development and evaluation,
GRADE) R R, F AL E/RIFERBEMZRITLE
B HEEEALNLIR. S5RENTFEBET2/3
RIEZFHEFEE N, MIEBILR ;X FRIZBILIRA
EEEL BBEXENLATEREBRETER
B, BEIARILR. BRI RMHEEE R B
P E TR ABATHALIFE. THEARRITHESE
RHBEILLER BYUTERERLNNE. T
EAEEBERAREZRS2/3BARBHER
T, A EEELFENEEERITBITNTE.

AL REHE KRAMRRE BT RIERE.
SHE PN R R A R e PR I R B K R
EMET R, T I L I HE S EE R A .
F2E HRER

FEFILRERERENR 2.
FIE HEER
1 CKDHEXILALREX

1967 % B KK JR B 5 0 LR (uraemic car-
diomyopathy, UCM) iR 9 LVH. ¥R 18 14 18] i £F 41k
R IR T A DA R O 6 W 4 0 4F Tk Th RE RS 4%
iE®. ERERLTEH, UMBAARELARHE
% (end stage renal disease, ESRD) #HcHIEE L»
L% , T8 = UCM BB V) s B2 B v, BRI e A
X LA B H CKD 2835 UCM MRV F2 . SRR 1Y
BRI : 7 CKD B3, i & B /D ERIE L & (esti-
mated glomerular filtration rate,eGFR){UE/E
ZEHERENEECERINE MBS RESR
s, Rk, BAE 20 4D 80 FA R H T CKDAH
RKOPURIREESS, AT ERZES A B REN,
FZREBARUCM™ . PR, BB ONRE T
REHECIIR™ .

RHEEN1:0KD AR X SR L H & F CKD
A8k B K FE G SIARG o/ B o) LA (THR R
EHS IR R o kit FREER, o
RMHE Fabry%¥).

RHREE12:CDAX S ER4IEH
LVH fo £ 0 F i ¥ 45 # (left ventricular mass
index,LVMI) 3 o 4 R R4 £ F 4F Kk fo/ Bl 58
ALY,

RHREE1.3:CDAXSMBARFELEEAA
S B

1.1 LVHFOLVMI#¢fn

LVH & CKD MR ORI EEM R RN, # A
BE & 15 Th R Y R A , LVH B &% A KUK 32 B 18 i =,
FERBATENHCKD BEH,LVHBREA LA
47% , T 7€ ESRD BB & & , LVH 2B /% X & 1% 75% ~
89%14, FERBICKDGI~3 BEP TR ELE
EM", CKD HABAFIBFF (chronic kidney dis-
ease Japan cohort,CKD-JAC) R i& 7E CKD G3~5 &
o, B 23, 4 BEF LY. EFEW RN
LVH .58 0% R 9 74%, H o 44% 9 1) O A AR E , 30%
FEL IR, B 1 NS MR A AT
R IR :LVH BREA61. 1%, H b 66. SKNHEE
LVH, A R E A E". CKDAH LVHIEE K
H 0 /13538 (heart failure, HF) . ORKH R
JRR 59 B S 38 Y,
1.2 EOEEFKR/SIE TR RS

EOEGFHINAEEBACKD BEPIEELE,
FECKD G2~4 REZR R TI%, BB RETHE T
R B 85%~00% . £F Tk ThAL RS 5 LVMI A1
LVH VA R DA AL B A ™, 3 B 5 R T AR
BWinE XY, A, FkIREEE A IR ERE
BT K R ENT B E MR R EET PR MOE
MEEFRER®2, B NUCM BEFHRINEERIE
MERTREHTEESZHEFRME, T MLE
REME NG S, R L AUR R, A O ERER
FE, FRAR A 0 SR M BT B> B m] I, UCM &8
#7200 AT I TH A AR AT 1 9 CKD B30 L4543
BE. R, —LHRERCKDEHELEEMS
BELERBHRAE, EERERETES
d, EOERETHRERIEE LB, BREBRER
i/ AR 10~30 157,
1.3 LE4EL

O VA 4EAL B bR & R 40 R /R R, i B R IR R
BAMSERN, BT ALOSEREEM, NIRE
OIERIET K ThEE , B R R ThRet O WL 40 BB 47 48 4L
BIRAFBAR, Lul e TheE™ . AR
40 5 22 0 Z 5 10 4 H 08 A T TG 6 R 3h Bk 5 v B S
ERGITREHT T ONGER, FERERAR
LT A 4L O B RE K, KA T AE B B AR
FEEOCUR, SIRERNIVHERFRERNETER
X9, W ERBRETERERE LIERNRRER
BLE 40 1B % R BRAR O UL R R A T AR 3 i (8] R
EFRY k™. JERELOULA B L SR> 5
B2 KO 4 - E 40 M E A ULES I i T | AR IREL
BE B, AT % o AU 2 35 T S af 11 457 95 R0 0 Bk Th Rl Pt
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R HRER
LR EER A
ABPM ambulatory blood pressure monitoring A I E S
ACE2 angiotensin converting enzyme 2 MEEFRHEILE2
ACEI angiotensin-converting enzyme inhibitor M R R AR
AMPK AMP-activated protein kinase BRERELESEE
Angll angiotensin II mEgEKEI
ANP atrial natriuretic peptide ORE
ARB angiotensin receptor blocker JiR:=94 & NG
ARNI angiotensin receptor - neprilysin inhibitor kg § Red il 3 Eib bl
ASE American Society of Echocardiography EEBELEES
BK bradykinin SRR
BNP brain natriuretic peptide gl
CAD coronary artery disease FERBNBK R
CaSR calcium sensing receptor ERURZ A
CFR coronary flow reserve TR BN Rk M FEfE %
CKD chronic kidney disease B SRR
CKD-MBD chronic kidney disease - mineral and bone disorder BHERFRTURANERERE
CMD coronary microvascular dysfunction TR BRI B T e R RS
CMR cardiac magnetic resonance ORF SRR
DCM dilated cardiomyopathy ¥k RO
ECW extracellular water MK
eGFR estimated glomerular filtration rate HEENERIETE
EPO erythropoietin THMERE
ESAs erythropoiesis stimulating agents 4T 40 A R
ESRD end-stage renal disease ARBER
FGF-23 fibroblast growth factor-23 R SEMRE KET-23
FGF-23R fibroblast growth factor-23 receptor BREFEMRAE KR T-23 %k
FGFR4 fibroblast growth factor receptor 4 BB KE T 24
GBCA gadolinium-based contrast agent R ol &0l
HBPM home blood pressure monitoring XEANME
HF heart failure Loyak-3: ]
HFHD high flux hemodialysis B & M RENT
HFpEF heart failure with preserved ejection fraction 7 SR B 0 T
HFrEF heart failure with reduced ejection fraction S 7 SRR O /1 505
HIF-PHI hypoxia-inducible factor prolyl hydroxylase inhibitors REESE FRE BB S
ICM ischaemic cardiomyopathy S I 1 OO LR
D iron deficiency Bz
VD inferior vena cava diameter TREHEKER
KDIGO Kidney Diseuse:Improving Global Outcomes HELRERRMGHSR
LAV left atrial volume ELBEER
LAVI left atrial volume index ELBARIEH
LFHD low flux hemodialysis KB E M BEHT
LGE late gadolinium contrast enhancement ALXF L FIFE IR SRk
LVEF left ventricular ejection fraction EOEST A8
LVH left ventricular hypertrophy ELERE
LVMI left ventricular mass index ELZELIFRERE
maDBP mean ambulatory diastolic blood pressure FIh AL KE
maSBP mean ambulatory systolic blood pressure TSR E
MRA mineralocorticoid receptor antagonist B RREZ R
msDBP mean sitting diastolic blood pressure SEIARNT EF 5K IR
msSBP mean sitting systolic blood pressure AR b 4R
NHD nocturnal hemodialysis R M E T
NHE1 sodium/hydrogen exchanger 1 REX KL
NT-proBNP N-terminal pro-brain natriuretic peptide N—5 35 B 4P B BT 44
OL-HDF online hemodiafiltration FERMAENTEL
PHD prolyl hydroxylase AR B LEE
RAAS renin angiotensin aldosterone system FE-MEEKE-RBERRS
rhEPO recombinant human erythropoietin BRATIHRERE
RWT relative wall thickness X EEEE
SDHD short daily hemodialysis KietE 0 MREN
SGLT2 sodium—dependent glucose transporters 2 H-FE D E%EE
TGF-8 transforming growth factor B HBAEKET-B
TSAT transferin saturation BHEARAE
UACR urinary albumin/creatinine ratio RAEQ/NEF
UCM uremic cardiomyopathy FRERE LR
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BRI RE S, ONAENHFERRFEERIAN
2 I3 775 250 A& b ou] ¥ v 40 R IR 1) 4
FAL™. TECKDFEMBR T, AT % E RN
1854k 51 &2 1 3 Bk B Ak I 3 , & AR RE 3 n 5
B0 BEJ5 S 3 00, AT R i O B BE K R0 AT 4
W, BT MBS R OB 4 R R
WITER SN, 5 R BREFRER XM IE MR sh /1% H
R UWER-MERKE-BEMFEASL (renin an-
giotensin aldosterone system, RAAS) #i& \ i 4F
A K K F-23 (fibroblast growth factor-
23, FGF-23) \FURF IRIEK AW R R K BHAEIE Y
WAL ) LR R it s EE AR 2,

2 CKDHEXUAFHNRRERR L HILE

EHREE2: S MNEH2TCKD EHF AR E M
ARG LLARRE, FRTXEGLARE X H
BFEH (B HLE REE K RBRAR
. 2R EERK AR REELEX L E
CKD 48 X # X A ) , A 3£ 48 CKD 48 % S L% 9 X
A3RBBERNERRPELL.

