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Dichiarazione dei conflitti diinteresse
RN
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ARG ..
Ai sensi dell’art. 3.3 sul conflitto di interessi, pa%@@?@@\el Regolamento Applicativo
Stato-Regioni del 5/11/2009, dichiaro che ne&bi éml?imi 2 anni ho avuto rapporti
diretti di finanziamento con i seguenti soggb@‘t‘g\@ortatori di interessi commerciali
in campo sanitario: & &7
\QO @’be

O - R
*Advisory Board Membership anq)v‘égﬁsultancy: Boehringer Ingelheim, Eli-Lilly,

Mundipharma Pharmaceutica,QgngV% Nordisk, Astra-Zeneca, Sanofi-Aventis,
Roche Diabetes Care. X @
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*Lectures: Astra Zenecq,;;b%ﬁ‘éhringer Ingelheim, Eli-Lilly, Novo Nordisk, Sanofi-

Aventis, Mundipharr@ﬁ’&ﬁharmaceutica, Abbott, MSD, Neopharmed Gentili,
Menarini, Essex Ita\\lia%é\?censia Diabetes.
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Despite SoC therapies, patients mtﬁ CKD and

Q\’b
[ ] [ ]
T2D are at high risk of CKD pmgressmn
\{b
RENAAL: Losartan vs placebo? CREDENCE Q}hq@flozm vs placebo?
60 601 b\(b
S € 504
= %0 | RR=16% (95% Cl 2-28%) et 50 %?0 70&?5% Cl 0.59-0.82)
S 49 4 p=0.02 S 4o 0001
3 40 IR N
8 309 | — Placebo 3 2%7%0_ Placebo + RASI
= — Losartan §0 } ~ — Canagliflozin + RASI
=20 @) .
= \0 @%
(0] — -
E 10 Residual ns@ g § 10 Residual risk
0 - T T T ¢ 0 T T T T T T 1
0 12 24 36 O ,@ 0 6 12 18 24 30 36 42
’ Months since randomisation ??9 O\\Q No. at risk Months since randomisation
No. at ris o.atris
762 689 554 @O,o&\@ 36 2199 2178 2132 2047 1725 1129 621 170
751 692 & 52 2202 2181 2145 2081 1786 1211 646 196

Patients with severely increased albi.min'.x;a: 100%
Median UACR: 1249 mg/g

Primary composite outcome;
Doubling of SCr, kidney failure* =r all-cause death

Patients with moderately increased albuminuria: 11%
Patients with severely increased albuminuria: 88%
Median UACR: 927 mg/g

Primary composite outcome:
Kidney failure*, doubling of SCr or death from kidney/CV causes

O’{OQ 1. Brenner BM, et al. N Engl J Med 2001;345:861-869; 2. Perkovic V, et al. N Engl J Med 2019;380:2295-2306



Despite SoC therapies, patients mtﬁ CKD and

Q\(b
[ ] [ )
T2D are at high risk of CKD pmgressmn
\{b
RENAAL: Losartan vs placebo? DAPA-CKD: #fbﬁa@gllflozm vs placebo?
@60 n 60 (}Q’ 8\{0
=5 _ S
g 5 50 | RR=16% (95% CI 2-28%) g 50 (§®Hgﬁ8.64, 95% ClI 0.52-0.79
Rl L
© = R <
S .. | — Placebo eéb QI — Placebo
%g 07 __ Losartan 60 wgg’ — Dapagliflozin
2 220 @) 20
$50- w0
T 3 Residual ”S§§ Residual risk
S 0 - T T T T 0 T T T T T T T T
’b
0 12 24 36 OO ) Q’& 0 4 8 12 16 20 24 28 32
. Months since randomisation ??. Q No. at risk Months since randomisation
No. at ris 0. atris
762 689 554 s(s)c’, 36 1455 1383 1349 1307 1262 1155 910 580 215
692 583 ¢ 1451 1360 1321 1275 1224 1130 868 545 190

1. Brenner BM, et al. N Engl J M

Patients with severely increased albiniinuria: 100%
Median UACR: 1249 mg/g

Primary composite outcome:
Doubling of SCr, kidney faiI' sre* or all-cause death

Patients with severely increased albuminuria: 89.7%?3
Median UACR: 949 mg/g?

Primary composite outcome:
Sustained 250% eGFR decline, ESKD or death from

kidney or CV causes

/
?{3001 ;345:861-869; 2. Wheeler DC, et al. Lancet Diabetes Endocrinol 2021;9:22-31; 3. Wheeler DC, et al.
Nephrol Dial Transplant 202%@ 700-1711



To assess the effects of tinerenone to slow CKD

progression and redtice CV morbidity and
mortality in patients with CKD and T2D12




FIDELIO-DKD included a broad patlent;\ojbopulatlon
across early-to-late disease stages, &“CKD in T2D

1.2 F
Q Inclusion criteriat *{Z} % Albuminuria categories

« T2D and CKD, defined as either: (mg albumin/g creatinine)

_ UACR 30-<300 mg/g and eGFR ‘ A2 A3
225—-<60 ml/min/1.73 m2 *# or nformal to mildly Moderately Severely
— UACR 2300-<5000 mg/g and eGFR \ increased increased increased
225—<75 ml/min/1.73 m2 *
» Treated with either an ACEi or an ARB at maximal
tolerated dose
+ [K*] =4.8 mmol/I

Key exclusion criterial?

* HFrEF with NYHA class II-IV
 Other kidney disease* @)
O~
 Uncontrolled arterial hypertension Q‘ %
+ Dialysis for acute kidney failure or k|dn@ﬁr@§plant
>
Q@

*Two recruitment caps were prespecified and %Q? region; (1) the randomisation of patients with moderately increased albuminuria and diabetic retinopathy was

restricted to ~10% of all randomised patientsignd {&the randomisation of patients with severely increased albuminuria and eGFR 60~75 ml/min/1.73 m? was restricted to

~10% of all patients randomised with se@eéd\creased albuminuria; *And a history of diabetic retinopathy; *Known significant non-diabetic kidney disease, including
clinically relevant renal artery sten05|s, Wiea
DBP =100 mmHg at the screening st

<’>\

1. Bakris GL, et al. Am J Nephrol 2019;50:333—-344; 2. Bakris GL, et al. N EnglJ Med 2020;383:2219-29

sitting SBP 2170 mmHg or mean sitting DBP 2110 mmHg at the run-in visit or mean sitting SBP 2160 mmHg or mean sitting



FIDELIO-DKD was a double-blind, rgﬁdomised,

placebo-controlled tr

N\

'\{b
s 13,911 patients < 5734 patients ¥ & 2.6 years’ median .
s enrolled? * randomised?2 @@ follow-up? ¢
. Finerenone (initial tose 10 or 20 mg od*) }Eﬁf;\;&[ﬁ?mem .
4-16 weeks Post-treatment :
follow-up °

Optimisation of ACEI/ARB therapy

Key endpoints!?

