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Results HbA1c effect

e At month 6, HbA1c remained stable in both treatment groups; mean change from baseline was 0.03% in the finerenone group and 0.00% in the placebo group, with a between-group difference

Background

. . . o . Baseline characteristics of 0.08% over 6 months (p=0.37
e Up to 40% of patients with type 1 diabetes (T1D) develop chronic kidney disease (CKD)." (b )
Despite treatment with renin—angiotensin system inhibitors, CKD in patients with T1D e Baseline HbA1c was available for 240 of 242 participants enrolled in FINE-ONE. Mean UACR by baseline HbA1c and T1D duration
p y g g tandard deviation) baseline HbA1 d diabetes durati 7.6% (1.1; 60 [12.0 l/mol
' ' ' ' ' ' ' ' naar vialion IN n I ration wer : . Ul Mmmoil/m - - - - -
continues to be associated with an increased risk of kidney failure, cardiovascular (standard deviation) baseline HbA1c and diabetes duration were 7.6% (1.1; 60 [12.0] mmal/mol) e Median UACR decreased from 574.6 to 373.5 mg/g with finerenone and from 506.4 to 475.6 mg/g with placebo, corresponding to a —25% (95% CI| —35, —13; p<0.001) placebo-corrected change®
disease, and premature mortality, highlighting the need for new therapies?5 and 32.0 (14.2) years, respectively | | | o | | | | | _
| _ | . o - . . e Overall, percentage change in UACR did not differ significantly by HbA1c and T1D duration tertiles (P interaction = 0.409 and 0.699, respectively; Figure 2)
o Treatment with the nonsteroidal mineralocorticoid receptor antagonist finerenone e Overall, most characteristics were similar across HbA1c tertiles (Table 1) . . . . . . . .
has demonstrated reduced risk of CKD progression and cardiovascular events in e When modeled as continuous variables (Figure 3), finerenone reduced UACR across the full range of baseline HbA1c and T1D duration (P interaction = 0.273)
i i i i i i Table 1. Baseline characteristics by baseline HbA1c tertiles (FAS)* . . . . .
patients W't.h type 2 dlabe.tes (T2D) .ar.'d CKI.D’ with ber;erlts largely mediated by y ( ) Figure 2. UACR response by baseline HbA1c (%) and diabetes duration (years) over the 6-month study period (FAS)*
reductions in urine albumin-to-creatinine ratio (UACR)* Tertile 1: <7.1% Tertile 2: 7.1 to <8.1% Tertile 3: >8.1%
- o _ _ _ (<54 mmol/mol) (254 to <65 mmol/mol) (>65 mmol/mol) A) Change in UACR by HbA1c tertile at baseline B) Change in UACR by diabetes duration at baseline
— As albuminuria plays a similar role in the progression of CKD in T1D and T2D, - Placebe  Fi Placeho i Placeh 40 - Finerenone i Placebo 40 - Finerenone i Placebo
- st f : ” : : inerenone acebo inerenone acebo inerenone acebo
UACR provides a “bridging biomarker” to translate kidney-protective effects (n=31) (n=45) (n=43) (n=41) (n=46) (n=34) _ <7 1% 7110 -8.19% | <719 7110 ~8.1% _ <5 S0k 1o .38 | <5 S0k 1o -a8
aCross patients Wlth T1 D and T2D8 L: (n=31) SEi.1 Yo (n=44) : (n=42) S8_.1 Yo (n=28) L: years 538_years years : years 338_years years
Age, years, mean + SD 51.5+13.9 51.3+13.3 53.7+16.0 50.8+13.9 488+123 532+122 5 20- (n=41) | _ (n=38) 5 20- (n=42) (n=39) (n=39) | (n=38) (n=37) (n=33)
e In the global FINE-ONE trial (NCT05901831), finerenone significantly reduced Female, n (%) 10 (32.3) 15(33.3) 15(34.9) 12(29.3) 16(34.8) 16 (47.1) < | < |
UACR over 6 months compared with placebo in patients with T1D and CKD® Race, n (%) § i § i