CKDEZAHLUEMLE FSEBAM M.
R VERAR BRAREEZERRSLOLE
fEREE. XEHEESIROUFMA K INGEES, F
BURIE RO AL B, 5 B0 B A AL A O LT 4
WS B — RO KSR I A LV, O L4 P e 4
TR/ B ET TR IR TS , B J5 3 B 2 HF, R AL KB
4R 3K 5 SN B S ger B AN CKD 45 A R &

(RE D,

CKD OIS
~kE%E «LVH
SBIBERS ORI
EhE g
ESESE EOEWETIRE
- od
~OIEFEY

T+ CKD + 1844 FF JUE 593  LVH : 72 0 BB

1 CKD 5.0 2% &

2.1 JEHAN

i e F E i 8 M L iR 3h 1 2 R 3 R O LR
JE . BhEkREAL R A 7E CKD f-F HARY BY , 7B CKD 3
FR3ERE BT TN . B 5T R B B KB AR R
338 o B R A i e 4 i v L S A SR ER] , R LVH B4R
BERER™. BT MEF RS, RAAS BUE R BAES

VB EAERE Y AE A R# (chronic kid-
ney disease-mineral and bone disorder, CKD-
MBD) R S8 B Ak 28 K =) A8 5 RE A AL LSO
X Bz T Bt B R 250 i R CKD 8 3 2 ok (B A R 384
L 7 A BERAR , SR IR A v oL P R Rk PR 384 , 8 5
FEZH, FECOAA 4L LVH A&7 Kk ThRe &g, B
# CKD A Lo LI FROARFAE ™
2.2 HISUREE N

HRTKPARPLEANREY K/ RLEE
ECKORBERBERBTEEFIEE LR, RIELKE
FEMENFERER, F B2 LHMETHEEY
MR &, GFR F&1K \RAAS 3% DL K 0 I B 9 0 B
IfEREE ST RAEKPHE. M EEXT OIS
WREEEEELW™ ., LIEMENERE,
ol i 41 B 5 0 R SR AN R B, B AR B IS 2
PABRAM L 4T 8 9 BE A B AR , A2 R A I 3
FENEHRT. BEMLEQRER TR, 20
M FEBh F7 AR N B B , 3G 0t B A0 IR
EUREHAGRE™ . FRIMAEBKPERE LR
B 715 SR B TS MR AR 7 iE S R L
Bk, BBk R RTE I R O e B BUE RS
A SN B0 B, K KA N B AT F A ALO
HEESHLVHAELZONER, #iNFEIT
R 3 1 o
2.3 CKDAHREHE

CKD #85< [F] 2 .35 RAAS 338 R B 2 VE BK
4 K FF- B (transforming growth factor-B8,
TGF- B ) {5 51& T3 R S RIHLRBEHRER (I
BRI W X FR B AE) a0 S R AT R (B & 5RO
2K, nih = 3F) EALSIEUR 5 CKD-MBD AR G B Rl &
an B R 5% AR Th BB JU ik L 4E 4 & D B = L FGF-23.
Klotho P& =B MLAES$39 2 5 1 CKD AH KL LR
R R L 52 B FL R B B R 5K & 1T (an-
giotensinIl, Ang II) & & ZE M B0 ULIE KE F,
a1/ O NLURE Ang 1T FH & 2 51 20 U140 e
RERFO U 40 EE YR " . FGF-23 3@
%l F i M %K 7K & #% 1L BF 2 (angiotensin con-
verting enzyme 2,ACE2) ¥ % RAAS, FF Fif %/
O Ang T FOBEFE ER ™. Jad R , B [ AR 7E 4 4RI
WA B 4l R ) FGF-23 B ™), FGF-23 5 FGF-
23 %4k (fibroblast growth factor-23 recep—
tor, FGF-23R) &5 & /5 , Al A 45 R BERR B V1L T
Y% A 5 SRk, B ONZEMAE K. Na/K-
ATPE(5 51 R EK AT L AEThEE, 25 CKDAE R L
WUR B R YR SO 8 [ B v AFE AR
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Mg Na'—K'~ATP i 5% V5 1 ) i 42 T B0 Na'™—K'-ATP
N IR 5@, R RERRE. 7R
FELURBERBFREEEMEM, ARG ZEE T T
ESRD, U B mBEHT I B E P RAEB AL &,
R 8 % [ F 4% R B 4b 7S PR AR AT DA 5 0 JE T
Rl b, AR B Bk I % 3 BE B A& (coronary
microvascular dysfunction, CMD) A §¢ #& CKD #H %
ODUR R BRI BIA . B 4010 % % i PR
FENEAMEBNAREHORIREEERER, A
i OUEE 5 2B SMEREGHIENE. Vg
SRR T B B LR AR TR, SRR AL R
AIATP & BB/ , 5 B CKD 58 2 00 il T ¥ 38 7 I 9%
BENE. WA, AR RSB AR
BT RBERN IS8, & FBOET RN, #
17 4 F A HE

3 CKD #XxDARRYISH R IFE

FHRELSLEAMABRT A SR REER
#2/ 3, CKD G3b 1A G & CKD & & & S Br RAZH M
HERTEHCKDAESIA,

F A O R R PRI (R AR 1 PR IR
#E <) A1/ 8K CKD G3b LA J5 H CKD 2 % [H i K £ &
B BN, N B RS 2 8 RS B A CKDA R LAUR
FHEWHTHRIIGE, SRR LE 2, % T
R 51 CKD % B Al & LHER B, AT MAfb ik
EREREHTRE.

78237

TERATE HEKE
IR R X .
<D E S
R R
Y ORKR
TR YRR R

- A OB E (%)

<D AR AR SR

- REBAEOE)E
+CMR (CKD G3b & A _E3%5E)

| CLBURGERRE
*NT-proBNP

B EMHT M
*PET-CT : (L ALASSE
FREE

AT B A L)
<D BRI CT &

- B EAN
- B BEEFR
‘BHRE
- FRIRSETHE : | RFROALIRSE JEIEZR IR SLF

SREAREEE |
*ESAs/HIF-PHI
- SRR

|
- R FARH

<iEATETHL
EAR LR
-

7 Ca: 4% ; CKD : 4844 B 995 - CKD-MBD : 18 14 & o5 — 1 0 R A 81 57 s OMR

O FREIEAR A% 5 CT < # 71t SEH LT Z 5398 s NT-proBNP « N- 4 i ik 4 ok i

K ; P: B ; PET-CT: 1F HF R SF iH LT 2 S A% ; PTH: HUR 5 IR &

ESAs : 2140 i A= J R s HIF-PHT AR5 5 R I U B F2 Ak Rl 75
Fl2 CKD A OUR 2R R AR

FHRERI2: AMEHFACKD G REEEH
6~12 AWM 1 R F AR EH , Jo do F N- K SRR
A4k (N-terminal pro—brain natriuretic pep—
tide, NT-proBNP) K - % , 4= & NT-proBNP>125 pg/
ml, Mg #TLMREESHERE,

ERE RS G:RMNIEHZCKD G1~3a & & &
FI2~2U AR ITFIASCERAREMBECHBAR
%;CKDG3b A5, &F ik 6~12 AiT1 AR
ARABHEECHEARE.