1. Kidney composite

2. CV composite /‘\&' o

e
Time to kidney failure,” su%%\l@ﬁo Time to CV death, non-fatal MI, ¢
240% decrease in grom non-fatal stroke or |
baseline,* eré'BrA@?’death \ hospitalisation for HF
*Patients received an initial dose of study drt@ﬁgc I\é.-%g od or 20 od based on an eGFR at the screening visit of 25—<60 or 260 ml/min/1.73 m?, respectively. Up-titration of

study drug from 10 to 20 mg od was enc%{% m month 1 provided serum potassium <4.8 mmol/l and was eGFR stable; down-titration of study drug from 20 to 10 mg
od was permitted at any time after stgj\\)f tréatment; *ESKD or sustained eGFR <15 ml/min/1.73 mZ; *confirmed by two eGFR measurements >4 weeks apart

<~>\Q>Q 1. Bakris GL, et al. Am J Nephrol 2019;50:333—-344; 2. Bakris GL, et al. N Engl J Med 2020;383:2219-29



Patients had well-controlled diabetes, wﬂh@ﬁ*ne majority
receiving insulin and ~5% an SGLTQ,ZQ;mhlbltor

Q}{b 6\

Selected baseline characteristic i Qo Placebo (n=2841)
Mean age at enrolment, years \\,b%é‘t\ 65.7
Male, n (%) 1953 (68.9) 2030 (71.5)
Mean duration of T2D, years c,@o:\\%o\‘ 16.6 16.6
Mean HbALc, %, O L 77 7.7
Glucose-lowering therapies, n (%) Véo‘ g\Q‘ 2747 (97.0) 2777 (97.7)

Insulin, n (%) o0& 1843 (65.1) 1794 (63.1)

SGLT-2 inhibitor, n (%) S 124 (4.4) 135 (4.8)

GLP-1RA, n (%) N 189 (6.7) 205 (7.2)

186 (6.6) 216 (7.6)

Bakris GL et al. N Engl J Med 2020,383:2219-29



Patients had advanced

Selected baseline characteristic

\Oq

GKD

R

Placebo (n=2841)

Mean eGFR, ml/min/1.73 m? %‘ 44.3
<25 Mo 2.3) 69 (2.4)
eGFR at baseline, 25—<45 5> 3476 (52.1) 1505 (53.0)
ml/min/1.73 m?, AN
n (%) 45—<60 o2 Cg)b 972 (34.3) 928 (32.7)
>60 P 318 (11.2) 338 (11.9)
Median UACR, mg/g, (IQR) vi&e% 833 (441-1628) 867 (453-1645)
o &
UACR at baseline, mg/g, 30—<300 RS 350 (12.4) 335 (11.8)
n (%)* éo%\o& 2470 (87.2) 2493 (87.8)
Mean serum potassium, mmol/I @Q}Q‘ 4.4 4.4
ACE inhibitor, n (%) A{}si @@ 950 (33.5) 992 (34.9)
ARB, n (%) @QAoe“ 1879 (66.3) 1846 (65.0)

*0.4% of patients in bogh?ér&fbs had a UACR <30 mg/g at baseline
<>\’Z>Q

Bakris GL et al. N Engl ] Med 2020,383:2219-29
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Patients had well-controlled blog@pressure
and almost half had a hlstory\\@E\fV disease

‘%' @

Selected baseline characteristic Finerenon= (v=2833)

Placebo (n=2841)

Mean SBP, mmHg &i{lg&l 138.0
Medical history, n (%) 6‘@0‘*\4@
Hypertension QOQ & 22737 (96.6) 2768 (97.4)
Cardiovascular disease A\O @q 1303 (46.0) 1302 (45.8)
Heart failure R 195 (6.9) 241 (8.5)
Cardiovascular medication, n (%) QQO ,\9\0@
Beta blocker Qc? @ 1462 (51.6) 1506 (53.0)
Calcium channel blocker &b@ Q}é\o 1773 (62.6) 1812 (63.8)
Diuretic {5@@\’0 1577 (55.7) 1637 (57.6)
Statin @Q @ 2105 (74.3) 2110 (74.3)
Platelet aggregation mhj&ﬁgy 1633 (57.6) 1595 (56.1)
@» <

<>\'Z’Q

Bakris GL et al. N Engl ] Med 2020,383:2219-29




Finerenone significantly reduced the"rlsk of the
primary composite kidney endpc ttfvs placebo

Time to kidney failure*, sustained 240% decrease in eGFR from baselmg\ﬁ”\q@enal death
XS

40 O
< HR=0.82; 95% Cl 0.73-0.93 (0@0 O Placebo
= p=0.001 N 2° (600/2841, 21.1%)*
2 30- — 349 \5@ & Finerenone
5 ARR after 3 years = 3.4% e
o (95% Cl 0.6-6.2%) &2 (504/2833, 17.8%)*
S 504 NNT after 3 years = 29
B (95% Cl 16—166)
T
S 10
£
=]
O
0 O T T T |
0 6 12 Qf& B 24 30 36 42 48
e to first event (months
No. at risk {5@@\,{1\11 ( )
Finerenone 2833 N 1808 787 83
<.
Placebo 2841 Q586 1758 792 82

*ESKD or an eGFR <15 ml/éa}n/l % m?2 #sustained over >4 weeks; *over a median follow-up of 2.6 years
O\er Bakris GL et al. N Engl J Med 2020,383:2219-29



Finerenone had consistent effects on the
R

components of the primary.endpoint

Endpoint Finerenone Placebo Wz zard ratio (95% Cl)
(n=2833) (n=2841)
n (%) n per n (%) n per
100 PY 100 PY
> @
Primary composite kidney endpoint 504 (17.8) 7.59 600 (21.1) 6@?}\4@ —Q— 0.82 (0.73-0.93) 0.001
Q. 9
(SN
Kidney failure 208 (7.3)  2.99 235O @?)@q’b 39 —Q— 0.87 (0.72-1.05)  —
A &
O -
End-stage kidney disease 119 (4.2) 1.60 Q?%Q}%’ﬁg) 1.87 —Q— 0.86 (0.67-1.10) -
OIS
H * H ..
Sustalned. decreasg in eGFR to 167 (5.9) ?2900\\%99 (7.0)  2.87 ,_’_ 0.82 (0.67—1.01) _
<15 ml/min/1.73 m O QQ’ : : .
O7.0
Sustained* >40% decrease in N O
N — _
oGER from baseline 479 g‘§% )AQ,Q‘/'.Zl 577 (20.3) 8.73 '—‘.—' 0.81 (0.72-0.92)
X0 Q\(b
Renal death r&?&@l) 2 (<0.1) - _ _
R &
N\ \\O r 1
n refers to number of patients with,aj&veg\ 0'50 ]_’UD 2,[]0

