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[ Abstract] Chronic kidney disease (CKD) is associated with an elevated risk of cardiovascular

disease, particularly in the form of heart failure (HF). HF with concurrent CKD is quite common and it is
associated frequently with a poor prognosis. The unique pathophysiological mechanisms of CKD may ex-
plain a large difference in mortality between patients with CKD plus HF and those with cardiovascular dis-
ease alone. While strong evidence has been established for managing HF patients, no guideline recommen-

dation based upon a high level of clinical evidence is available for dealing with patients with CKD plus HF.

This review summarized the diagnostic and therapeutic rationales for managing CKD plus HF.
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24 B 9% (chronic kidney diseases, CKD) 7E-4BR i [l
PAL 18 25 25 R0 HE 8 W A T i, 38 ™ T 14 . CKD
) 2R R B VL T T e R S A A P e = 3
AU, B B DBe AT % 0, CKD 4] it g 2 4
I B 9% (end stage of renal disease, ESRD)™, 0> L5595 9%
(cardiovascular disease, CVD)JEHLE CKD & il 5 1Y 2L
fe RN A B TR, 0 J) 538 (heart failure, HF)
JE CKD B3 1Y F 20 M8 I AT, R W 5 5 IIRe )
T R ™, CKD 4 3 HF(chronic kidney disease com-
bined with heart failure, CKD-HF) 3% WL, HL# A KR 1l
J5™. HHT CKD-HF 1932 Wi HUA YT i A W1, A SR 251
44 CKD-HF (2 Wi FIA¥7 -, i/ 48 T CKD-HF J347

J7 BT LR, S CKD-HF (5 G #0085 ) o

—. CKD ¥ HF #9477 %

CKD Y HF % [F i 7 75, HA A RHBUS ™. [
CKD fE B 8 3 h HF 9 & /£ 50 16.91% . E[E CKD &
# & E HF 1A 35 7.8/1000 AAER . HF 1 % 955 3R b %
CKD ™ 5 2 B 1935 i e o 1840 5 hse A 4= A i 5%
F W], 5¥%A HF BB F AL, CKD B #1 HF 2 5k R %
ESRD &5 4 B B /N Bk 8 1 % (estimated glomerular filtration
rate, eGFR) T % 50% HYXUS 7 AHSE . HF JR3LZH A CKD
G Z ) R REAEAEAR SR I 4 O F . WEFER W, i HF
BB 22 0 AT I 43 $X(left ventricular ejection fraction,
LVEF) W], BT KBS RIS CKD 4310 (14 14 A0 i 28 43
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Jin. CKD-HF ¥ 5 ¥k 84 CKD sk HF B3 HH Lk, H
A TG R 2, R RS T KU T 6 2016 4R
JUE 955 TR AT 99 24 3R 45 7R, CKD-HF 5 W i 184 fip g 25 i 2B T
AR, A0 A CKD 8%k HF (Y, PIAEA 1750 93%, i
76 CKD-HF 3% {0 76%™, 76 [E 2016 48 5 JE W 7
F1 90 2= 45 vh [R)RE 45 1, CKD-HF £ B 8 35 (1495 € % 2
CKD ## s JC CKD i HF B& 1 1.5~3.0 {51,