LWMI 5088k (atrial natriuretic peptide,
ANP) . i @4 ik (brain natriuretic peptide, BNP) .
NT-proBNP WIS & H AN AR — AR E R W K
FHEFOMLEREEME R, A X LY R &
FHEGNEATNEF. FIHKEEEDZIFE
B R EREK SR K FERERE N, H'E )
R MR NEZEY, LEEE/NERIET R <60ml/
(min-1. 73m") B , 12 W7 HF B #E 3215 B 58 &0 09 12 M 57
B, {EXt CKD &3 H ol A B8 K IEIKIEE 1R
HiSW S , A XS i RE R SR, Rt
A SRR F — M N B R 412 B 518, BI NT-proB-
NP>125 pg/ml. {EEHFERL ECKDEEF, 5
NT-proBNP #H kb , NT-proBNP 5 Bt #l1 & C ELAE Xt 02 Th
R AAEFMTINES. ZHERTEAT
RSB Ry itk — BB 1

CKDRR LR EZ LR EE RN
EOEREEST-TBRKEE KL FMHRB M OEKR
HOEREEAEAEPRE.

o 7 0 3 B R CKD A 2% 0 LI 12 B 8 3k  vEE
H25FH071, BT PR%E CKD A8 2% 0 LR I B 5 1
AT 2 BB 75 0 3h B AR 2, 0 BRI R J AT O B
FEVNEZREES LBERE. EEEFEO3IE
734 (American Society of Echocardiography,
ASE) $4Rg#5 HH : B LVMI>115 g/m?, &1 >95 g/m’
AW LVEY, DEMN EREERE (relative wall
thickness, RWT) I X R E D EGREBEEF DL 2
RERBMGEEERNSMEBELLAOCESFKERKA
7%, BT T2 Wi e O F U TR B3R AL (i 3R
B0 ) . RWT>0.42 DL K LVMI A & & 7~ [ O
LVH, T 7E LVMI 3 5 5L T RWT<0. 42 /R £ L E
BOMELVH. LM AR £ O E T K I RefE
BH—ANERR.

X T Iy FE A B, S O 3 B AT DUR TR
M EEEEREY ., ENEEF TEFHKER (in-
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ferior vena cava diameter, IVCD) flfl A& & L
Bl g >, IVCD RN L R A BRI BN, &
DBEAER (left atrial volume, LAV) BIHER MMEIE
Bt AEB AR ESRBR™, Cris-
tina Di Gioia M% A M RAE A L3h B 2 B A L
BEREMRIEH (left atrial volume index, LAVI) 5
BT £V PR E 87K R (overhydration, OH) {&
ﬂ%*ﬁ;‘é[ﬁ)]o

FRELILEAMBEACKDGDAE, A E
B8 &ETHAT1 RS MBI RS (cardiac
magnetic resonance, CMR) #& %,

CMR B 7 Be X0 ik B9 45 #9 5 Th RE it 47 v o0
#r, T RE B LU R BARAE 0%, X CKD AR L
WU BR R AR BB R R SRS VA TS BT R0
HEFTEHHFTEENRKREL"Y. CHRETUE S
xR ERRI (late gadolinium con-
trast enhancement,LGE)iRHIOAEF4E4L. T1
F7 5 AT LA 2 40 3 1) S IR B 18] (T {BD) , B &0
REB R 2 W TG RT O S T A R BAED
REMRIBE. ARSI BFHERBRETFHIEM
FRTEHK—MEREREA, 888 RO LKL,
FREH TR BIRMAE Y. oAb, CMR BEIRAE O
B R E O AMERE AR, REIEIR L 68 PG
OUACEHE L, T2 751 B8 8 R 1 IR B A0 B
BERROOLEEHBERNRKES. REERH
R « 75 H B 1A CKD 8 3% P i F 4L % b (gadolini-

um-based contrast agent,GBCA) & S 'S ik &
SRR, AT AIZ R BR R A R 48 5 R R B
B € 77 B e K T S L BL R R F b B T K3t
B LA 2B ARG LIRNERE RS
ERALITEL R (R 3) B, T8 ERE 'S Tkt
#0558 & [eGFR<30 ml/ (min- 1. 73n°) ] LA R @1 &

&3 ARBEHEERRA B E R LLRE RS

BEheesr ¥ HEERL

CKD G1~2 T A% FE 55 E GBCA

CKD G3 LI AER 4 GBCA Bk B FRILHE GBCA

CKD G4 BRUUSE A e T RIS 4 GBCA, Bk
B F RIS GBCA, B UL KFF GBCA

CKD G5 BUUEHRKIFHGBCA

aERG BUUESE KIR A GBCA

TE : OKD: 18 15 7% ; GBCA - £L.34 ELFH.

TR B E  NEEF AL LR Fib, 5
ERENBIRERL. WRVTANELEFRET
Gd F)3& R 4T OMR, T RE AR BT B A B9 771 & (0. 1
mmol/kg BEVE ;0. 1~0. 2 mmol/kg, LGE) 15 FA 1% R &
BN, FERB G R BEN, UK EREE RSN
S0 B AR

CKDHRONR B E R ER B EHE LR

CKDARLAFRRE R LR ZHREELE
5KRE2,

EBEEIS:AMBECKDHH o EEE L%
H6~12 J 47 24 ) 0 3 A dn R 35 ) R R A4 B o R
BHRE,

Bt 5T % B [8] = ML B 2 CKD 383 ' REA0.O I &
BHRERE R, R 8 Lk (5% E EFfLE
L) 515 M4 MET A O LB 4 5 RS 38 i A
K™, HiE) &M ERFREME, Fx T CKDAEE
I JE 28 2 B e BAHEAT 24 /N B 2 I E RS W DAY
I EEHER .

4 CKD HXLAFEMGEAER
4.1 CKDAHSE oL B3 B O IhREVE Y

RBE K4 1: AMNBH OKD AR XK SR &H ¥

A RAT S sh A

B ORI FER  EBEAL LR F
4 (New York Heart Association,NYHA) 0»Zh g5
K2t ONBEREE M Killip 2% .6 280 17 1R

R4 _CKDAAXLAVA B ERBR R E T B

i ERER BIEHERR R0 R PR
HEAELHE  HEONMTIRNEHR; ZFEAEARE. ELZREH O E T 0 I AT AR R4S OAAE K 5
o SRR O V4 UM LVHIFEEMTERE. ONRTHRAES HTELENNEBERESTER:
BAXTOINESKEM O EERES REXTF
[ R A R/E 8o
OREREIER  RELNERThEE. LA IR Oters, TEH T, RBABRES . ORRBHESIRE:;
mA& Lo SRR | Ao UL 190 5 R QF # K E 5 FHEMERA ML EMLHLETN.
TR M.
¥ :CKD: 1814 B RETR .
x5 CKDMXLIABERRESE
CKD 4y #A 240 EAMERN  LRERZEEELHE  LEEERERE NT-proBNP
CKD G1~3a F6~1218 F12~2448 ®E &
CKD 63b~5D H/6~121A {|6~121A FEOMATIR Fe~1241A 1k

n>125 pg/ml W4T FAEBFE L3H B

TE :CKD - 1814 1 975 s NT-prr oBNP : N— 5 3w B4 4PARK 1T 445«




rpEMmBERL 2024468 5 85233 S8#] Chin J Blood Purif, August, 2024, Vol. 23, No. 8 + 567

I Weber {0 IS 2 % A W0 ds S VR4 B L3
BIRPAE T, AT IHERE CKD MI L L IR BB R 3
BT E SR ORI, T 50 AR E A 3L
Pk, KB RO IR, R FHBE, R AT
4.2 CKDAHRCVLA &3 B — MR TT

FREEL 21 BMNBESTFLEHCOKD &4
B % ¥ &4 4, %R £ 5K (body mass index,
BMI) fR ¥ A A#EEH (<25 kg/m?) .

EREEL 2. 2: KRAVEXCKD A K P & A
RAKETAGBA<Ig/d(BHRBAE<6g/
d), k¥ R0k EATELRARELRTHY
EAN<L2g/d,s

EBRE 5L 2 3: AA1EBUNA CKD &4 (B.36€
HEE)REPMGLE T X AL LR ETEHEL

FE B E R BMI> 30 kg/u’, 2 AR i 4% & 1iE H 58
A ATMEAEF, 750 I B VS R KR B P x
BAER™., WE\IFMKs A LHERERFIRE
W, AR ILBML 5 LVH B AR, JEREBI AR
OB LVHB S MBI RE  BAR
& LVH BT R R R, 7E T 942 ) JE Ak 2 o
TR, FARBAEAFE LM FRERAELE
PR ITNREE™ . PRI INE AW
T 38 A0 5 B S B L P, 25 T PR Ak R 48 R 34t
XFF e ML < O IV L CKD B8 5 PR B AN, 18
Zh B B AT A A B0E CKD A3 5% O LR B E iZ B0 g
HWERE, BIBEA B0 S B4R 4, BRATHER CKD
HROIEEERFERENEFTAEE VRS
T TEEER, Wiz A REs .. XttE
HE, ML R EiZEh b 7 (B3R E5h5E 2
ZhEfIa] B Eh R RIE) 9, FE, BRI AT R
ERFE R 5 A B DU BT R R R B K
UIE 2R
4.3 MEEME

CVD) fy R B 2 38 . 3£ 31 140/90 mmHg fr i, Fis 7]
fECVDIET MBI N 3 517, K4 e B W AERT
% CKD 23 I i A% F 140/90 mmg, e & 3 8
& H H RS0 R ) B ST 130/80 mmHg. Y
45 & F iR % (systolic blood pressure inter-
vention trial, SPRINT) B 5L K ¥i : 55 140 mmHg HY
PRUEFE B ARE A B, YR 48 R AK T 120 mnHHg B, R E
3 B O ME B4 COUUESE HF A& ) KU AR
T 25%, & FEFET XS AL T 27%. FF H &1L SBP %
il (<120 mmHg) 5 > B 112 1T (9 LVH A7 RS B A1
46% A 3% , LVH ¥ %% /%50 38 1 7T e ¥ 58 n 66% .
SPRINT BA il 28% ¥ CKD 8 & 4T &5 M J8 97 o 3
O I8 T A R BE T 2, T 1 T e AL BE AT X
RsEEm, K755 U EEFEREZH TR
I E 4™, T SPRINT BF 58 K 2 X 40 # 0 45
SR TR AR IR U B 5 R ET IR T, R E T AER
U4y BIAE 2017 FEAD 2018 FE I R AR R TP AR T
M=% B 5. KDIGO X T 2021CKD i & #45 7
HEUCKD BE (FEBEEBHEEE) WR4EEER
b5 9 120 mmHg B 5K, 38 98 45 AE 4L 1) 12 % L R 3

=
= {781 .

