T EIg L 20234F4 H 85223 4548 Chin J Blood Purif, April, 2023, Vol. 22, No. 04 e 241 e

LA SR G 2R 52 AR — o PR e 1 A A R A
I A R 53R

A IR F AR e AR EE A ) R AR M R AR R B P R B E R ARE R

[FHZENE1EE DER (chronic kidney disease,CKD) /& — AR AL DA A @, O ML 2
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e T B AR AT S I 50% TR B BT B AT O M LA 0 o An e O 0 A A R AR (S A
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[Abstract]Chronic kidney disease (CKD) is a global public health problem, and cardiovascular dis-
case is the most common cause of death in patients with CKD. The incidence and prevalence of cardiovas-
cular events during the early stages of CKD increases significantly with a decline in renal function. More
than 50% of dialysis patients die from cardiovascular disease. Therefore, developing effective methods to
control risk factors and improve prognosis of cardiovascular disease is the primary focus during the diagno-
sis and treatment of CKD. For example, the Systolic blood pressure intervention trial (SPRINT) study dem-
onstrated that CKD drugs are effective in reducing cardiovascular and cerebrovascular events by control-
ling blood pressure. Uncontrolled blood pressure not only increases the risk of these events but also accel-
erates the progression of CKD. Recent studies have repeatedly confirmed that the first and so far the only
angiotensin receptor - neprilysin inhibitor (ARNI) sacubitril/valsartan can reduce blood pressure more ef-
fectively than renin - angiotensin system inhibitors and improve the prognosis of heart failure in patients
with CKD. Here, to better guide the application of ARNI in patients with CKD, and reduce the occurrence
of cardiovascular events, we formulate a consensus based on clinical evidence and experience.
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e FECKD BE T E MR . 55— BB
AR L O LA S B R0 28 0 BB 22 AE CKD . 3]
(CKD 1~3M) B& R &, JHMEEIIRK T
Bee , X ol LIS S AR O v o A LV BT AN IS R
e B v, GO LB 5 9 R 2R 40 il e ik 76. 5% A
65% ', i 1ot 50% Fr) 3 [ 3% A7 £ HE T o0 I I
R,

A 0 fe [ DR 2% 1 sy I sy TR AN I I S o
DA R ARA% G0 e R 28 n A A S 5 A AOE 5535 2
57 CKD &3 1w O LA A AR . b I
J& CKD J i W & e 2 — ", Bl R A M,
R L 130/80mmHg (1mmHg=0. 144kPa) {F A ifi 1 4% il
FRORE bR, 5RO 11, 9% & T+ s AR
7 CKD fy ke, 38 ml 3 B CKD B8 3% 1) L A4
S /g FE R AR KBS AE CKD B, O LA
B FE AL FE e 05 0> J1 5508 (heart failure,HF) .
OV R OGS . CKD BB 38 FITRE S 1 1) B o L Y
LS, an ok e D ZE AR JE (left ventricu-
lar hypertrophy,LVH) ] & K10 LA 44k B 40 M
R A e 5 X B0 I R R AR O
fih ™o 0 ) 3E R I A2 38 5 T CKD 3k & 5 m s DA
) P v AL DA 5 R B Ar G N S5 AH 5%

— SR, £ i I CKD AR 35 A B & H b i3
i e ML NI A% o W B TR (systol -
ic blood pressure intervention trial,SPRINT)
WFFE AR SE 1 CKD &8 5 8 i i A4 A s A P AEC o i L
FHM LR " BT SPRINT #F 78 e 2243 #
(1) & B, E J5 T A o of R W 2 5 v I HT 4 R, 2021
- KDIGO CKD & I Mk & #1248 B 4 75 K de 46 &
120mmHg 1 Ay f5 £ [k H AR "o CKD B8 1) B¢ s vA
97 8 A FE AR NE T T AN e T . 5 R RE
JE 25159 0] BT CKD B8 1 L 42 ) 7 I 5K o
25 5 0 il 10 1 77) (angiotensin— converting en-
zyme inhibitors,ACEIs) Al & &5k 2 5244 FH 5 77
(angiotensin receptor blockers,ARBs) % F&AIG I
JE & BAA AL T B RAR 28 B R R DU
Fe HOOH B A LR Bl ) 5 R 5 e AR AR PR 13 2 AR
FH!M, B] A8 4% CKD i3 i , /& CKD 58 25 i L s 57 14 1) —
LRIRYTIRFE™ Y H T CKD B3 iy I 1) R A2 WL
Hil B A%, R 2R E HR T EAEH 2 A el 2 Fh DL b Fe e
245 B A FH B v 2 R s o) ofL R, B ot , R I
1793 5 U 25 2 s A1 A R I 60% ) A8 2 I s A B
bR, B4k, ACET/ARB 12 & 1 5 1ML 43 £ P A 11
L )7 ZF W (heart failure with reduced ejec—
tion fraction,HFrEF) [f] CKD & BEAR A I SE T2 A

OIMERRT I — 2R 28 B & - %Kik
2% [H i & 4t (renin—angiotensin—aldosterone
system, RAAS) #7048 F L — 777 1T 22 78 73 =5 FE RS
I ) 5 DA R ] T L3R B0 7 27 oA 5 350 UL
BB eGFR I N BE", S5 —J7 1, B AT LA E
5 2 B RAAS 11 550 6E FH 16 5 555 1f 70 FifR B 1 0
J13E 8 (heart failure with preserved ejection
fraction,HFpEF) it CKD £ 35 il 5 o5 A )

FIEIKE —HEG ) Z AN 2k, BfA
SRR PRAESN , MBS 7K, #0H RAAS , FEARAS Bt
20V A PUIE T P A e A AE A, AR O B IR
(atrial natriuretic peptide, ANP) .B T 4} FR Jik
(B-type natriuretic peptide,BNP) I C B4 R ik
(C-type natriuretic peptide,CNP)3Fh™', ¥bJE
B A D A A I T R S A — R B X
I 1) 5 A EH ok e JOA Bl 00 o) 71 VD T A I A
7K 252 A BEL 5 ARSI L B S
W, —J5 Ty il a] A R v AR PR )
LBQ657 , A7 R it o P A, DTS 00 1) kP G Pl ko )
BRI B, SRR K R A A mEH . B—T07
[, 451 yb 3 A] FH W 4 5 9K % 11-1 (angiotensin
TT-1,AT1) B2 A WATT #60f1) RAAS , 3 2 Fb e 43 7T 3 [l
FH R 8 &7 5K L5 L Y00 AN 306 45 o0 1L 5 B0 R RS SR 4
HEMESEAE o I Ak, il 4 A Wt FTUE SEAE CKD &
& ML B 5K 3R A2 AR i I g 0 57 (angiotensin
receptor—neprilysin inhibitor, ARNI) 1] % RAAS
PR — P AR L, G5 A 0 ) 3 v
TS

T2 HT CKD & FF M S0 J1 385 (12 va B
RS B 4 Mt g 5 ARNT 7 CKD 5 35w 82, A rpr o
AN 9 AL A B B B A AR 5 A i U IR BE A I
PRAS 2256, il @ A3 iR . ARSI A, ARNT 5 1) 2
WREEL ARV . AR AEFE SR T RN N 1 )
B2 %, SCHFUEHE A 5 R T KDIGO $R FE 73 9 ALB.C
ok D 25,
1 CKD X ARNI AKX 5RO R0 51 2 8% K 254918
E{ER
1.1 ARNT TR ER 1 I A6 I 2 70 7 22 1 5
?