= . CKD ' HF %4 J% 22 % 32 AL

o JEE RO JUE 0 22 [0 A AR s A 1) O 1) A EL A T i
J& CKD i HF ¥ A7 JF K . CKD #1 HF 3% [H % 5t 6
S B = N B 1WA 1| = N 9778 I € I 69 5
5, 38 AR ARAE SO S AR 45 N R 240 L, R 22 il
IG5 I3 30 1202, MU B G far fin o, ok
5L B T RE Ak B B i AT 300G A8 I 48 2R G2 N
-1 4 % 5K £ - [& B & 48 (renin-angiotensin-aldosterone
system, RAAS), SEUKENEE . MEWEE, INE.OUIREAR 2.
MR AR G fa e I R A 4, IREIER . 3
I, HRRETEL . M4 E51L . eGFR TR, ARSI S S
Xt (1), ik CKD 3% HF L5 MAE L5 fa
W6z DR 25 70 25 A A P AR DL, [ B 3 A 3 A R S f 6 TR
FZH5Hh, MBI IR R, S LAk
Fd it R, 7O E SR G R HF; 2h# ik 2SS
YA INE A OE R A OEDEE, IS HE X
W65 Sl ik A8 I 37T 2 T M) IR AT R L DR, X I IR
St OV 20% B AT A 0 E 18 M A R AR, R T
SHCHF KB BTG S 2 s | i B I R R
H B2 REZRELE S 51 R B T AR, 3300 WEvE T
IR, JETT S HF; Y2 HE R VERYH WER, BT
FEAER TR R BE (75 AN B, MU AR, T3 s X
W, I Y025 AT 308 B 0 FERA X4 R T o Je e XU, 4 T 3 o
A= HF 00 KU 5 A, AS TR A 385 By =X HF XU 1) 5%
Wi JRAT T 22 5, BIF9 26 WA, 5 0 s BT A LL, 1 V03B BT f
HF {3 B 09 KUK B 51, CKOD s 114 9 B0 A6 AL 7T RS2
CKD-HF & 5845 CVD B E LR ZIE R KA A .

R ARBHTIRE B RO R GRS N R

g fai AEtegEfar

NS JREIETER

HEFR PRl

3 IR LAE Y B ERL

e MmAE51E

NERE RAERA

SR Bk AR

ez LR T /R B AT, RS

=, CKD %% HF % B
2021 4RI PH L I % 2 2= (European Society of Cardiolo-
gy, BSC)& B HF #9358 MK HF %2 R0 JIF 5 45 4 Al (B)

Ty ae S # - B0 8RN (50 38 20 71 i B0 P9 7 8 ()
MR FE AN R, T 5| RS A PRIXEE | RO T i K g 57 55
FEE R AU RZE B A, AT A A S0 DK T il i
RN E K B A", CKD 5] J& ESRD H 3t vl H
R ARARAE, ARME X 53 & HF 6 2 4 5 P25 5 1 2000
sl I A PRSI S RS, 3% CKD-HF 191 12 W7 AT A
e R ME R, JUHUE CKD M8 3% W91 HF S AR 5 Bl 200 5k
fikfti

LVEF {8 . B %! JR 4 Jik (brain natriuretic peptide, BNP)
N &K ¥ B F) JR 44 K JL (N-terminal pro-B-type natriuretic
peptide, NT-proBNP) 45 5 {5 7 Fl 52 56 % £8 bR 78 HF H 14 L
FMAE C L8502, B HAE CKD-HF A i 0 FH A 75 i — 2
WAL . WFSEHE AE CKD fRTE R IE &L T, AN 8] 56 1 73 %5
HF BAMM TS, M7ERA CKD BT, il 74
B3 119 0> 77 % 5 (heart failure with preserved ejection fraction,
HFpEF) 3% 14 5 48 | SRR I 5L A1 2 T4 1fi 53
Herb [ HE F055 10053 8O AK 4.0 J) 58 3 (heart failure
with reduced ejection fraction, HFrEF), X 3 0 5 N [&] f¢
LVEF {iAf L, i 7C CKD S fnyese HE B mHUE", Bk,
TG PR H A B — L L LVEF {5 K /N R PEAS HF B /™ B R
Ji£, S CKD-HF £835 b 8k 4 UL J2 HFpEF". iHu4h,
BNP F1 NT-proBNP 45 4= ¥ b1 10 #) 1) 47 P4 ik B2 32 21 ' JUEHE
2R, HAE CKD & i HIA T2 bR . —2epf 3k
] BNP Il NT-proBNP 4 15 5 CKD 3 (1) HF S )
AHE, {H 56% Y JC HF ik CKD & # H1 s 7] i1 28 BNP #
NT-proBNP Ft "%, 3046 AR 4 R 92 56 %8 5 b5 7E CKD-HF
o R 0 T 0 AEAE S, BEAS K HARE T % CKD-HF % i
FHRIME . TERIM A WARIC W IE S A B T CKD-HF fi2 Wi
Z i, HHISCT CKD-HF AYiZM)5 5 2 TAREMEE AR AN (35
AR LA RO AR S 25 44 /50 RE S PR E B