K HRE K4 3.2: 4148 % CKD 48 X LA 4
B o R 69 do i AT & A AT AT o R Je B ARAA : R
<60 ¥ # <140/90 mmHg, 5 #> 60 ¥ & <160/90
mmHg ; & A7 /6 Ao /K 5 >120/70 mmHg ; 3 A B i A7
BB 5 f & <140/90 mmHg.

EBE R4 3.1: KMEFHCKDAX SRS H
B R E AT EE R RA ST BN ERALS
i )RR ¥ &Y BT & & T 130/80 mmHg (1 mmHg=
0.133 kPa) , 4% 45 /% (systolic blood pressure,
SBP) <120 mmHg £ 1,

FE—RA#P, " LEFEEREXNARD
AL SRR IR 250y v A6 LVH 1 8%, 3F B 35 b O
I ST, AR FR ) CKD B3 B I & 5 PR O
I R FIE L2 B ThEe R AE 7. HAMRAT
TR SR B - 24 1 88 120/80 mmHg I, W 24
A F 0 % % 9% (cardiovascular disease,

SBP (138 4k 4% A 4 2 LVH 9 3 57 16 [ TR &
W LR B AT 10 AR B W 4 B 30 Bk s T o AR
Bk EA =S LHEVIAER . SR i s Ed
1 4 RS kR BE S I #E LVH PR E EAE R, &
B N B o o I P 2 T R0 YE T B e A L I R e R
e . BENTME (blood pressure in dialysis,
BID) X5 1 T B 75 VP4l A 8 2 v L e 4% 1
AT MR A SR, EBIDRK+,22'126
Bl v I AT B B L o B B An AE AL W B E T
B U 45 R 43 5104 110~140 mnHg (584 48) A1 155~
165 mmHg (hR#E4) . 72 ALBE 5 365 K#AIA, 2 4
[ LVMI AEXY T H AR UK F ER . BIDIARKRKRE
T ANMEBENREES  BUOANE KRR
(HR=1.66,95% CI:1.18~2.34) 18 & 1 M & i@
B 1 ¥ 4 (HR=2. 80,95% CI:1.18~6.66) & &
mTAREAS . R B2 B /R EE S RE
JT W M ¥R 3 M BB & = I JE (hemodialysis pa-
tients treated with Atenolol and Lisinopril,

HDPAL) ff #1532 BH « ¥ 5% 2 WO 48 & B K 3] 140 mmHg
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DTREBHENBESOLENSEBR™. &
BERLEREXAISERMENEERLEHR
R, RIB X E B L /E (home blood pressure
moni toring, HBPM) A& 47 A # 3 7 M /& ¥5 0 (am-
bulatory blood pressure monitoring, ABPM)
HATIS W, ARMEI T :HBPM> 135/85 mmHg , ABPM>
130/80 mmHg. 20154« [ i ¥ E AT 78 75 IR R
SERER TR T ) IR A R B AT BB R M RS
$E B4R EHTRTIRS E <160 nmHg. 47+ & il
JIMHD 835 78 /= 1 58 SCERA b BT T 2B /S
W45 E 7t 155 10 mmHg , B FEE Ay B R i 4 L
<140/90 mmHg",

OESDSE TR LEEHNEKERRE F/ B
2K BEL A5 75 BT ¥& T 35 i 58 & ) LVH 8L A FE IR A HF,
Hyikgma-rgEmEge™,

FHE543.6:2CKDGI B LE EHEH
ACE| 3 ARBH , M4 | ETH ¥, P EF LM btrfod

WLEFAK-F LA B eGFR, 3 A B & 4 Eh A,

KB & 44, 3.3:CKD A8 XS4 B S BB
FENFELGHYRF D TEANEHNBIR,AY
FEBLERNSMWM. EEELTROIE—H
2.5 % kK BEIHH A (angiotensin-convert-
ing enzyme inhibitor, ACEl) &% % kK &M
# ¥ (angiotensin receptor blocker, ARB), ¥ %k
RS, 12K R BUACEl A= ARBEEAR Ao

KRB E K4 3. 4: KB F CKD A8 £ LA & o
B &AM b2 B MK &) HF (heart failure
with reduced ejection fraction, HFrEF) # i f
BB R E T4k 1 Ak EE 39 %) A (angiotensin re—
ceptor - neprilysin inhibitor, ARNI) .,ACEI/ARB.
B xAmHFMNREAMTARLAN. kAL
HBLk, BHS5EFAEEFN.

EBE 54 3.5: NI CKD A8 % 2 MU & o
B &K A I A oo ARG 6 HF (heart failure

with preserved ejection fraction, HFpEF) : & &
% RAEHE A FIACEI/ARB. B Ak FLH | foBt B &AL
HBAMNTREALEAEEFGATEPXEHE, 2
ATHRAELAMEBRE, o ARREHBZLE,
HEERNEETRAEEN.

B % E NN CKD G4~5 B2 {2 F ACEI/ARB 7]
DA BB ThRE EE BTSN, WE¥H
BHREN,INNCKD G4~5 B E M %4k 4 F
ACEI 8 ARB™®, STOP-ACEIHAR R 1WBH L FF
B ERKRRRE. HFRAEKCKD GA~5HEE
[eGFR<30 m1/(min<1. 73 m’) ] BE AL 4 AL 4% L1 B 4%
S48 P RAAS HIIRVR T, F BEA SR SEMVE
i1 eGFR /K F ("5 Bk B ARI6 77 FF 16 /5 3R B I eGFR
HEBRTESL) , IR B4 55 AL $F ESRD eGFR T B #83T 50%
BFHABERBERETHERLS. HRERER:3
EREVIE, ENAR 411 B CKD G4~5 B E$,EH
RAAS BH % 77 40 #9 eGFR 5 (12. 6 £ 0. 7)m1/ (min+
1.73 m®), k5 FH 25 40 B eGFR 9 (13. 3£ 0. 6)ml/
(minel. 73 m?) (P=0. 42) , HEHTATERE. T
AP ARMBERERFEA R, FHEF 128
(62%) il 8 Z AN Bk LE IR T4 115 (56%) Bl B E k4
T ESRD B ¥ 45 6 It & XI5 97 (HR=1. 28, 95% CI:
0.99~1.65), 7E.U» Il 8 4 (108 Lk 88) ML T
(20 bk 22) S A M ST AL R
UEFATE CKD G4~5 & {5 F RAAS PRI A
3 eGFR HI1R7 , 3+ BLLE O 1 25 3544 0 T 4k S 4 FA AL
FEUTHRIRR,

EBREE4 3. 7: 3 FEEARMCKD Ak B &
PR AHREGHCKDESD & AMBEALTFE A&7t
& 69 CKD A8 % S WUk &4 B B AR R (5 £ RA)
R A fa R AR K , AR ZERNEERAf®

AR o

“UAERR) EELMRIER T K ILES T
i AR HI PR CVD RIS B IEZ CKD it/ . 3
SCUE SE ACET AT @ 1L #0i RAAS RS /> Ang 11 N
8 I i ) A R AR R VB B AR K RN AT 4L, 2O
BEW EEOEY R KLHFEAL", ACELBR @i
%1 ACE T P LE £2 Bk (bradykinin, BK) F&AR LARE
KB R & AR, 38N AR R B 2, &0 LA 4401,
7 CKD B3 b, K818 F ACEI SR Bt & 1497 J5 A LVH
WREIWE" . MERRLE Kk ZERE 97 &7~ ACEL/ARB Al
CCBEL B SZAAFHWE A AHbidi s LVH™",

45 5 F 38 3 PH 35 7Y R 75 A% I CKD B i Ik .
B SZARBER AT HISI M E N W RGBS, EL

AEBAMRCKDEERLENEERR.
SR TR BESIME K B AR, JLFFTA CKD BE 1
FTAEFAFERA . FERFI AT LAY AP SME (extra-
cellular water,ECW) 1B & . B & I & , 158
ACEI.ARB K & i % i/ 25 #9755, BRI CKD B %
RACVD IR ™. 8885 FF & M & 677 BRI R 7
FPRA 3Fp R R PR AR RIRN . B
R S ik ¥R M 2540 J5 I R 1k B BUR I BE I B #% B2
BRANMAFRN, M EEZEENAEET
RERS LILELEBERE. SHRAER
“CHIP” Fi| BR 3 (MR B . 1] mk e e {7 49 i IR 77/ &
FUMERE) 7ECRE LVM F I EL ACEI/ARB fN E FEE I
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BR . E— R RS R B 7 3R &
X8 R FR AT B 50, B 0 A 175 2 AR PRI CVD
R EIER . R, BHRRAN TR HEIE
BAER BERMX T CKDMMRHE SHMBEE
HY—FBA . —HCKD B, LHGFR<30
ml/(mine1. 73 m’) M B &, AT R BEE B IiRER
FEMHIMBAMBELY. FLRFIHE L
MERBHIEELDFLERBIER, RE™™ R
PRREEZ Y8 F WA TE B R LIRS B TRR,
EXTHRIFTR.

