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Influence of spironolactone on neuroendocrine of SD rats with dilated cardiomyopathy
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[ABSTRACT] Objective: To study the effect of spironolactone,an aldosterone receptor antagonist(ARA) ,on neuroendocrine of
SD rats with dilated cardiomyopathy,so as to investigate its mechanism in treatment of dilated cardiomyopathy. Methods: Male
SD rats, weighting (3004+50) g,were intraperitoneally injected with adriamycin (2 mg/kg) once a week for 8 weeks to induce
dilated cardiomyopathy models. The rat models were randomly divided into 4 groups: control group,low dose spironolactone
group (10 mg/[kg * d],i. g. ], middle dose spironolactone group (20 mg/[kg « dJ,i. g.) and high dose spironolactone group
(40 mg/[ kg * d].,i. g.). Rats in the normal control group received normal saline (10 mg/[kg * d].i. g.). Spironolactone was
given for 8 weeks. Angiotensin [[ (Ang ]l ) and aldosterone (ALD) levels in the plasma and cardiac muscle homogenate were
determined 9 weeks later. The plasma nitrogen monoside (NO) , N-terminal popeptide of collagen type [[I (Pl NP) in serum and
atrial natriuretic peptide (ANP) in the plasma were also measured. Results: Eight weeks after treatment, the Ang || levels in the
plasma of animals in the middle dose group and high dose group were significantly decreased(P<C0. 05) ,the levels of ALD were
elevated (P<C0. 05) , those of P[[I NP and ANP were decreased(all P<C0. 05). Conclusion: Spironolactone at 20 mg/(kg « d) or 40
mg/(kg + d) for 8 weeks can correct the disorder in neuroendocrine system to some extents.
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Tab 1 Concentrations of Ang [l ,ALD,P][ NP,NO and ANP in plasma and cardiac muscle samples

(n=10,x=+s)
Angll ALD
G T N PII NP NO ANP
roup Plasma B Cardiac muicle / Plasma B Cardiac muicle pu/(ng eml b e/ (umol L) /JL’./(ng )
on/(pg s ml™") wp/(ng+ g™  pp/(pg+ml™") wp/(ng-g™H
Normal control 500. 98+ 4,81+ 200. 98+ 110. 05+ 48. 55+ 27.43+ 417. 00+
100. 53 1.01 100. 53 46.62 11.48 5.12 42,44
Model 1104, 34+ 9,24+ 680. 34+ 330. 34+ 234,17+ 6. 824+ 711.67+
147.31" 1.47~ 147.31" 101. 68 26.60" 0.48" 70. 55"
Low dose 1100. 43+ 9.01+ 683. 01+ 341. 58+ 226.08+ 8.84+ 628. 86+
spironolactone 108. 37" 1.28* 63. 77" 38.91" 22.10" 2.96" 73.19"
Middle dose 818.59+ 7.50+ 770,49+ 428.30+ 131. 95+ 17.55+ 570. 00+
spironolactone 140, 32*4 1.46% 4 33.40*4 100. 45" & 9.20" 4~ 1.66*4 70.53* &
High dose 800. 06+ 7.40+ 780. 06+ 433. 81+ 127.19+ 17. 83+ 567. 50+
spironolactone 81.40*4 0.61*4 50. 93" 4 53.35*4 7.70%4 2.35*4 76.86* 4~

Ang |l : Angiotensin || ; ALD: Aldosterone; P [ll NP:N-terminal popeptide of collagen type [ll ; NO: Nitrogen monoside; ANP: Atrial natriuretic

peptide. * P<C0. 05 ws normal control group; £ P<C0. 05 vs model gr
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