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Analysis on serum Hcy, hs-CRP,blood lipid levels and correlation in different age stages of cerebral infarction”
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Abstract: Objective To study the levels of serum homocysteine(Hey) , high-sensitivity C-reactive protein (hs-CRP) and blood
lipid and their correlation in the different age stage patients with cerebral infarction. Methods 352 patients with cerebral infarction
receiving treatment in the hospital from December 2011 to November 2013 were selected as the study subjects and divided into the
youth group,middle age group and elderly group by age, with contemporaneous 134 healthy individuals of physical examination as
the control group. Serum lipids, hs-CRP, Hcy levels and the rate of abnormal test results were compared among 4 groups and the bi-
variate correlation analysis was performed. Results The serum hs-CRP, Hcey levels in the youth group were higher than those in the
control group,while the high density lipoprotein cholesterol(HDL-C) level was lower than tha tin the control group,the difference
was statistically significant (P<C0. 05). The serum low density lipoprotein cholesterol(LLDL-C) , total cholesterol (TC) ,hs-CRP and
Hcy levels in the middle age and the elderly groups were significantly higher than those in the control group,while the HDL-C level
was significantly lower than that in the control group,the difference was statistically significant(P<Z0. 05). The abnormal rates of
HDL-C,hs-CRP and Hecy test results in the youth, middle and elderly groups were significantly higher than those in the control
group with statistical difference (P<C0. 05). The abnormal rates of LDL-C detection results in the middle age group and elderly
group were significantly higher than that in the control group.the difference was statistically significant (P<Z0. 05). Hcy.hs-CRP
and lipid in the youth group,middle group and elderly group had no significant correlation; HDL-C was negatively correlated with
hs-CRP (P<C0. 05); TC was positively correlated with LDL-C, HDL-C and triglyceride (P<C0. 05). Conclusion

teinemia is an independent risk factor for cerebral infarction occurrence, has no significant correlation with blood lipid and hs-CRP

Hyperhomocys-

levels,and can be used as a reliable indicator of the disease condition monitoring.
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