£5EE4.3.8: AMBHCKD ARSI B A
Fef LN, RS H EBER LS RTHELHY
B,

4.3.8.1 ACEIFIARB

ACEI/ARB X 5t Ifu /& A& 8 mal , o BLif g /38
RAAS REGEXT LA BB, — BRI B41EHH
ACET Fe At (T 5t /o I FE 2590 58 78 A M PG LVH, 3X
RAXT LA IR MR T R 748 S R
me *, ACEL/ARB #; 15 mg #E % {F Jo i 1@ \ B 5 & 7
CKD B3 /& I Z5Wi6 57T B —£R 2454 , SR T , ACEL/
ARB7EZEMT AFEF B O RFAER I AHE . Meta
4 HT $2 7 ACEI/ARB 7E & Mt A B F 5 LVH ot & 48
0, R R ATHEFTE CKD B 2 57 B 4 A ACET/
ARB, ABE DL E 2B HE DA 4L .
4.3.8.2 ARNI

ARNI 2 i i HE Rk B M MM M Bk B2k
B FIARKEREEY (Y EESE) . —
77 ¥ B B i e A RS A = Y LBQES T, B
001 el PR, A T 7 s i e Pk I % A B P AR
WaEFMk RGN A RIEA. R—HEEYIEAHE
W& E K & I1-1 (angiotensin I1-1,AT1) Z4EM
T 3% RAAS , 31X 2 R B 2 B B AR I R HE &F 7k %
Tps A O IE BRI SER™. £
TREEALXT B BFFIESE T ARNI FURE RT3, 1R A
MNT 2B FE B ML EK CKD BE B AR, fE

F3 ARNI ¥& 57 8 J8 W % msSBP 0 msDBP 43 5 F% &
(20.5+ 11. 3) mmHg F1 (8. 3 + 6. 3)mmHg"’. ARNI 5

i AR & F%F HFrEF 283 3 3 Rk B R B A9 &2 0 (EVAL-
UATE-HF) BF 5LR B  AHEL TR A& R, ARNT #5734
BRERREEE CHEEMR . EETARS, DER
MRV B O R ThEE™. B1E 20164
% E 0 % 2% < (American Heart Association,
AHA) /EE O P34 (American College of Cardi-
ology,ACC) MIEH L /1B ¥ < (Heart Failure

Society of America, HFSA) & W 7E 18 1 5E R
HFrEF 5 2 g F ACEIARB 5% ARNT , DL BE (i & 7% &
FIFET-E™, 2022 £ AHA/ACC/HFSA {0 /1 F R E B
R R L G L WA TS (2020) ™
7 UL{% A ARNI SRYG 77 HFpEF I HF B3 .
4.3.8.3 BEREEZABERF (nineralocor-
ticoid receptor antagonist,MRA)
BERE—RILOERNFHEEERA,
Wi LVH A8 Y HF B 4 4540 BB AL Je RAE . 2 [ B
SRR 4 B (PR 3 B R BR 2 18)
Fedpig " (PRMT S MR R R R 2
ROHERE S AK) o MRASE T FEL BT MR i3 5 380375 R BEL
BB ESBMRIE A ENMER TN, BRE
RR. Xt CKD BEHATHM AR RIEANEAS
BENRALEMER, L LZFRE (left ven-
tricular mass,LVM) J&/> F03h Bk 58 & o & , iX 0 B
i EEH LR, AT, EESENHEETD,
MRA J&IT B3R 28 - MBS HL B AN TE 2 . 7E 2021 £F Co-
chrane %t 16 TR I ZEFE ¥, AN T 1446 i
E R ENHE, 5 RAML RARFERS 2R
(RR=0. 45,95% CI:0. 30~0. 67) F.L» il & (RR=0. 37,
95% CI:0. 22~0. 64) FEL- R G AR ER K"
4.3.8.4 H-BE B E #5144 2 (sodium-depen-
dent glucose transporters 2,SGLT2) #lifi5
SGLT2 ¥R B0 FR 7 2B 8 FAERE IR B
BB R RAFIEN , AT PR AT 787, o] U
R ThRE R MBS K, NTIRAD S . ATEASE
g — SR ERERE, B RS CIEER
EYIRERKELEDHMOREE", AKX
B SGLT2 #1151l 75 g 400 1 Lo L4 PR AN S 3 2 1 (s0-
dium/hydrogen exchanger 1,NHE1) ¥k, 3@ idiX
Fh WL FRAK 40 B R Na' 1 Ca® 7K -, B B 38 hn & ki 4k
Ca"& &, maE R4 Thae, K LR E
B, REREEHFFHARENFFFERE
RIBIER , A E3 TR IRRG R AL A B B R,
BT PR EABARE. BREHEREEVR
BEETEILE O BIBE (A\MP-activated protein ki-
nase, AMPK) T ER A &/ A -1 (sirtuin-1,SIRT-1)
FULE % FHE T (hypoxia-inducible factor, HIF-
la FIHIF-2a ) BIBEE"". SGLT2 M|FIE R —Fh
W RIFEREZ , A XB X 24 B 7R SCLT2 #iI F)Bl |k
i AMPK .SIRT1 AR HIF-1 « fIRE. MHMzHPE
BOUESE T SGLT2 31l 71 6 % 4 i) Lo UL AT 4 AL AT SE
ZOFEEHERE". BRMAKNSRLit—F
RERT BAR T REEE PR(K 2 = R B e Hudh i %O
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F6 % W0 B IK2S BB MR K R B ™

“Y O LB 3R 2 BI{ER
FIRAN WITARAHCE
R IR KT SR 7R AR BFE 1 CHD R RETRR
BRRA MR IETEHE L AUESE R REBE BT & (BIE W R RAR)
MR CHD R RED Bk iz E B . Lo ik Bad=1
PR OHEER R RBESBRERSEE REA®
CDBRERER AT (F R LLAER)
BIT IR BRAR
I 4R REAE
MR
MR
ARERTSBMBERE L RRA KHmL
#iE PhiS ThRERERS
B -5 LR RERE R
M B -Z AR BT RO R Lahit &
(KRR, R /RRARE)
a 70 B BREFANH WIT RO S FE PR ML
(R4ig) XRERE
B B -ZAkME R X3 FH OUVEEFL B A8 £ 1 B E RO LB R
1 & 44 AHE RS R SR AR L
HITLEE R MAE (25 B 8 -FERFIED )
HIT B OShE E ML BB R R
BEOEEKERSL
ACEI By ok G i BB % Wk
TRIT O E P (LR M) AR (R I)
BT RO ES 4P ML
EELERE BEZ
BRI K
[SETb %
BKTHE
NEFAE
ARB By bCo B E G 0% 0 (R4 BT ACED)
WRIT L8R (LR ) MK B (R 1)
BT R MG HFER B ILE (R 4 24K F ACED)
WEELVH BARPHE
CCBs NEF=
At nE 4 CCBs WEIT LB BRI CUH BT W)
[igz 8PN
D]
BEFABERKTF (XETRRBE)
LR
“FIE dumping” LR (N TR H . RRHF .
E[22:3. 8 )
3 — Sk 2 CCBs BIT L8R Bols, I GLRER &)
(b /RERE, 4EHK) VIR E LiE S M
BT B OB AL 5 B W4 Th R R AL
AR AT B RGO 209k BN
i 48 7K 488 hn (R 4E R A K)
HAR RN RYE, FH
o B T T 2 k- Rl HEELERE fER L 7 0 MLSEE 5 O IR R D L B A K e
B IR O A 1L
LR BRAE A I8 4
EEMEERBEZEERN MELMEFRTCERERE P AR
PR B 0 S BESR A2 B R K&
&t fE
BERRETIN LUUETEfE fA £ O SR Th e hE s i
RALHEGERE RemrE
=B H i iE

