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A REARAE 0 T s v ke EE A

— T AR 25 AL 43 M7 Sk, ACET nJ [ I /& 1M
JE R RO It A S 1 RS 3K 25% , B IGO0
1L 4 36 T2 KUK 20% 7, B AR 4 A 38 1= LB
17%'*' . 5 CCB 22 WM LL , @ I k& I 2 &Y
B R e 8 1 RASI (B 46 ACED) ¥ )T 5 19 &
B0 IS S (A 5 B PR RN AR B R O U
b AN Qi o | [ | e e RN S i L [E | v
P 70 0P O g g v ) AU B AR 229% , o0 T 5 385 XL
W B AR 28% ' o 5 B 32 1A BH W 50 AR LG, i
ACELIR T 5 19 32 2E0 1 A8 3 4 U B AR 24%
O T 3 38 KBS B AR 40% , 4= IR BE T2 KL I A1
37%'"

X B Ty il B JCI AT JC AMIE
f ] ACET 34 AT B AT A8 25 i IR O 7 S 9 Y i %
FET AR s — I AR RS s, R
FEA ) 0T Ik % w7 BE O WURE BB I (R0 Z 8 K BRI 7T
BRI B B st . 7 LVEF<35% . Jo:0»
WIB- TN IN ) e (iR e i e IS e il
3 AR O U BE SRR A0 2 AL J v

= ACEITEREL 7 it i

EEREM1 RERERUEEKLE S (acute
coronary syndrome , ACS) & 4 {& F§ ACEI?
IR

‘X FACS ¥, % LVEF<40% S & HF 5 M /E . ¥
PRIGSHFRE R CKD, EARFEERRIE, WK HE
A ACEI(A %),

-BIAEREEM S, T E ACS EE YN T ACELS
FFAZR),
-2 STE A S E AL JE (acute ST elevation
myocardial infarction, STEMI) &% 24 h A, i1k
EZE(RME), 2R ENAACEI(A %),
EWE AR

SAVE B 5% .7~ , X} T AMI J5 3~16 d LVEF<
40% W9 5B A L, R FEE R n] 4l 4
RIBET IXUBS: T [ 19% , 500 LS B0 T XU T B 21%,
TR R I KU T B 37 % , 5 A B IR YT I e I
P 7 3 08 XURS: T [ 22% , B 2 U IR AE IXURS: T ok
25%',

ISIS-4 BF 9T /s , 76 AMI BB B, ABE24 h
il R HE 35 A ATk 2D S TR 7% 2 RBET S, AR AT
RARBFFLLE 1249 A, SMILE W58 £ W, A1 4%
TR, 2PERTRE O WAL 35 24 h NAE A S
U ) T FERARG 28% (1) 6 JEIBSF O AT T R0 78 MM 10 T
Sl KU, HL1ARSET F A8 29% 7

I Bk im) & 2 WL 12 4 7 Bk &% & 1E (chronic
coronary syndrome,CCS)EE##=FEH ACEI?
IR
-CCS & ¥ LVEF<40%. & Il % . #& IR #% 5 CKD
i, #EF{E B ACEI™ (A ZR) .
3t F OB L EEFERE AR MO 1 R IB s R AE IR Y
EDEWRINGEAENEE, EFEAACELHIT
BT, UM EERHAEREEREME O
(A%),
STFOMEEERKE S B CCS B2&, L EEE
A ACEI""™ (A %),
X F B MIE.#ER.CKD s LVEF>40%, H 3F
DIEEHSREH CCS BE,AIEE{EH ACEIFE
R B F R (BLR),
5 A

A LD ZIWE DI REN A (30 A 9 i iU b
JRI% .CKD Y CCS i fa /B 37, K AR AR AR PO ) 30
FIVFE 2 A5 2 B XU S 00 s o BR AR AR e 2k
SIE, #EXE ACELH T6 I 2 0 B W 4R T REAS 42
(LVEF<40%) . = Il Fe 8 R 96 A1 (1) CKD [ CCS
e