AL 19K ARNT F TR (1 e (I B &
1 <<25g/L) W, N MK A E 46T € , 77 =%
Au [ R ENE A B R 28R . A
DigeA 2 FrEiviN R B MAE 2 Wi 1. 2. (2D)

JFUEE : ARNT F) 8 1 45 v %, b e T2 il L 46
YO IH R vb e s AR 1) LBQEST B H 4 A

il
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SN 9T% - 96% R 97% o [H I AR 2R (1 IURERY
iR B ] 3 OB U S 2 DU FE VARNT R 24 3%
M58, T A FEUR IR R FR « F Ao 25 L LR s
EIEERIWER . 57, AEAREE E LAE R, LBQ657
T 85vb 30 2% W0 A 2% X (apparent distribution
volume,Vd) 3K, 2475 R % (drug clearance,CL)
Fhisre 299 s AR A HE A A, DR 7R AR R S PR
LR HE FH 280K
1.2 HFIIREAN AR, 22 15 75 U BT &= 2

AL 2 B I RESR E (mild hepatic im—
pairment,Child-Pugh A ZRk) B A5 i 3 4G
i, TR 2E (moderate hepatic impair—
ment,Child-Pugh BZ}) B3 N 2 46 71 2kt
TEREMG T 52 (A5 DL BT N gs 250 B R i iE &
. HE DR B AR BUEA . (1B)

BRI 1 TR B2 B2 JH D e S i R R AT
24BN 15 TR 58 R A2 A LU, (R
JFE Dl he 32 0 v, v e T LBQB5T FH AR Vb 3 1
TR R, s L5 AL 55 1. 2% £E
Hh RE T g 2 45 R v, Y0 R T L LBQ6E5T A4 V)
HPREES N3 4/ 1. 9F%.2. 15", 7£5
L TR N 32 24 52 v FE I Dl e A 4 i 3 (1) i IR A 38
e, Vb EE T ) il 26T AR (AUC) 7E 42 R FE I D s
AN B TR 3 M 0 53%~245% , LBQ657 AUC 7E 5%
HHRE T D B AN 4% R 38 v 4 Sl B 0 48%~90%, 45 b 11
AUC FE 52 TP BE AT D BEAS 42 58 5 TP I 0 19% ~109%.
H 1LBQ657 e &iyb I AE 2 R B JH DhRe AN & i1
25 KR F (peak concentration, Cu) Jf 75 8 2 0K
AR DRI A AR B I D Re 44 J o v o 7
ARNT #2467 & , 76 1 B2 D Re i 473 & b, B i
AR CE . BLEAF DI RE 7 W12 2% Child-Pugh 7y
B, VEILER 1. B AT o7 B3R 4549  IE v A
A BRI VR AR B 2 v I 254K3) ) St g A DRk
AN UUAE B R 4 AR A
1.3 e /3% v /4 rh AR ARNT?
1.3.1 ARNT HI F18 k0 7 38 v B

AL 3. L AEIZ MO ) 3 vl )RR 5 i N
ANFRIERSR , BT INE . AR L ACET/ARB ) &
HrHEE R & N 50mg, BF H 2 k. Bl 5 AR B

i 52 4% O, &5 2~4 &3 1k, B 2148 F) 200mg & H
2 B AR . X O A I ARB R, B UUR R
Z W7 S5 4 9 & & B ARNL FFI & . X T 28 H
1L ACET # , 75 15 2 36 /NS LA b 115 225 i A ) ACET
FIE AT e o

JER B < TE O 7 5 0 R 3 ARNT 3 2 1 ARG 571
BRWIEIT , LLICE B E VIR IR T 1 32 1 .
200mg & H 2 & 25 1) H Ar i & 2 2 T REAEwE 7T
200mgARNT AT 78 73 #1) fi] fisi WF JIK Al , 48 5 B 44 ik 0
PET2 5 B W B ARNT 5 ACET B 52 HE % A0
JIFEIRHETZ N R Z 54 (prospective compar—
ison of ARNI with ACEI to determine impact
on global mortality and morbidity in heart
failure trial, PARADIGM-HF) #f Fi H , ARNI 6 97
HFrEF 345 (145 2 75 % 9 100mg & H 2 (R 71 & i
46, 3B AN & 2 200mg B H 2 K H AR 26t
FLEE AT, 5 T6% ) B AT 4E KR H AR ARG TT , 1R
ANIZTT R M R4F™ . 7E HFpEF 3%t , ARNI F
ARB oJ 35 11173 50O B P 4 ) 3 vy KR i PR 485 i 5
) B & 4 BL % (prospective comparison of ARNI
with ARB global outcomes in HF with pre-
served ejection fraction, PARAGON-HF) #Jf 5% th
ARNT R TAHIF 45 2507 22 . A FL 45 R,
A7 82% ) i vl 4EHE H AR A BB IT , Rn 2T &
i 52 P R4
1.3.2 2k ) 3Es J5 2 K [A) 7T 5 F ARNT ?

AL 3.2 JIAE RV ) 3R AR LR B
1588 0E Ja /N2 SR 4R ARNT VG YT o L3
TR E AR HEE LA 2. (1A)

JR - ARNT 7 S R AR M 0 J) 32 3 (acute
decompensated heart failure,ADHF) & 1M H
(angiotensin—neprilysin inhibition in acute
decompensated heart failure, PIONEER-HF) #f 5¢
FIHFrEF B Mk sh 112452 %€ J& M. ARNI (initia-
tion of Sacubitril/Valsartan in hospital-
ized patients with HFrEF after hemodynamic
stabilization, TRANSITION) #f 7¢ ff ¥F-Al T 2t O
JI3E v R E J5 IR ARNT VR YT 193K 73 . PIONEER-

252 TRANSITION A1 PTONEER-HF B} 9% i 5 )1 5 84 5E bt

#1 Child-Pugh/HIheesr2k

LB 327 R E ) b i

1. Hl 6~ 12 /NF P 23 /00 3 Y % , SBP=100mmHg ;

2. B

3. I 6~ 12 /NP bkl 1T AR PR A AL

4. A5 FER K LB 5 70 Bk T L 25 5L TR 25 25/ 6~ 12 /N Y

Eiztan L4 24y 3%
JHF P R 95 (93 4%) I 1~2% 3~42%
[i:7/8 I R HpE R
SHAZ (pmol/L) <34 34~51 >5]
SEASECYI] >35 28~35 <28
T I )5 B[R] 2E 4K (s) <4 4~6 >6

EAY:5~64,B: K T~9%,C4:10~15%).

