I PR o 1L 75 995 2%
Journal of Clinical Cardiology(China)

+ 916 -

2022,38
(11):916—920

- AR -

E[E

AEE KL AR

A B A 0 B R AR ok R B BT 5 R

H A WAkl BRE R A4

(RE] R RZ WS En T L\ﬁﬁl%ﬁﬁi%iﬂéi%ﬂ’ﬁﬁﬁﬁ FI RTINS o 8 P g 4 3 1) ) 45

£ A 2 2 B Jo i 38 52 PR A L) T 0 T 5 3 A 4

{1 O A A i fH ) 5 B B LR S R RN L AR T I
PRAGFI A AR A FBR R — i 20 665 1k 2 PR Z2 MK B L A AUTE 1R 97 /0 7 2 38 I 1

e B JUE % 9 46 5 T B

G B 22 A PR A S L T O i BB AL JUURE B 25 50 08 B9 367 TP o R 4 S AR T . AR SO Al A% ) R AE O I

BT IR T P BT ST R AT 2R 0R

[RSBIRAT  ARAAE 5 I 5 1A Eh Bz T 38 32 MR8 B0 5 00 I B0

DOI:10. 13201/j. issn. 1001-1439. 2022. 11. 013

[FESES] R541 [X#E#REB] A
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Summary Mineralocorticoid receptor antagonists(MRAs) play a vital role in the treatment of heart failure.
Although MRASs such as spironolactone and eplerenone have been shown to benefit patients with heart failure and
chronic kidney disease, their clinical use is limited due to more side effects such as hyperkalemia. Finerenone, as a
new type of highly selective non-steroidal MRA, has better safety profile and tolerance in the treatment of heart
failure and chronic kidney disease. In recent years, a number of studies and basic experiments have shown that fi-
nerenone has great potential in the treatment of hypertension and myocardial infarction. In this paper. we review
the latest research progress of the efficacy and safety of finerenone in cardiovascular and other related diseases.
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centration, 1C;,) >F 18 nmol /L, X 3¢ B 4k 25 F| i XF
MR HA 5 & gk g0 g ot BEHBEAS
235 65 PO [F] By e AN 2 1 0E E BAHAE AN &
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Table 1  Characteristics of spironolactone, eplerenone,
and finerenone
I gE| 15 P T A ) ) 3 2 )
b 454
e Bk H Rk A
X MR ) % .
ek e R
Fe
1.4
/b GEHEREY 41~6 2
12~35)
MR IC50/nM 24 990 17.8
AR IC50/nM 77 =21200 =10000
PR EC50/nM 740 =31200 =10000

T AR, it i % % K PR, 22 % & % 1K ; EC50, 35 3
50 % JIT 7 B Be A e B

2 EEMEAEOCHREPHNA
2.1 HFrEF R

& 26 MRA B #0F 5C fiE %5 H TR 7
HFrEF ", fil & 7 9E 23 F i 5 0 7 5 i AH 5% 1) A
5%, TE Grune S5 M # (1) F 8 0007 15 2 10 /N R
O Iy v R rh T 30 AR 4% 1) R A58 A4 5 R L T LA
S 2 RO LR SR ) & A . ARTS 58410
A FIB R LB AT 10 AN E K 55 AL
457 #i) HFrEF fF4 # ., B 12 o 5 % (chronic
kidney disease, CKD) &, £ A #43, X} 65 fi