W, T

(—)¥ik5 CKD %4 HF #9454

1. Bk d e B CKD HBH W R MM ET . &
Il /2 CKD 835 &4 HF 1978 J7100 . AT 8 (i fa e PR 3%
XTI, e A 3k B R 1S 2121 (Kidney Disease: Improving
Global Outcomes, KDIGO) X T CKD £ # HF iy 3LiR45 i1,
CKD & 3 o7 7™ A% $5 il 1 e, B AR 5 U 45 < 120 mmHg
(1 mmHg=0.133 kPa)"”, EA#FFEIESZEIE7E CKD 1778 1)
LT, Y46 I << 120 mmHg 43 fE /> LVEF =35% K HF
FiF . 2015 4 SE [ IF e i KA W4 e T Bl il 4 45 2R s,
S AL FA R 36T 4 (i TR << 120 mmHg ) A0 155 485 ey 2 R IX
W i S BRAIR 27% . 42 PRIFE T XU & 5 BAIR 25%, HF f A X
IS AL REAR 38%, 7 CKD % it gg 8] 1 [AIRE Ay 25 511,
855 — 7 T, i B4R R A R H TR Y7 X B A PR 1
FH, HAEARES b ™ 8N RS0 & A R R . A i,
SR S I PR AR 25 475 R TR TEAS B S Y i, G AN
R R XU JEAS 2 AT s A o R SR . 2301 CKD SR 3
W4 << 120 mmHg R HETF AN 2 5k T B IE LR 4 VR T, T2
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BT ORGP R R AE A7 85 AL o A, X F R 25 P i ik
P& b, REBEE W 8 B 9K 3 5 [0 157 (angiotensin-
converting enzyme inhibitor, ACEI) I Ifil & % 5K 2 5% {4 BHL ¥
5] (angiotensin receptor blocker, ARB)/E & CKD H # A —
2R W 2, 0 LR AE TR B A AE AR DR (2R HE I
>300 mg/d) AFHL T o Bk Z (HE4E R W, M1 RAAS
AT LLREAR S B T REAS 44 56 10 7™ 200 I R R XU, HL
Toi CKD (™ AR BE A i, H ) RAAS #R 0T 2 E [ ik HF
RIRFEFNFET A

2. Mt fu b AE CKD FUBIRAS B, i
AR KA HF B—AERF R, P Ak MU il AT L
FELE CKD W UIRE R, b AT i S FEAIR HF A9 XUR: . B 5E
BETR IR 2 MR R A B An . S E AT IS PR R IR s
S A WA i ZHE AL 021 85 H (glycated hemoglobin, HbA,,)
W BEN 7.0% VT BAR & AR St 48 (i =l 2R im A8 I &0 /9 XL
W6 15 T S 5 ) B PR 0 IR XU A7 B F 9 214 HE i
AL MBEE 1 2 HbA,, e BEAEI 6.0% B, AL o8 = 4 1) JRUs:
B R I, 2022 4E 24 B PR %% 2% 2> (American Diabetes
Association, ADA ) & AT (M5 RIS B 28 P i rh AT SR04 o™
AV I P =l 4 R A B3 Y OB 42 ) B A5 2 S HbA | <
7.0%"", i FEAIK HbA, ¥k EEAE CKD-HF 3 P i1
BrfH, 575 B8 ZRIBETERY . P 0 R AF RS R PG FI A2
7305 WK T REFE LW . 2022 4F ADA Bl R =
SEBIT AR E R AR FE T T RIS B ISR B HF /Y 2 BB
PRI B, OIS HILZE HOA, K- i, B3 s0CH A B O
L5 3R 25 A Bh - A L5422 2(sodium-glucose cotrans-
porter protein 2, SGLT2 ) #ilf slglierss MAH R FEAK 1(glucagon-
like peptide 1 receptor agonist, GLP-1) & & # ) 7 1F h & H
REBRIA YT I — 00", AHSEZE AR A HTiiE 52, SGLT2 41 il 571
I GLP-1 32 PR 2l 50 AL BE 03 =5 i I F% 71 HbA,, i He
A LA IS B AR 5, R R TE AR 22 CKD i J
/b HF AE B¢ 5 "™

