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®1 ERMOBIRECECKHT 2 Cat #HHEOBR FTKD)
Authors Drug Dose(per day) Animal Eg(;ctlve-
Kramsch et al. LaCl, 40 mg/kg p. o. rabbit +H+
Kramsch et al. LaCl; 40 mg/kg p. o. rabbit +H+
Henry nifedipine 40 mgp. o. rabbit +H+
Rouleau et al. LaCly 35 mg/kg p. 0. rabbit +
verapamil 8 mg/kg p. o. +
varapamil 8 mg/kg p. 0. +H
+0.5 mg/kg p. o.
Ginsburg LaCl; 40 mg/kg p. o. rabbit +
diltiazem 103 mg/kg p. o. +
flunarizine 5.7 mg/kg p. o. +
Naito et al. LaCl, 40 mg/kg p. o. rabbit -
Naito et al. nicardipine 20 mg/kg p. o. rabbit
70 mg/kg p. 0. —
Stender et al nifedipine 40 mg/kg p. o. rabbit —
Van Nieker et al. nifedipine 40 mg/kg p. o. WHHL —
rabbit
Tilton et al. verapamil 46 mg/kg p. o. WHHL =
+0.25 mg/kg s. c. rabbit
Willis et al. nicardipine 40 mg/kg p. o. rabbit +H
nifedipine ” " +H
Thiery et al. flunarizine 15 mg p.o. rabbit +
Intention to treat (n = 348)
Placebo Nifedipine
n=175 n=173
0.8
(228 stenoses, 19 occlusions)
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110 Possible antiatherosclerotic mechanisms of action of calcium antagonists.
1 Prevention of endothelial hyperpermeability to macromolecules (lipopro-
teins) [5]. 2 Prevention of hypercholesterolemic endothelial paracrine
dysfunction (such as defective release of endothliumdependent relaxation
factor, EDRF'[6]. 3 Prevention of platelet adhesion and aggregation [7]. 4
Inhibition of lipid uptake by macrophages [8]. 5, 6 Enhanced release of
lipid from macrophages [9] and smooth muscle cells [10] (promotion of
reverse cholesterol transport). 7 Inhibition of chemoattraction and migra-
tion of smooth muscle cells [11]. 8 Inhibition of replication (proliferation)
of vascular smooth muscle cells [12]. 9 Inhibition of matrix protein produc-
tion by vascular smooth muscule cells [13]. 10 Inhibition of calcium up-
take in the the absence and presence of hypercalcemia [14].
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