Long-term effects of L- and N-type channel blocker on serum uric acid levels and left atrial volume in
hypertensive patients
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This study was designed to investigate whether the L- and N-type channel blocker, Cilnidipine, may affect
LV diastolic function differently compared with the L-type channel blocker, Amlodipine in patients with
essential hypertension.

We studied 49 patients with untreated hypertension, randomly assigned to Cilnidipine (Cil) or Amlodipine
(Aml) for 48 weeks. LV diastolic function was assessed with the Left atrial volume index (LAVI), mitral
early diastolic (E) wave, tissue Doppler early diastolic velocity (E') and the ratio (E/E"). Plasma aldosterone
(PAC) and uric acid were measured as markers of myocardial fibrosis and inflammation before and after
treatment.

Results: Systolic and diastolic blood pressures equally dropped in both groups. LAVI and E/E' decreased in
the Cil group but not in the Aml group. There was no significant change in heart rate or PAC in both groups.
Serum uric acid significantly increased in the Aml group but not in the Cil group. LAVI, E/E' and serum uric
acid levels significantly decreased after 48 weeks of treatment with Cil group but not with Aml group (-9 + 4
vs. 23 + 14 %, p<0.05, -7 £ 5 vs. 13 £8 %, p<0.05, -2 + 3 vs. 12 +5 %, p<0.05 as percentage reduction from
the values before treatment). Larger %-drop in serum uric acid and E/E' were associated with
larger %-reduction of LAVI (r=0.50, p <0.01, r=0.40, p<0.01). Multiple regression analysis showed that the
changes in the LAVI is related to the changes in the serum uric acid (r=0.47, p<0.01)

Conclusions: Cilnidipine but not Amlodipine may improve LV diastolic function in hypertensive patients, at
least partially through the attenuation of myocardial fibrosis by regulating oxidative stress.
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