E: ACEL: BRI E R LREMHIF ; ARB: 1 E Tk K A HUA ; CCB. 453818 FAFF Y ; CHD - TR BBk Lo AR - CVD: o LB BRI «

LVH: E L= OAAEE.
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FEW, SCLT2 i 77 & i &AL WL A0 R i %
TEREA R BOKTF, BB E LN AR E
f. XLEIEIE RN SCLT2 )7 o] e B A W O
EEM.HELOINRERIER . DAPA-LVH R E —A LA
B FIAME B3 72 L IE % 0 2 BUR R W B & pili 3%
LVH B97 R B BE L3 BR iR 58 , R 48 OMR 7948 , 7 124>
AE, BB ET BERRT 2 BB RR B &1
LVM, J4% 51 % th.35 VIE BA T DA SB35 PR MU 4 I 12 3R
ERSCEHREN (WIRAMET) B RHEANE
C &M & H (hsCRP) "™,

4.4 FMER

EHEE4L 4155 F CKDAB KSR &, &40
HE %G (Hb) &9 B ARERHBE110~120g/L,

% BUBF 5 % B 7 16 72 1% 7 6 7 JE 35 B CKD 28
%, K Ho BAFERA>130 /LB EMMARER
R M, TREATHR R & 1 % O BEHL X BB
1, ¥ % 4038 15 5 BE 3 if (958 PR % CKD BB, iRER 4
RLFEMRIBIT - a , 3897 B #5 Hb 7KF A 130 g/L, %
RA Ry B Hb BIRMEN 90 /L, ER KRR B
7 Hb 7K 4 130 g/L XL 1) B B 1 8k 50 T B 25
M, B Ah,Hb>130 g/L B 5 X p R A
XM 3R FAUER M BRLE:
CHOIR™ (Y IEEFH{F MM FELMER) , CRE-
ATE™™ (L3 F Epoetin- B Y847 3T M P&AR O M B K,
) FINHCT™ (IE & LA LU B O IR BF R R
AR B EHb BARER A, B IEPERMERE
FRHb>120 g/LIUFRELERBRE YW, X0
fe SR AR AL ERBERRE X, 1HAN
T I5TRRZEZES T BN NERLN CER
il (Hb<<100 g/L) A& % 5K H Ax Hb /K (<120 g/
LT ZRED, LM ERKLM. EHEE
FEHIMEE REBLLIET IS [Hb M (63 +
8)g/LB (1141 15)g/L], LVHE B4y i¥ise. thBK
JIT o 5ik&IAIT a Xt CKD 2k LVH g m "™,
SPHAMERKLWM T EFEEER. HiltiamH
FHb BAR{EAE 110~120 g/L",

Rk R RIS, N0 B8 S B0 MRS 875K T
femEIm TR, R RBLESAs IRIT I E R M f§
LM . ESAs A/ b B &= 4, 5RO U4
Fx gk i R B B A S2 A, AT A BB O L
ENOLDESHNER. REFBRUIHRERE
(erythopoietin, EPO) & EPO 1B Y, A 5 — B ik
EPO 32 1A 45 & , R b 5k = T 8 41 40 P A A ) i

FELHUESEE HF LR R o, R FBELEPO %S
BB T ERRAT D 50%5 , BN ET ELEY

Beo B, XEHIER A ESAs B ORRFER SR

EmERTE,

2021 FESCL BRI E—BRAHS
FHF &, 5 F R EA G IT IRAERIR B, A EFEE M
P ESAS VBT M ™, XETF 1 AR BENLIG R
R, &R ERBHKIAT- o NEEREKHF k4
EIT-ZHR R, H ERMHFrEF & R ETER
I 2 2 Mt EEA R R M. 2021 F(PE
MR MSIR IR LB G ) P HEE : R ESAs
B N0 M F 4 R T R R R XK, Hb> 90 g/L
4 3 HF i) CKD 58 & A& iU f# F ESAs Y897 "o ('
A E2 T B e PR Sk B 8 A (2023 FR) ) R B 3
FAEBGTHTFHb=90 g/LH O B E BB EL T
ESAS?QJ?[HQO

R EE4 4. 3:35F CKDAB K S IR &4, A
R BLEHD<100 g/L BT AL MK % 3 B F 46 £
B I2 LB ¥ H) (hypoxia—inducible factor pro-
lyl hydroxylase inhibitors,HIF-PHI) £ ER £,

RHBREELL2: 35T CKDARA SR EH, &
M BLAHb<100 g/L B FF 3648 1 4 tm 6 4 55, 2
# (erythropoiesis stimulating agents, ESAs),
R A E G Ak (transferin saturation,
TSAT) >20% B4 & & >200 ng/m| ; 4o 43 2 A2 4
& & o & Ao/ K Hb>90 g/L B A HF 0 R %
ESAs.

KRR T A6 480 LB o X 33008820, O LA AR
FEEEEM, FARE T RISR M SRE AT F B0

HIF K 38 95 52 40 B8 il S Bt 22 AL BB 45 Hy UG
(prolyl hydroxylase,PHD) /&40 S & [z W i) <5t
IR . HIFs i@ & 4 PHDs 32 2 4L P& AR , T 72 BR 4
T ,PHDs ##%1, fE HIF- « MEMRBIFT LR
H, BELARAE R, ZE S5 T4 R SRR
AR E B W R FE S

WA EERMESHIKHCKD BEF,Z
YR A Xt 4L 4 A R R B AR Bt S B AR
FI MR 40 AE B K FAEREEFSBEER
HEA, BBRERELRENSERBRENBRT.
MAESMAREMATRSHRABKATER, R
oMM F SR RAKFREE, RBREARE M. A
T » Xt % ¥ =] 4t Bz A i A AR & 4 CKD B & Al
EVKBCDEETPHORRESNREGHITE
NEZVRMBTHZRAEP TRk ESR
%, EEERIRKIEREE—HIEL™™, £2W
WRELHE T EE 5 MhEEECKD R mMBEek
R ERITh AR % F EPO. 41, A3 &) h A 3R
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&8R4y 2B 3 I B o o AR R B (R 8\ B
K ERZ)  PimMEAMR AR RES, 4R
A& HIT Bldn M E B A O WU BE DA K HF &
h, KRB ERFRE L KB EKARHE— P
F 1, HIF-PHI X4 Il fE IR A E S, B
WIE T ' vbw) s 3% B K % & 111 L-NAME (NO 7=
£ I ) F S K& I E AR ERG.
HIF-PHI ] f&4& CKD 2482 B f FGF-23 7K “F 3 1] 98k
AR I B EERG". BIEBRAST Y
&) it 7T 58 A BY T T B AR BE S| A2 & 30 Bk R E
N, BhAh , FG-4497 B 7 H AR AL 30 Bk R R R AL
RIPER BEFEE S ARIEE".

RIEEP LKA OES M55 (left ventricular
ejection fraction, LVEF) #1NYHA 43 %4k, T
MR WA, IDESIREIZENAE ST, BARAETE R
B, iR BT AR 2021 SR O IER
% £ (Buropean Society of Cardiology,ESC) &tk
IS HF S W AR T et i BT R HF BE R E
JATHE X AN 1D, R B AT el —Fh &R AL K A
F¥EIT . TRONOUT HF X383 BA XY T 4F i 43 % 4K
kBT I HF B &, ORGFNET R R BIE R
7, R AR T R B O RS ANE T

EBEELL A FODAESNAESF R 2
8 &4, 4 TSAT<20% L& & <200 ng/ml, HMNHK
HALSGN. HARSHAERGVMEHF &S B
GEF AN ELFEEORTATRERAT AL
Bz, ARINAE,LEHIREERS, HRE
FERHBX-FAHE,

KB £ R4.4.5: HMEF CKD A8 XS MAESH
MM HF &4, A RSN &7 8, ABIRAMR Y 1, e
RELFRBRFLFRETS, ALEFZR K
$EAHERLERE,HBY HER,

BERZLECKD B A FIEEFE N, 455 & M E
EE. HKERAERERLNE . FHESTE
B ANFE A 28 o i il DA K B PR K G LR E 2k
MXEEBENKHREMAZUMRE. FH
ESAs V6T T LL A0 R B A A3, st T S T %k ek
K,

KMERERT T EER, RIEATARE K
FERS RIERAARZEBEIENLFEURER
F BERT (iron deficiency, ID) 2HF £2E 1
EREHE, PFEEERMBEEF, IDBHREELT
& 59%. ik 50%H HFrEF & B4 1D, HF & H) ID
Pl BIER WD B R e B S iE 5
AR E R, RILFEEERT 1661 5 HF [ & & i
4T i) CARENFER % 55 "™ B 75 49. 6% ) B & gk . B]
ERAFFRM, IDHEHFFEARMER. IDS{HESE
T AR X R B 388 40% ~60%. o AL 40 A ) B 3R o
BASRENNLER, HEFRENLZRIE, LR
L O RRER. SREXKRABIIGPR
HEEER, IDSBANLIARER AP E T Fe-
S-RIE EWREMERER, 3 B 5 8R4 IR
BEATP FENMKREEZIREX. BENEETF
ESS5EUBMRUNTEABHNEOREWINE
EEHCWHF BE O EBRRBAESZY, B
ARAEIEFRMAEDT KB LR (dilated cardio-
myopathy, DCM) A1 &k i ¥4 0 L% (ischaemic car—
diomyopathy, ICM) &K EAHF &, IDW SR H
15 Th RE RS A 22 0 Z EAL L IEE 0, 3T F B0 B

