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Table 1

20 Patients’” Profile

Age (year-old) 25~80 (50.7+12.1)

Gender

Male : 15 cases, Female : 5 cases

Cause of CKD

primary glomerular disease (7 cases : IgA nephropathy, biopsy proven)

Proteinuria (g/day)

052~2.35 (0.99+044)

eGFR (mL/min/1.73m")

39.0~99.9 (631+16.7)

RAAS inhibitors

None : 4 cases”, ACEI : 2 cases, ARB : 13 cases, DRI : 1 case

% : CCB has been administered
il mean =S.D. THb L7z,
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Abstract

Aim : Presence of proteinuria in chronic kidney disease (CKD) has been proved to
relate to the decline of renal function. We aimed to reveal the anti-proteinuric effect of
esaxerenone, a novel mineralocorticoid receptor (MR) antagonist, on the primary
glomerular disease.

Method : 20 hypertensive CKD patients, supposed to be suffered from primary glo-
merular disease, were recruited. They were male/female ratio 3 : 1, 50.7 £12.1 year-old,
expressing proteinuria 0.5g/day or more, which corresponds to CKD stage A3. Be-
tween the 12 months observation, their blood pressures, pulse rate, daily proteinuria,
eGFR, serum K level, and dose of esaxerenone were examined by retrograde manner.
Data were expressed as mean * standard deviation. Statistical analysis was performed
by Wilcoxon signed-rank sum test. Starting dose of esaxerenone for all patients was
1.25mg/day.

Results : At first point (before esaxerenone administration), second point (6-month
later of its administration), and third point (12-month later), their systolic and dia-
stolic blood pressures and pulse rate were not changed. Daily proteinuria of the first,
the second, and the third point were 0.99+0.44, 0.79+0.43, and 0.65+050 (g/day), re-
spectively. Daily proteinuria between the first point and the second point were not
changed, however, it statistically reduced between the first and the third point (p=
0.007). Estimated GFR and serum K level were not changed. Doses of esaxerenone on
the second and the third points were 1.71£0.95 and 219+0.90 (mg/day).

Discussion : Because MR is verified to exist in a glomerulus, esaxerenone is thought
to have a renoprotective effect through not only circulation mechanisms but the MR-
mediated route.

Conclusion : Esaxerenone is suggested to have anti-proteinuric effect on the primary
glomerular disease.

Key words : esaxerenone, anti-proteinuric effect, primary glomerular disease,
mineralocorticoid receptor
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