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Abstract: Objective To investigate the relationship between serum adenosine deaminase (ADA) level and disease status in pa-
tients with systemic lupus erythematosus (SLE). Methods Serum samples of SLE patients(n=57) were selected as SLE group and
the serum of healthy adults (n=57) were collected as control group. The serum ADA was tested using ADA coupling purine nucle-
oside phosphorylase (PNP) and xanthine oxidase (XOD) method. The SLE patients were divided into three groups based on sys-
temic lupus erythematosus disease activity index (SLEDAD : the remission group (SLEDAI score:0-4) ,mild group (SLEDIA score:
5-9) and moderate to severe group (SLEDIA score higher than 10),then the correlation between serum ADA activity and the de-
gree of disease activity in SLE patients were analyzed. In addition, erythrocyte sedimentation rate (ESR) and high sensitivity C-reac-
tive protein (hs-CRP) were collected by retrospective analysis and the correlation between ESR.hs-CRP and the degree of disease
activity in SLE patients were analyzed subsequently. Results The average level of serum ADA in the SLE patients and control
group were (14.58+6.50) and (8.26+2.05)U/L respectively. The difference was statistically significant (P<C0. 005). The aver-
age level of serum ADA in the remission group,mild group and moderate to severe group were (10, 9445, 27),(13. 6944, 36) and
(17.754+7.09)U/L respectively. The serum ADA level of SLE patients was positively correlated with SLEDAI(r=0. 361, P=
0.006) ,but there were no correlation between ESR, hs-CRP and SLEDAI in SLE patients (P>>0. 05). Conclusion

ADA levels could be regarded as a reliable marker to reflect the disease activity of SLE.
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