T - TRANSTTTON : Jhf ML 73 e 1oy 3 385 6 MV 8 0 2 A s Jm I i A
B AR UK B FFURT 7 s PTONEER—HE « il 45 55 5K 35 52 /I B R A 410 41 571
TE R SRAREENE 0 ) 838 SR ORI RTTE ;- SBP Wi 1.«
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HF fF 70 3R B AE 2RO ) 320 LR 3h i S e e e |
FEHLUR ARNT 7] B 25 R E B IR & BETZ 0 )
TR FE B RN O R B3 ) KA AR 31%
(P<<0.002) ™, fij #£ PLONEER-HF HJF 5% (¥ e X & 37
H o hr (R 3.4) H BoR AEFTE B AR T B
ARNT % ACET P& A0 L8 A8 T2 B0 7 568 8 FAF B 1)
i Ae—F, H TG A A1E AU B2 IR U
o AN RS HE 1 T e A E PR PRI I A v
I3 P R A AR & A ALL I . TRANSTTION B 5 3%
B : 75 K] ADHF 1 75 4% B2 #6897 1 HErEF 88 2 1L 30 /)
2R Ja Bt P 5 RS 4B ARNT VA 7 ] BRAR H Bt s 7
ERER I — LM B EHTE 10 A WIE R B AsflE,
TE H BT AR 46 ARNT i 52 P R 47, b R A Rz
N7k A5 R 259 o DRl R It R B 77 2 R e 1) BB
J B8 ARNT , FF LA REAT 71 B30 7E

% 3 PTONEER-HF fiff 7% A i XUBS: IV 21 11 52 X

e RS A 4 (3 2 B AR ] — TR AT)

FL 2 SBP<118mmHg ;

FELENT-proBNP>2701pg/ml ;

eGFR<<60m1/ (min<1. 73m") B 25— 4 HH [ HF (£ Fe=1 K1 2

ANfETCU;

A B 399 () e P o 2 B8 71 7 70 0L (TR VT 73 =4 43) I B o

¥4 : PIONEER-HF 1Ml 35 55 7K 38 52 A — o Pl JOR Pt 410 1) 700/ S AR B ko0 0
T B IS BT SBP L4 K+ NT-proBNP: N i B 7L FIJ 4 ik Jit «
eGFR: {5 (1) "5 /INERJE I 2 TCU: EE R 97 % .

4 PTONEER-HF B 7% 1 78 M0 14 10 77 32 0 P73 3

R}

AR (T5=0, 1R /b=1, S %=2, F#4=3)

B E (O6=0, k=1, >1/3 /il ¥#f=2)

SR KB (TE=0, 5813, B/ BR=1, Jit/ =2, B =3)

V< PTONEER—HF « Il 5 5% K 2 52 kI M JOk g 40 i 70 7 2k O AR
ot 0 7 O KR TS P 7

1.4 ARNI FI 259040 BLAE FH & FH IS B e I
1.4.1 Z&En5ACEI&H?

A 1. 4. 1: ARNI B8 4 5 ACET & H (38 5) , &
WAE ACET {5724 36 /NI J P-4 F ARNT . (1C)

i B« 0 ) i el JOAC T P () F 92 A ACET 1T g 2>
S8 A A e R R A AR o o i el AT 1)
A5 ACET (14 A il 351 15 PR 7™ 2 1y I 555 14 /K i 2
SN B BT E A A Y o BRI, R B B
J5 — 5 ACET Ji5 [H] b 36 /NiT , PS4 A8 B ARNT
1.4.2  ARNI =& 15 0] 5 84— 45 b5 ¥ Rl ¥ 12 BR B 2
1 41 57 (sodium—glucose cotransporter 2 in-
hibitor,SGLT21) & H ?

A 1. 4. 2: ARNT 7] 5 SGLT21 Bk & T0 1 55
vy B3, M SR RA A R, 7B RN
(2B)

265 ZEFH ARNI [ 155 J5 A
25 ARNT (1175 1t 5 JiR 4]
55 ACET 45 F1 « FT e 0 A5 4k K e £ IR
A LR I SRR S AR R < T A A 4 Pl ) XU
SRR S TR IR RS A R
YR 4 W] REIE IR LR
T ARNT < Il 5 5% 2 52 A — il Sk 490 61 351 5 ACE T - L 75 % 7k 3 4
AEE P

JR 3 ML -7, ARNT 5 SGLT21 (1 /E FH ML
AT B A, ARNT AR T FIAMAK RS RAAS R4, 7E
BH W RAAS ASFIAE FH ) [RT B, 386 5 FAR K R S0 10 A &
VB, 4 300 2 00 JFE B g L D53 o0 ) T (0 4 0
T SGLT21 1] LA N PRWEHEHE | R AAHE e A2 175 Y F)
PRIFAE R T0 JUL 20 AT 253 00 D e, P o
AN E AR AL 2, e bl b ) B, T RAECH .
£ SCLT-21 1A % 41] 15+ (1) B WL X BB 72 (the Dapa-—
gliflozin and prevention of adverse— out-—
comes in heart failure trial,DAPA-HF) 5,7
11%H 54 16 B 7 ARNT, 45 B BoR i &l
Mz Rtk B TS T 0 )30 &
Ho TR LIZ 0 WS Y 78 S0 s 7E £ HErEF 1)
2 HUBE FR % (type 2 diabetes mellitus, T2DM) i
F A, 7E SGLT21 B4l i A ARNT W] 55 47t 7 B 2
Re™. 55 1 TR 5T PRAL 1 ARNT+SGLT21 B & H T 1F
A W PR ) HErEF 97 280M 22 4 1, 45 R 7R AR-
NI+SGLT21 % ACET/ARB-+ 3. Aty B 4 254 7 & o 2 3%
D I R R TR @70 FLZE ARNT ALY |, BES
SGLT21 #f — 2 BAIK 140 g 38 3 4 e XU AT 32 22 5
A& (0 )1 Bk A TR BETS) KA A, HiZ
H AT 52 A R, LT T v AR s R LR PRI 35 A
F ACET/ARB FEAIL ™ o {HLIG PR 75 ¥4 2 5 25 16 FH W7 g
I 78 B AN 2 [ XU 38 7, 76 DAPA-HF 8 58 Hf , SGLT21
& ARNL T 10. 8% & I A FEA LY. Tt
FCAE TR A R PR A, 1) JR 771 AT B 5 ARNT | #5 J7
SRR Z AR $1 77 (mineralocorticoid receptor
antagonists, MRA) A1 SGLT21 ¥ [FI4E A T & 6 M
T 84 55 ) B ) PR 5 SR R O 5 v 7 B 18] 8 ) R 71
7, 0 LIS P % ARNT A1 SGLT21 7 & .