EEGEKENEEERESHRZAES 18
HF & P KRBT AR 2 HERE. BKSRHR
EZFRON =N EREREREZ TR
TR B4 A, AFFIRM-HF BT R 2 B bR 121 4
OBV N E AT BRRLE (n=1132) , B KR V& B
MISHEHF & Bk B H KRR BT REFZ TS
BT SRR UG R, R4 RRAE KR E
EFERRBITREIFERALOERTCEGE TE
fa % (P=0. 059) ; HERR # i it & B2 WA J5 M B 10
W, SRBRIMLL, REZ F AR HF ARG
MEFTEH4H KA R RZE TR (RR=0. 75,95% CI:
0.59~0. 96, P=0. 024) ; BRfkIE N R EZ FRERE
EMECHF B E B, BT 20% 00 8 (£ B 2
MOLMEFRTEFERERE. 1PN 4 TEEL.
XUE BF % (FER-CARS-01, FAIR-HF, FFICACY-HF 0
CONFIRM-HF) )& X 4347 2R « 3L 839 18t i
HHF B = B A LR KA TREZF RSN
FERF), MR AR A i 0 1 Bt BT T B A X XU
FRA% 41%, SEZBHHHUREZFHEBENER
O B I B R ORBE T BR (RR=0. 59,
P=0.009) ; REF FHEEIAIT > T E R HF F
R FILC B A FE T (RR=0. 53, P=0. 011) ™, [
B E A RE IR B HFYEF 2835 N % FE B Ak Ak LAk B
HFER, B ZH W BREFHRE. R HEART-
FIDBF 50 & 1 TR 3065 15 B2, Ho o 1532 45 4%
BEHLS BCBIR M8k 4 , 1533 Bl 4 Be B =2 R
HWXE FEVLRE . TFRE R B/RTEHFrEF & 3%
IDKIMZEE R, EHET . EHFERE 6 28 5
TREMBRNYREEERTE, REFFHEHNE
BRIZEHELEHEER. I AANEEE TSAT
(23.9X11.2)%m T &M E L, B R 2R AA
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ABR, XREIKMEAEMNEERR. 2023
Rk 0 B9 %4 (Europe Society of Cardiology,
ESC) S EAG HE HF S Wi RIVG T 8B B 47 T 4T X HF
EHERZ BENEE, B RRZ HERD
HFrEF B HFmrEF 28 % 31T B# Bk #h X , S HF AEWR 7
B A TR R R s T Bk B AR ) HFrEF B HFmrEF
BE MNERFAREZFRERRZF RISt
TR AN, CAREAR HF (B RS ™. % F % ik gk
FIERET.

4.5 CKD-MBDEH

FHREE45:5TFCKD AMASHZHEH, &M
BEFHHESHRRMEL RBEFTBRABTR
TR T

EHREEA51: K MN$BHE 2 66FR<60 ml/
(mine1. 73m’) &5 CKD & & Ji A CKD-MBD 4%, & # i
A K45 B FTREMEE PTH AR L L KDK
F,HRBIES R ETHL.

RBRE K45 2:8MBFTTHEEHPTHR
PIHEANABRGEL B RERTEATEES
Xk, oo Bbni HABN KFELERALEED
$3 HREYE,

5 CKD-MBD <) E B ¥ F FGF-23 A &
Klotho 9§ /> \PTH fl 4t 4 R D & LT 5 3045 AR
FEL". 7ECKD K9 B AW B, FGF-23 /K P 3 In vl 7£
17545 BB PTH K SF 2038 2 i H 3R, BEE 5 Th e Y
T B, 75 FGF-23 /K “F3& ¥ 7t & , 7E ESRD 1 A £ 3
E#KFH 100045 LL E. BF 58717 FGF-23 /K
I B AT B Klotho BRE R CKDARSR LUK I E
ERHE. FF-23 BT A EAREKE 7%
{54 (fibroblast growth factor receptor, FGFR4)
BRONAREEES O K. FGF-23 1511
iz NE MRS HERK, RigkLET
Klotho & H K Hi 1 22 AR/ 75 SRR & B 8 WNK4
ERENTENRR D REEEON LR SRER
k. REERATRZSHEHHE . ZEEAH R
M JE HF AR S ERE K. BFR R FGF-23 K5
CKD £ 3 0 I B 9% J8 R SR AN SE T B 3 n 2 (8] 77
EREKRBERR. P57 BT 8D 18 3 ) FGF-
23K, FEHIEHR RS EN B E PO LES
T RIEAHF. BF 5 8% FGF-23 R/ S 4
PR R i, 5 BT 2R AE 40 L 1 AR AT R ALY
AL . BEAh , FOF-23 385 B {5 40 A B 30 G2/M 3
LA BT LB SR IG SR AT A 1= . /)N B FGF-23 R
5R 38 N7 A 41 40 A AR R K S W Hb R0 40 B 0 & A
RERAHREARAE DT85 . 3k FGF-

23 R RIBR X AR F (IL-6,1L-18) M= AR
G, 33 T b VR BB o kR R A

Y4 F D & CKD-MBD & PRI E EEEA W,
3B .85 PTH.FGF-23 fl Klotho EH. #4 KD
B2 BT RN E RN REMPTHR /. 8%
B R DR MBERMIESTBENONLESHK
ARPFRIE, EFEE R, XHE TT P RARE
HL MRS LONEARTPHIEERDZRBIER
Ko ST HERBHMEREL (ER EERDBITH
BIABTHUAX T OO0 EL SRR RIE
kST B L = BEIRIT 46 R M B R 3B AR Th g Ui Y I
BB B T OB 8 , O I i 4 A&7 K T
BephE., B E, EEEDBTEABHNIEER
ANBEFHRIEE LR, F BRI REE KD 5 LM
BAOMEGRIERBEE XK. EETRTHERL,
BOSHERNEDEA, #REL, FANEEFA
Y4 F D, AT FEK CKD 65D B KM BEIKE, FAE Ml
PEVRIE, R VA PTH 2 Wi BRAR, T/ 4% Eh7E
O METAR, KRB H O M EHLS O 4L B
EOIREMIER,

BB FIME T 45 8UR 24K (calcium sensing
receptor, CaSR) 1 PTH 1] A ¥ 45 K F 1. zh#
SEI6 4 B B R 4 77 % ESRD L 5 M 0 1E R 5 F
R AR AR A 25040, U5 577 T 38 i P A% PTH /K
F, BENERTEXROOELARZMINE,

2017 £ KDIGO CKD-MBD 6 R %% : Wy T/ E B
R FEBRINBETUHE L B IRIT TC UK CKD G3a~5D &
&, 2UFRBBIIBARIET, 2018 FPEEE
2% W 4 & U B9 CKD-MBD 2 ¥ FR G P iRt R
R R ARFARIGAL T :CKD G3a~5D & H 2454
JRIT TR ™ E R B AR TR U, BT R FE
JRUTRA : O£ B IR B MR BUR (iPTH) #7452 >800
pg/ml (IE# & 16~62 pg/ml) ; Q¥R TT LRI H
SHRER/ERRLE:ORSEED INBRER
WMARRBHERE, WEAFeEE B RFRER
WX, ERKTF 1o BEFEMMR:; QLUEXTE
P44 T D R H BB IGIT BT,

5 CKDIEXDAFEENERENRAT

EREES. 1 KRBT OKD A8 X IR &
#, KR ECKDGS Bk A m K HF o, 45
R T4k KA RIEZ —,

fe] B FF 46 ML BOE AT — R — A R B
BRAF —LiE R BRI «CFR 5B FHISL
CRZEAFEXRR Bl £ +FE0—LEMHLAHR
18 TR 1 eGFR FF 45 B 47 i 524 %5 K9 R Bt SE T
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RTE KBRS

B FDARREEE AT FDAHEZR IDAFIE & RA R REL(>2%)
REZFEE  RAIDA: <50 kg: 15 mg/kg, 43 27, (@IK@ 7 R &Y /UKL ; R ML P 4T A
OF ik X O R BT I) 5> 50 kg : 750 mg, 53 271, 18] {EBY ML AL vk 5T SR AL AL B 5
REIARR: R 7 KRB Kt il 55 B 9 1500 mg B ERNE B BB
QCKD RBEZE . 8,15 mg/ke, £FETRANEHA TESTERALR B o
1000 mg.
A IDA: <50 kg: B R 20 ke/ke; TESTEBAL R R o BAE -
FEFHERNS  ODRSARR BRI E: >50kg: BRFIE 1 ¢, RTRARB 3K
@3 M BEHT R CKD. 500 mg.
OB ENTHHE CKD: 100 mg TTREKIBE (K MESE RIE PR ZE B8,
R Bk EER DA, BROESEREE. BENTRARENE  HEHEONERJJEE L2k

2 1000 mg T £k;
@3EEHT K CKD: 200 mg TT RIS

988/ R R ; S AR Y S8
LB R L BUE -

Pk B SR gaE
@B EHT R B CKD: 300 8% 400 mg TTF

SREAKIRIE

¥ :CKD: 1844 7% ; FDA: (EE) &R RAEMERF; IDA: R M

TR, B b BENT S A0 UR G T
B O U T8 4 457 05 7T 4 2 il L I 5%
PraTREE R M. B, #5E T BT 46 MBUE T R
xR ERIEHEEN.

