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Tab 1 Effects of m-Nif on blood pressure and weight of left ventricle in

two kidney-one clip hypertensive elderly rats (x+s, n=4)

BP (kPa) Weight
Group Control Before After BW LVFWW LVFWW /BW
(8) (mg) (mg/g)
Normal 14.340.9 13.7£0.5 13.4£0.9 136. 9435, 2 500. 0+50. 0 1.240.2
LVH 13. 84+0. 6+ 24.841. 1" 23.94+1. 99 456.9+39. 4 870.0+78, 9% |, 940, 14"
m-Nif 13. 4+ 1. 0+ 24.240.6™# 13.340. 940 426.3+47.2 550.04£50. 0™ 1. 340. 1

LVH. left ventricle hypertrophied; m-Nif; LVH regressed by m-Nif at 9 wk postclipping; Control; basic blood
pressure; Before; BP belore administration of drugs; After: BP after administration of drugs; BW . body weight;
LVFWW . left ventricle [ree wall wet weight. TP<C0. 001 compared with before; ** P<0. 001 compared with
LVH; #* P<C0. 001 compared with normal.
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¥ Normal,LVH,m-Nif 3 A B HMBE Ko K LB EFER ., LVH 4 4K Bo. 2
NormalZH B4 i1 42 4 9% (P<C0. 001), m-Nif 2 & 4 il B Bou B LVH H W b 31 £ 9% (P <<
0.001), L% 2,

B Normal,LVH,m-Nif 2 Jili 40 Mg % Ko FH L C B F 5, LVH 4 fiti 40} B Bror 8 Normal
ZHHEAN 1004+9% (P<C0.001), WK 2.,
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Tab 2 Effects of m-Nif on characteristics of DHP binding sites in the cell membranes of
kidney and lung from LVH induced by two kidney-one clip (2k-1c)
hypertension in elderly rats (x+s, n=4)

Kp Brax
{nmol « L= 1) fmol « mg~! protein
Kidney Lung Kidney Lung
Normal 0. 090+0. 032 0.118+0.029 492.74+58.0 379.74+50.6
LVH 0. 107+0. 049 0. 116+0.003 699. 34112, 3= 759. 1+ 34. 5
m-Nif 0.094+0. 019 0. 106+0. 015 481. 7+ 28. 7% 380. 8433, 21

m-Nif ; LVH regressed by m-Nif at 9 wk postclipping, *** P<{0. 001 compared with LVH; **P<Z0. 001 compared

with normal.
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EFFECTS OF m-NIFEDIPINE ON DIHYDROPYRIDINE BINDING
SITES IN THE CELL MEMBRANES OF KIDNEY AND LUNG FROM
LEFT VENTRICULAR HYPERTROPHIED ELDERLY RATS

Y Xu, T Xi and MR Rao

(Department of Cardivvascular Pharmacology, Nanjing Medical University, Nanjing 210029)

ABSTRACT Effects of m-nifedipine (m-Nif) on the affinity and density of dihydropyridine
(DHP) binding sites in the cell membranes of kidney and lung were investigated using the LVH (left
ventricular hypertrophy) induced by Goldblatt (2k-1c) renovascular hypertension in elderly rats,
m-Nif markedly reduced blood pressure, left ventricular weight, and decreased the density (By,.,) of
DHP binding sites in the cell membranes of kidney and lung from 699+112, 759435 fmol +mg~"
protein to 482+ 29, 381+ 33 fmol»mg™" protein. No difference was observed between groups in
dissociation constant (Kp) values of DHP binding sites. The results suggest that m-Nif could markedly
decrease DHP binding sites in the membranes of kidney and lung from cardiac hypertrophied elderly
rats.
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