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The predictive role of abnormal expression of IL-2 receptor B/y chain on CD4*T cells in
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[Abstract] Objective:To detect the expression of I1-2 receptor B and y chain (CD122 and CD132) on CD4*CD25°T cells in peripheral
blood of systemic tupus erythematosus (SLE )patients and CD4*CD25*T cells which were induced from the former in vitro,as well as
assess its effects on the induction of Foxp3* induced regulatory T cell (iTreg). Methods: Peripheral blood mononuclear cells
(PBMCs) were isolated from SLE patients and healthy donors and further isolated CD4*CD25°T cells. The ratio of CD25-CD122*/
CD4+,CD25-CD132*/CD4* and CD122/CD132(IL-2 receptor B and <y chain) mRNA relative abundance in CD4*CD25°T cells were
analyzed by flow cytometry and real-time quantitative PCR, respectively. CD4*CD25T cells were induced to further analyze the ratio
of CD25*CD122*/CD4*,CD25*CD132*/CD4*,CD25Foxp3*/CD4*, pStat5*/CD4*CD25*. Results: Compared with the normal subjects,
there were no significant changes in the expression of CD122 on CD4*CD25°T cells in SLE patients PBMCs,but the ratio of CD25~
CD132*/CD4* was lower and negatively correlated with the SLEDAI; The CD132 mRNA relative abundance in CD4*CD25T cells was
also lower than that in the control group; After CD4*CD257T cells in peripheral blood of SLE patients were induced,the percentage of
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CD25'Foxp3*T cells in CD4T cells was lower than that in the control group and negatively correlated with the SLEDAI; The ratio of
CD25*CD122*/CD4*and CD25*CD132*/CD4" in cells which were transformed from CD4*CD257T cells in SLE patients was lower than
that in the control group,but only the latter was negatively correlated with SLEDAI. The expression of phosphorylated StatS in
transformed cells of SLE patients was lower than that in the control group and the ratio of pStat5*/CD25'CD4* was negatively correlat-
ed with SLEDAI and positively correlated with the ratio of CD25'Foxp3*/CD4*. Conclusion: There was obviously defective expression
of CD132(IL-2Ry chain) on CD4*CD25°T cells in peripheral blood of SLE patients and it was correlated with disease activity; The
expression of CD132 and CD122 (IL-2RB chain) was also defective when the cells were transformed into CD4*CD25*T cell subsets,
but only the defective expression of CD132 was correlated with disease activity and Foxp3 expression and was accompanied by lower

levels of phosphorylated Stat5,suggesting that the defective expression of IL-2R7y chain and its weaker downstream signal are closely

related with SLE patients Foxp3*iTreg induction obstacle.
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Figure 1 Expression of CD122 (IL-2R B chain) on CD4*CD25°T cell subsets in peripheral blood and its relationship with SLEDAI
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Figure 2 Expression of CD132 (IL-2R +y chain) on CD4*CD257T cell subsets in peripheral blood and its relationship with SLEDAI



55 35 B4 4 ]

JE/INERET . SLE S5 AME L CD4*T 4 1L-2 214 B oy S5 5L

2015 4F 4 ST T A0 LR R A ARG +459-
A " Normal . SLEDAI<5 . SLEDAI=5
Y 73w (o) =3 Q1 () =3 01 Q2
.022% 61.4% 10.058% 45.7% 10.0119% 17.0%
=k & 3
Bl &3 Er =
oS —3 — 3
a ] ]
g :
= - I — - ]
=F 3 23
i 04 Q3 i 1 o4 3
5 10.120% 38.5% = 10.487% < 10.139% 82.9%
< TTTII T TTTIm T TT T T TTTIT st T TTTIT TTT = TTTIm T TTTm T TTTIhT
10° 10' 10° 10° 10* 10° 10' 10 10° 10¢ 10° 10! 10? 10° 104
CD25-APC
B 80 * C 804 D 10+ E 154
— * * ~ n=29
Sl :‘:}60_ T 89 N o r=-0.518
E X £3 22104 P < 0.01
< < 2% 07 2% ¢
= 401 & 40 = & =5 e
@ < = EE e
& z == 41 = d
= Ex B EER N * .
i 201 = 5204 <% o < « 3, :
= = = o © M U
2 = "
0 r . : 0 . , 0 . )
Normal SLEDAKS SLEDAI=5 0 10 20 Normal SLEDAIS SI. FDAI>5 0 10 20
(n=26) (n=10) (n=19) SLEDAI (n=26) (n=10) (n=19) SLEDAI

A:CD4*CD257T 41l
CD25*Foxp3*/CD4HY LA,

iSRG CD25 Foxp3*/CDAT AU HLABE /34T (R 4IMA A ) 4
*P < 0.01;C:SLE H3 CD25'Foxp3*/CD4* A5 SLEDAL BUAHIEE ;D 1E 5 X IR FN SLE 3 40 1% (b5 Foxp3

BB IERXTIR Y SLE S d ik fb)s

ST EARIE , P < 0.01; E;SLE #3% Foxp3 Y756 BEAIXT (5 SLEDAT By &4k

K3 CD4*CD25-T 415

T 154 CD4*CD25*T 4N Foxp3 kK ¥ ) H 5 SLEDAT AYAH 1

Figure 3  Expression of Foxp3 in CD4*CD25*T cells which were induced from CD4*CD257T cell and its relationship with SLEDAI
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Figure 4 Expression of CD122(IL-2R B chain) on CD4*CD25°T cell subsets which were induced from CD4*CD25°T cells and its rela-

tionship with SLEDAI
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