*Confirmed by two eGFR measure‘@éntsg4 weeks apart

o
Bakris GLetal. N Eng‘g\‘ﬁwed 2020;383:2219-29

<« »

Favours finerenone Favours placebo



Finerenone significantly reduced the gﬁok of the key

Cumulative incidence (%)

No. at risk
Finerenone
Placebo

secondary CV endpoint vs piacebo

&
\\
Time to CV death, non-fatal Ml, non-fatal stroke or hospltallsatlonb*?)r,z@‘
- \Q’ ‘\’0
257 HR=0.86; 95% CI 0.75-0.99 S Placebo
p=0.03 N (420/2841, 14.8%)*
20 7 > & _
ARR after 3 years = 2.4% ; Fs'g(;;gggge 13001
15 4 (95% C1 0.3-4.5%) ( , 13.0%)
NNT after 3 years = 42
0, —
104 (95% C1 22-397)
5 -
0~ T T O O T T T T 1
0 6 12 & B 24 30 36 42 48
@ \/ﬁme to first event (months)
& @
2833 N 2017 984 m
<.
2841 oX (8653 1969 951 115
QY o
R

*over a median foIIow-upaf? 6 years

Q{b Bakris GL et al. N Engl J Med 2020,383:2219-29



Finerenone had consistent effects on cardlgx\ascular death,
myocardial infarction and hospltallsatlon fér heart failure

) \
s

()

Endpoint Finerenone Placebo Hazard ratio (95% Cl)
(n=2833) (n=2841)

A n per A) n per
100 PY 100 Y

Key secondary cardiovascular 6\ ’\A
A 367 (13.0) 5.11 420 (14.8()?) ‘;S\,gi& OO 0.86 (0.75-0.99)  0.03
G A
(2
Cardiovascular death 128 (4.5) 1.69 15@3.3\%0-’ 1.99 — 0.86 (0.68-1.08) -
?3\ %‘Q
Non-fatal MI 70 (2.5) 0'960 (@'®(3.1) 1.17 —— 0.80 (0.58-1.09)  —
<>J
Non-fatal stroke 90 (3.2) 0?1(& 87 (3.1) 1.18 I—’—l 1.03 (0.76-1.38) -
‘(’ &‘9
Hospitalisation for HF 13,5%(3 %14 1.89 162 (5.7) 2.21 —Q— 0.86 (0.68-1.08)  —
% e I 1
N\
R G 0,50 1,00 2,00
@Q \K\ < >

n refers to number of patients wnth@ev&t Favours finerenone Favours placebo

O\’OQ Bakris GL et al. N Engl J Med 2020,383:2219-29



Effects of finerenone on prespecified seg@hdary kidney
endpoints support the primary e dm)mt results

Change in UACR Secondary k{@?‘ie@omposne endpoint*®
o\@ 6\’0
- —~ 40 —
o % 7 LS mean ratio, 0.69; 95% C10.66-0.71 g égﬁRGO 76; 95% Cl 0.65-0.90
5 L2 1 0 D 2
0 -0 2330 f)&
S 10C 0 N 6\% Placebo
o @G (326/2841, 11.5%)"
S 08 - O
E S A
= 087 SN
S ! , : X e
S 04 7 Geometric mean (gSD) UACR at baseline: > S 104 .
= Fi 799 (2.7) OO Q\Q = Finerenone
0,2 4 Finerenone: . & S 252/7833. 8.9%)"
% Placebo: 815 (2.7) ;Y% O © (252/2833, 8.9%)
D’D T T T T T T \&)1' .\0<\‘| T 0 ] T T T T T T 1
0 4 8 12 16 20 24< 32 36 0 6 12 18 24 30 36 42 48
Months since rando(gbs%'@n Time to first event (months)
No. of patients {0 No. at risk
Finerenone 2831 2582 Q(b 41 856 2833 2655 1915 883 101
Placebo 2840 2598 \Q \C)®l825 834 2841 2636 1887 873 98

p-values for prespecified hierarchical outcon@b ﬁv the key secondary outcome are not reported because of N EngJ Med guidelines for statistical reporting
*Composite of time to first onset of kldne ||ur§ sustained >57% decrease in eGFR from baseline (confirmed by two eGFR measurements >4 weeks apart), or renal death;
#over a median follow-up of 2.6 years Q

0\ Bakris GL et al. N Engl J Med 2020,383:2219-29



\OQ\V
The acute effect of finerenone is a drop ig?eGFR but the
. . S .
long-term effect is a slowing of egeg\&declme*

K
N
& &7
[ - I Chronic a\’b ‘7\‘\’0 )
2 1 > < A ”
28 O3> 36 40 44
] m\\\l o‘ll ] L]

o — :
C nghnuallsed change in eGFR¥,
o) /m'(éi\_L.73 m2/year (95% Cl):
F'§e none: —2.66 (—2.96 to —2.36)
@ cebo: —3.97 (—4.27 to —3.66)

eGFR LS mean change (ml/min/1.73 m?)

10 4 [ Acute change in ecrry, QV“ Q}Q’ \{}\ Mean eGFR at bgselme
mI/min/1.73 m2(95% Cl): OO~ Q& 4 (ml/min/1.73 m?):
-12 - | Finerenone: —-3.18 (-3.44t0 —2.91) Q~ O\\Q %” Finerenone=44.4+125
Placebo: —0.73 (~1.03 to —0.44) O?* o
-14 O”. OQ Placebo=44.3+12.6
P s .
'16 - 6(0 AQK
N x? O Months since randomisation
Finerenone 2799 2722 F13 X 1870 867 336
Placebo 2800 2720 Q,ngj‘ 1846 844 339
Q&

*Mixed model analysis of eGFR over&j&e @H analysis set; #LS mean change in eGFR slope from baseline to month 4; *LS mean change in eGFR slope from month 4 to
the permanent discontinuation or d-o&tudy visit

O
Q{bQ Bakris GL et al. N Engl J Med 2020,383:2219-29



Overall, treatment-emergent adveyﬁe events
were not more frequent with ﬁmérenone

Treatment-emergent adverse events, n (%)