1.4.3 HHAMZH A H g EE

4% 1. 4. 3. 1: ARNT 2% 1F Fi] 1 BE A3 A i 4 P K
Jir s () 2 (R 5) . (10)

Ji 3 < B A A I A K e g s ) R AR A
ARNT J& 97 I, I 8 P4 7K b XU ] e 3 in v, 1x &5 2%
WK B W5t PR A& b A O BRI SRR
ACET/ARB 67 AH 2 1L A5 4 7K i sk B30 ass % 14 1fn 557
P 7K b 7y i R A QB A B ARNT®Y . 7E PARADIGM-HF
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BF 58, 0. 5% [ ARNT ¥A 97 &8 3 R A2 1 i 8 % 7K
Ji St S R T 08 A S P L e K e, — %
T TR E W] LE A, ] B B A P 4H R 25 W 5 Bh
GERRREIR o A ISk 7K e 14D I A 1 7K i e e e %
A, T B T DUE M R TT DA OR B A
JIEL 7

1403, 2: REALARNT 5] F) 3% 4 BE A fd
(5. (10)

JiE B < B R 3 O 2 B R B, 5 ACET B
ARBEX I AT e EUE 2 -1 B ik = KRG E ],
A R PE RS ™ o BRI 2 5 22 %) (European
Medicines Agency,EMA) ¥ 5% 22 T4t H (o] A1) 25 2 (1
BEATLN FREREE (RCT) BEAT T 4007, £ 2 B U Bl R 35
5 ACET/ARB Bt & f# FHIN , JEH R 7E B Thie 52 &
R R (ARt R 5 B e i A S
) W R A AR BN, DRI , SR ks B
5 ACET B ARBIXH . R H HI% A ARNI 5 fi F
OB BUESE ML R UL, ARNT 5 B A1 &
G AT R FEUE = -1 Rk R RGO E ],
HEINAS B SO XU 5 PR LG AN 2 OB FH

1. 4. 3. 3: ARNT 585 A i L ] K 2 R Bl 44 £
I 57 FH 388 o v 0 IRE RS o (1A)

JREE : ARNT W] fE 5| & 8P M fE . 75 PARADIGM-
HE HF 7T Fh , 12%42 52 ARNT 3697 1 HR o Fl 14% 32 52 1K
ARG TT 1) B3 H I e B0 IAE o 8 P I L R oK
& F BCHR £ 5 ARNT — k2 {8 FH v] g & & I 4 7K
o TR PRGN B IUAE 23 5 BUR T RE R
JULPAI BRI L OO AN S RO I B 457 o [A] S ARNT 7 5 82
NGB S R N e RN N 8 S E K
ek G, HH L e B ITTLSEE

L. 4. 3. 4 BEYRIA 2 4% 1A% H ARNT, DAIgE 4
TR e XU LA B2 5 82 24 ) 2R Bty >R ) AN (s AR
i (35). (20)

JE L 4R U0 4o B ) ARNT A RE 3 i L 3
Zn e A S FH I B R - U R TR R R AT
SN G LB NEZhRE , 38 hoiG ) LAD B A ) LR FIFE T
AR FEB I, K BRI 5K (e 2% H T B
[F] {8 FH ARNT 5 IR G- iR JLAE T % T, HAE K
U 5% B S R Y, DR e, R R OUTE R 1A L
ARNT , DT A 3 350 e XU DA J% Jig 482 24 9 18 8
SRR AS R XU o
1.5 5[ A& 75 520 ARNT 97 2% ?

AL 5: ARNT 5 &4 — B Ik FH 0T il R 97 2%k
. (2B)

JiR B« ARNT [ 46 il FH Bf v 32 S50eb e 2 ot A 4t

T2 2 W TR, VD Tl s AR 2 )
LBQ657 (1) % & & L AR ™. B VD Bl RN
Givb I 1) 2 fr I PG (HIX — R TR 2R IR T
A IR = ST R EE . PRk, ARNT 7T 55 48
7] e, AT AN A AR

2 ARNI 7E3EiE 4 CKD B & HIE

2.1 ARNI 7EEiE My CKD £33 NI S A4 2

A2, 1. 1 HEFE ARNT H T fEA 0 ) i 1 3E
FEHTCKD 3. (1A)

JE 3 : ARNL 7E £ 0 ) 5858 1) AR IE HT CKD B35
[T 3% B4 2 TRE FC T IESZ . PARADIGM-HE B 7T CKD
V. 2H [eGFR 7E 30~60m1/ (mine 1. 73m*) 15341 7~ AR-
NT %5 ACET [i] % & ARG o0 10 A5 2 44 JXURG: , oo oL 79
(cardiovascular, CV) ZE T XU P 24% , 0 7] 52 b
A3 e JRIsS: A 4 BRI PR T RS 3 FEAI 21% , HLRiR I & &
BT A [ 8 IR R eGPR 55 28 1 B4 50% , 3 B >
30ml/ (mine1. 73m%) & <60ml/ (mine1. 73m%) , 55 i3 f&
F 2RI B ] RO PR 36% . [AIHS , ARNT I3 97
HIRAEE/WIETLLE (urine albumin—to—creati-
nine ratio, UACR) W& Ft /& , eGFR T B4 FIT 2E 2% ,
P 0 Tl e o35 3 B0 E VT 03 VT e 2 UACR i
0 D R ] 5 9 e X S A S A [ R R B
ARNT 78 97 A [A] eGFR 7K ~F ] CKD 4 I HFrEF 1) i %
[, 4% 102 1] eGFR<<30m1/ (mine1. 73m’) [ # ], 7]
3 2 FEAR CV BB T IO ) 3 vl 4 Be AU . HLE K
) B Szt BRI 95 % 7% ARNT VA 97 12 4N F A 4d CKD
B eCFR L L 2 2 Thim (P=0.011) s fEFEA
HFpEF ] CKD &2 1, PARAGON-HF AJf 5% CKD V.41 [eG-
FRE 30~60m1/ (mine1. 73m?) 14> M7 &7~ ARNT 45 ARB
B BRI E A 2 5 AR IA 50% o a1 30
P NE G 1 X[ o P A F1 A 9 5 < 7E £ A HFpER
(/) CKD v P45 eGFR 9 70. 9m1/ (minel. 73m’) 1,AR-
NI VAT [ eGFR & 2 i T4 vb I 367 (P<0. 01) 7,
T BAZE R 4347 S8 7 « 5 ACEL/ARBs AH LG , ARNT ¥ 25 1
¥ 1 eGFR, I 2 3 [EAK 17 N R ¥ B AL ) 94 ik i (N—
terminal pro—-BNP,NT—proBNP) 7K™,

2. 1. 2: HEFE ARNT F £ & I 1 AR &
HrCKD &% . (1B)

