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Clinical significance of antiphospholipid antibodies in patients of cerebral infarction without hyperlipidemia”
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Abstract: Objective To study the expression and clinical significance of anti cardiolipin antibody (ACA)
and anti beta 2 glycoprotein 1 antibody (anti-2-GP1) in cerebral infarction without hyperlipidemia group.
Methods A total of 211 patients with cerebral infarction were selected and divided into two groups according
to whether they were hyperlipidemia: cerebral infarction without hyperlipidemia group and hyperlipidemia
combined cerebral infarction group. The serum levels of IgA,IgG,I1gM type ACA and anti-32-GP1 were meas-
ured by enzyme linked immunosorbent assay (ELISA), the positive rates of the two groups were compared.
The positive rates of ACA and anti-32-GP1 in patients with cerebral infarction with different ages,genders and
number of lesions were compared,the correlation between the two types of antibodies in patients with cerebral
infarction were analyzed. Results There were 121 cases of cerebral infarction without hyperlipidemia group,
90 cases of cerebral infarction with hyperlipidemia group. The positive rates of ACA were 14. 0% and 4.4%
(y*=4.295,P=0.038) ,respectively. The positive rates of anti-32-GP1 were 17. 4% and 5. 6% (y°=6.651,
P=0. 010), respectively. The positive rates of ACA and anti-B2-GP1 in the two groups were statistically
difference. Among the patients of cerebral infarction without hyperlipidemia group,90 cases were single cere-
bral infarction and 31 cases were multiple cerebral infarction. The positive rates of ACA were 8. 9% and
29.0% (Xz =7.748,P=0.005) ,respectively. The positive rates of anti-2-GP1 were 10. 0% and 38. 7% (XZ =
13.250,P=0.000) ,respectively. In the patients in cerebral infarction without hyperlipidemia group,67 cases

were less than 50 years old,54 cases were more than 50 years old. The positive rates of ACA were 20. 9% and
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5.6% (y*=4.626,P=0.031), respectively. The positive rates of anti-32-GP1 were 25. 4% and 7. 4% (4" =
5.534,P=0.019) ,respectively. ACA and anti-f2-GP1 in the two groups were statistically difference, but no

statistically difference in sex (P>>0. 05). Conformance chi— square tests showed a correlation between ACA
and anti-B2-GP1 in 211 patients with cerebral infarction (P<C0. 05). Conclusion ACA and anti-g2-GP1 may be

one of the important etiological factors of cerebral infarction without hyperlipidemia in middle-aged patients. It

is important to pay more attention to the combined detection of ACA and anti-2-GP1 in this group of people.
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