HOPE F 53 44 A 9 541 {51143 56 1R 3h bk 95 9 2
rh DR A P O PR SR, B R 1 I
e A fEp R B E . SRBRIGMEE, K
RO WURESE 25 B IS FE T B B A 4 s
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AR B 22% , U LGS PR T FR AR 26% , 0 WL FE
K AR 209%™ . EUROPA HFFT 44 A 12 218 4]
A BEAT 0 IUBEBE | e R 2l ik 2 5 18 52 ks e qR 2
ik 1t iz F g o A Ay K 56 BH 4 A B AR B
Jik s B o 5L AR B, 35 et ) ] il o A
SOOI FET O WU FE AL R 15 ) 2 A BRI
20%™, HOPE,EUROPA F1 PEACE i 5 i 156 5 3
M iR, 78 29 805 1 CCS F & T, ACET 4 Y 4= [H3E
TR LRI 12% , BLAh, O LA FET- % AEEL
FEME O WU BE AL T 368 0 A SR A ) 22 S A G it

2L =2\ [70]
TR

GIKiERE 3 ACEIFE &R {3 3 BE 2 14 5 4K 3h Bk 5
% (ischaemia with non-obstructive coronary
arteries, INOCA ) #0 7 4K 5f ik 3F BEL 28 1% /s AL 4% 3
(myocardial infarction with non -
coronary arteries, MINOCA ) /1 31 {a] iz F§ 2
HIRE W
-EEHEREZATHE,EFACEHEATLES
FE WK BBk M Ih 8 B 8 (coronary
microvascular dysfunction, CMD) i) B i£ 24 4
(A%R),
- N [Z ACEI - F CMD = CMD & HF B 1R sk E
FWHOAEIRTT (BR),
<X F & HF BRI LR INOCA B, N E [RE
F ACEL#1T — & Wi (B4 ) o
X FRERB R M5 A MINOCA B2F, LH
BAFELERAEIE AR L (LVEF<40%) | 5 M
£ #ERRFT CKD B BE , ZIUEMA ACEI(A ),
- 4% % F CMD H MINOCA K. % & & i ACEI
(BZ),
i BA

INOCA F= B0 5 CMD Flsebk 2 koEa 2 2 Fh 2
B ACELBH.0 20/ F 32 2836 T CMD Jir 8
(4 INOCA 5 2 1l 5 o PR 28 LA B — 9% T o WO 35 ) 4%
s XL IT 30 INOCA . ACEL7E MINOCA (4 i 1
55 HAEBh ko A0 AL i Bo0 IUREZE vp o7 B9 475
%l

— TSR AT A R R, ACEL A] 8055 i IfiL e
& JF CMD 3% 1 IR sl ik iy e fiti 477 . WISE A
FEA B R, 5 R AR L, s IR 5 R AT el
CMD £8 35 i 5 AR 2l Jok i 378 i 25 00 ZOREAR ™
EMMACE-2 {58 40 A 350 1515 IF 2y Joik it # i
fLi CMD FR 3, 455 R ACELIR YT 5 AR 6 1~

obstructive

A BT KU BB A 7. SWEDEHEART BA %71 43
Mr# B, ACEL Al ffi MINOCA H& % i 3 E R KO i
BRI R RPET: I AMIAERE | Sl i 25 A
O TR ) KU R A 189%™, — IS 2 M HHiC i T
K 5 T B 5T 4L 10 546 151 MINOCA & 1Y
B, 458 Wos ACEL R {3 ZEA [0 I A5 24 X
B AR 359%™

GREE4 ACEIREG A TFERKBEEMERE
L HMBR BRI BR?
FHiIREI
-EREBEERESHNOAERESFHF LD
EWBINEAR LN S M E R, # 7 E A ACEI
(CH).
F= 0G|

H Al Bt = ACELIR YT @RS ik B & e )2
TR B K A AEBNR O WU el IR BBk 5K B e AR
Sl KR B UE B 22 R o XA I e iR B0 ko A
i Ak A DG i PR 3R (g I e ) /)3 R, D
A R ) AMIT RS, N ACET AT RESR £5

