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[Abstract] Objective
(ALOA) in patients with cerebral ischemic stroke (CIS). Methods
triglyceride (TG) ,total cholesterol (TC),low density lipoprotein (LDL) and high density lipoprotein (HDL) were

To investigate the correlation of activity of serum atherogenic lipid-oxidising antibodies

The activity of serum ALOA,and serum levels of

detected in 45 patients with CIS (CIS group) , including 34 males and 11 females,and 45 healthy subjects (control
group) ,including 23 males and 22 females. Results In CIS group, the positive rate of ALOA activity was 40. 0% (18/
45) ,which was significantly higher than the 8. 9% (4/45) of control group (P<Z0. 05). Serum levels of TG, TC and
LDL in CIS group were significantly higher than those of control group (P<Z0. 05) , whereas serum HDL level in CIS

group was significantly lower than that of control group (P<C0. 05). Conclusion

Patients with CIS might be often

accompanied by increased ALOA activity,which could be correlated with the generation and development of CIS.
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