HFrEF £} B CKD (¥ /R 3E 3 % 5 60 ~ 90
mL/min) B 1Al 3 R [R50 &2 A9 3E 28 AR (2. 5
.5 .10 mg qd) DLTEAL H e e A 5 R R T
AR FIE XS HErEF f£5% B CKD 8% B A RiFH
YAVER 20, 16 B #4, % 392 ) HFrEF £
A EE CKDCE /M kgt %68 30~60 mL/min) &
FHEHL R AEZS FIEH (2.5.5.10 mg/d) 5 %R
FZPIEE (25,50 mg/d) HEAT L #R, 45 SR R 1, 512
PN R AH LE , 38 23 F1 B 78 B A i 44 K (brain natriuret-
ic peptide, BNP) | N 3% Jii 44 ik 7 /& ( N-terminal of
prohormone of BNP,NT-proBNP) | K F & H 5 &
Tk W, LA 2 70 a0 s R T, R
HIJC G 2F 22 5 E AR 43 0 I 41 v o, 4 A e
Dige WAk 0y & AR R AL, A, B 580 X
HFrEF 5 B CKD 3, 38 48 R B 2 4 v
TN, 75 ARTS-HF #F58 . it — 23045 T3
7R WA M R AT 1060 Bl B AT
HFrEF & Jf 2 BB JR % (diabetes mellitus type 2,
T2DM) LA fE CKD 8 2 , BEHL A by =IE 23 F1 i A1
A A 2 5 32 ZEF 5T A S R AE SR 90 K N'T-proB-
NP 5 528 AR M T 3090 IR B i R T- %
DL R AR B . B 5E 2R B, 5408 R IR L L 3E 2% R
B AT DL % B I HErEF 8 3% 19 NT-proBNP /K
AR TR, K AR R, PR 2.5~5 mg
= FIEA LA, 10~20 mg A% F i 21 %50 fie o B
&, ARTS-HF Japan #f 52 St 90 A 72 il R 5
HFrEF & 9f T2DM fEgi A CKD H A B H,
B 7E LR 2 AU AE R HEFrEF & 9 T2DM ff:
SURTE CKD H A B b i & 4 M i ik o8 ik it
5 ARTS-HF — £, 45 5 3 WK 3% 5 B 41 A
23. 1% 8535 NT-proBNP /KT8 30%, 9k
7% I A 21 32 2 445 JR 2% 51 3K b R B A 3E 2 R R
R M. BAE 15~20 mg AR RW B,
1 2HL ) I AT R D B 25 5, BROAR A SRR Si it
S S HAEZS B B A AT A2 . X T AR S
FEA DA I, T BB HE 25 R R 78 A 6] CREHS Sk 1
RIEWMA—FE, TSNP PO E R
77 (NT-proBNP F [& 30 %) W7~ AF 25 F) B 5 #
K28 MRA ZLHR A Y, H 5 & 2% MRA 2, 10
mg/d (1 E %% FI R 2L AE R AR NT-proBNP Jy [fi 5
R o I A TN 0| S .2 £l il I NS
MRA 10 mg/d i E % Fl i X B 2y 68 i 5% e 58 /)N
I AR T K A . 28 AR 7E B AR N T-proB-
NP 25 1L 78 b5 YK 2 SR E . fFEhioEE
AT .10 mg/d W HEZS R X HFrEF 83578 ok
B34 5 0 B L, BOXF G JF CKD By 8 & 2 2 i
B . B X T HErEF 8% AR 48 F B o] s oo 1 T
WER PR T AR A4 S )T D T T B
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2.2 HFpEF $ iR

TOPCAT FJ5 058 £ B, JS 8 88 N g 1967
SR N R B e 4T AR TR BT F BNP K
EF A AL T K ) HFpEF 8 2& I-F fE # Sk 3
ZIM3k25 . B . Kapelios 28" & & 1) meta 5 #7
MAT 9 AIEIRBESE I 1164 ) HFpEF B 3%, §
TE 8 MRA (B2 N i K% R D XF HEpEF B4
B0 45 R RIS IR MRA mf DL E B A= 7T
BE G 0 = A, 0 FE 23 BB %P HEpEF & &
BEA ISR P X SR T 5 223k 7% R R 5
HFpEF WA CWT5E . R @A AR = AL 2 oy
/N FUBEAL o) B R 23 R R AT LA 0% HEpEFR
/N ERBE AR () 220 28 70 80 R R A 0 = 1y 4 AL ) 4
T O i A2 AR R Ot R TS Catt R
UM e A 23k, I Thrl7 B ML BE 5 19 (p-
CaMKID FES ] #f 22 B 2 il . PRI Ut , I 2 F1) 1 AT
Bt L B L I8 2)vA Y HFpEFR B9 B A% . 4k i sk
HFpEF 3497 W B ik #% . FINEARTS-HF #f 55"
(NCT04435626) 4% A 5500 ffil A HFpEF Ay &
s B EVEAL R 43 R R 7€ B IX HFpEF 8% B 2.0
A8 5 R AU B 105 7 18 A9 A RO 2 A AT
K A AER ARG YT HEpEF 24t Uk 35 2 F5 .
3 IEEFERAEH MO I ERRPHIER
3.1 EiiE