Y ACEIFE A5 i g

EARERE 1 BPLe 57T DAL A ACEL TR #T & 5
B & £
HIRE
-XtF HFrEF 8235, F % [E{E A ACEL B #i & B
B (BZR) o
DB E SR EHE L NRBNES, L%
FEAE A ACEI ABR{R# & FE B XU (B 4% ) o
EeESEE HIEEHOABENEE R, K
EEERERACEIFHHFLAETR(BE),
2L AR

SOLVD #t 9¢ 1 =5 5 40 I .7 , 78 LVEF<35%
B ) 2R HR v ACET ] FARE B & o B XURR:
— I A 3] 2~4 A ) BRI 5T B R L FE 1577 45110 WL
FEFE I B0 77 3208 () JE T AR T R A
ACELZHL 1) 55 81 & A AR BEAIL

T —TGRIFSE AN A 10 926 1) 75 i 7R B, 24 bt
Vil a2 4.5 4, 45 R, 5 CCBAH L, ACET fig!
IR G B A RS ™ . — 017 3% 1995—20104FF}
2 1o MR S 0 S G (% RIS R, 5 B 21k
RELY 1) R PR FAAE LG, ACELBE 35 AR & e B X
B e RO B R, B ACELS ARB 1)
BB R s i KRS A IR FH X S 25 1) B AIR
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GRBE2 MAACEIZREAUEERETHEXR
JXUBE 2
FHiIREI
EERESHERBTENEIEEY, LEEER
ACEI M REBEEE Z XK (CH),
-EESSSERIGTT RN EEEE R, NEEE
A ACEI UM REBEEE & RK(CH),
AN EE SRS, K& EEA ACEL LUK D
BE&ERE (C4),
5 A

ACET AL fB % B AR BT & b B AU | 4 g A7 40
REAR 3 B0 %) T e RUBS: ™ 7 s BR8P, g
ACEI fig 4 = L 2 2 % T HAE % &2 05 BRI Dy
Wi A 0 TS i B R IT R e
BB, — TR REALG RIS R, ACETIR A el
T T 2 ARG s B ) S AT A R R R

F [ — 01 fE AL 6 R 56 (randomized controlled
trial, RCT) 2.7 , ACEIL 1] BEAREE 32 5 45131 Rl i 7 19
PR R D B R R e R R
W, ACEL K & e LR v 58 35 B AR 5 1 1) A AU
FEW O B ER R R A

IGRIEIE3 ACEI= &R IABEEEEOERERN
BHERBE?
HITE W
DB AR AR FHARSH O NFENEE, K
EEFERAACEITHESEOCEIENEE(BR),
<X FESZENE LR S R EEF (implantable
cardioverter defibrillator, ICD) & 77 U ZE £ /03
TR B E, B Z EE A ACEL LU /D ICD 5 BB )& 31
(C%),
W FONEEEHEHODRRENEE, NEE
EAACEI LB D EMOEERENEZE(BR),
#ii5 BA

ZEROMT R TR O IURESE R R ACEL 50
TR BE e Az e B I b 35 A DG ISIS-4 BiF 5%
B S5 AT s, 7RO WUREFE A& 4= J5 v I ACEL, 7]
ARG 14 d N RO H B & AR R MR AR REC
FEO WUREZE & A 5 0 B0 07 52 v 1% JR 35 v, ACEI
TRYT 5 % VI A 4 B8 0D BB e s R O R
RS B AR AR DG

7E LVEF<30% HAE A ICD .0 J1 35 g
IS ACET AJ 8 25 Ik /b J8 35 75 5 4 B 15 39 9 B ICD
TR R — T[] P A O R, R ACEL R

BBV /L 5 AF B U7 B N PR R 5 O R R R AR
(EEIRTE TR (010)1 2R/ G

— I RCT WS S/ , 7E 08 70 il M0 ) vy 7
o, ACETAHER T il iR 158 24 25 40 vl R AR % 1k 0 3y
o Y A AR . 5 — TN RCT W5 B
ACET 1] 5 28 AW 78 ML 0 77 30 08 8 3 B 8 PO 1
PRH RAR RSO ERE A O E O N SR
H L ACELIRYT 5B = MO AR W kA AR
A OE

