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Protective effects of hydroxyethyl starch 130/ 0. 4 against myocardial ischemia reperfusion injury in rats
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[ ABSTRACT] Objective: T o explore the influence of hydroxyethyl starch( HES) 130/0. 4 on myocardial ischemix reperfusion
(I/R) injury in rats and the possible mechanism. Methods: Twenty four SD rats were evenly randomized into four groups(n=
6) :the sham operation group, the I/ R(IR) group,albumin + 1/ R(A-IR) group, and HES+ I/ R(H-IR) group; rats in the latter
three groups were made into I/ R models and were treated respectively with 7.5 ml/ kg saline, 5% albumin and HES 130/0. 4
through femoral vein at 25 min of ischemia. At 180 min of reperfusion, animals were sacrificed and the pathological changes of
myocardium were observed. Serum concentrations of TNF-a and IL- 1B and the myocardial NFKB activity were also measured.
Results: Histological examination show ed that the injury in H-IR group was ameliorated com pared with those in IR and A-IR
groups. NF-XB activity and T NF-a ,IL- 1B concentrations in the sham operation group were significantly low er than those of the
other 3 groups (P< 0.05); and the increases of the above parameters in H- IR group were smaller than those of the IR and A- IR
groups (P< 0.05). Condusion: HES 130/0. 4 can improve myocardial function and attenuate ischemia reperfusion injury, and
the mechanism might be related to the inhibition of myocardial NF KB activity and reduction of proinflammatory factors.
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Fig 1 Ultrastructure of myocardial tissues in different groups

A:In S group, muscle fibrils and cristae were arranged in order, cytochondriome was complete, there were abundant glycogen granules, and the
nuclear chrom atosome was welk distributed. B, C: In I/ R and A-1/ R group, cardiac muscle fibrils and cristae were in disorder, there were focus dis
solves in myofilaments, sar coplasmic reticulum and cytochondriome were swollen, and the basilaris substantia was loose. D: In HES+ 1/ R group,
the cardiac cell membrane and nuclear wer e fundamentally in good status, there was no obvious cellular edlema, muscle fibrils were arranged in or
der with individual loose spots, cytochondriome was welk distributed in muscle fibrils, cell membrane was complete and cristae was arranged in or

der, and several vacuolations were seen. Original magnification: X 15 000
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Tab 1 Changes of serum cytokine concentration and myocardiac NF K B activity
(n= 6, ;is)
TNFa - 18 NFKB activity ( Dsso value)
Group . - o - — -
P/ (ng* ml- 1) P/ (ng* ml-1) Bioin labeled p65 Unlabeled wild p65 Unlabeled mutant p65

S 0.07%0.01 29.2%5.81 0.567%0. 120 0.539%0. 090 0.589%0. 122

IR 1.81%0. 18" 140.8%£19. 4* 1.989%0. 392* 0.527%0. 0894 1.973%0. 411

A IR 1.78%0. 19* 139. 821 1* 1.970%0. 408* 0.582%0. 0944 2.003%0. 362

H-IR 1.02%0.17* 2 93.9%+15 3* & 1.486%0. 249" & 0.548%£0. 1034 1.452%0.253

" P< 0.05 vs S group; 2P< 0.05 vs IR group; #P< 0.05 vs bioin labeled p65 in the same group
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