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Research progresses on pharmacokinetic and clinical application of Azelnidipine
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Abstract: Azelnidipine as one of the third generation dihydropyridine type calcium channel blockers has high clinical value, it not only
shows the unique advantage of antihypertension, but also shows the pharmacological action of heart rate slowing, anti-atherosclerosis,
cardiorenal protection, insulin resistance improving, uric acid lowering, hepatic fibrosis alleviating, and so on. This article reviews its

structure characteristics, pharmacokinetic and clinical research progresses in the related literatures published at home and abroad,

with view to providing a basis for Azelnidipine on clinical rational drug use and deep exploration.
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Table 1 Pharmacokinetic parameters of Azelnidipine after a single or multi oral doses administration

RFEFE RN FE/mg B/ CuedngmL™)  Tma/h  fipph AUCo.06/(ng'mL~"-h ™1 SCHR
2008 12 8 1 5134220 29+1.4 250+43 53.6+17.1 9
2008 8 8 1 8.66+1.15 28+12 228+24 186.04+47.0 10
2008 5 8 1 5.854+3.27 30514 160%55 89.6+37.3 11
2011 10 8 1 1.66+0.45 35411 213+8.1 17.9+6.0 12
2011 10 8 1 4.16+1.86 2.6+0.6 23.0+68 44.1+19.6 13
2012 8 8 1 5914283 33+£13 203%76 61.14+33.8 14
2008 12 16 1 9.48+3.70 26408 246+5.6 107.9439.1 9
2008 8 16 1 19174413 3.040.9 235+42 429.0+145.0 10
2008 5 16 1 23.06%5.63 2610 18.0+19 272.5+128.4 11
2011 10 16 1 425+138 40+12 195+4.0 499+17.5 12
2011 10 16 1 10.60+5.40 27406 252+138 80.5+50.4 13
2012 12 16 1 10.61%+3.93 3.741.0 28.0+77 139.5+72.9 14
2008 12 8" 8 6.12+2.27 31411 252450 53.6+18.4 9
2011 10 8" 5 2.63+1.41 35411 325492 43.8+26.4 12
2011 10 8" 7 6.621+223 28409 255495 113.0467.0 13
2012 6 8" 7 5.8841.90 32407 282+8.0 86.7+41.6 14
*-Z 50 & H R

*-multi oral doses
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