. . . . . > 0 I = 0 I
e As poor glycemic control and longer T1D disease duration are independently White 21(6r.7) 32(r1.1)  32(r44)  32(r8.0)  32(696)  24(70.6) E i _4 £ i
- - . - - . . - . o Q
associated with increased UACR and faster kidney function decline in patients Asian 7(226)  12(26.7)  8(18.6) 8 (19.9) 8 (17.4) 5 (14.7) £ i £ i
with T1D,'" it is clinically important to determine whether the effects of Black or African American 1(3.2) 1(2.2) 2 (4.7) 0 6 (13.0) 5 (14.7) g 20 o | g 20 | 17
finerenone are consistent across the spectrum of glycemic control and Other* 2 (6.5) 0 1(2.3) 1(2.4) 0 0 5 i 5 ’ i
diabetes duration BMI, kg/m?, mean + SD? 272+52 263+59 280+59 285+59 278%51 27.1+8.0 S 40- | S 40- i -35 |
HbA1c £ -43 | g e |
I I
%, mean = SD 6.5+ 0.5 6.5+ 0.5 7.5+0.3 7.5+0.3 89+0.5 88+0.4 | 1 |
mmol/mol, mean + SD 48 £+ 5.5 48 £+ 5.5 58 + 3.3 58 + 3.3 /4 +£55 /3+44 00~ Difference between finerenone and placebo, % (95% Cl) 00- Difference between finerenone and placebo, % (95% Cl)
M eth Od s <7.1% (<54 mmol/mol) _17 (=40, 13); p=0.230 <7.1% (<54 mmol/mol) 18 (=39, 12); p=0.212
eGFR, ml/min/1.73 m?, mean + SD 56.2+17.8 56.7+19.6 59.0+20.5 59.2+16.6 60.9+19.7 60.9+214 +71 to <8.1% (254 to <65 mmolimol) _18 (=39, 10). Z=o:183 +71 to <8.1% (254 to <65 mmolimol) 230 (<49, —4) g=o:029
: >8.1% (>65 l/mol) —37 (=55, —13); p=0.006 >8.1% (>65 l/mol) —30 (-49, —4); p=0.029
. - . . . UACR, mg/g’ median (Q1_Q3) 622 500 566 484 604 570 Pinteractiorr:]mo " 0.409 i Pinteractiorr1nmo " 0.699p
e This prespecified post hoc analysis of the FINE-ONE phase Il trial (Figure 1) evaluated (282-1066) (248-1401) (400-924) (325-1079) (307-1301) (320-913)
. . . . *All participants with baseline HbA1 u ts (120/120 participant domized to fi , 120/122 patient domized to placebo)
Change In UACR from base“ne over 6 months dCross tertlles Of basellne HbA1 C Serum [K+], mmOI/I, mean * SD 47+04 45+0.5 46+04 46+04 46+04 46+04 Logi?angfzfrr;esd UAC%S%t?oes from Eﬁrzglair?er’;rrr:)eur;r; monéh 6 vx?:rec;gzazserszs%rghai M(Ij\j/ll'\lpl\e/lhrﬁ\r;;(l)gccijing fixI?d ef?:cc:jtes;f(;rrt?ga%;nen??r(())ug,:\c/:izit(,)treagment-by-vis(ijt interaction, baseline log-transformed UACR, and baseline-by-visit interaction, with an unstructured within-patient covariance matrix across visits. Model estimates were back-transformed and presented as
o) o o) metric mean ratio. r n wer rm ing an extension of this m that ition in IX ts for r n rr nding interaction term
(<71 /0 [<54 rn.mOI/mOIL 271 tO S81 /0 [254 tO S65 mmOI/mOI]’ and >81 /0 [>65 mmOI/mOI]) *All participants with baseline HbA1c measurements (120/120 participants randomized to finerenone, 120/122 patients ranidomized to placebo) *Two participants in the finerenone S(JZ(T,Ocoifidcenc(?aaint:lrvzll; FLIJASg ?ulflpaanaTyZ;e:,et;eHeb,E;ac,ogly:ateudshegn?ogﬁ)b;;T_CS), Igast :qugrees; Mal\/II?{M, r:ideymo(;:I :)r repeea(taede(r:nsea(;ufeus;gUOAlgRa, urir?g alebsuprain-to?cre:tiii(;eorat; ’
and T1D duration (<25 years, 225 to <38 years, and >38 years) Sbgroups. 1 1 the finerenone group (fertle 2) and 1 in the placebo group (tertlle 1) iCaloulated with ihe S of the Chionic Kidney Disease Epidemiology Collaporation equation = 3 Eftect of f UACR " baseline HbA1G (%) and t ! disbetes durat -
L . BMI, body mass index; eGFR, estimated glomerular filtration rate; FAS, full analysis set; HbA1c, glycated hemoglobin; IQR, interquartile range; K*, potassium concentration; i