Placebo (n=2831)

Overall events Q}\’b Q)’b%
X0 2
Any AE N %éa‘es (87.3) 2478 (87.5)
(XN
Any SAE O° qrob 902 (31.9) 971 (34.3)
O\"‘ Q\D.
Events related to study drug )
O?‘ ’Z}Q
, O &
Any study drug-related AE ??9 O.\@ 646 (22.9) 449 (15.9)
Any study drug-related SAE QO 4 48 (1.7) 34 (1.2)
QS °
Events leading to treatment disconti®atiéh
\’b’ \(b
Any AE leading to dlscontlnuab"fogebf study drug 207 (7.3) 168 (5.9)
Any SAE leading to d|scqbt?r&§|§t|on of study drug 75 (2.7) 78 (2.8)

AE, adverse event; SAE, serious adverse event

<>\'Z’Q

Bakris GL et al. N Engl J Med 2020,383:2219-29



. . . ol
Finerenone had a predictable impagt on serum

° ‘O\ ‘\\,
potassium S
Q}{b 6\
54 - Xy @
(0.25) (0.24) (0.21) (%@1)@ (0.20)
§ 5,2 7 B ) %0\@
(@) - T T -
£ 50 - _ _ [ Qqﬁ.
£ 48 [ ,@?Ae} Mean baseline serum [K*]
¥ S . Finerenone: 4.37£0.46
= 4,6 s Placebo: 4.37+0.46
g 4,4 @
ba29) 1| RS
S 4,0 - | ] O |
= " N - - 4
3,8 1 (0.02 (0.04) g}@&o(’o.os) (0.07) (0.07)
316 T T O T T T T T
0 4 8 12 5’0%6@} 20 28 32 36 40 44

\’b M@nths since randomlsatlon

Maximum mean difference in serum potassium between groups = 0.23 mmol/l at month 4

Numbers in parentheses shox&a@e from baseline; error bars show standard deviation

OQQ Bakris GL et al. N Engl J Med 2020,383:2219-29



The incidences of treatment dlscontmhatlon and
hospitalisation due to hyperkalagfma were low

NP
B Finerenone (n=2827) ®Placebo (1%&‘?8
’b
Any treatment-emergent AE Treatmemo@mg?gent AE with clinical consequences
1 | | |

3 25 _ 1 I ®\\v @u 1

X S

w 516 b\“’@ N
o< 201 (18%) @ .
£ T o O
'S 333
2 D15 - 2
g8 15 (12%) &
39 10 -
® C
a o9

£ 51 8 0 0

) (0,3%) (0%)  (0%)

- 0 T 1

I%Qa\ngf} to study Leading to Leading to Leading to death
{0 & drug permanent hospitalisation

Q,Q discontinuation

Q IQVestlgator -reported AEs relating to hyperkalaemia*
*Investigator-reported AEs using thg_,&led@RA preferred terms ‘hyperkalemia’ and ‘blood potassium increased’

Q\@Q Bakris GL et al. N Engl J Med 2020,383:2219-29



QV

Gynaecomastla and acute kidney wg;ﬁry or acute

Placebo (N=2831)

Reproductive system and breast disorders b\{’(b g \AQ}
Breast hyperplasia eoe 6\%0 0 3(0.1)
Gynaecomastia \QO &Q(b 6 (0.2) 6 (0.2)
Kidney-related AEs C)??? eé\Q
Acute kidney injury OO ~\Q\°® 129 (4.6) 136 (4.8)
Hospitalisation due to acute kidney |nJur\<-)?<~2~ 53 (1.9) 47 (1.7)
Treatment discontinuation due to acu@cﬁ@wey injury 5(0.2) 7 (0.2)
Hospitalisation due to acute rena@%l@s(bé* 70 (2.5) 71 (2.5)
Treatment discontinuation duQ'Qoa%ute renal failure* 31(1.1) 36 (1.3)
Q N

Qle}dlsed MedDRA Query term ‘acute renal failure’
@\

Q\@Q Bakris GL et al. N Engl J Med 2020,383:2219-29



Finerenone had modest effects on bl@% pressure
and did not affect blood glugbse

Mean SBP (mmHg)

NGRS
Change in SBP over time Changein I-[\tg-\\{i\%@Ver time
—Placebo —Fi \Q{S\@}
acebo lnerea_pcfe‘.o\
160 10 N3
(0.68) (0.87) (0.38) (-0.12) (-0.08) > &Q&)Z) (0.05) (0.08) (0.07) (0.05)
150 )
& >
140 P &s
QIR - HO-O-O~-0=00=P=0
T
130 X 57 -
’ % T - - =+ <+ * 1 3 1 2 1 %
120 4+ L 4+ L L0 I+ ax 6
(-3.20) (-2.13) (-1.83) Q(.\G"Sé@ (-2.84) (0.03)  (0.07) (0.14) (0.16) (0.09)
110 | | | | | | | | 0’:{ \\f?} | | 5 | T T T T T T ] T T T
04812162024&@&2{0364044 0 4 8 12 16 20 24 28 32 36 40 44
Months since ra\@@%crjﬁkeation Months since randomisation
Numbers in parentheses show chgbg%éré\m baseline; error bars show standard deviation
é\\\"
O
Q\’Z’Q Bakris GL et al. N Engl J Med 2020,383:2219-29
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Favourable-benefit risk

Overall treatment-
emergent AEs and SAEs
were similar with
finerenone and placebo?

Irst in CKD In
D)

First positive long-term
phase Ill trial to Kidney* and CV@EV}Q"[S# of

investigate the effects of a finerenone lgéd on a
novel nonsteroidal backgroung@F'ggfimised RAS

selective MRA in a broad blockad ‘5 da\ﬁell controlled
patient population with HbA]écan’\%mOd pressure!

advanced CKD and T2D? Q~ ﬁ\g
X @
P

: : e . . : inci
Finerenone has benefits on &b\,g?eclmlcal evidence suggests effects h Lkoml/ mc@ence cl)tf .

clinically important kidney* {5\ @ of finerenone driven by yper aaemtl?restu mg? "

and CV outcomes# Qrb N\ inflammation and fibrosis? permanent treatmen
?) \00 discontinuation?

