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Relativity between reduced glutathione and inflammatory factors in patients with systemic lupus erythematosus”
PENG Kejun ,XIA Hongjiao,LIU Jianrong s HU Jiankang ,LIAO Yongqgiang®
(Department of Clinical Laboratory s Pingxiang People’s Hospital s Pingxiang, Jiangxi 337055,China)

Abstract: Objective To explore the relativity between reduced glutathione and inflammatory factors in
patients with systemic lupus erythematosus. Methods Sixty-five SLE patients visited our hospital from Janu-
ary to December 2016 were included in the study. Additionally,46 people coming for healthy examination dur-
ing the same period were grouped into control. According to disease activity index, sixty-five patients were di-
vided into SLE activity and non-activity group. T lymphocyte subset of RSLE patients and healthy people were
detected by four color fluorescence activated cell sorter. The serum levels of GSH, Hcy, hsCPR, complete C3
and C4 of SLE patients and healthy controls were measured. Results (1) The levels of hsCRP, Hcy and CD8"
T lymphocyte of activity group were significantly higher than non-activity group(P<C0. 05),and the levels of
GSH ., complement C3,C4,CD4" T lymphocyte were significantly lower than non-activity group(P<C0. 05). (2)
The levels of GSH was negatively associated with the level of hsCRP, Hcy and CD8" T lymphocyte (r =
—0.53,—0.65,—0.51,P<C0.05),but was positively associated with the level of complenent C3,CD8" T lym-
phocyte(r=0. 64,0. 62, P<0.05). Conclusion GSH decreased significantly in activity SLE patients intravas-
cular may Break the balance of redox state,cause the level of hsCRP, Hey increased and CD4" /CD8" lympho-
cytes reversed,and Form an inflammatory state.
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