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Abstract:Objective  To analyze the correlation between Caspase-1 with systemic lupus erythematosus
(SLE) clinical manifestations and related laboratory indicators by measuring the expression of Caspase-1 in
serum of the patients with SLE,and to evaluate the diagnostic value of Caspase-1 in the patients with SLE.
Methods The 74 patients with SLE treated in this hospital were collected as the SLLE group and contempora-
neous 20 subjects undergoing the healthy physical examination were selected as the healthy control group. The
differences in levels of Caspase-1 and 11.-13 were compared between the two groups. The correlation between
the Caspase-1 and the SLE disease activity and laboratory indicators was analyzed for evaluating the diagnostic
value of Caspase-1 in SLE, Results (1) The levels of serum Caspase-1 and IL.-183 in the SLE group were sig-
nificantly decreased compared with those in the healthy control group (P <C0. 05). (2) In the patients with
SLE,complement C3 was positively correlated with serum Caspase-1 level (r=0. 346, P <0. 01),and serum
Caspase-1 level was negatively correlated with the SLEDAI score (r=—20. 301, P <0. 05),antidsDNA (r=
—0.251,P<C0.05). (3) The receiver operating characteristic (ROC) curve analysis showed that the area under
the curve (AUC) of Caspase-1 for diagnosing SLE was 0. 727. The sensitivity was 0. 629 and the specificity
was 0. 850. For the activity assessment in SLE patient, AUC of Caspase-1 for evaluating the SLE activity was
0. 674. The sensitivity was 0. 685 and the specificity was 0. 687. (4) The SLE patients with serum Caspase-1 >
62.066 pg/ml were set as the negative group and the patients with serum Caspase-1<62. 066 pg/mlL as the
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postive group,the Anti-dsDNA antibody level of the Caspase-1 positive group was higher than that of the

Caspase-1 negative group (P<C0. 05),while the C3,C4,TC and albumin levels were lower than those in the

negative group (P<C0. 05). Conclusion Caspase-1 has strong recognition ability for SLE and has the potential

to become a diagnostic marker for SLE.
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