3.HER e FUMZEA N CKD IF & 5E, 35 17 %
Wi CKD f8 2 (9 A4 15 B, i AT 4% CKD BE € | ESRD, /(>
A& AR AT A o R, 0T B2 ARy B
P21 A0 A U35 (erythropoiesis stimulating agents, ESA )
SR . 2 IE B Z A AT I, 7T W I HF SRR
PEEAE TR, 0 ESA 58 4 5 438 1E 2% i I AS B
/> HF (4 RV, 5 28 0 3 i v IR S5 S s i 487 99 14 JRL
B o AR, 3697 CKD I AT B 25 W A5 5 R - il
I 2 Lk B D 3 77 (hypoxia inducible factor-prolinyl hydrox-
ylase inhibitor, HIF-PHD) 45 B & .00 45 3R 25 . AHOCTRS
WESE, TEWI IR AT 838, % v ) Al A Lo A 20 40 o A 3R
FZO M B F XU S 4 BT KUK FEAIR 30%, HF £
Bt 07 14 JXURS: [ AIG 34%", {HL HIF-PHI |77 i i) 3 %62, HL
FEXF CKD-HF H83 1Y AR DGR R A FE 1 Bk =, HAE CKD-HF
SR TR R 2P IR

4 AT R MRAH B ETERLE CKD B FH LK

IR 22—, BB AU, A IR SR L RN B,
IMAESE CKD f8 3 e 0 A4 B A I 25 6L, 4002 76 & )F HF
SOETE 32 RAAS I VA7 A SR vh o e 0 I BR /1
RAAS 57 /9 78 404 1, 1 22 3146 74 #38 CKD M1 HF &
A8 FH RAAS IHIRIA YT, X4 30 30 1A e 1 e % 1&
K FREAIIATT, AR 25 s it . A WIS IE S A 4
ZE4 7 (PR RERRES 40N Patriomer) 7] 7EAG 80 K15 %%
P2 1) 0L T v B RN 4R RAAS 0 4R L, IR A SR
HF 5 JE 1 5 B E AT B A IAYT 1Y CKD B sy, (HH
PP A U S 2 5 ] 30 3 9 0 T Mk AR R RAAS 4
il 70 R F R, R > CKD B HF 25 5%, 3% 4 75 1K 309 10 B
HLXF B IR 50 UFE SE7E CKD B HF 15 i F AP B 2548 . CKD
SR AR S EL T 5 R TR A B M A A1k, Hh 3K
F14 B 995 RO I A5 - 2 R 7™ B BY ) S8 9 915 . INDEPEN-
DENT W78 B th Al S 45 670 R 4E R A [ BE TR 755
WA, 3 AT W 5 FAR 2 O I A A8 T M2 4 BB T XU ™
EVOLVE #ff 7% th1. 4 H1 45 4 52 {4 38 30 751 94 005+ 25 ] [ A1 it
00355 AT B8 A B0 KA Ak O 0 A 1 (A HE) B XU
WAh, BEBS F A FBES 5 CKD BE HE 5 B 5L
ML A5 A0 AN kAR BE AL . B4 2R F83E 92 1M 8 K - A
FEXT I 45 4k K CKD B35 W AE 77345 35, 7EBT IR CKD M
O I 2 T s L e B R S, (H I =
AKX CKD H 0 1 A T A9 KU1 i 0 5