Ji7 3 - ARNT 28 245 ) m] [ B5F /E T RAAS 1] 84
k&G, v] 2 EPLEIFE E, E 5 a8 B B A R E
™. BEH 10 42 TR LT B FCIIESE T ARNT )
B R 25 1IN T 5 TRt ATL 0T HEAE 7 (1) 25 2
A3 BT LT ARNT %5 ARB 75 /3 I A8 38 o 197 R0, 45
S 7R ARNT YR 9T 12 JA J5 50 ARB (B9 32 v 30 sl 45 v
) 33— 20 B PR AL AT U 4F K (mean sitting
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systolic blood pressure, msSBP) . T3] A4 i 47 ik
JE (mean sitting diastolic blood pressure, ms—
DBP) .3 ah S 4E & (mean ambulatory systolic
blood pressure, maSBP) . F¥Jsh& 475K & (mean am-
bulatory diastolic blood pressure, maDBP) i&
5. 41mmHg. 1. 22mmHg, 4. 58mmHg A1 2. 17mmHg"". ARNI
£ CKD ey I 8 b 17 At 245 B B TR S .
FE 1B H A Z ol JFBAR BT, AN T 32 1A
i 1L f) CKD £3, {3 F ARNT YA97 8 J& 7 {3 msSBP Al
msDBP 43 il B# % (20. 5+ 11. 3) mmHg A1 (8. 3 + 6. 3)
mmHg ™' L B 5K 2R 32 A - SR A ) 5 LA KK
Z% L 70 o A N ) ok AR B ) RS 1 B L (pro—
spective comparison of angiotensin receptor
neprilysin inhibitor with angiotensin recep—
tor blocker measuring arterial stiffness in
the elderly, PARAMETER) #ff 9% 5 715 ARNT %5 B2 v
TR B 47 1 A 1) of s, el T CKD £ 3 4 Ji) v fL s i
WL, TR AR I 1Y CKD B ARk va 97

2.2 ARNIJH '8 Ty RE kiR 1) £ I, 2 i i3k 47 77
R E?

AW 2. 2. 1 AR v e, R A R
B DIREAT , JO 7R DR« 76 Hh 2R B R T RE A B AR
&, HERE 25~50mg, B R 2 R ah (R B
TE O AE) o a0 A S ] LAY 52, &5 2~4 J& 5 14 —
YA B, BLEIA$) 200mg BID (¥ B ARZERF 7 &
W6, (2B)

JR PR A D Re A T R, Vb O A
P4 LBQB5T [ 2 e 58 32 FF Th RE (52 L (ELYD P T2 iy
S ERYD ) 2 Fe B AN YN . LBQB5T [ £ ke R AE
BRI HE B FH oW BAME B AR RN
RYVE R ARENT) B, BEe 8 % 2. 29
F.2. 90 fE AN 3. 27 £5 7. HIL A ZE IR R L B
HEE D Re 4 F A A 12h 73 0l S8 K 21, 1h.
23. Th M138. 5h™". (K[, FE R 2 B ThREH T B
G e i R ARNT (77 8, {H 78 o 52 R B 32 D e 37
B, UL 25~50mg, B K 2 KGR IR, 1B N
B RRRE i BRI R BB T R 40 T B2 Wb v T
T,

KT B P EEEIhRERE Wi
B R SRR 2 Wb v

RS I REHE : eGFR 60~90m1/ (mine1. 73m°)
R B D RERE L eGFR 30~60m1/ (mine1. 73m%)
T B DI RER S eGFR <<30m1/ (mine1. 73m%)
- eGFR: fli B /N R B I 26

B 2. 2. 2 7F JFUR M v I AR A A A B
G772 AR 200mg, B H 11k (q. d. ) , fEREH 1
UL TG 25 70 o 2 ol 1 B s b, R & e 4 o &
400mg q.d. (1B) . 7ECKD fgth, a4 H 2k
)25 2577 2 (20) o £ % ' D) Re 1 5 [eGFR60~
90ml/ (mine1. 73m’) J R, L7 H# 50 & (1B) ,
7E P B T g 45 [eGFR15~60m1/ (mine 1. 73m%) ]
(), B PR IC R 46 77 & %8 100mgq. d. , W3R 6
(20) . TELRMGE W EE PR R, BN S
K (20) .

JR B N2 J) 5 KT, ARNT 1K 200mg 45 2
LBQ657 2 ZE W] K ik 11. 5h, 4 vb H 2 3 ) K A
9. 90", R iFREH LIRG 2. 15 & IR B ik 4
200mg B, 400mg &F H 1 IR25 2577 & 2 T 2 T 11 3
FIERFEW L, KIX 2 Fh &R H 1 IRG TR
Xof B8 5 A A s s AS LR A2 = 0k, e 4]
i 521250, 5 2 /> ARNT Y6 7 & I 19 RCT BF AL+
IR THRR LIRS E TR, 45 R 5 7R ARNT 5
X HEZH B A % e, HLAE PRI 3 if He A0 18] 1
J7 T ARNT A T % J8 41 570 78 B o g 4
Forh, B DR 4 FH ARSI ARNT 3 22 a3 S A
FEN ) 2 R AR Hh B T Re 4 T A, LBQ65T
(1) 5 e i BH S g 2~ 3 % . PRk, AR NAE R B AN R
FE'E Dhaedin 35 & b, nR FHBACR ER ah , B8
EEAENERAED . 130 H A TN eGFR
15~60m1/ (mine1. 73m") f¥] CKD & Ff &y if e i 3%, #id
P 0% , 455 ARNT 100~400mg & H 1 R IA97 8 J
26 15 F o fe X 12 %2 1L.CZ696 200mg q. d. , 18 i
52107696 400mg q. d,JA97 8 W, LM EA KR X
N, 285 B TR A% S AR 52 1 R, TR LR | 1
B KSR R EAE . H Al A eGFR<<15m1/
(mine 1. 73m") B2 RIHE R B FH D REH AL, &
S5O AR AR DUVl BB SR AR XU . ARNT A H 2 745

256 CKD i3 ARNT [ I EHEFE

ARNT Y597 HE 3 1 eGFR

AT ERaTlES

AR5 HT CKD R =60m1/ (mine1. 73n°)
<60ml/ (mine1. 73m")
=60m1/ (mine1. 73m*)

15~60ml/ (mine1. 73m’)

YEFRFVEBENT CKD B 0y 3ol i

50mg b.i.d.

25~50mg b. i.d.

200mg q. d B¢ 100mg b. i.d.
100mg q. d 8 50mg b. i. d.
25~50mg q. d.

200mg b. i.d.
400mg q. d. B 200mg b. i.d.

100~150mg q.d. £b. i.d.