WE 7 BF 58 2% BH , JE 2% A1) TR X 1 12 58 4 2 I ) /
05 T 09 R B BT WA JE &5 be A5 ) i 5 B
i, BT UG 0 B T fig , AL T AE 5 Ak 25 R
0] 25 %5 16 L 05 40 40 1 971 (plasminogen acti-
vator inhibitor-1, PAI-1) . FA#Z A g #a L A 1
(monocyte chemoattractant protein 1, MCP1) ,"&
Wi 45 H Costeopontin, OPN) | % i 4: J& 45 1 B (ma-
trix metalloproteinase, MMP) & #j 2L [N £ A H
Koo TE I Al I 5 v, e BILIER PN IR R A S R R S
2% S810LMR 8 A48 4K (MRaso 1) » 3% A 5878 1K
T O™ F O M R IR RN L A R 40T e e 1)
AL i E 243 ) i 7E A SR ASAURT DABH T MRgg 01 » 52
BE 70 1) [ W35 S 1 MRegyo 1 A BTG 15 PEDY . HE
o3 — T E A A 5T v, & AR 2 R A AT DA 2o v —
AL A (nitric oxide, NO) 19 F] F 2R DL K B K #8 4
Ay A A Tt 3 P 1 R B B KT S I a5 A 1 8
P B R RO AR 1 P B ) R B A L R AR L i 4
JEP, FE Gil-Ortega %7 J5 2258 % 1, JE &= A
i AT DL A 35 NO 8 A1) 22 DL R 2 S Ak N
SR {08 1 35 A% 1 I R R AR A I 4 PN B OE
WAk DT A BB PR A AE . DA R 5T R B,
A 2% R B vT BE B FH T & 0l R A IR A 9 CKD iR
57 . BAH I TG 1A ZE MRA, A T2 19 1
Rt

3.2 BRI B

B £E A BF 5% UE B B 23 AR T DA el 38 & i e R
FURSAAIE 2, 01 B B IEA IR R X bk T S
SEA K A I R F 55 B9 FF . ARTS-DN #ff 53 3 40
A 821 Bl Ez 5z AE = MG YT 0 B, B A AN A [
7 AE 2% R B B 28 4 vk g srE L 2R E AE
190 d WIRITEF I IR 1. 25~25 mg/d RNEEH)
A2 MR o i 5 22 550 8 A0 e 0 &2 B0, 3 4
JR 2 SRS 90 R IR 12 1/ WL Le A8 5 B 4k
B AEfE . 255 kB, JE 2= R R 4 PR & /LB B
HA 2 50 & WO M i FEARAE . Bl S Y ARTS-
DN Japan WF5 &5 R £ W, ¥ F T2DM & I CKD
HA B A0 R4S Bk R R G FIE 97 i 3
LT o S A E E | e I I W R T s S S )
LU Il B 7K SR T BETE RN K RS L (H 7 B AT
KILBL ) A 5%, LLER 35T JE 45 A1) R 2 45 v] DL e 2%
T2DM 4 3 CKD (13 &, LA K /0 #5600 1 5 =
P % 4= . FIDELIO-DKD # 58 44 A 5734 i
T2DM & Jf CKD 4, B 76 PFAl E 23 Rl i 5 % &t
FIAEHEZ AR AL 25 IR 97 1 T2DM 4 Jf CKD f#
B aPE A S LR AR 10 mg/d M
20 mg/d BAE A R, BB 45 R & S R B e
vy B/ NERUE G R RR L T R 2 D 40 260 5UE R PESE
T KB 4h JRy 8 5 A 450 LA A6 T AR B O I
A AR O WUERE (MDD |25 b F G g 5 i A
Be. SR ARMEZRFIML . B i ws . B/ Ek
PEIT REFLE PR D 40 Y B IR AE T & A R
W FE AR (HR =0.82,95%CI:0.73~0.93,P =
0.001) , IREL, Jay Z s FAFBR AR Buamm M2 v ok, &
AR, X R HE S R B W] DL 22 T2DM &
Jf CKD # # ¥ % # &, FIGARO-DKD #F 5% %}
FIDELIO-DKD # 17 T #h 72, 45 £ W/ 5 4 &7
e AR 2 B BR o] DL 5 B T2DM 4 9F CKD 2~4
WIEE R AR T B CKD 1~ 2 W 4F ™ & & A
PR B E TG OF B AGO IL4E 25 R A i XURR
DL B 5 45 S SR 00 DR s B e 0 Al s R T 4
BT SRA T R UESE .
3.3 LEEiS

