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Table 1. Demographics and baseline characteristics Table 2. Safety and tolerability findings data for 14-week period following R2 randomization
BI690517 BI690517 BI690517  BI1690517 B:Il-:hL3v4e BI690517 | Bl 690517 Bl 690517 BI 690517 BI690517 BI690517 m:lc[xvam Bl 690517 Bl 690517
placebo 3mg 20 mg placebo 3mg 10 mg 20 mg placebo 3 mg 20 mg placebo 3mg 10 mg 20 mg
+placebo  + placebo + placebo + empa +empa + empa + empa +placebo = +placebo + placebo +empa +empa +empa +empa
Characteristic n=73 n=71 n=72 n=74 n=76 n=74 n=74 Characteristic n=73 n=71 n=74 n=76 n=74 n=74
Any AE 37 (51) 37 (53) 40 (56) 49 (68) 42 (57) 43 (57) 48 (66) 42 (57)
Women, n (%) 18 (25) 20 (28) 23 (32) 27 (38) 31 (42) 27 (36) 30(41)  20(27) :
Any serious AE 3(4) 3(4) 4 (6) 6 (8) 7 (10) 4 (5) 7 (10) 5(7)
Age, years, mean (SD) 623(11.4) 644(11.8) 648(99) 643(107) 634(103) 654(112) 644(123) 61.8(122) AEs of special interest 3 1 (1) 1(1) 2 (3) 1 (1) 3 3(4) 2 (3)
Diabetes, n (%) 49 (67) 48 (68) 52 (72) 47 (65) 51 (69) 67 (88) 46(62)  54(73) Adrenal insufficiency 0 1(1) 1(1) 2 (3) 1(1) 0 2 (3) 1(1)
eGFR, mL/min/1.73 m? mean (SD) 54.6(18.7) 51.8(164) 56.1(209) 51.6(16.0) 496(175) 503(167) 502(179) 515(17.1) Cushing’s syndrome 0 0 0 0 0 0 0 0
Events leading to | limb 1(1
UACR, ma/q, median (IQR) 396 464 372 456 348 464 398 434 a‘rf;ufaﬁzn'ng o Towerim 0 0 0 0 0 0 0 (1)
»Ma/0 (205-909) (176-1168) (212-777) (293-886) (147-983) (229-1036) (188-817) (237-828) —
Ketoacidosis 0 0 0 0 0 0 1(1) 0
BMI, kg/m?, mean (SD) 304 (6.0) 30.5 (5.0) 30.3 (5.2) 29.5 (5.3) 295 (5.2) 30.3 (5.8) 296 (5.3) 294 (5.9) Other important AEs
SBP mmHg, mean (SD) 1339 (159) 1348(18.7) 135.0(15.1) 136.1(16.2) 132.7(139) 1344(164) 131.7(13.1) 131.8(16.0) Hyperkalemia 4 (6) 8(11) 7 (10) 17 (24) 5(7) 6 (8) 15 (21) 9(12)
DBP, mmHg, mean (SD) 80.2(114) 785(9.1) 75.9 (8.7) 774 (9.0) 769(10.7) 76.4(9.2) 771(94) 75.6(8.6) Hypotension 0 1(1) 0 0 1(1) 0 4 (6) 2 (3)
Serum potassium, mmol/L,mean (SD)  4.31 (0.44) 426 (0.38) 4.22(056) 4.40(0.40) 429(046) 437(041) 429(0.36) 4.29(0.37) Acute kidney injury 1(1) 0 1(1) 2(3) 0 0 1(1) 2(3)

Medications, n (%) * Most cases of hyperkalemia did not require treatment (86%)

ARB 49 (67) 41 (58) 56 (78) 51 (71) 49 (66) 55 (72) 55 (74) 49 (66) * 6 participants (1%) on BI 690517 had a serum potassium =6 mEq/L vs 1 participant (1%) on placebo
ACE; 25 (34) 29 (41) 14 (19) 21 (29) 24 (32) 23 (30) 18 (24) 24 (34) * Discontinuation rate for hyperkalemia was 4% with Bl 690517 vs 0% for placebo
GLP-1 receptor agonists 7(10) 4(6) 4(8) 3(4) 5(7) 10 (13) 6(8) 11 (15) Figure 3. Proportion of patients with UACR reduction =230% from baseline

The largest UACR response rate was observed with Bl 690517 and empagliflozin in combination

Figure 2. Primary endpoint: UACR_  percentage change from baseline to week 14
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* Additional endpoint data (change in eGFR, SBP, plasma aldosterone, serum cortisol, and serum potassium)
Adjusted effect of log-transformed UACR from baseline to week 14 was estimated using a MIMIRM. The MIMRM included the fixed effects of treatment at each visit, baseline . . . . . . .
(continuous) at each visit, and baseline, visit, treatment, and randomization stratum as main effects, as well as random effects of patient. are available in the interactive version of this pOSteI’ (See QR COde/lJnk bel.OW)
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