T £ OKD P DS  ARNT « ML 5% 7K 3R 52 A M IR A1) 70 5 o GFR s A B AR B /NERUEIE 285 B 10D 1. dl R 20K
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ZieBEEH LRGP uE g iiE, B
BT M TR o {H A2 CKD 83 & 7% 18] e 1L 1 , 7
CKD i v, B ] R A H 2 IRINZE 24577 5
2.3 FE E ARNL 71 & 1 FE H 5 07 2 R A8 T R
IRIER?
2.3.1 FEARLFMKME

B2, 30 150 T H BIURE IR 14 25 2 A 2 AR A
s 47) W W 1L . SBP<<100mmHg 55, A {1 IfiL 1 3 4R
(1) B S S VR R R 5 K B I B R 2475 &
VBT 5 U I He Y At R Jd o 1 e I Ak b
WA EMAEZEA L. (10)

J B : 7E PARADTGM-HF #F 50 H , 14% ARNI J697 &
FH R AT OREAR MK K (SBP<<100mmHg) , % 15 4%
FRH R 4H (9. 2%) ™' 7E 1 TiMeta 23 M (I T 3
Tt LE 5 ARNT 55 ACET/ARB 2R 25 W (P4 H2) , S ARNT
I I % 4 2208 = T ACET/ARB, (H 2 B L& it 2 &
XU, LR A ARNT 2 BB S 4 T IS & A R
B DA A 4h DA FRARARR I e A 2R R« FEVR T
REFE A G0 S H A I, SO S R R SRR AN
F BB 25 77 &, FF 9697 5 B0 i & A 3 Atk
RO, an AR E T b 1 it J5 T A7 AR A, AT
7 RE I ARNT (19 77 52 B0 A 458 FH 17 38 AN 75 2 7Kk
ANEIETBTT -
2.3.2 AR AR Ath R 5 3K L

AL 2. 3. 2: %) T H IR A IfLAE (=5. Ommol/L)
()RR, BT IR AN 4% FH MRA, FF3EAT P AR AL 2R,
D5 B ] ¥ B BRI ARNT 77 B 5045 F ARNT. (1B)

JEFE .t FE T RAAS, ARNT ¥6 57 1] g S 25 i 44
FFE", 7 PARADIGM-HF BJF 58 1, 12. 3%ARNI 497 I
B T S AT o (80 >5mmol/L) , & AR FIEAK
T T A f 13, 5% Y. 7E S OB AR 11T 3
(United Kingdom heart and renal protection—
I11, UK HARP-IIT) #F 53+, ARNI B¢ Db 3H 5 57 CKD
B [GFR A 20~60m1/ (mine1. 73m?) ] i) = 88 IfLE &
A AR (32%EE 24% , P=0. 10) "o ok~ H B i 40 1
i (1) 53, TR eI T Re S EGR A A R 2=, 15
IEAME A5 FH MRA, D6 ZEB LA 14 FH BT 259, HEAR 5
18 L 7% RS P AIC ARNI 3 52 71 2= 3045 H ARNT ™. %5 4))
M) 28 2 i A K, AR I B VT 28 IR (<5, Ommol/
L) J5 5 L8 e T IR K & ARNT J877
2.3.3 'BIREPUE TR

2. 3. 30 T H I DhRE PR R B B,
H Al 1% JG ARNT 3 301 B D g B ad T B3 00 91 i
Ak 22 77 A PR S , 4 3 5 7% 2 5 RAAS #1 i)
e TS T L E DI RE T R R, R B B

Jik B 78 Bl S0P B DR I8 i, G0 SRR I UL
LRAA b TH R B <<30%, AT 4k SR8, 25 I B 2R UK
30%, J A I gk 8 mf 24 0 R R, A i AR A K
~F-50%, Z 45 A ARNT . (1C)

JRFE . T 4F T RAAS, ARNT 3597 1] g & A2 AL
BT Tl E % . 7E PARADIGM-HF #F 72t , 5%FK] ARNI ¥4
J7RRE A T ThRE R, X I T Pk
TRER R, S A IE T R S EUE Thag TR H
AR 2% (AN s B D RE I 2454 75 B AN JE BB i Sk e
55) , FEARIE 175 100 25 FE PRI ARNT 3% 58 71 &2, W SR R
I AL 5 36 2R 4B b FH i B <<30%, ] 4k 448 A , 5 A8
I LR IR 30% , I K% B 9 i s 24 I F- 4R R IR o
2.3.4  [EWEZWH SRR

2. 3. 4: 7ECKD 3~5 W, BRI T
LIy RE 1 # 5 08 25045 245550 5 . ARNL 5% F 11 B
BELGWE R IS AU 5 314G I R 5 S 2590 AH BLAE
FH 5 A ARNT of ofil 5 428 1) A 408 8 A 5 R b 2 53 e U
IR S 35 2 R R R B 2% R AR Bl iR (B 3R . (2B)

JREE: BT RE IR S IR B DR,
B 2R A OS5 , ELE 20 250385 R 3 B A, ] A it
B RS 3G I o 5 50 23 Bkl 24 ) s AR = vl
B SR, 3t — 0 i EE e A4, Rk, 75 ZE AR 4E
CKD & & ' Th Be ik 5 & 14 1 B Wl 24 4 A s 7
& HETAOU %L 3] ARNT 5 = HI XUIICEE FH I 7] g
S HXUICR R =R B, ARSI R 206 5%
M, R Stk DG 75 4 R XU &, H 8 oK & I ANRT
5 A B 25 2 TR 25 A EAE Y. (B
S 7 A8 ACET— o P oA 7t 440 1) 770 ¥ 977 T o R &% 3%
I3 0 T BB IEL , 5 3 R B B BURAL , D I 4
0, Rk, 24 ARNT 55 [ 4 245 W B FH ), i %
2 RV 0 o R A S = Bl e e ]
I 5 2% i W ) IR B 2R ) A FH R, AR IRAIC I
XIS o
2.4 IEAEAd I ACET/ARBs £, MR A 97 5 6y
ARNT?
2.4.1 HEIFCIIEEN, @I ARNI

2.4 10 T O /1 3535 1) CKD R, A
AR S AT LA A ARNT B4 ACET/ARB VST , LK
% eGFR . 107 00 JUE B A4) , A EC 24 R 1 B R0 1L 587
FAF AR (1A)

Ji= P : PARADTGM-HF #f 5% $2. 7R 5 ACET AH Lt , ARNT
& F IE LB HFrEF 5235 eGFR T BRI3 R IA 23. 5%, I 7] [
fi& & F CKD (1) HFrEF & 3 10 5 A R 344 & A2 A
5" PARAGONFFFTIESE : 7E e GFR<60m1/ (mine1. 73m°)
ff) HFpEF £ 3% 1, ARNT % ARB & 2 FEAC 7 B A B
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45 J5 R AE AR ™. ARNT 554 AR5 %) HFrEF 382 &2
BIKABAEFE )52 M (study of effects of Sacubi-
tril/Valsartan vs. Enalapril on aortic stiff-
ness in patients with mild to moderate HF
with reduced ejection fraction, EVALUATE-HF)
W 702 B« A AT WO R, ARNT ¥ 3 H Ja R
MY OAFE R . UK HARP-TLT#F5¢ &i , iF CKD
N ARNT %5 ARB 7] 5 2 250 35 NT-proBNP K L4 &
H (troponin, TnI) 7K~ , 43 &% B AR B L AN 2
PR ZERSHTHIN 3TRCT LUK HARP-IIT, PARADTGM-
HF , 7E HFpEF i35 1 ARNI I ARB J7° 28 1) if A 4 L 4%
(prospective comparison of ARNI with ARB on
management of heart failure with preserved
ejection fraction, PARAMOUNT) HJF 521 H) 3640 5.0
77 3% 3 £ 9F CKD S 4%, 275 5 ACEI/ARB AH L , ARNI
B F I T eGFR, Jf 2 35 PEAK T 1L & A2 NT-proBNP
KT

