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Renal Protection Effect of Cilnidipine for Long Term
in Chronic Kidney Disease Patients

Yutaka Osawa!’, Akihisa Oyanagi’, Masami Okada?,
Ichiei Narita® and Takashi Shimotori"

Y Internal Medicine, Kidney Center of Niigata Rinko Hospital, Niigata, Japan

2 Internal Medicine, Okada Medical Clinic, Niigata, Japan

3 Division of Clinical Nephrology and Rheuwmatology, Niigata University
Graduate School of Medical and Dental Sciences, Niigata, Japan

To investigate the beneficial effects of cilnidipine (Cil), we compared the efficacy of
cilnidipine for two years, evaluating hypertensive control, renal function, and excretion dose
of urine protein in retrospect study.

Patients with proteinuria and/or decreased eGFR (<60 mL/min/1.73 m?) were assessed
to have chronic kidney disease (CKD) and who had been followed for at least 24 months at
Niigata Rinko hospital while receiving with antihypertensive drugs including Cilnidipine were
enrolled in this study. Degree of urinary protein excretion rate was determined using 5-point
scale ; 0 for (—), 1 for (+/—), 2 for (+), 3 for (2+4) and 4 for (3+). The data were analysed
using the ‘Statview’ statistical analysis program and were analysed using Fisher's PLSD.

Twenty-six CKD (13 ferale and 13 male) patients were enrolled in this study. Mean age
was 70.2 years old, eGFR was 49.5 mL/min/1.73 m? and protein excretion score was 1.4 at
beginning. The “influenced” group (#=10) is determined as patients to whom angiotensin Il
blockers (angiotensin-converting enzyme inhibitor or angiotensin receptor blocker) were
added during observation, and “non-influenced” group (n=16) as disused or already used from
3 months before observation to end of this study.

Blood pressure and urinary protein excretion was significantly decreased at the end of
observation, even determined divided into two groups. Estimated GFR was not showed
significant change at the end of study irrespectively with or without angiotensin I blockers
using.

In conclusion cilnidipine effectively reduced blood pressure and proteinuria in CKD
patients, and has potential of protective effect for glomerular filtration rate decreasing due to
aging.
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