*Time to first onset of kidney fallurQ Q}@ﬁed >40% decrease in eGFR from baseline (confirmed by two eGFR measurements >4 weeks apart ), or renal
death; #time to first onset of CV th non-fatal MI, non-fatal stroke or hospitalisation for HF

0\(b 1. Bakris GL, et al. N EnglJ Med 2020;383:2219-29.2. Agarwal R, et al. Eur Heart J 2021;42(2):152-161
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Nephrol Dial Transplant (2022) 37: 1261-1269 QN s\\(b
https://doi.org/10.1093/ndt/gfab336 ,z'}\q’ ‘%\6
Advance Access publication date 25 November 2021 .(0*\' 2
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&
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’b \Q

Effects of canagliflozin versus ﬁneaeeﬁggéne on cardiorenal
outcomes: exploratory post hogcaehgﬁyses from FIDELIO-DKD

compared to reported CREWE results
’b
& )
Rajiv Agarwal ®!, Stefan D. Anker?, G%}aéﬁ‘mos F111ppat0s Bertram Pitt*, Peter Rossing ®°*,
Luis M. Ruilope”®?, John Boletis'% %Rb‘ert Toto'!, Guillermo E. Umpierrez'?, Christoph Wanner ®'3,
Takashi Wada ®'*, Charlie Scott?} Q)}@’ner Ioseph16 Tke Ogbaa'’, Luke Roberts'®, Markus F. Scheerer® and
George L. Bakris?’; on beha]é%f.sﬁe FIDELIO-DKD investigators




FIDELIO-DKD and CREDENCE: |nC|USi0n/EXCl&S?\§(}iv0n criteria

[ % Ll o L
UACR (mg/g) CKD ig&lysion criteria
Al A2 A3 \

(N

Normal to mildly Moderately Severely

Key exclusion criteria

increased increased increased

0-29 30-299 300-<5000 clinically relevant renal artery stenosis

L e
. Non-diabetic HP@‘@CI,“gm’

Y
© HbALe>12%L O

. Uncontr@%d@j%rial hypertension (Mean sitting SBP 2170 mm Hg or mean
sitti@B&@ilO mm Hg at the run-in visit or mean sitting SBP 2160 mm Hg)

. %%t\&%atic HFrEF (class -1V NYHA)
)

'OO S@Qgﬁm [K*] >4.8 mmol/L |

@ .l:qu LIO-DKD Bakris GB,. et al N EnglJ Med 2020;383:2219-2229
2

48 CREDENCE

Al A2 A3 S
Norlmalto mildly Moderately .Severm_/ Key exclusion criteria
increased increased increased

0-29 300--<5030 Non-diabetic kidney disease

(0]
[y

G2 60-89
3a 45-59
3b 30-44

GFR
mL/min/1.73 m?)
Q| O

~

G4 15-29

Uncontrolled arterial hypertension (SBP 2180 and/or diastolic BP 2100 mmHg
by week-2)

Class IV NYHA HF
MRA treatment at baseline

GFR
(mL/min/1.73 m2)

Serum [K*] >5.5 mmol/L

PerkovicV, et al. N EnglJ Med 2019;380:2295-2306



FIDELIO-DKD and CREDENCE: Endpoint‘definitions
RS

Kidney-specific composite endpoint

Kidney failure - Q@\@@\
*Chronic dialysis for 290 days é}é,\?\,z}\(b
*Kidney transplant ’%\6\
“Sustained eGFR <15 mL/min/1.73 m? ¥ %
Sustained 240% decrease in eGFI}gﬁoﬁ%aselme
Q
Renal death @o
\0 \QQ’ Bakris GB,. et al N EnglJ Med 2020;383:2219-2229
O<
C)?~ \‘b
S

ESKD Q‘ >

Chronic dlalys@rﬁo days

Kidney tran

Sustame@eGE&R <15 mL/min/1.73 m?2
Sustzwﬁ?é%@ﬁ% decrease in eGFR from baseline
R@%g&eath
Q
0(°CV death

<>\(Z> PerkovicV, et al. N EnglJ Med 2019;380:2295-2306




In FIDELIO-DKD, finerenone 5|gn|f|cantlgod@educed the
risk of the composite kidney outcpﬁse by 18%

FIDELIO-DKD primary endpoint (kidney-specific composite mcl»:@ll@\’ decrease in eGFR)*

AN
of &
4017 Lo SR
HR=0.82 (95% CI 0.73-0.93) <" 2 Placebo
p=0.001 NI
. i 0 & (600/2841)
304 NNT at 3 years=29 6\5\ 0‘*\4
0@ =)
6 .
Finerenone

Cumulative incidence (%)

20 (504/2833)
10 1
0 T T \C} \O(‘\ T T T T T 1
0 6 ;bg‘ & 18 24 30 36 42 48
No. at rick \@6 \’0\\ Time to first event (months)
Placebo 2841 2724 (b{b 6 2379 1758 1248 792 453 82
Finerenone 2833 2705 Q A 2397 1808 1274 787 441 83

*Composite of kidney failure (.59([1& an eGFR <15 mL/min/1.73 m?), sustained >40% decrease in eGFR from baseline, or renal death.
Cl, confidence interval; ESK& er@%tage kidney disease; HR, hazard ratio

Q\’OQ Bakris GL et al. N Engl J Med 2020,383:2219-29



In CREDENCE, canagliflozin significgﬁ% reduced
the risk of cardiorenal composite@eﬁijﬁd\point by 30%

> O
CREDENCE primary endpoint (cardiorenal composite incl. 257%‘??%@%% in eGFR + CV death)*

i AN
20- &%
HR=0.70 (95% CI 0.59-0.82) (b% @9\
p=0.00001 N @
€ 304 NNTat2.5 years=22 \5{0 N\
= &S & Placebo
: PR (340/2199)
>
£ 201 P &
2 .
2 > &
£ 10 Q Canagliflozin
o (245/2202)
0 T T \(.J '\()‘ T T T T 1
0 6 ;bél* & 18 24 30 36 42
No. at risk @ \,zpfonths since randomization
Placebo 2199 2178 (b{b %@2 2047 1725 1129 621 170
Canagliflozin 2202 218]®Q N\2145 2081 1786 1211 646 196
N

*Composite of ESKD, doubling Qggerqf‘h creatinine (sustained for 230 days) or renal/CV death. ESKD was defined as dialysis for 230
days, kidney transplantationé&Fngf <15 mL/min/1.73 m? for 230 days

o)
<~><<>Q Perkovic V, et al. N Engl J Med 2019;380:2295-2306



Analysis aims and dgs’lén

\\fo° b\
/ To assess how differences in trial design bet\/\qe%\é@
@ FIDELIO-DKD and CREDENCE mflue@é@ﬁelatlve treatment effects

-
7
N
(o]