(=)CKD %% &2 A 6) HF #9677

1. 254697 HF (A7 B AR R0 06 RREIR | BioE
AT BT TR B8 A O I 0 D s A B R . CKD-
HF — H#12, 7 CKD & TP iE 4715 2 1Y HF 3677 7l /g &
— APk . K24 Ak, TGS 2 W B 16T 7 vk T DL
ik HFpEF (558 R FUR 9 %8, R 2 7E CKD MYIEHL T ; i
Xtk 2% HFrEF S35 (A8 FLE 28 19 W0 . SR, AAEIR
&% HFrEF A 21 259 %} HFpEF B AH R 1 25 4L, 3% 41555
B LG RIEYE S ER . 2021 4F ESC %A SR Y HFEF H
FNFE R AL T 1 2™, ACE/ NGS5 8K 22 32 (AR - IR ME Ak
fiff 417 1l 7] (angiotensin receptor-neprilysin inhibitor, ARNI)
B-3Z PR BELI 7] . b K7 B 3 R % I 5 T 77 (mineralocorticoid
receptor antagonist, MRA ) Fll SGLT2 I 7] 9 4k 7 FH T~ Jkilt
BT, BRARIX L 25 ) S A% SAF s E R AT 32 . 1 ARB 76
X} ACEI 5§ ARNI ANMif 32 i) B ihskiefE . 3% 2 %) CKD-
HF (B MG YT 254 RO iR I A T T A9 4

ACEI A . % %Ik HFrEF H 3 (445 B AL T2 KUK, 2
FREARITHE R IE B R 1, — BB A R R IBYT HF B3 A
B BEZGY) . ARB Mt 32, K010 v 338 1f 3 3 2%
k> HE FAEBER . 700 % DGR AR 58 UE SRR A1l nT
1B /P eGFR<60 mL-min -(1.73 m*) ™" ) HFrEF (& A
o I A HF (4R Be2R™ . HoAth ACEI il ARB Y35
45T CKD G3a Fl HFrEF & RIZEMRISE . ACET 7E 41K
S PRI 8 R A0 L XU 5 T 45 ARB A # . 45 R
AHET 5 ACEL W nT £ £ 0 ] ARB. {EAFEREMNE, HAT
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£ 2 CKD-HF B#WEEZIRT R E

254 KA RIS B D REHER R CKD R S
ACEI SOLVD™——Scr>25 mg/L(221 pmol/L) Ser FH7, TR <30%
MRA RALES®——Scr>25 mg/L(221 pmol/L) 1R B I A XU
EMPHASIS-HF*—e¢GFR <30 mLemin '+(1.73 m®)"' ;Eg’fgmlﬁﬁ B D RE AL, FE5I2 A )F ACEVARB FIZs it
R
ARNI PARADIGM-HF?—eGFR <30 mLemin '+(1.73 m’) "' SUTIREFAH Eb, A H B2 B n, R D Re Ak A
AP S 4 RS B
HARP-III"Y—eGFR <20 mLemin '+(1.73 m°)"' 5JEVLYPHA E, ARNI X5 DI REFNER (1R A2 M AR 01, (R
L JRUR B 7
SGLT2 #ifi%] DAPA-HF*”——eGFR <30 mLemin '«(1.73 m’)"' ﬁfﬁﬁiﬁﬁu B D RE AL XU A E R D 7 2 B D REAS R
W U

EMPEROR-Reduced"™”

¢GFR<20 mLemin '«(1.73 m’)"'

R AR . W DUREAN 4 L R LR XSS

F: CKD et Bl ; HF 2.0 J) 5838 ; ACEI J I S K AR B 157 MRA S8k B2 IR 2 R E5 B0 ARNI O 1145 B 7 35 52 1A
JRTEHN R SGLT2 M- M IA%2 8 H 2; SOLVD K720 EINHEA ST ; Scr M IMLET; ARB i 5K 2 32 AR BLH7; RALES IR P Fs
YARIT 0 TR IEAG I 5T ; EMPHASIS-HF S5 R AR VA Y 7230 508 f3 Hh PFA1 A 5% ; PARADIGM-HF 2 ARNI 5 ACEI X0 ) v 35 4Bk
BTN K9 R A RTIETE FUBTSY s eGFR Al 3R B /NER I 1% HARP-IIT A0 B (547 TG ; DAPA-HF Ak A% v 5.0 1 50 A K45 R o ;
EMPEROR-Reduced 7 & 51 EHE ST 1L 43 BUREAR A M0 T e £ 3 v A 25 56

