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Diagnostic value of antiphospholipid antibody level in patients with carotid atherosclerosis”
CUI Jia ,ZHANG Mingming , HUO Lijing .,L.U Yonggang sMA Qian,TIE Yanging
Department of Clinical Laboratory Hebei Provincial People's Hospital
Shijiazhuang s Hebei 050051 ,China

Abstract : Objective To investigate the diagnostic value of antiphospholipid antibodies in patients with ca-
rotid atherosclerosis. Methods A total of 72 patients with carotid atherosclerosis in our hospital were collect-
ed as the study group and 56 healthy people were collected as the control group. The expression levels of lupus
anticoagulant (LAC) ,anticardiolipin antibody (ACL) and resist 32-glycoprotein I antibody (anti-2-GP1) in
the two groups were compared, the positive incidences of antiphospholipid antibodies and the incidence of
thrombotic events in patients with antiphospholipid syndrome and non antiphospholipid syndrome were ana-
lyzed. Receiver operating characteristic curve (ROC curve) was used to analyze the LAC, ACL,anti-32-GP1 in
diagnosis of patients with carotid atherosclerosis. Results The positive rates of LAC, ACL and anti-2-GP1 in
the study group were significantly higher than those in the control group (P<C0. 05). The detection levels of
LAC,ACL and anti-B2-GP1 in the study group were significantly higher than those in the control group (P <<
0. 05). The positive rates of LAC, ACL,anti-f2-GP1 and thrombotic events in patients with antiphospholipid
syndrome in the antiphospholipid syndrome patients were significantly higher than those in patients with non
antiphospholipid syndrome (P<Z0. 05). ROC curve showed that the AUC of LAC in the diagnosis of carotid
atherosclerosis was 0. 627 the AUC of ACL in the diagnosis of carotid atherosclerosis was 0. 948,and the AUC
of anti-32-GP1 in the diagnosis of carotid atherosclerosis was 0. 677, Conclusion The level of LAC, ACL and
anti-f2-GP1 increased significantly. LAC, ACL and anti-2-GP1 detection has certain clinical value in the diag-
nosis of carotid atherosclerosis.
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