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ABSTRACT

Aim The changes of the membrane fluidity (MF)
and Ca**-ATPase activity of the cardiac sarcoplasmic
reticulum (SR) and relation between them were inves-
tigated in venovascular hypertensive rats and nor-
motensive rats.

Methods Two-kidney, one-clip (2klc)renovascular
hypertension was produced in SD rats by constriction
of the left renal artery with a silver clip. Thirty-two
rats were randomly divided into four group:animals
made hypertensive for 6 weeks (Hs) and 10 weeks
(Hio)» respectively. And age-matched control rats
(Cs and C,o) underwent sham surgery. The mem-
brane enriched with SR was isolated by a modified of
Harigayas and Schwartz’s method. The cardiac SR
Ca**-ATPase activity and SR MF were determinated
by James’' and fluorescent polarization methods, re-
spectively. All values are z*s and were analyzed with
an analysis of variance and a student’s ¢ test.

Results The cardiac SR Ca’*-ATPase activity and
MF in hypertensive rats seemed like a tendency to
reduce to compared with those in normotensive
groups. But it was no statistical difference between
them. With age growing, the MF of cardiac SR in all

rats showed a decline tendency, especially, in hyper-

teinsive groups(H,, vs Hq¢, P<C0.05).

Conclusions The above results suggest that the
change of Ca**-ATPase activity was as a same tenden-
cy as one of MF in the cardiac SR of hypertensive
groups. The SR Ca®*-transport function was no
reduced significantly during 6 or 10 weeks when the
hypertension continued. One of the reasons that
cardiac SR MF dropped markedly during short period
might be an influence of hypertension.
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Table 1. General characteristics of control and hypertensive rats(z +s).

Grqups n SBP (kPa) LVW(mg) LVW/BW(mg/g)
control

6 weeks 8 15.64+0.5 668+ 26 2.21+0.09

10 weeks 8 16.14+0.4 777115 2.31+0.07
hypertensive

6 weeks 8 25.6+1.2° 868+ 25" 3.11+0. 14"

10 weeks 7 26.4+0.8" 1098+13° 3.64+0.12°

SBP: systolic blood pressure; LVW . left ventricular weight; BW: body weight. »* : vs corresponding

control groups, P<C0.01.

Table 2. Cardiac SR membrane fluorescent polarization and 7 in experimental rats (z+s).
6 weeks 10 weeks
Groups —
n FP 7 n FP 1
control 8 0.22+0.02 1.74%0. 26 8 0.2310.03 2.0540. 60
HT 8 0.2340.02 1.8940.28 7 0.26+0.03 2.63+0.64"

HT: hypertension; FP. fluorescent polarization, }: mean microviscosity. * : compared with 6 weeks, P<C0. 05.
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Figure. Cardiac SR Ca’*-ATP activity in control (o) and hypertension( * )across varying

concentrations of CaCl,.
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A, for 6 weeks; B; for 10 weeks.
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HARBEHNZBRES (1)

HER_ZKE lauric diethamide, LDE

BHRTMETF leucocyte stimulating factor, LSF
BHARMEHE T leucocyte inhibiting factor, LIF
BRUEEERN delayed allergy, DA

EEEKET epidermal growth factor, EGF
EEEKEFZA epidermal growth factor receptor, EGFR
o EHE marker gene

RiciR labelled antigen

b=y, &SR effective refractory period, ERP
BEuaPNEHER mitotic-control protein, MCP

5 R B9 intermitotic cell, IMC

BEREAIME DR E effective capillary flow, ECF

AR E effective filtration pressure, EFP

R 3 hybridization in situ

RN proto-oncogene

FRtwmnE essential hypertension, EH

TR ¥ 1 RE 1 R L E essential hypercholesterolemia, EHC
FULEREA protomyosinose, PMS
ERFEBEKRELE protocollagen lysine hydroxylase, pCLHOase
HEBMI BB serine acetyl transferase, SATase

U EH B BERE serine transacetylase, ST Aase
AREARER plasminogen, Pg

HEFQR fibrinogen, Fg

HERNRTHE fiblaferon

HERARTHE fibroblast interferon, FIFN

KImMIR flucrescent polarization, FP

IR BT fluorescent immuncassay, FIA

K EME S fluorescent affinity chromatography, FACG

RICHE KA

fluorescent correlation spectroscopy, FCS





