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Analysis of clinical efficacy of belizumab in the treatment of

systemic lupus erythematosus”
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[ Abstract] Objective To investigate the efficacy and safety of belizumab in the treatment of moderate
and severe active systemic lupus erythematosus (SLE). Methods A total of 60 patients with moderate to se-
vere active SLE who were admitted to the Department of Rheumatology and Immunology of the hospital from
September 2019 to March 2022 were selected. According to whether the patients were treated with belizumab,
60 SLE patients were divided into the control group (hormone + immunosuppressive agent) 30 cases and the
experimental group [hormone -+ immunosuppressive agent + belizumab (8 times)] 30 cases. Disease activi-
ty,hormone dosage,laboratory tests (such as blood routine, urine routine, liver and kidney function,comple-
ment, DS-DNA, etc. ) and adverse events were evaluated before treatment and 3,6,9 and 12 months after
treatment. The clinical symptoms and organ involvement of the patient were also recorded before treatment
and 12 months after treatment. Results There was no significant difference in baseline data such as gender,
age and condition before treatment between the two groups (P>>0. 05). 12 months after treatment, the com-
posite response rate of SLE response index (SRI-4) in the experimental group was significantly higher than
that in the control group (60.0% ws. 33.33% ,P =0.038). Most of the clinical symptoms and organ involve-

ment of the two groups were improved to varying degrees. The white blood cell reduction, hemoglobin reduc-
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tion,albumin reduction,and musculoskeletal involvement of the two groups were significantly improved com-
pared with before treatment,and the differences were statistically significant (P<C0. 05). In the improvement
of albumin decrease and renal involvement,the experimental group was more obvious than the control group,
and the difference was statistically significant (P <C0. 05). The SLE disease activity index-2K (SLEDAI-2K)
score in the experimental group was significantly lower than that in the control group (P <C0.05).9 and 12
months after treatment,the levels of complement C3 and complement C4 in experimental group were signifi-
cantly higher than those in the control group.and the differences were statistically significant (P <C0. 05). In
terms of hormone dosage,3,6,9 and 12 months after treatment, the experimental group was less than the con-
trol group,and the difference was statistically significant (P <C0. 05). There was no significant difference in
the incidence of adverse events between the two groups (P =0. 793). Conclusion Under routine treatment,
combined with belizumab in the treatment of moderate and severe active SLE can significantly improve the

SRI-4 response rate of patients,significantly improve clinical symptoms and organ involvement,reduce disease

activity,and is more conducive to hormone reduction. The clinical safety of belizumab is good.
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