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The mechanism of Th22 cells in immunoinflammatory response of systemic lupus erythematosus
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Abstract:Objective To analyze the level of T-cell 22 (Th22) cells and its key transcription factors aryl-
hydrocarbon receptors(AhR) in peripheral blood of systemic lupus erythematosus (SLE) patients,the level of
interleukin (IL.)-22 in serum.,and to investigate the mechanism of Th22 cells in the process of SLE. Methods
The subjects were 46 SLE patients and 36 healthy controls. The proportion of Th22 cells was detected by flow
cytometry(FCM) , the expression of the AhR mRNA from peripheral blood was detected by RT-PCR,and the
level of 11.-22 in serum was detected by enzyme-linked immunosorbent assay (ELISA). Results Th22 cell ra-
tio, AhR mRNA and IL-22 levels in active SLE patients and inactive SLE patients were significantly lower
than those in healthy control group,and the differences were statistically significant (P<C0. 05). Th22 cell ra-
tio in active SLE patients was significantly lower than that in inactive SLE patients,and the differences were
statistically significant (P<C0. 05),while there was no statistically significantly difference on the levels of AhR
mRNA and I1.-22 between active SLE group and inactive SLE group (P>>0. 05). Th22 cell ratio in SLE group
was positively associated with AhR mRNA and IL.-22,and Th22 cells in SLE group was negatively associated
with systemic lupus erythematosus disease activity index (SLEDAI), but the level of 11.-22 and AhR mRNA
had no correlation with SLEDAI Conclusion Th22 cells are lowly expressed in patients with SLE, which indi-

cates that changing or promoting the upstream or downstream of Th22 cells differentiation would be likely to
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reduce the immunoinflammatory response,and the level of Th22 might be the auxiliary index in the treatment

of SLE.
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E bR A B, SLEDATI>5 I3 A G sh ] SLE &% 41.
SLEDAI<Z5 IH AJETE 3 ] SLE 35 41, (5257 [F] B &
A VLR 0K 32 HEBR : (1) [ I 8 A B SLE
PASR B At BB G 88 P 5 05 5 (20 Sk g 5 (3D JiF i
PRI 5 (A) At JER Y M5 55 5[] 9 35 OV VG R 25 K
2 B TR 15 I fd R A A N\ 51 36 A g X BR2H L Herp 3 3
i), 4 33 ], - HIAEIE (32, 2210, 4) %, FF A i B 44
K NG T RE o PR OB IE . 30 Bk T 8 4% 26
PR AR I AR 5 5 05 2 ) SLE J8 % 41 2 Al 1% 2l
SLE &M EF AT FE L (P>0.05) AR T
RAVLVG P B 25 K48 B B R B2 5 St i f
SZ AR YR I A4 B N R T .
1.2 U550
1.2.1 Y% FACS Calibur #5720 40 X . W { 25
E BD 2 &) ; CFX Connect™ 5z Bt %6 )¢ PCR Y ; | 1
AR 2 H) 77 s Synergy 2 BUEGHR AL : 2 [F BioTek 24
) 1l 5 .

Th22 cells;

arylhydrocarbon receptors; interleukin-22

1.2.2 R 9806 R b id 8 50 B B 4K H-CD4-
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Pr-1L-17 AHVC L1 [ B4 A 1gG1-PE IgG1-PeCy5 Fil
IgG1-APC,#1 F eBioScience 23w, Lk I 4 Hi 4k 2
/N BB N BT s 8 R o D I TR (PMLAD 1 B[]
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