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Clinical significance of different subtypes of anti-cardiolipin antibody and anti-p2-
glycoprotein [ antibody in onset and disease condition progress in patients with SLE
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Abstract: Objective To investigate the clinical significance of different subtypes of anti-cardiolipin anti-
body (ACL) and anti-B2-glycoprotein I antibody (af2GP I ) in the onset and disease condition progress in the
patients with systemic lupus erythematosus (SLE). Methods Seventy-three cases of SLE treated in this hos-
pital from February 2017 to February 2019 were included into the SLE group,30 patients with non-SLE con-
nective tissue disease served as the control group A and 30 individuals undergoing the healthy physical exami-
nation were selected as the control group B. The ACL and aB2GP I were detected by IgA/G/M multiple sub-
types screening reagents and IgA,IgG,IgM single subtype reagents. Then the clinical significance of different
subtypes of ACL and aB2GP I in the pathogenesis and development of SLE were analyzed. Results The posi-
tive rates of [gA/G/M and IgG types of ACL and IgA/G/M type of af2GP I had significant difference among
the SLE group,control group A and control group B (P<C0. 05) ,in which the above subtypes of antibody pos-
itive rates in the SLE group were significantly higher than those in the other two groups (P <C0. 05). The
IgA/G/M and IgG types of ACL levels and IgA/G/M,IgA and IgG types of aB2GP I levels in the SLE group,
control group A and control group B showed a decreasing trend in turn (P <C0. 05). The serum IgG type of
ACL level and IgA/G/M,IgA and IgG types of aB2GP I level in the active stage of the SLE group were sig-
nificantly higher than those in the remission stage (P<C0. 05). There was statistically significant difference in
the thrombosis incidence rate between the positive and negative groups of SLE patients with IgA/G/M and
IgG types of ACL and IgA/G/M and IgA types of af2GP I (P <C0. 05). Conclusion The applicability of
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IgA/G/M and IgG types of ACL and IgA/G/M,IgA and IgG types of af2GP I in diagnosing SLE is stronger
than that of other subtypes, moreover,the IgA/G/M and IgG types of ACL and IgA/G/M and IgA types of
aB2GP I are closely related to the incidence rate of thrombosis in the patients with SLE,
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