— Additional exploratory analyses evaluated treatment effects across the continuous ranges SD, standard deviation; UACR, urine albumin-to-creatinine ratio lgure ect ot finerenone on across contintous baseline ¢ (o) and type labetes uré ion (yea.rs) ( )
of baseline HbA1c and diabetes duration A) HbAtc B) Type 1 diabetes duration
L 2.2- |
e We also report change from baseline in HbA1c to month 6, and adverse events by Safety 20- o
' ' _ _ 1.8 |
treatment group and baseline HbA1c tertiles e Across HbA1c tertiles, the overall rates of adverse events and serious adverse events v 16 L 12
. . (&)
_ | | were similar between treatment groups (Table 2) < 14 < 104--—- -
Figure 1. FINE-ONE trial design® o _ | | | | - > 17 o
e Within each tertile, the frequency of investigator-reported hyperkalemia was higher with finerenone = = 0.8+
N=f42 than with placebo and occurred in fewer than 11% of participants in any treatment group g MOpSSsSe—— Tt T 8
o Washout o . . . . . .. .. S 2 067
: o (off-treatment) o — Treatment discontinuation due to hyperkalemia occurred in 2 of 119 participants receiving 2 08 2
[ J ® . . . I . e o et
: . finerenone (1.7%, tertiles 2 and 3) and in none of the 120 participants receiving placebo® > >
Finerenone 10 or 20 mg od A o 0.6+ S g4-
e e Incidence of diabetic ketoacidosis and treatment-emergent hypoglycemia remained low
Placebo -
° I * 0.4- | | | | I | | I I
I I Table 2. Adverse events by HbA1c tertiles (SAS) o . ! : : " o : o . o
Tertile 1: <7.1% Tertile 2: 27.1 to <8.1% Tertile 3: >8.1% g 97 P for interaction: 0.273 g 015% P for interaction: 0.273
Day -14 Day 1 6 months 30 days (+/- 7 days) Investigator-reported (<54 mmol/mol) (254 and <65 mmol/mol) (>65 mmol/mol) S 8:88353 S 8'8830
after end of treatment adverse events,” n (%) Finerenone Placebo Finerenone Placebo Finerenone Placebo o o 6 7 8 9 10 o o 0 20 40 60
(n=30) (n=45) (n=43) (n=41) (n=46) (n=34) Baseline HbA1c, % Type 1 diabetes duration, years
M Fi M Placeb M Fi M Placeb
J h h Any adverse event 15 (50.0) 27 (60.0) 19 (44.2) 16(39.0) 22 (47.8) 17 (50.0) nerenone aoehe nerenone aoehe
- - - - - - - Analyses were based on an MMRM evaluating treatment effects across the continuous range of baseline HbA1c and diabetes duration using restricted cubic splines and their interactions with treatment and visit, adjusting for baseline log-transformed UACR and baseline-by-visit interaction, with an unstructured within-patient covariance matrix across visits
Key AU S Gl Key 2l GrieitE Adverse ev_ents Ie_adin_g to 0 1 (2.2) 2 (4.7) 0 1 (2.2) 2 (59) FAS,waI analysis set; HbA1c, glycated hemogglobin; MMRM, mixed model for repeated mee?sures; UACR, urine albumin-to-creatinine ratio Y i e ° ’ i
* Aged 218 years » T2D, other kidney disease, or kidney treatment discontinuation
. T1D (continuously treated with insulin) transplantation Any serious adverse event 3 (10.0) 6 (13.3) 6 (14.0) 3 (7.3) 5(10.9) 5 (14.7) i Acknowledgements
: : The FINE-ONE study was funded by Bayer AG. The authors would like to acknowledge Kaity McCafferty Layte, BSc (OHMC), who provided
* HbA1c at screening <10% * Mean BP >160/100 mmHg or SBP <90 mmHg ?etr:OUfmadn\{[ecll’_S.e er\]/te.:ts ,:.ee:]dmg 0 0 2 (4.7) 0 1(2.2) 1(2.9) CO n CI us I O ns medical writing services and editorial support with funding from Bayer AG.