Fi  ACELTEC ML A I CKD H i g

IGEREE1 FEHER CKD BEEMNF ACEID?
IR
STFARIEZFENNCKD 28, &G EEAR(G1H
(fH B )NKEEZ>90 ml-min-1.73m)~G4 i ({4
B8 3k iE T R 15~29 ml-min'-1.73 m?) ,
A(RBEEB=300mg/g) |, T RBRREHE
I E = AR , 2R {E FH ACEI(A %) .
ST FREZENHCKD B, EFEFEEAR
[G1HI~G4 8, A2(FRBE A 30~299 mg/g) | B & F
WERER , TG HEE0NE, HEFFER
ACEI(A %),
- FEEERMCKD BE, ERFSM0E, EiY
{EH ACEI(A %),
AHE RS NBRIET ZE 4 15~30 ml-min™-1.73 m Ay
CKD E& A4k {E Al ACEL#1TiE 7T (BZR)
5 A

ACEL & CKD Wy BEal FH 25 , W IZ AR 48 18 5 B e
T 6E CELE LT 7K F FPR AR ) DA K s i & AU R
WA IEREN O, X ACET By FH EATHERE . X T8
E IR B A IR LR R CKD B3, B R % JC W i
UEHE 78 ACELXS %E 28 CKD 7 A 7 1, (H A3
OIS B A BE L & ACETTE I K R i — I
PRI B

— TR ZE A4y B s, ACET A 5 3 IR & K
15 G & A KU, DA Rt AL T 0 475 sk 2% oK 4
B E G S AR ERSET MR
GBS FERR . 25 RCT AR BIR, it
ERGIFEME, /£ CKD B H h , E 4™ H
IR, B AR A I8 PR, ACEL 7] [ IK &
kA A I R KR —
T A 3 394 5 JC B 11 R 5% A R 2R B
CKD &35 (Hrp 2y 173 A PR ) 19 RCT B 58
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WoR, 5 F L, ACEL 3 4 I FE T KU
KA 20% , 0> WILAE B i1 A< rh XU 43 53] B A1 26%
I319% ),

RV 0 B /NBRE T %<30 mlmin ™'+ 1.73 m ™,
CKD & & 15 ] 4k 22 {ff F§ ACEL, [H 4 It B} ACEI
15 5 A B RGP 4 T SR AR BN ok A
KRR T, 55 2 0 e ) 283 AL T % o B 7
54k (& 2) 1 STOP-ACELI 5% AYE T 411 fil 4
B /NER B8 1 R <30 ml-min™ - 1.73 m™ i) CKD
B G R BoR, 54kEH H RASI(L 4 ACEL FI
ARB)ZH A Fb , 452 RAST 275 B 3 4530 a) oK % 38
AR B0 I A 2 A T T R AR g5 . Fi B R
W TEMFIF T s , 7™ B CKD H & (A5 A0 B /)N
BRyE R <30ml-min"+1.73 m™) ,

SGLT2i 1] FEAR A 2 AR IR 1Y CKD 8345 1Y
F A IILAE (>6 mmol/L) & A= KU 7o X FAEA
PR {9 CKD H& % , SGLT2i A Al ACET AN B I 1 45
25 KRS PR MR 150% , R 7 R 11 2 11 ULF L
fE1>1 000 meg/ B 564 S T T

R 3 ACEIREER FENEEMEBE
£2E?