X ACEL 5 ARB B RN AS I8 o 450 70 3H.0 o 52 S A 5
253 7R ACEL Fil ARB A RYT 410 A 1Y B st R 5
ACET BEA 42 BRI A A 24, {H X HF 18 B 5 BB A 2 s 2 1
S ) i A T AR i S TR AR AR PRI
295 A 9 LA HE T MR R 258, 1 3 TR 100 FH AN ARG
FHZAT7, BOMBE I T A R0 D e sz 41, 8 1
E I S A 36 R, AT K 2 80 M AR 7 ACEL 5
ARB B, 200 2% ARB 18 ACEL BlAH 19024
Y. AJCie/Z ACEL. ARB L[, MslE —#5H, 119
FI bR 35 0 20 B RAAS Y e KTt 32 70 42, DA e KPR EE
(14 2% 2 B E AR 4P/

ARNI 237 ZH4E 18 M HF 1657 41U A S i P25 9
ELH Z U 58 5T ik ARNI 5 ACEV/ARB 780 IlEA1'E i 5
325, ARNI 5 ACEI % HF B BRI T-HM KRR
(AT RSP LI SR 2R BH, TCie R R A CKD s IR
FKSEAnAa], SRR F AT b, ARNI S 404500 11 56 T F1 HF
A B A 1 =225 A 2 S XU FRAIR 20%, (o VR MR S8 s 2
20%7, B TG B, ARNI X B D BE A2 1R 19
S0 5 5 DLV 3E AR, {5 ARNI A] 3 — 2B FEAIK CKD 3% 10
I AL L4 XU ) A A 75 ) (ILES 25 11 TR NT-ProB-
NP)™. 53 —J5 i, W5 £ W1, 5 ACEI Al ARB # L., ARNI
0] i 2 AR HE A3 1 VLT (serum creatinine, Scr) 7K - T 15
T A i KUY, e T HF RN % H B9 CKD
&, AT LA R ARNL,

B 2 1A BH I % CKD 1 HFtEF & ¥ 5. £k
PRI CLUESE HFEF 83 K B A2 (A BH A I (L 4E 1%
IR\ MR IR AR 8 55 ) ARV IR IR | A3 R AR I
WA E IR, W FEARR AL K HF A1 B KU, 2R 97
HFtEF 8 & 15 A o (HAA L8 B 32 4R BHA ], an by g
IR\ A28 IR B F I IR 28 B EHE I, R, AN RLE R
i) CKD & i X 262454

% ACEI Fil B 52 (B 77 41, U6 T4 HFrEF 3%

il F MRA (2 PN i AR 8 AT D o © A7 BF 58 3IE 55 MRA B
fHETERA ACEL M1 ARB A7 BUTENL T, RIME /A &2t H
A5 B R R | U B R DL AR O R, T R R
R I A8 AE TR HF A e KU o LB PR 75 R4 325 1 il 3 7
ol {5 3% MRA 1= 8 ILRE & A= 6w, BRI T X K2 W 7E
CKD iyl R FH o A 2% i 7 — 1R AE S 7K 28 MRA,
T2 A 1) TSI PRAJE 9 3 2 0] 10 2 Wl DR B U
BB IR A R, 2 BB PR £ CKD BB E 1
I KM 32 70 B RAAS SRR YT I Bl -, 3R 2 0 &
HREAR T 18% (B RS & 2 s SF 1R 14% 9.0 L 55
LT RIS, I L B AE & A R AR B R A
2 MRA ] fig & — /Mg CKD #5415 30 B Ik 1.0 1 85 XL
BRI

