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Saturation curve (A) and Scatchard plot (B) for D-myo-[*H |inositol 1,4, 5-triphosphate ([*H ] IP;)

binding to cardiac myocyte nuclei taken from isoprenaline treated rats (@ )and control rats (O). x+s, n=4.
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Fig 2. Saturation curve (A) and Scatchard plot (B) for [*H] ryanodine binding to myocyte nuclei isolated

from normal (O) and isoprenaline treated (@) rat heart. x + s,n=5.
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Changes in myocardial nuclear “*Ca’* uptake in isoprenaline-induced rat myocardial hypertrophy (@) .

A: [Ca%* ]-response curve; B: Eadie-Hofstee plot. x + s, n=6. ** P<0.01, compared with control(O) .
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Nuclear Ca’* transport of isoprenaline-induced heart hypertrophy in rats

WANG Pei-Yong', LIU Jian®, XU Shu-Min', TANG Chao-Shu®
(1. Department of Pathophysiology , the Third Medical University, Chongging 400038, China; 2. Department of
Cardiology , Xingiao Hospital , the Third Medical University , Chongqing 400037, China; 3. Institute of Cardio-

vascular Diseases , the First Clinical Medical College, Beijing University , Beijing

Abstract: AIM  To investigate whether rat’ s
myocardial nuclear Ca’* transport system is in-
volved in the isoprenaline (Iso)-induced cardiac
hypertrophy. METHODS The model of rat my-
ocardial fibrosis and hypertrophy was established

by subcutaneous injections of Iso (20, 10 and 5
1

.

mg kg™ '+d! for 3 d, subsequently 3 mg*kg~
d~! for 7 d) . Velocity and sucrose isopyknic gra-
dient centrifugation were employed to fractionate
rat cardiac nuclei. Myocardial nuclear calcium
uptake was assayed with * Ca?* isotope. The
maximal binding (B,,) and affinity (K;) of IP;
and ryanodine to their nuclear receptors were mea-
sured by [*H] ligand binding assay. RESULTS
Iso increased the blood pressure and the cardiac
hypertrophy . B, of IP; binding to its receptors in
cardiac nuclear envelopes decreased by 23. 4%
(P<0.05), and B,,, of ryanodine binding to its
receptors increased by 59.9% (P <0.01), Both

100035, China)

K4 of 1P; and ryanodine binding to their receptors
were not changed (P > 0.05) in hypertrophic
myocardium as compared with control. Significant
decrease in nuclear ** Ca®* uptake was observed
and the maximal uptake was lowered by 62% as
compared with that of control (P < 0.01), but
the half maximal [ Ca’* ] uptake remained un-
changed. CONCLUSION  These results indi-
cate that the changes of nuclear Ca®* transport
system in myocardial nuclei may be involved in
the Iso-induced myocardial hypertrophy .
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