WEFEAT 72 2% BH , S5 100 88 (1 ) 34 22 ml .00 JUL 20
Ji % A= H A B AR L DT O 0 s B B 1) R A
TR s 0 T T B S A TT A R T BT o0 s B B 1 B
805, 7E EMPHASIS-HF #F 5% i, 45 % ] MRA
20T 0 By BB AR D TR R4 (2.7 0%
vs 4. 5%, Filippatos 2% %} FIDELIO-DKD
WFFE B TR 43 B 2 B, 3 23 AR 7T DL R AR HErEF
£ T2DM ' 9 5B 8 & 0 b B8 3500 15 40 31 1 XL
;PR AE AL T B A A e o ) RS T 955 1 A U R
CKD 5 T2DM # K W0 s E A, 1E7E #1711
FINEARTS-HF #5335 T 9E 23 A Bl J2& 75 th 2 B¢
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ik HFpEF #3138 & 0 b B sh 50 B 45 35 5
B T3 s ol Al 2 R R 19 B3 0 B B s A A A R
Z RAE
3.4 MI

HF 5 UE B AR % 1) R R DAk 3 M HR 0 U
XA oh TIa ek AR =R E S MI AR 05T JE 45 A
P AN AL T L A0 o) P 1) 4755 %) - T JUL &40 o 344 5 L 38
i BEL L 12 1 160 375 S A9 PN Rz 400 e 0 T AR o 8 403 3k
PRz, P AR 23 R AT B8 Ak A2 I A
SERNESIEIT M1, Gueret 28500k 8t 1 M /)y U
R rp & B, 3R 2% R R 2 R A AR TR I R B, Bk
ZAR LA P9 R &7 sk T aE L NI ks M Wi 5. E
15 —FE 2, B Ah, 3B 23 R R AT LLE o 40 6 MI /)
BRUASE 8 200 25 o 1 41 i B JHC Tt A G T T s R R
1 2635 3K B B O LT 4k e ok 36 70 0 35 T Rk
B B 7R S SRS & B AR 43 R
AT PR O S B B BT 302 i A 9 R 1 T sk T
AE . LA 2 B A 2 R R EL A PR e iR B bk
PR, o M J F8 3 Ry A AE 7% 1) R $2 4 T AT fg
{HL3K T 2 T 22 0 4R DG 9 4R AL IR 3
4 FEMEAMNLREHESHT

AT B K2 MRA 5 5 308 40 1l 5E /19 %
A2 MR B A B 0 A0 H5 WL R 38 I T s . G 80 I
i kDY BRA R sh R RLBIE Y R B, 5 AR
J& MRA AH H , 3E 2% FI i 3415 1) 43 A3 A5 78 K B AG o0
JUE 0B O A 2 o I AR R N . TR Y R
T3 5 Vg 3 SR AR DR A 56 T3 PR 48 Hh L 5 08 P g
A H L AR 23 R 41 R B 40 2 B PR K. Lentini
SRR gT 2R B R A R IR A AR R R B R
i Z v, AR Z W m ., ARTS-HF #f 58t
T TR LR,
5 INEFIRE

L R2E MRA M H . AlE 23 R B A O F) 3508
e LR R U 6 T T LA R R ) A M T A2
PO R E R O B AR 28 R R, & A AR LR
I AE SR TAR . S 2% R 72 0 s 8 8 L M 2638 97
JEELH — G 25 AL, {87 ORI PR BF 5T S B
2021 7 H 9 H,HEZ3 R A X L BB 2E 22 T2DM &
I CKD H &5 17 1 ok 2 R A 00 i 45 5 1R & AR 1Y
AU 7E 26 B OE X3k k. TR 97 T2DM & JF
CKD, H i 7E B 2 R v ], JE 28 R R O 7 2 52 W4
PEAGES CHE B T2DM 4 CKD S %2549 .
H R A 178 2 5¢ T 3E 23 R B 1 R 8 I PR A7 5% 1F 76
PEAT  HA Rk B3 R UE 2> 49 B i — 4 B 5T
WITE AR RBA T 2 B W kR 45 .
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