. CKD and eGER 325 to <90 mL/min/1.73 m? « Symptomatic HFrEF with class 1A indication O freatme Iscontinuatio . _ . . _
and UACR 2200 to <5000 mg/g for MRASs Death 0 0 0 0 0 1(2.9) e In adults with T1D and CKD, finerenone treatment resulted in a reduction in UACR References | | | |
. Serum [K'] <4.8 mmol/L. + Current or previous* treatment with SGLT2is Hyperkalemia? 2 (6.7) 2 (4.4) 5(11.6) 2(4.9) 5(10.9) 0 irrespective of baseline HbA1c level and diabetes duration . Mora-Fernandez G, et al. J Physiol 2014;592:3997-4012. 8. Heerspink RJL, et al. Diabetes Res Clin Pract 2023,204:110908.
| | or GLP-1RAS Leading to treatment 0 0 1 (2_3) 0 1 (2_2) 0 _ _ 2. Poulsen CG, et al. Kidney Int Rep 2024;9:3403-3413. 9. Heerspink HJL, et al. N Engl J Med 2026;394:947-957.
- Stable dose of ACEi/ARB for 24 weeks prior to . Dual ACEVARB therapy e - e Moreover, no notable differences were observed in the overall rates of adverse events 3. Costacou T & Orchard TJ. Diabetes Care 2018;41:426—433. 10. Rawshani A, et al. Lancet 2018;392:477—486.
screening visit Diabetic ketoacidosis 0 1 (2.2) 0 1 (2.4) 2 (4.3) 1(2.9) iIncluding hyperkalemia, diabetic ketoacidosis and hypoglycemia by baseline HbA1c levels 4. Sigfrids FJ, et al. Lancet Diabetes Endocrinol 2022;10:489-498.  11. Lind M, et al. N Engl J Med 2014;371:1972—-1982.
. J y, : : : T . istofi ' 44:1211— i 328:
Hypoglycemia 0 2 (4.4) 1(2.3) 2 (4.9) 1(2.2) 3 (8.8) e Given the prior evidence highlighting the strong prognostic importance of HbA1c and Z g”itf’f';’ etta"liiag et‘jjcl\jrj 285332312191229 E :OV"Td P’Petf"lsgj 20014’?22836151_2:_'1446 -
*Within 8 weeks prior to the screening visit *Including all randomized participants with baseline HbA1c measurements who received at least one dose of study medication #Treatment-emergent adverse events were diabetes duration in this population 10-13 these results support the potentia| app|icabi|ity - DA b, etdl W ERGE Ve T - ' -ROSSINg 1 et al. Aianey i T - '
ACEI, angiotensin-converting enzyme inhibitor; ARB, angiotensin receptor blocker; BP, blood pressure; CKD, chronic kidney disease; eGFR, estimated glomerular filtration rate; defined as events that started or worsened after the first dose of study medication and up to 3 days following any temporary or permanent interruption of study intervention *In _ _ S ) _ /. Pitt B, etal. N Engl J Med 2021;385:2252—-2263.
GLP-1RA, glucagon-like peptide-1 receptor agonist; HbA1c, glycated hemoglobin; HFrEF, heart failure with reduced ejection fraction; [K*], potassium concentration; the assessment of hyperkalemia, the investigators used the preferred terms “hyperkalemia” and “blood potassium increased” in the Medical Dictionary for Regulatory Activities Of fInerenOne across d|Verse C||n|Ca| prOflleS Of adults W|th T1 D and CKD

MRA, mineralocorticoid receptor antagonist; od, once daily; R, randomization; SBP, systolic blood pressure; SGLT-2i, sodium-glucose co-transporter-2 inhibitor; T1D, type 1 diabetes; HbA1c, glycated hemoglobin; SAS, safety analysis set

T2D, type 2 diabetes; UACR, urine albumin-to-creatinine ratio Presented at the American Diabetes Association Scientific Sessions 2026, June 5-8, 2026, New Orleans, LA, USA



mailto:Peter.Rossing%40regionh.dk?subject=