2.4.2  FIMEFEHIAE, @I 0y ARNI

HUW2. 4. 2. 1% T3 F ACET/ARB G 77 4 H ifiL.
JE AT 45 i A £ (1) CKD £ %%, 2 A8 A ARNT # 4K
ACEI/ARB, #t — P B35 ML 4%/ . (1B)

JRFE: TIRAN 1 5 TR AL BRI 5T ) Meta 73 B
UF 5K, 5 ACET/ARBAH LL , ARNT 5245 24 B A 1 7 ¥ 4
BBk R OInBLAI 40 < 5. 41mmHg , P<0. 01) FIEF K
JE CinAL 8 # 2 : - 1. 22mmHg, P<<0. 01) ™', 1 T A1
8 J f 22 vl I JEURR 25 38 2 78 ARNT VR YT 1 JE /]
fif # BF & I & B A 12 = SBP. DBP Fl ik /& (pulse
pressure, PP) 43 5| B A% 18. 7mmHg . 10. 3mmHg F1 8. 3
mmHg, HIAYT RORFFEE, 55 8 IS FEIEEE I ™, 1
TN 12 TR 52, 311 6064 41 i 115 H 3 (R 25 2364y
#r, Herb A7 4 AT S0 EE T 400mg ARNT 5 ARB YR YT 8
JE IR P A 5 45 SR S 7 ARNT %5 ARB iE— 25 12 3% %
T 24h B A YRS A 4. 31mmHg , PR 3 25 67 5K 1K
i 1. 69mmHg ™,

HW 2. 4. 2. 2% T3 F ACET/ARB ¥ 77 4 8] ifil.
J 42 1) AN {32 ¥ CKD i3, 22 10 AT ARNT 5 4R ACET/
ARB ik — 5 i T I s 4% i . (1B)

J5 B < 1 TOULE S v I R TP AT R BE AL
AT 5T 27, £ F ARNT VR 7 8 i Al A3 R AR AR [ 3
A5 SBP, £ AT ik 16. 14mmHg™ 5 55 1 T4 N T 1328
o1l v A s 6 PO BE AL VXU 227 BT e 2 et i
BF 7245 2o, 5 ARB AR LL , ARNT YR 97 J& 2R I [f)
msSBP [ IC 73 500 B &« d% & A 2 FE K 9. 01
mmHg**' o 1 IIFEALN BRI 72 78 ARNT #52 B4 36 b 48 i3k
— 5 B AR AT v ML s B8 A T) B~ 1 3 A W 1

(mean ambulatory systolic blood pressure,
MASBP) % 5. 9mmHg ™,

2.4.3 F0J13Ev BE MAA T e, @i g
e 2 1E 5 9 Bl JS 5 45 9 ARNT

A 2. 4.3 %FF# F ACET/ARBs VA JT L4045 T+
TR A ) B0 TE R 1Y CKD BB 3, LI A % % I
W5 Y0 [ J5 A ARNT B4 ACET/ARB DA B AR w5y 4 11 JiE
KA KUK (2B)

JiE 21 {5 ACET/ARB 2= 5 BUE JIE HE#H 98 2> , 18
MR 7K F Tt . 78 PARADIGM-HF f 95 v [ 1% 0F 52 HE
% 7 eGFR<<30ml/(mine1. 73m?) A8 #H ], 54
FIIZHAH EL , ARNT 3657 45 149 I8 7K 7 BEAR , oo 8 I i
R R v B IRE & AR R 34 8 3 BRI, HRI AR A
MRA 3697 ) £ 3 b, ARNT 2L f) s 80 I A A XU
SBT3 HARNT ZH A IR A AR 2R
F-Avb A (13. 2%k 15. 3%, P=0. 048) “. 1 THgh AN
11 /> ARNT ¥ Lt RAAS #1701 771 /¥) RCT BHF 58 1 25 25 5 #r
7R : 5 ACET/ARB AH EL , ARNT YA 97 24 ) v 40 IR
A XK & A (RR=0. 95, 95% CI:0. 88~1. 02) ™, 2020
FEE 'S WK ¥ < (American Society of Ne-
phrology,ASN) FRK T 1 I F /5 Hr Eor 1 2K
(&8 R ARG N IX LA LI B0 v R
HAHERR T eGFR<<30m1/ (mine 1. 73m*) sk ifil AL >
221 wmol WA, H AT 1 JC7E B8 M I AR O ) 32 0
B R .

2.4, 4 0 73 B I ALEF RS o, s
ACEI/ARB % ## 4 ARNT

A 2. 4. 4: % T FJ ACET/ARB ¥A J7 I LT K
g b T+ (FF s >50%, Bi=266 nmol /L) £EH O )1 5 35
f) CKD H3% , #1315 B ACET/ARB, s Wl & Th &% , 5 1
a5 BUA 2403% 5 18 ) ARNT %5 48 ACET/ARB LAB&AR 14
LA I 95 1 KU (1B) o

R EE . 2021 A LRIR TR - 75O S e B H
A2 IR R Gk FU M Ay, BB RAAS H I 7R K
H Bk /IS B ik T S S0 g1 i P ER K R B PR AR
T 5 SOULET v 5 4 F ARNT B, H 3R /N 30 iR N
RN KRS 5 5%, B I 2 I, A e T
RS i LB /INER 2R 5 A0 A 174 908 3ok 3 32 1 4 i, A
T %62 RAAS #1111 571 26 3% eGFR™ . 7£ PARADIGM-HF #Jf
FLHR, ARNT Y6 97 41 i JUUIT o s AU 2 35 1K T4 S
RN . 7E 2020ASN | K 3 125 2K 4 # rp oW 22 3
FH [5) (49 A1 35, ARNT %% ACET/ARB P& AR T 14% ¥ 1f AL
BT T+ 7 KB (0R=0. 86, 95% CI:0.78~0.95, P =
0.002) ™,

2.4.5 FHEIHKMAEILEH , G A ARNT
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2. 4. 5: % T i ACET/ARB VA J7 3 778 7%
0 AT 19 CKD A3, 288 480 A ARNT #5 4% ACET/ARB
1BIT LB A ] (20) .

JE P ARNT 72 4101 1] RAAS 28 45 1) [ ), 348 ] A3
fil] Fioq HE BK i 35 55 R B4 K (natriuretic peptide,
NP) R %5, NP RS2 H IEBIR 1B IT I AL #E £,
AR A HEK , B B KU R G A 1
i
2.5 75 ARNT ELE: %X ACET/ARB?