\\’b
\’0 AQ’
Equivalent CKD Equivalent g@\agbmts Matched HF incidence
inclusion criteria
\O @q
UACR (mg/g) O(é TSI
@ SE (%) | e HiHE o
ecific .07 s 8880
¢ & Scomposite 1‘1‘1”1‘*
g 60-89 Q§) S
%% 45-59 ®: Iy 2 —— | .
£ A ardiorena o
g 4 > @ composite @ 14.8% T‘H‘T‘ﬂ“ﬂ“ﬂ‘i @

R

Q@Q Agarwal R et al. Nephrol Dial Transplant 2022; 37: 1261-1269



When key differences in trial design are accounteqz\?or FIDELIO-DKD
and CREDENCE demonstrate cardiorenal beneflts&t\‘smllar magnitude

b\
Dataset Composite Equivalent Equivalent CKD Matched HF *{b @zard ratio (95% Cl) P-value

endpoint endpoints? eligibility criteria? incidence? ,;(b \\’b

Kidney-specific OCJ\Q) S\\'{b 5

FIDELIO-DKD (with a 40% eGFR X X X O o —H— 070380 93 0.001
decline component) \\’b > (Ore=88)
20 &
0@ 6\%
0% @
O &
S0
O?‘ (&Q)
O &
O {\
w3
O @
OO
<L o
AR\
x‘('b' \o
&7 (@ 0.4 0.8 1.0 1.6
> @
\@Q’ 0@ <+<—— Favors comparator Favors placebo ——
QL

*Patients with an eGFR >75 r’(&&%@ﬁ 73 m? were ineligible for FIDELIO-DKD; #p-value unavailable as this was an inflation analysis

OQQ Agarwal R et al. Nephrol Dial Transplant 2022; 37: 1261-1269



In the FIDELIO-DKD CREDENCE-like subgroup, finefénone reduced
the risk of the cardiorenal outcome by 2@9\@3{5 placebo
%

o

o R
NS
FIDELIO-DKD ‘CREDENCE-like’ subgroup? *{b @@ CREDENCE trial
Finerenone Placebo Can\éﬁfl?{g Placebo
(n=2291) (n=2328) Hazard ratio P- = 282) (n=2199) Hazard ratio P-
n/1000 PYs n/1000 PYs (95% Cl) value Sn/1 PYs n/1000 PYs (95% Cl) value
Cardiorenal composite 0.74 N Q 0.70
end point 43.9 59.5 - (0.63-0.87) 0{){3@8 Q} 43.2 61.2 —0- (0.59-0.82) 0.00 001
Kidney failure 22.8 28.2 — 0.81 Qb% 05}\ 20.4 29.4 —— 0.68 0.002
’ ’ (0.64—1 .02%0 6\ ' ' (0.54-0.86) ’
ESKD (dialysis or kidney - 0.720) o o 0.74 _
transplant) 1.5 16.2 (0.5@.9%)\@0-’ 0.04 13.3 7.7 (0.55-1.00)
Sustained decrease in - 80\ 0 0.60 _
eGFR < 15 ml/min/1.73 m? 188 234 O%.G{Q;?M) 0.0 136 22.2 (0.45-0.80)
Sustained decrease in eGFR O Luss 0.60
> 57% (relative to baseline) 24.2 372 Q 0\@.52—0.80) < 0.0001 207 338 = (0.48-0.76) 0001
Renal death - - OQV N4 - - 0.3 0.9 - -
N\
. o 0.90 0.78
Cardiovascular death 16.6 18 8’0 N9 —1 0.44 19.0 244 —— 0.05
(0.69-1.18) (0.61-1.00)
Kidney-specific composite f&'fb Q\(b 0.69 0.66
end pointoe 30.6 Q(b\ 1 —l— (0.57—0.84) 0.0002 27.0 4.0.4 .% (0.53-0.81) <0.001
\Q’ U025 050 1.00 2.00 0.25 0.50 1.00 2.00
’bQ < — — «— —
\\'A Q@ﬁ:avors finerenone Favors placebo Favors canagliflozin Favors placebo
<>
O

Agarwal R et al. Nephrol Dial Transplant 2022; 37: 1261-1269



Patients treated with SGLT-2i at baseline had hlgher eGFR and
HbA1lc, and lower median UACR and SBP tha;ﬁ ;hose without

No SGLT-2i No SGLT-2i
. o 9% (e S o (e
Patient characteristic (n=5415) SGLT-2i (n=259) Medication use, n (%! (n=5415) SGLT-2i (n=259)
Age, years 669 63+10 ACEi O,OO r~ 1865 (34) 77 (30)
Race, White 3412 (63) 180 (70) ARBND @ 3543 (65) 182 (70)
— X

Black/AA 255 (5) 9(4) \O\@eg\q@ 3069 (57) 145 (56)

Asian 1382 (26) 58 (22) ¥ S):E\a&lps 3992 (74) 223 (86)
Sex, male 3795 (70) 188 (73) O be\gtassium-lowering agents 131 (2) 5(2)
SBP, mmHg 138+14" 13514 Q\Q Q(o ” Glucose-lowering therapies 5265 (97) 259 (100)

N\
BMI, kg/m? 31+6* 32+6 C?‘ \Q,% Insulin and analogues 3464 (64) 173 (67)
Duration of diabetes, years 17495 17{9 \Q' GLP-1RA 346 (6) 48 (19)
HbA1lc 7.741.58 Q‘&E&O s
GFR, mL/min/1.73 m2 44139 C) . . ..
eGFR, ml/min/1.73 m S At baseline, 259 (4.6%) patients were receiving
ST PR, e L 441051 a0 %4%-3’!0-4 SGLT-2i. After the study start, SGLT-2i was initiated
UACR, mg/g, median (IQR) 866 (456—165(3$€0 ‘e\ 619 (370-1258) as a new medication in 328 (5.8%) patients
History of CV disease 248 y QAG 117 (45)
alues are n (%) or mean = sD UN eQ [se stated. symborls indicate data missing for the stated number of patients: #n=5; *n=17; Sn=11; "n=2;
**n 3

AA, African American; BMI, bodgaj?iass?\dex GLP-1RA, glucagon-like peptide-1receptor agonist; IQR, interquartile range; SD, standard deviation
O\’OQ Rossing P et al. Kidney Int Rep 2022; 7: 36—45



Kidney benefit was consistent wrespectwe of
SGLT-2i use at baseline and dumﬁg ‘the trial®

- @\ @9\

5 Finerenone Placebo p-

L n/N (%) n/N (%) 4 interaction*
Primary composite kidney outcome* ‘{{b :&Q}

Overall FIDELIO-DKD population? 504/2833 (17.8) 600/2841 (21.1) 0@ %0\' 0.82 (0.73-0.93)

