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Expression of CTLA-4 in T cells from peripheral blood of patients with systemic lupus ery-
thematosus and its clinical significance

Xu Anqi', Yang Xiaofan?, Wang Huijuan?,Zhang Miaojia®,Ji Xiaohui*

('Department of Research, Nanjing Red Cross Blood Center, Nanjing 210003; *Department of Microbiology and
Immunology, NJMU, Nanjing 211166; *Department of Rheumatology, the First Affiliated Hospital of NJMU,
Nanjing 210029, China)

[Abstract] Objective: To investigate CTLA-4 expression in T cells from peripheral blood of patients with systemic lupus erythe-
matosus (SLE) and its significance in clinic. Methods: Peripheral blood mononuclear cells (PBMCs) from SLE patients and healthy
donors were isolated and then cultured with anti-CD3 and anti-CD28 antibodies for 48 hours. Before and after culture, the cells were
detected for the percentages of CTLA-4* cells in CD4* and CD8* T subsets by flow cytometry (FCM). Based on these data, the corre-
lation between CTLA-4 expression in CD4* or CD8" T subsets of SLE patients and SLE disease activity index (SLEDAI) and kidney
damage were analyzed. Cell culture supernatants were also collected for the determination of free CTLA-4 level by ELISA. Results: In
fresh PBMC, CTLA-4* cell percentages of CD4"CD25" and CD8*CD25* T subsets in SLE patients, were significantly higher than those
in controls, and were positively correlated with SLEDAI; CTLA-4" cell percentage of CD8*CD28™ T subset was also significantly high-
er in SLE than that in controls, but was not correlated with SLEDAI After stimulation with anti-CD3 and anti-CD28, CTLA-4* per-
centages of CD4"CD25*, CD8*CD25* and CD8*CD28~ T subsets were significantly lower in SLE than those in controls, but was not
correlated with SLEDAIL While in active SLE, CTLA-4* cell percentage of CD8*CD28~ T subsets was significantly lower in patients
with kidney damage than that in patients without kidney damage; CTLA-4 level of the culture supernatant was lower in SLE patients
than that in controls. Conclusion: The abnormally increased expression of CTLA-4 in T (CD4* and CD8") cells fresh isolated from
SLE patients T cells might indicate disease development with T cell activation. On the other hand, T cells of SLE patients are defi-
cient in induced expression of CTLA-4, which might be related with the deficient ability of reactivation of SLE T cells in vitro.
[Key words] systemic lupus erythematosus; T cells; CTLA-4
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FCrp AL 3 e FEM IR 98 45 PE T 40 M2 (regulatory
T cell, Treg) F A VEAE 543+ 1 SLE A9 S
W Treg M MESS 500 T 09 S U

0 M R T K CL AR AR SCHTJE 4 (eytotoxic T
lymphocyte-associated antigen-4,CTLA-4) 2 T 4
L — TP S R S R B 2 AR5y, 5 CD28
HLFZA BT 4 FEAK LS BT 4 T8GR HEST
A TC M S5 g O I PR TR AR R T
AL (Treg) & — 2 HAMHIAVE TR T 4001, v] LAk
— AR Z AR, 1 CD25*Foxp3 1) CD4*
nTreg ,CD4%iTreg L\ & CD8* 11 ¥4 15 4 T 4 ffg ; CD8*
MR PE T A MR TE S e | il ZE, f
CD8*CD25*D69 *CTLA-4 *Foxp3*T 4fi i .CD8*CD25*
CTLA-4"Foxp3*GITR*T 4l il Fil ML il A& B iy K 4K 714
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Figure 1 Ratios of CD25*CTLA-4*CD4*T in PBMCs from SLE patients and their relationships with disease activity and

with kidney damage
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Figure 2 Ratios of CD25*CTLA-4*CD8*T in PBMCs from SLE patients and their relationships with disease activity and

with kidney damage
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Figure 3 Ratios of CD28"CTLA-4*/CD8'T in PBMCs from SLE patients and their relationships with disease activity and
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