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The clinical analysis of antithrombotic and antiatherosclerotic effects of therapeut
ic exercise in metabolic syndrome and cerebral infarction
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Atherosclerosis causes platelet activation, endothelial dysfunction and coagulatio
n fibrinolytic disorder, resulting in thrombosis. Furthermore, various cytokines were produced and apopto
sis Is observed in the ischemic lesions, resulting in the expansion of neuronal death. The aim of this st
udy is to determine the effect of continuing exercise on the prevention of atherosclerosis and neuronal is
chemic death. Therapeutic exercise decreased endothelial dysfunction, platelet activation, increased fibr
inolytic capacity, and decreased ischemia-related cytokines and apoptotic parameters in patients with cere

bral infarction. It is suggested that therapeutic exercise has a role in secondary prevention for cerebra
I infarction and inhibition of ischemic cascade.
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TAT: thrombin antithrombin 111 complex
ATIIT: antithrombin 111

PIC: a 2 plasmin inhibitor plasmin
complex

IL: interleukin

TNFa - tumor necrosis factor a

MCP-1: monocyte chemoattractant protein-1
TNFR-1: tumor necrosis factor receptor-1
Fas: CD95, Apo-1

FasL: Fas ligand

SOD: superoxide dismutase
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