2.5 0 T A AR S A I ACEL/ARB YR IT 1
P HFrEF &2, AR Jeff H ARNT VA 97 DA RIS 00 I
EHCT RO J7 3 v A e KRS (1B) .

Ji 2 : PTONEER-HF A 5% . 4H 43 #7 1IE 52 , H # i
U4 ARNT Lt MCACET #5404 ARNT IR R 3525 58 %2, HLAE
Fr A v AR 20 R L 3R e e — B (BR 3) .
T TG AR 7 e AU B AR 34 2 PR AR AR f8 35, A
RIS A R R AR AL o B B 7 e XU BB
o S R B S I ARNT 3R 25 %2, i 32 Pk R
UF ™, TRANSTTION #F 5 th i — 5 0 SE 43 e 4 (]
WD UA ARNT 22 4 205" DR I 980 ) 32 8 B
H, AR ARNT , 1] 3k G R SE A 4 ACET P44 AR-
NI 1fii ] B B3 15 ZE 1% . 2021 4 32 [ (HFrEF &
A F IR HEFECE HFrEF B3 A A S e 38 AR-
NI, i9F ACEI/ARB™,

3 ARNI AF4EHMIEN (IREHFAEIEEN B
3.1  ARNI EZERRPE I T 2 18 SR A WAL 2

FEC3. 1 1 X T A O 7 3 38 1R 2 1 AT
AR, S T ARNT o538 00 JULEE ) 43 ) oo 7 32 0
PR /NN VS TR S =) o (AR = X G R 58
(1B)

JiE B - ARNT 7E A1 0 77 568 0 (1) A F5 M 0 b 26 2%
FEMR T — 2R L. RE L IE RS T
R T R (I PR AJE 72 27~ A8 ARNT 100mg 5 H 2
RIE 97 HFrEF B0 I 43 £ b 18] R () O 77 3 35
(heart failure with mid-range ejection frac—
tion, HFmrEF) ) ILVB0E H 838, LBQE5T 1 K ML 2%
WEESIAE 22 2 23R FEJE Bl N, 16 A1 ARNT 3B A5 2%
N TR 1AL 0 F A I 4 $ (P<0.05) . S 1
TN N 23 151) 55 2 1) [ o5 PR F 9 ) % AIE SI2 ARNT ] DA
B 7 AT 6 HErEF J838 16 2 25 55 1143 20RO TR
HEWKP™ . FEHFpEF B3, 1 g 21 49 £ HF -
pEF [ IS RS2 Ay 5838 1 Fh LB 9 UE SI2 ARNT AH 7] B &5
B £ HFpEF 3 (1) 0 71 32 B hE AR AL , I BRI
T 0 I AR B K R S O T RS R
e O &Y 5K ThRE A

B3, L 2: % TG I 1 4 4 1 3% A
& A fd ) ARNT AR I AR 3700 ShAE , PR O I
HA A (2D)

J B . R E M A R, 90% B B A 5 Il
JE . AT R I O R B AR T
{EZE [ R IR T 10 FE 2 I 428 1) R AN 25, 5% ™ o i
AT i R M I AN S LVH A O, 1 HL 5 6 i
PO WG O 7 T 38 L I A SR BB T SR AH 5,
DR b, A v I D 4 1 5 A R 3, T ARNT,
DABEAR ML PR3P0 DR 5 B ARG o 10075 T R ™
H 1 5% T ARNL FH 3% 7 i I 28 2 () 3 e b,
mE A IRIRA LR
3.2 ARNT 7E 4k £F 132 #7838 1V & 5 A Wl
9

3. 2 HEFETE YRR IE T B P N
(25~50mg QD) A #A ARNT , y& 7 BAIA) 75 vE & i &, IF
R Y 1 A2 132 45 1 5 25 100~ 150mg & H 1k~ $) 4%
H 2k, W26 (10) .

JR P AR BRAT A5 L ARNT 7R3 2
fiif 52 1 R4F o 7E 1 35 ] o P 5 o, 23 451 L ACET/
ARB ¥ 4 5 ARNT 597 1) 8 5, B 26 I ARNT ~F-35) 771 &=
N (90+43)mg/d, AL BT 132 K S5 » AR UK BE 5 B 77
T (123+62)mg/d, 677 H ] 5H WLAA B S
fiifi i (SBP<<100mmHg) , 38 & & A= T I 30325 it A 18]
RIS R o JRIT B 20 21, 7% 0 B 3 AN B M
B#AIR 7 ARNT & (H AR S BUSF 4™ ik, & 30E
M B3 I /INF RS AE , ¥R 7 1 IR 75 3 7 M of 1, FF
RPN 52 PR D R . AW BN ST &
FHARNT 100~ 150mg 5 H 2 k22 4 Al i 521
4 Rk

ARNT AT CKD &5 , B 2R B DhRE O DI RE A
TOAR A A E 2 A o D e i S5 1 e FH 257 = A0
WA TER EE ORI E B R, RO HE RS/
FIE, 453 — W50 (£8) . ARNI 1] 5 SGLT21 Bk
HHT O3B, GBS 5 ARBICH A fFdt—
W5 5 5 0 PR 5 A5 B S 2 A B 7 i, SR P B
BT O 385 ) B Bk A5 8 PR R 7 2 1) D A L B 7
Y5 ACET B )75 CHCH o« HEFE ARNT A T A 0 )
3 0l BYCPE A e I 1) E A CKD & 3 . IETE S
ACET/ARB [ 5 3 o, &5 FF00 ) 32 98 | I e 428 1] A
B, BUUE BN ARNT . XA 0 0 3598 A 4 S 1k
AT R, FE T ARNT B0 O fIE 4540 K Thfg. 1
P I (3 AT 28 T, ARNT 97 20 itk — 25
B -

Bs < A 1L 22 RERES AT IR KR X
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K8 XA T

fes

W

ARNT FH TG 85 1 I A8

fIRER FH MREE CKD A3 rh i AL, ARNT PEAR 8 5 AR S8 P B 25 430 ) 2 AN 2 P 702, 8 2k — 2D ik e Tl

ARNT 5 ARB I FH 1) 22 A VE RN T 24
175 ARNT 5 ARBICHR IRII& R 78, ARNT 55 ARBIXHH , 75
ARNT 5 SGLT21 B FH 9RO 1 38 v R 3

SGLT21 A] P 0o 7 3 v F 1 36 JRUR: B oo L35 R4 R BT, 7E 40 ) 320 £ 35, ARNT &5 SGLT21 B4 FH R

o BB I AT 0 v L SR T o A LA ek 2
70 b Th BB v, LBQ65T [ 5 5
ARNT 4 H 2 YT CKD i 1L 26 2w 7 e e 4 k2

A SR S A o 0L AT A TS R AP R T BE Tt —

A IR IR ERCR A R B

TR AR kB

W2 M 2~ 3 4%, ARNT ] I 28 (6 3 ) 2 75 1 By DR SR AU, A ik — B T I
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