HiIREIY

T FEHESMENNEEREE, EANEES
W0 ACEIE M AE A (B4) o
MEGEMNEEAYMNEIRITFARENEEN
MEIE R RE ACELHEREMET AR(CH),

{2 I RAST 0 58 % (1) 5 4 38 1 19 4 [ emcmuws |
b XU RS %5 4k £ {3 ] RASL /9 & ¥
i 80 LA 4 69
CEFFH0 A 25 R G 2~ 47 )
KRIES 2 ACEIS SGLT2igER ‘ i Y
BX& FF CKD & MIAIT? AWER i P
AW |
B CKD 2FZEACELRITHE
it FEXA{E A SGLT2i(A Z%) . eGFRTF BE<30%
<ZE W ACEI A gEM 52 ) CKD & l EpF P
. 2 A 4
HEM SGLT2(A ), MINACET SARBIAL, . 2 NEBERARE
33 B k52 i K (2) EREMETA (3) WAERZHR CGuFl
o o (3) HERERARN. & Rl s gz
H 77, SGLT2i 5 ACEI ¥ %% A1 BMREM RS AN (4) B E ks

i CKD [ B Rl AR YT 254 . ACELEK
4 SGLT2i, M # F 5./ ACEI 5% .
FH SGLT2i, A i — 25 B AKX CKD &
B T RE VAR B AU | 2 3R s i
N S S G~ SR (R in)
] (] 3) e

— IS FE AT s, e

60

SGLT2i nKE ¥ L REWE MBS B AR
29%. SGLT2i Mk A RASI ( f3 4 o
ACEID) 1T 1 2y RE SR KU AR 7
429" S AT ACEILAR L, B
ACELBH SGLT2i 57, H WA . £ )

EF KR A 24 h shZS i R ok — A f%

i l

I R A, W0/ ACET SRARBE 1 B A 25 ]

CKD: 12 1 B WE 5 , ACET: IfiL 45 5K 25 5% e B 57 , ARB: 1L Bk R 1 2 M5 b,
eGFR A F (1 B /NERE AL R
B2 CKD H ] ACET fih Wi K 4 By A

Wk eGFRT [

RASI#%5: eGRFF
[&'&1; 6 ml-min-1, 73

m2/4E, FELR
' B 106

SGLT2i+RASI: eGRFTF
f#1.85 ml-min~-1.73
wE/4E, FESEHERR'E
4254

HESKD R 15%F

eGFR<<10 ml-min™*-1.73 m*

%, LR 2 FUUUAT LE R A58 0 0 10 T 1o 2 »
RUE T2 bl P s ) -
/NERIE LA A AR RASI: 5 %1l 55K RG], SGLT2i : -4 4 Wl L5 38 2 (1 2 4M il 37, CKD - 48

LA A Bt A7 A R A R Y it — 20
I}%ﬁ%[na]o

B ES , eGRE A B304 15 /NBR UG AT %R ESKD : ZK W15
B3 RASIEEA SGLT2i #EZE CKD P oh e il i e )
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St FREEEN BE, BailaRE BREESY, €
FEACEIE, AER(CH),
T EBERAHFEMENEE , REXE
RASI.CCB £33 ME(CH)
5 A

W Y — 26 [% 25 %) ACEL 5 ARB 1 CCB %
EROTAE R BT R — R R 25 . ZSFE AT
7, ACEI R IE 2235 B S8 5 1 B D e Ak ™. Bk
) ] A BB BT R G e O T, IR i
Eome

ANIA] ACELFE Il 4 375 B o 78 rh iy 254X 80 ) %
R KES ., EE&F ACEIR, V28 A % 185
B Xt 25 9 19 0 5 VR T B ads A o 2 v S8 3 B i s
L (R 5) . # B H 1S P o 78 v il 28 A 1K
05 S| WG i e 3 £ P < N R v VT <6
ACELZ5%) o #H 2, %F T 78 3% #r 2k A 1 s AH X5
R 1) B, U R 5 435 M i B (1) ACEIL
EIE 7/ R

ZERE oM SR, ACET W] ik 2% i fis 355 My i 4 ik
B IIReny &K IFEETUSR " . ACEL ] 38 4% Ig il
BT A0 E R I HEA s se i O 5
vy RIS IR 28 2 oy PR R R SR AR L L i
FZDIRE 0 i A PR E T Bk Ak, ACELRE
S5 RARAVK B R L AR A I RN P R HE T, TR B ke
A A 2

ACEIERARRNEAEER

GEARB&1 ACEL&T L2 H IS MmEE, 2
SR ER == A ACED?

