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Imbalance of Th1/Th2 in patients with systemic lupus erythematosus combined with coronary heart disease
Zhao Shan sYu Juan s Zhang Hong”
(Department of Rheumatology sthe First People’s Hospital of Yunnan Province , Kunming,Yunnan 650032 ,China)
[ Abstract |
(SLE) combined with coronary heart disease. Methods

Objective To investigate the imbalance of Th1/Th2 cell response in patients with systemic lupus erythematosus
SLE patients, SLE patients with coronary heart disease and healthy con-
trols were enrolled and blood samples were collected. T-bet/GATA-3, the transcription factors of Thl/Th2 cells, were detected by
real-time PCR;the intracellular cytokines IFN-y and 1L-4 in CD4" T cells were stained by fluorescent antibodies and detected by
flow cytometry;the level of serum IFN-y and 11.-4 were detected by ELISA. Results Comparing with healthy control group, the ex-
pression level of Thl transcription factor T-bet, the introcellular secretion of IFN-y in CD4" T cells and the serum IFN-y were all
decreased in non-coronary heart disease patients with SLE(P<C0. 05). Comparing with non-coronary heart disease patients with
SLE or healthy control group,the expression level of Thl transcription factor T-bet,the introcellular secretion of IFN-y in CD4" T
cells and the serum IFN-y were all increased in patients with SLE combined coronary heart disease(P<C0. 05) ; while the expression
level of Th2 transcription factor GATA-3, the introcellular secretion of 1L.-4 in CD4" T cells and the serum I1.-4 were all decreased
in patients with SLE combined coronary heart disease(P<C0. 05). Conclusion There were imbalance towards Thl cell response in
patients with SLE combined coronary heart disease, which may related to the occurrence and development of disease.
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