TERRIE RAAS FI B9 FERE 1, SGLT2 91l 70 78 0 B 4
P T R AN 25 AL, AT CKD BRE O A SR
TRAK B 1 T 57 12 1 B IR S R 45 JR) (dapagliflozin and pre-
vention of adverse outcomes in chronic kidney disease, DAPA-
CKD) W5 &4t % CKD /B 1) B L s o, HAh R R,
IRAR B 5 BRI L, 435 eGFR T [ =50%. i#F & &
ESRD. W54 5l M 48 58 T 48 P4 A 38 8 26 i XU b 25 IR
39%, 'BNERE S B2 A 2 XURY W 3 IR 44%, 0 S E A
2 AU 35 AR 29%, T B X HF B3 A9 DAPA-HF
W 5% & B, 5 4% 51 A A5 R 7 (L 46 R K R . ACEV
ARB/ARNI, B &2 {4 FH i 71 1 MRA) i 3L il _E ] 5 35 PR AI%
26% MO IS FETF0 HEF SBARRUSE, DL 17% 14 FESET
R, I 2828 A 1 H At SGLT2 90 il 377 & 00 1 45
GRS R RRIE S SGLT2 Ml 30 B AT B4 Al 0 1 3
3tk o SGLT2 MHIFIAYH B, FT8E T 44 HF 3Ry “ & =
17,2021 4F ESC HF 5 R ¥4 H. 5 ACEI/ARB/ARNI, B 3Z &
BH #7771 MRA 1> HF B9 IWECIRYT o X > CKD-HF 9
TRITHRAL T 2 AR

AR, TR I BRI X PR G5 Jm (14 5 0 i AN 4, 1) PR
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AT A 48 5 FH A8 SRR AE 4 70 I RE R R (0 MR AF ) HF 3,
PAUAE HF GEAR L 32 832 3h 8 1 DA Sk 2D HF A e s 1) o
CKD-HF [ 7K £l i5 B8 0 i 58 1l 2 5 3500F W (R | 3z shifit 2
PEZE L ZWABE RIS i . X R AT L =
FU R AR PR A, DA TR AN B o A AR5 P e e 2k
BRG] B TCAK, 385 (o FHARE R PR, 06 B 5 SE % —
AP o 0 B SR PR AT Stk S AR A HF 1B
H o — A A, PR FI AT AR i A O R TR S B
F PRI I T S %) ) RS 4, 3k AR R R X I R T A
AR — T, (B AT T X — JIWT g =2 BE /. TEisandal, i R
T BT ANVA R PR AN A, 2 YW AR | HL A B RN Scr 7B
Tl AR, A I R R PR A, FH A6 TR
BRI UE B AR 22, X 5 258 15 FE 2R 119 52 10 i A 7
BEALG B h AT R 5 . (EA3 R0 &, ARNL, MRA,
SGLT2 #fil 7 s vT e HAT A RAE

2.H BT EREFTW—LFM CKDRIF P
Scr ARL 5N R 45/ IR K. 24 RAAS 5% . ARNI
B SGLT2 il 71 FF 44 (5 B, B ZNER I 1 TR A 0 8 T B vl
B2 PR AR B /N U 3k ST Sor Thim o SR, X 2678 fk i
WIEBEASN, (MWK IR E, B BUSA FTdcE, HE e
AR TR EENE . X T RAAS %57 . ARNI & SGLT2 )
Tl 70 TF G IR 7 I, 5 T 8 114 I 25 B ECAS o AR fik o i, R
L Scr<< 266 pumol/L(30 mg/L) 5k Ser 4% 3 £k Tt =1 << 50% 1§
eGFR LR T <10%, BN T 1232 19 ok, JL
B A T HF 1697 R BE L BGR 56 AR HER: T Th g™ &
TP B, HRTED T X o AR R, Toikfs
AT EE R . Ol PR 0 — Sl KR 56 56 T eGFR 1Y
BULEE: DAPA-CKD #58%Y 2 25 mL-min"-(1.73 m*) ',
JEAK B ST 105 B AR 18 M HF SR 25515 Sy 20
mL-min - (1.73 m?) "', 257 FEWICEE S 1 3 R I 19 HF 23R
F B ARERIFSE R 15 mL-min '+ (1.73 m®) "0, g E
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