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Relationship between serum E-cadherin,IFN-a,B2-GP1-Ab levels and disease
activity in patients with systemic lupus erythematosus”
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Abstract: Objective To investigate the levels of serum adhesion molecules E-cadherin,interferon-a (IFN-
a) and anti-B2 glycoprotein 1 antibody (82-GP1-Ab) in patients with systemic lupus erythematosus (SLE),
and its relationship with the intensity of disease activity. Methods A total of 196 SLE patients who were ad-
mitted to our hospital from August 2017 to August 2020 were selected. According to the SLE disease activity
index (SLEDAI-2000) scoring standard,the 196 SLE patients were divided into stable group of 65 cases,mild
activity group of 51 cases,moderate activity group of 42 cases and heavy activity group of 38 cases. A total of
40 healthy individuals who underwent physical examination during the same period were selected as the con-
trol group. The serum levels of E-cadherin, IFN-a and B2-GP1-Ab were detected by enzyme-linked immu-
nosorbent assay. The relationship between E-cadherin, IFN-a,32-GP1-Ab and clinical indexes, clinicopatholog-
ical manifestations and disease activity intensity of SLE patients was analyzed. Results The levels of eythro-
cyte sedimentation rate (ESR),C-reactive protein (CRP), platelets (PLT) ,interleukin-6 (IL-6),complement
C3,complement C4,activated partial thromboplastin time (APTT) , prothrombin time (PT) ,E-cadherin, IFN-
a,B2-GP1-Ab and SLEDAI-2000 score in each group were statistically significantly different (P <C0. 05).
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There were statistically significant differences in the incidence rates of oral ulcers, hair loss,rash, photosensi-
tivity, blood system damage and serositis among the groups (P<Z0. 05). There was no significant difference in
the incidence rates of fever,fatigue,myalgia,arthritis,and liver and kidney function damage among the groups
(P>0.05). E-cadherin and IFN-a levels were positively correlated with CRP,1L-6,and SLEDAI-2000 scores
(P <C0. 05) ,and negatively correlated with complement C3 and complement C4 levels (P<C0. 05);32-GP1-Ab
level was negatively correlated with CRP,IL-6,and SLEDAI-2000 scores(P <C0. 05) ,and positively correlated
with complement C3 and complement C4 (P<C0. 05). Conclusion The serum levels of E-cadherin,IFN-a and

B2-GP1-Ab in SLE patients are abnormal,and they are closely related to the clinical manifestations and activity

of the disease.
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