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Clinical significance of measurement of plasma Hcy,NOS and STM in acute cerebral infarction”
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(Department of Clinical Laboratory ,First Af filiated Hospital s Tianjin University of
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Abstract: Objective To investigate the level change and the significance of serum homocysteine( Hey) . endothelial nitric oxide
synthase(NOS) and soluble thrombomodulin(STM) in the patients with acute cerebral infarction( ACI). Methods The values of
serum Hcy,NOS and STM were detected in the 150 patients with ACI and the 50 healthy individuals and the detection results were
performed the significance testing and the correlation analysis. Results Compared with the normal control group, the levels of ser-
um Hcy,NOS and STM in the ACI patients were significantly increased with statistical differences(P<C0. 05). The increased level
of NOS and HCY in the ACI patients was positively correlated with the increased Hcy level. Conclusion Hcy, NOS and STM are

the markers of endothelial injury occurrence and their detection has certain significance for judging the disease condition and guiding

treatment.
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