RAEEES 2 KMEH T CKDAB XS A
CKD G5D ¥ & 4o 47 fo. ik £ 47, B X R EATR K, do
4% %8 ¥ &% & A7 (high flux hemodialysis,
HFHD) . /% £ fo 3% i #7 3% i$ (onl ine hemodiafiltra-
tion, OL-HDF) ; = & #4 T £ M4dtt & B ik 47
(short daily hemodialysis, SDHD) &, K & . % #9
“BRREMN K.

L3 M BE AT A UA 2 DARH ik 0o i Th RE R A5 A
R, E R 5 ZEN I B OUEBMAER. 209~
30%-Co AL 1 R e 1L 8 38 4 ¥ 97 i A2 R 9 R R I
SRR . BENEAER, ERTIEHRE LU
PP ELER I °] B8 5 BUK A O BT Th B8 BEAS , L B0 A
BEMETEREERM™,

K % % PR B 7¢ #B4E S HFHD A8 bL K38 & fu vk
EHr (low flux hemodialysis, LFHD) fEE A M HIE
B K FYR, — W 2B 5T 2 K 3L HFHD 7]
ESWEREEFE. STAHBILYBHAHE
AHFHD )28 4L, RE RN FEHBRKF KEQ ML
B KBNRNEE. EXESITHNERERRERN
HFHD 7] fZ{MHD 3 £ R TR, B0 ME ST
BHENE. TRETUTHH . SELE. N&E
MEEEEFELE EZRMEEHRLE. K1
RILESHOEEAATIE,SIRONEE ¥
K, BBLUEAE., EOEARIEFREEE
ANER NER MERKRNEHIAP RS TF
F HFHD AHXY F LFHD B A M BB RIX e H £, i E

Mk FEN B EHMEAE. FBRELOERFRERNE
HEABTENKF  BEHMABNER, X &
CKD-MBD. k4, 5% MMBENEIT ML, L& M
WBNEILWMHAR TR, EOZFRINGEREN
EhAKERE BRI E ™,

MRRAEKE B ALK BB TRE
LVMIZD LVH 225 R AR A (E B R R X AR
T, B AT WA 2 LW B D R B R BN 1R TT 18R
REESR . FHHBEHBEND AXBLENE
BER, BMMEENRTM% (frequent hemodialy-
sis network, FAN) & H iR & & 1 T £ F .0 FEHL R
1,245 P B EH AR ERE WBENTH (BAE6K)
REMMBENH. EH1E, FTELSNEEL
A, BB T LW FREEK N 1 E5%E (8
it CMR ¥4%) » AR FE T B 5 (R (R B L B 1 SE SR
GEIRAND B AEITME) . 2HESERBERS
EMMBET AL FEMRENAR BERR
(FET- 88 LVM 2 4L, : HR=0. 61,95% CI:0. 46~0. 82; 3L
T B 5 16 BRIR . 22 4L« HR=0. 70, 95% CI:0. 53~
0.92), BEAMERAPLAMEBENRET BE
—ROBBREEBEHAXNERRE, FIEET
BIEWERKER E . MEFEF RS T LV &K
KEBERLVERBERBSH A LEHFKRKPER,
{B%f LV R E/LV 8 K K AR LA LV EE KR
EV)BAEEW. BAENTXS FEC S 0L EMNSE
IWMHIERR S ANESN, AR FEFHNEEE
FARTIER", BRiE1T70 506 5 BHHZES
TR : 5EIMERMLL, BB SRTERES
%, BB IE R BB .
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KB & &5 3: 37 F OKD 48 X S WL CKD 65 &9
HiAadb b && AT EBHFR, ANBESHIE
RAFAENHA I~111 5XA.

B 1 5 45 M EL GRR A3 PR T AR
o I RS, 2R , 00 LB RS AT 2R o T R E B8 ik
FIKREN, SEBEBXNEIRIRERE THF
LZHI\N3RCKDHRLIVFHERE R, kil
RGBT LURD LM, BB T MR Thee, A
AT REI R O NA 24k . (BFARSE S IMEIRI OB
EMR-MEBENAE". |1 MRAEERNZES
WiEEEBEGEE LS ERARE ZRLMEE
TR BR, ZEZEF PRI RARRED,
WESFEE WA, AERS X BAK A THRH
EESMABRERABES LW Z AFEMAX
BEU (O B SR AHESTT MG PR 2 Bk Fe R (2023 AR) )
S BRI M8 E 4 HF R, B ™
BEOREBYMEBEBERT G R RIS
FNYHA III/IV£%ER LVEF<40%f) 05 42 & 1F B %
LHEBEBE. 5F GFR<30ml/(minel. 73 nd)
HEHAERPIF HOSHEESE, BIEHLE
ﬁé%ﬁ[mlo
6 CKDHEX:LALHRITARS

KB &K 6. 1:0KD 48 K S 6 — B HEF B 47
ACKD B AR EHRRTEG LA KX, UGB R R
M CKD AR XS K £

RHRE K6 2:CKDAB XS L HE B4R
H 2 CKD &4 # CKD 5 M AT R RS MBE R E, X
A K. FET.

KB K 6. 3:0KD A8 K S 8 Z L HFF B AR
R 35 OKD S L% % & o

BATHEF R L 8 N\ B B CKD AR L LR
HEERER, SFEERR . BILE. OMERR; X
Bt , B A LSRR FERF (human immuno-
deficiency virus,HIV) . A FF % S HABG M H
B HETE MR A B S TR A
L s AERE ; L Z A 55 s e,

BUMRFREIESERBT IR BILESEN
AAEF LN MFRETHNEIRE,. 2T
SERE IR, WTFHCKDREKELERME, NEG3FE
RE1R. FEHMBERERGAME, K553
EAEK.

%tF CKD B3 , 7 % CKD 4 B % ¥t 4T O WU 7
. — E#i2J CKD AR L ALR , W RLIR 5 36187
REM/EBETERE. RRETRERRE, R
ARG YT CKD R & » SE 4% CKD 3 & [R1 B ZE 42 CKD AH

FULIUREEH R, S T EBRMECKD B, BRiGTE
MRS, EERIE SR RE B %R B
MEFEHEAR. HMOBEEEE:RHIESEAN.
BR85S AT, A AR E R IE T B
HRPEITEZENEEER, XFT CKDHR IR
B, EHEYME .M .CKD-MBD B B B, 5& R FF 4R
BRI o

7 NG

CKDAX LR B EREEEENER,
RS, A% ME. A M .CKD-MBD % CKD & I.3F
FAE5 CKD A% LU ELARR ), KR8 7 &
EE. NREREMEEREE T, AEEEF
SEHANEI, LAZE SR CKD K L AUR IR, R E TS

R PR A : 2480 5 F CKD A8 3= 0 VR s B B R
R R A =, SR Z A KR UE R SR 48 . A SLiR D
EFr EBHRANEXEERXRIENSE, HT
RARBRESHRY. OBRE BGE GEFE
REVGIRER R BN, [ A IL{2 5 iniE & R EH CKD
HAXROIFRER, FHRERERRRRAHRR
RIEEEAER.

B SRFEXOIRESERIES

P FR AR KEARER) . '

B BFE AR REARER)

B GEREEHR) AW EEXEAR
EBR) KRBT R AEARER) &E#® ALK
ZARER) I XE AR RKEARER) .

EXREARA U REEHRF) : TR LR K
ARER) HH AR KREARER) ERE TH
AEANRER HFER (FEEFRZRIEREHE
Be) ES (AR REARER) HEH(T REAR
BERE) AFF (M) RZFHETEER) JEER THREA
RER) KW LR REARER ERB(FAKR
FEER) IS (bR REARER) XML (PR
EME—ER WHEE(PEARBRELSER)
O (B HERXER BRI E 2 ER) ER WL (L
BAEARER) FEH (FEEZERZERILE B
ET) EER (EETEAARER) (REE LR
REARER) KB (REERKESER) (5K
EHR(AEETKZEARER KH (LR KEARE
Bo) JRIL R (bR KREARER) \BEE (TFEER
KFEBER) B (BB KEWBELER) R
W (REEMKESE—HEER) &N (B REF
ERr) REE(RLRERBE—ER BH%E Jt
RAZEARER) #ER (LEE ARER) ki
(FEERKERBE —ER) (KB (LETEX
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