No SGLT-2i at baseline 490/2709 (18.1) 590/2706 (21. %Q Q’bv 0.82 (0.72-0.92) ( 0.21 s

SGLT-2i at baseline 14/124 (11.3) 10/135@V - 1.38 (0.61-3.10) \_/
Secondary composite kidney outcome* Q?" \0

Overall FIDELIO-DKD population? 252/2833 (8.9) 3@28‘4\%(11 5) 0.76 (0.65-0.90)

No SGLT-2i at baseline 249/2709 (9.2) 0%2‘%2906 (11.8) 0.77 (0.65-0.91) 0.54

SGLT-2i at baseline 3/124 (2. 4)Q~ {o\ 6/135 (4.4) 0.50 (0.12-1.99) N

3 1. Rossing P et al. Kidney Int Rep 2022; 7: 36—45
0\{0 2. Bakris GL, et al. N Engl J Med 2020;383;2219-2229



The change in UACR from baseline to@honth 4 was
consistent irrespective of SGLT- Zmlsé at baseline

N
<\® 7
& \\(b
Without SGLT-2i Wit SGLT- 2(},\ \’0
P 9
2 1 2 (g\(b ®(b —8— Finerenoned
N
% E 65{0 K\QQ) =®— Placebo
@ 15 8 4@ &
g 50 &
. FES
= 9@
5 1 —— —— — A :
c @ of T 1
2 Of o% & 1 [
B 05 QO .\Q\Q @ 05 . 1
Ratio of LS means (95% CI) at month 4: & é Ratio of LS means (95% Cl) at month 4:
0.68 (0.65-0.71); p<0.001 C)O O(\Q 0.75 (0.62-0.90); p=0.0024
0 N 0

0 4 8 12 16 20 o2 2&,;(‘.33@* 36

Months since randomisatio@ N4

& &
No. of patients @Q @4
Finerenone 2604 2465 Q*l?@ 818
>
Placebo 2597 IR QQ}Mz 798

£
«F

4 8 12 16 20 24 28 32 36

0
Months since randomisation
No. of patients
Finerenone 121 117 72 38
Placebo 129 127 83 36

Rossing P et al. Kidney Int Rep 2022; 7: 36—45



CV benefit was consistent wrespectm% of SGLT-
2i use at baseline and durmtt‘hé triall

o Finerenone Placebo p-
utcome . .
nIN (%) n/N (%) interaction*
O .
Key secondary composite CV# outcome 9" o
’3\(0 ‘0’0
367/2833 420/2841 N 0.86
. ion2 R\ :
Overall FIDELIO-DKD population (13.0) (14.8) 6‘5\ C‘@ o (0.75-0.99)
. . N 0.85
No SGLT-2i at baseline 352/2709 (13.0)  405/2706 @g:.i)%é i (0.74-0.98) 0.46
~D
. . 15/124 d@l 4 ' ' 1.12
SGLT-2i at baseline (12.1) % (11,53\1 - L 4 - (0.55-2.30)

OO \ 0,25 0,50 1,00 2,00 4,00

>
»

<
<

Q~0 \\Q Favours finerenone  Favours placebo

Finerenone benefit for theXey secondary CV outcome was also consistent regardless
of SGLT-2i use at any time (p-value for interaction 0.26)*

*Hazard ratios (95% Cl) and interaction p-values o @id) are based on stratified Cox proportional hazards models including treatment, subgroup, and a subgroup by
treatment interaction term as fixed effects; 2\ ary composite CV outcome included the number of patients with CV death, non-fatal Ml, non-fatal stroke, or
hospitalisation for heart failure!; *Cox prop R0 f\\azards model after forward selection (including the following variables: history of CV disease, diuretics use at baseline,
age at run-in, baseline HbAlc, basellna\ér e protein, baseline serum creatinine, baseline serum albumin, and baseline systolic blood pressure) was also used to
determine the effect of SGLT-2i use a@y time during the trial, including SGLT-2i use as a time-dependent covariate

Q\{bQ 1. Rossing P et al. Kidney Int Rep 2022; 7: 36—45. 2. Bakris GL, et al. N Engl J Med 2020;383;2219-2229



Overall safety outcomes were consistent, W|tl'10\freatment-
emergent hyperkalaemia-related events Iowgﬁn patients with
SGLT-2i use at baseline compared wﬂl;ﬁbbse without

No SGLT-2i at baselin¢ SGLT-2i at baseline

Treatment-emergent AE, n (%) Finerenone Flicebs Finerenone Placebo
(n=2703) :’*\=2696) (n=124) (n=135)
Any AE 2355 (87.1) D O 228T (87.6) 113 (91.1) 117 (86.7)
Related to study drug 621 (23.0) AQ (.QQ34 (16.1) 25 (20.2) 15 (11.1)
Leading to permanent discontinuation 202 (7.5) (,@ 5\\%" 161 (6.0) 5 (4.0) 7 (5.2)
Any SAE 863 BLONC @ 931(345) 39 (31.5) 40 (29.6)
Related to study drug 17 () (@~ 34 (1.3) 1(0.8) 0 (0.0)
Leading to permanent discontinuation l@fﬁ}:ﬂ\\e 77 (2.9) 4 (3.2) 1(0.7)
AE with outcome death 80 3% 49 (1.8 1(0.8 2(15
Treatment-emergent hyperkalaemia AE, n (%)
Any AE % o O506 (18.7) 251 (9.3) 10 (8.1) 4 (3.0)
| Related to study drug O OQ' 328 (12.1) 132 (4.9) 5 (4.0) 3(2.2) |
Leading to permanent discontinuation ,A \b‘ 63 (2.3) 24 (0.9) 1 (0.8) 1(0.7)

Treatment-emergent AEs of interest by system

organ class (>5% patients)
Hypertension 0 W@ 205 (7.6) 262 (9.7) 7 (5.6) 11 (8.1)

Hypoglycemia NS 147 (5.4) 187 (6.9) 4 (3.2) 7 (5.2)

R
AE, adverse event; GLP-1RA, glu%@n@@peptide-l receptor agonist; SAE, serious adverse event; SGLT-2i, sodium-glucose co-transporter-2 inhibitor

O
<~><Z>Q Rossing P et al. Kidney Int Rep 2022; 7: 36—45
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LS mean ratio to baseline

Effect on albuminuria over ggzme by
baseline GLP-1RA u&e

@ @6
With GLP-1RA at baseline W|thqﬁ"rb6tP -1RA at baseline
15 4 _ 1
—— Finerenone —— Placebo \\ (b —— Finerenone —— Placebo
& AQ’
b‘%%é\