IR
-MERACELRr el 25 MK FE, HE

JB 31 ACEI 51 fin ACEI I £ /5 9 2~4 & /9 14 i

$HAKFEHIZE

-HHIMACEIAXMSHNE, ETRENER

ACEI BUR F i $87K F R i K 1E 5 - (1) M $# 5.1~
59mmol/L, AN A MEZAY , REH%REH
ACEI; (2) Ifn $8 4 ¥ 6.0~6.4 mmol/L, B 15 5 2 =
= ACEL HF B F A MR ET , FF24h R
EEMmMM/KE, FMEF<5.0 mmol/L i, BiE#H1E
ACEIMEZEEEFNERAMZE, &K MH
¥ T3, AT1E A ACEI; (3) 1 $8>6.5 mmol/L, iz
SRMEAACEL A EELSHMEREXNER
15 HBEMSPZEYIIETT o2, Al M i & 4 A
EREET,

WA

i B MLAE J2 ACEL ) £ 2R B ) v 2 —, CKD
B L O 215 v 0 IURE P & A o i A
ACEI AT 24 1F /= 1 1 5E , {H 98 it 345 H ACEL 5 233
T PSR T - Koo 145 9595 S5 XU, 7™ B 5% M)
BETE",

KT ACEUS FH ash 8 v i 290 e 4 0l i iy A4 b
PRIk 6. XF 208 m A AE IR YT L bR T A%
0 110 HEAR R DR 500 R A A AN e 2 A B L A
BRI IRFESR 25 AR Im PR E AR 2N AT, andfek
FREGENAE . &R B 25 W)L REVE A ACET 3K
2585 K AT, DL ERR B AR R , AT s 20>
DA Ifi 4 184 =5 i BRI ACET 25 25 % 1 i i
(7)1

— T % I v A LA Y CKD A (B8 ) O g 508
BE VAT I 6 ISR SE B, 69%~79% Hz
2 IRE R B BNIGR IT 10 R AT AR S0 RAST((2 4%
ACED) o M 7E ARz 32 B i 50 25 0367 1 f8 8 Y
48%~56% 1) He B AT k4L RASTIAYY o PAREBR 45 4
A RASIAE F 238 in 2.56 £

2024 4F- KDIGO 18 M 5 D Be A 2 0FAl R YT 458
B HERE X T ACELAR G 1 5 8 ILAE , 7T DA TR] s B A
T R M 0 25 0367, AR — 2 75 22080/ ACELF

RSP

RS WA o SR 0 o 0 ) A AP 5 B AT B R B R R 2

2y FEANE VR RS PSR AR MBS RS RGBS A FE A
DUAREA] 5 Wk 889%~89% , ITFHE 11%~12% #2038 & JLF-E 5~10 mg
AR A B WE95% #2038 b 50% 12.5~25 mg
AR F1] Bk 94% #2038 [#2is 50% 2.5~5mg
A0 ) B 509% , JFIIE 50% ¥ FEAIG J AERFE
S ik 100% ¥ ¥ 50% 2.5~5 mg
FEEF 1 100% #2038 ¥ 50% 2 mg
TR F] Bk 60% , JITHIE 40% 42038 ¥ 20% 2.5 mg
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F6  ACELIRYT it R rPBF XA ] L A0 K15 B ) b PR

S ACEL M % Wl 437 5
<5.0 af %A LA ACEL i R m i fE O M Bayy TEJA 3 ACELJE A BRI, 27 s A7 78 e A v B e
1 5 KT 37 541) B8 DAL, T T 185 4 1~2 JEIRG I 1 R LA K 5 22 IR B 38 e
A I fre KT 27 I, A4S ARG 1 R i A4 KT, R i B
HKOFREE 5, B 3~61 A K 11k
5.1~5.9 o R RO B O AS T AP < ST BV SRR RS B 4ESE 3 d IR A i
5.0 mmol/L J5 , B W b ACEL R W IR Z5 4367 , fd 1
B B R RO 2 0 [% 22 <5.0 mmol/L
>6.0 T 1 e T 45 24, AR LB A T B S RS Sh R 25367 . 1 AN A AR, 104 >6.5 mmol/L &, N 7 B HEA T PRA AT

