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The value of cystatin C,homocysteine and super-sensitivity C-reactive protein in the atherosclerosis”
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Abstract : Objective
protein (hs-CRP) in atherosclerosis (AS). Methods

To investigate the clinical value of homocysteine (Hcy) ,cystatin C (Cys C) and high-sensitivity C-reactive
Totally 100 cases of newly diagnosed patients of AS were choosed as the ob-
servation group,36 cases condition improved markedly of AS after treatment as the treatment group,and 120 cases of normal medi-
cal groups as the control group,the Hcy,Cys C and hs-CRP in all subjects were detected respectively. Results Hcy,Cys C and hs-

CRP levels of observation group were significantly higher than those of normal groups,and the difference was statistically signifi-

cant (P<C0.05). While the Cys C and hs-CRP levels of treatment group were significantly lower than the those of observation

group, the difference was also statistically significant (P<C0. 05). Conclusion

The detection of Serum Hcy, Cys C and hs-CRP

might be help to the diagnosis, treatment evaluation and prognosis of AS.
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