] o’ & 4@/'%]
1.0 >0 10 N
OO

0
RIS
0.5 4 Q‘O @ g 05 -
Geometric mean albumin-to-creatinine ratio at baseline: c)(')v (@ g Geometric mean albumin-to-creatinine ratio at baseline:
Finerenone, 768.33 (geometric SD, 2.75) QB @\O ) Finerenone, 801.02 (geometric SD, 2.64)
Placebo, 731.84 (geometric SD, 2.67) P W - Placebo, 821.56 (geometric SD, 2.66)
00 T T T T T Ié\?) Ig\fb T T 00 T T T T T T T T T
0 4 § 12 16 20 4 32 36 0 4 g8 12 16 20 24 28 32 36
Months since r@g@zatlon Months since randomization

O{OQ Rossing P et al. Diabetes Obes Metab. 2022;24:125-134



Primary and secondary composnte
outcomes by baseline GI;B%@RA use

Os
\\v
Finerenone Placebo OQ\Q) 6 {b'
Outcome S5 o Hazard ratio (95% CI)t oo
n/N (%) n per 100 PY n/N (%) n per&&YQ(b
D
Primary composite kidney outcome 60 (}\ 0.15
Q. 9
GLP-1RA at baseline 32/189 (16.9) 7.03 32/205 (15.66CJ 6\6.29 —— 1.17 (0.71, 1.90)
No GLP-1RA at baseline 472/2644 (17.9) 7.63 568/26%@ S)QQ(O 9.32 [ § 0.80 (0.71, 0.91)
<
Secondary composite kidney outcome Q K 0.33
y comp y z§ S
GLP-1RA at baseline 18/189 (9.5) 3.82 C) 0/, (9.8) 3.80 —— 1.04 (0.55, 1.96)
O
No GLP-1RA at baseline 234/2644 (8.9) 3.6309 K@/Z&BG (11.6) 4.81 il 0.75 (0.63, 0.88)
o\
v \J
Secondary composite CV outcome (')\?~ 0.51
O &
GLP-1RA at baseline 27/189 (14.3) Q~ 5 {49 28/205 (13.7) 5.20 —— 1.02 (0.60, 1.74)
No GLP-1RA at baseline 340/2644 ( 12@ (0 07 392/2636 (14.9) 5.98 HilH 0.85 (0.73, 0.98)
\(b' <G 0.25 0.50 1.00 2.00 4.00
> @
QN
N4 \ '
Q \\ Favours finerenone Favours placebo
2
& Q
QO
O Rossing P et al. Diabetes Obes Metab. 2022;24:125-134
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Finerenone in Patients With CKD ind Type 2
Diabetes According to Basgline HbAlc

Finerenone (N=2826)  Placebo (N=2837) %o 5\; i ratio (85% ) p
Outcome by /100 /100 2 fo azard ratio ) . .
baseline HbA:c n/N (%) 73Ys n/N (%) I}DYS \(b’l} \Q} for interaction
Primary composite kidney outcome eb\) %*\‘
)

HbA1c <7.5% 260/1384 (18.8) 7.92  304/1410 (21.6) 1 8,0 —e—r 0.86 (0.73-1.02) 0.41

HbA1c 27.5% 243/1442 (16.9) 7.27 296/1427 (2%@ —— 0.78 (0.66-0.93)
Secondary composite kidney outcome

HbA1c <7.5% 129/1384 (9.3) 3.77 171/@0 && 1) 495 +—@— 0.78 (0.62—-0.98) 0.80

HbA1c 27.5% 122/1442 (8.5) 3.50 pﬁ‘ zg@ (109) 453 — @ 0.74 (0.59-0.94)
Key secondary composite CV outcome Q§Jv %\O

HbA1C <7.5% 164/1384 (11.8) 4e>© \1%7/1410 (13.3) 5.21 — o 0.88 (0.71-1.09) 0.70

HbA1c 27.5% 201/1442 (13. %g% Q@ ® 93311427 (16.3) 6.67 P 0.83 (0.69-1.01)

Q@Q,\o@ 05 10 20
23 Favors finerenone Favors placeb
R placebo
B
O

Rossing P et al. Diabetes Care 2022;45:888-897



Finerenone in Patients With CKD ind Type 2
Diabetes According to Ins@ﬁn Use

’b
R
\(b \\(b

Finerenone (N=2833) Placebo (N=2841)

&

Outcome by

%6 Hazard ratio (95% CI)

P

e . n/100 n/100 for interaction
baseline insulin use n/N (%) PYs N (%) pyg oq}\’:@’b
Primary composite kidney outcome b\“r\ Og\“
No insulin at baseline 172/990 (17.4) 7.14 218/1047 (20.8) @%@\ —— 0.79 (0.64-0.96) 0.56
Insulin at baseline 332/1843 (18.0) 7.85 382/1794 2\@9 @38 —— 0.85 (0.73-0.98)
Secondary composite kidney outcome %\) \Q
No insulin at baseline  86/990 (8.7) 3.44 119/6%7@1 4) 4.57 @ 0.75 (0.57-1.00) 0.93
Insulin at baseline 166/1843 (9.0) 3.76 @91@% 11.5) 484 +—@— 0.74 (0.59-0.94)
Key secondary composite CV outcome \Q \O(\
No insulin at baseline  112/990 (11.3) g@qll\@‘l 21/1047 (11.6) 4.50 ® 0.88 (0.71-1.09) 0.70
Insulin at baseline 255/1843 (13, @955@ 299/1794 (16.7) 6.79 —— 0.83 (0.69-1.01)
l w T
@Q’ 064 05 ) 10 R 20
@Q \*\ Favors finerenone Favors placebo
& QY
2

<’)<?>Q Rossing P et al. Diabetes Care 2022;45:888-897



Finerenone Reduces New-Onset Atriﬁaf%ibrillation
O
in Patients With CKD and Type2Diabetes

N

(o =)
FIGURE 1 Time to New-Onset of AFF in Patients Without a History of AFF & *\' @

@

Finerenone = 82/2,593 (3.2%; incidence: 1.20 p 6'0\0 @,@95% Cl: 0.96-1 .48)
Placebo = 117/2,620 (4.5%; incidence: 1.72 per. 0{5?7\95% Cl: 1.42-2.04)
HR: 0.71 (95% Cl: 0.53-0.94); p = 0.0164 ,&\(b @
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KDIGO 2022 CLINICAL PRACTICE GUIDELIN@\*OR DIABETES
MANAGEMENT IN CHRONIC KIDI}}?I:Q\QDISEASE
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