I B 4 22 <5.0 mmol/L )5 , P53 ¥
A ACET ) 5 55 48 w4 42 10
i 52 5] £

i

A 1L A B 2 <5.0 mmol/L
Jii T Uk 22 dE O A

FEVRTT , SIS SR O B

TE : ACEL A iU 5% 5 3R e 45t i ) 77

RT W HHRL I IREE L8 25

S FEJIHL

ARy

CPSHISPS  FHE F 3 M NI , 1T 5 45 I vh (i 4
FURAT A, Y/ B S AL, 2
BRHEE

CPS:15~60 g/d, 43 2~3 K fik
SPS:15~30 g/d, 43 2~3 K H

510 g/d, 43 3R ik, H

55 g/d , AR A0 /K-8

MRZ5T5)5 3 h AT A 254

CPS TEMR 1 dJSE %L, 3 dJ nl i ifi
PR A 25 1 W K

SZC T K45 25 1 h 5 JTUR R AIG i A0 /K
S i A R O RGBS R) R
22 h[lzzj

AR R LIRS N

SZC AR AR e mIE N SR NUE R G
VEPEME MR AR B T b B T ARl KORBEE L 48 h
T PP A INLE < 4T 465
A, NS g H 1IRE 10 g/d
SZC ATAER IR 1A A4 AT A 8] P 24 1 41 7K~
FaSE R E AT B IR R & I L 2
5 ACETHYfE T
Pativomer B RUE B 45470, e B PE L S B g R LG 8.4 o/d A S AT HE NG i 8.4 o/d B K

EA R T AR, T B AL Y A
Jom S B e it

R 25.2 ¢/d

AR5 R 8.4~25.2 ¢/d

421 47 W 1 LA L R
FEEHAF
IRZI 5 3 h A AR AT 2

T : CPS R ZIGTARRES , SPS R LURTHRFR N , SZC A PRRERR A 4N , ACEL Ay 145 5 5K 3R e 60 g 1 571

IGRE#2 ACEL&F RHIMAEAS, 25
FER=30=H ACEI?

iR
-F£ ACEI#I %G 7 Bl , U R #R G el E LR
E2~4ER, FENEE B,

-EBEMBRETIFELARFH 24BN, EER
AEF K FRE LKL S <30%, M A EHITIHFHRLIE,
YRETUHEFF ACELIR T FFhnsE HE il
-EBENMBRETIFELARFN 24BN, EE N
ALEF 7K F1ES>30%, FF K52 EhEE THEMTT
BERE ('S RE) , U EREFBH T EME
FRZ (F RFIFHE SRR R A E) #TEME,
HLRBEEYLTEBRES IR TERNER, BXE
ACELRE,
HENSNKEETZE<15ml-min™-1.73 m? B £
ARERSEERNES  EXLEMEITXHE, X
BEXERACELHAEIZESHR, KSHEE
EH BB KR TRESMEZRTRIKE,

2L AR

— 57 [ B P F 5 % 12 30 RCT BEAT 20 07, &5 57
PR, IR BEE ] ACELJ ML IUBT 2 1 T v R J3E 3k
30% 2247 I R, BRI B A AT eI ORRr LB ik o)
A8, XA LEF T SR ACET AN B

2024 4F KDIGO 18 14 & T fig A~ 2 PFAk FiR 7
i B HE 77 : CKD 8 35 76 3 ) RASI (145 ACEL #l
ARB)IGIT G , 45 4 J& P T WLEF B TS 3 30%
ATk 2L fff ) RASL. X T4l 58 i B /N Bk i ok % <
15 ml-min™'+1.73 m™ H £ 2 & PR 75 0 5 IR 19 28
EAIE 7 N TR

KRB 3 ACELRTEHIMEOLE, REEE
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