50 B = ZEBE R FRER ,2016,38 (1) http ;//aammt. tmmu. edu. cn

DOI:10. 16016/j. 1000-5404. 201505130

TNFR2 E R &R/ R H22 B AR £ K5 =0 Treg HE S ThaEER T

i ' m,rH (430022 3, I — BE R IR 5550007 5 BH, 5% 48 5 FBHE B A IR R
430030 FIL , A Rk KA [V I 2 B G 2 BF ST T )

(FZ] HMY W% anTNF-o/ TNFR2 {55 Rl0) fif 96 B R AR 52 e S LML ik SRA
Western blot #2r H22 fipJ8d BRI (R 55 v Treg 208 TNFR1 & TNFR2 #3835, TNFR2 7% BALB/c
/N BB A= B B 10 H7E TNFR2 SR 1Y BALB/ ¢ /NERUBZ 42 H22 JHHs 40k , WASE I B4 S e
TEREE T Treg ()54, A DA A= RN ERASOO R, ) tmTNF-o0 R Treg 4, ELISA #5:0 -3 IL-10
MTGF-B W&, &R i BRUGAEEH Treg 20 TNFR2 23K W] I 2 T35 A= B/ N BB Treg ZHA(P <
0.05) ,1fif TNFRI ik ULEH 2 A8 4k s TNFR2 38 R i o UM AR AR FEP A BN (P <0.05) |, Ho W
TEREE T Treg A Al o W] i/ FEF A BU/N R (P <0.05) o FEIRSM tmTNF-o0 7T LAfEE Treg 4 il 7 4=
IL-10 1 TGF-B(P <0.05) . &5 TNFR2 JE [ f R/ BRI RE A= KU 22 , e Jey F I A 52 v Treg 24 U
b [a) I tn TNF-oc REGS L Treg 20 MBS AN 4 Kl TL-10 F1 TGF-B , 3 5 H Az il DI e

[XEIA ] BB TNF-o; P PE T 4000 8 A = 107604 K7 B

[FEESZES] R392.2; R730.23; R735.7 [ X@kfrERL] A

Tumor growth characteristics in H22 hepatocarcinoma cells transplanted tumor and

number and function of Treg in TNFR2 knockout mice
Jiang Rui', Yang Peng’, Jiang Yaping’ ('Department of Clinical Laboratory, Wuhan First Hospital, Wuhan, Hubei
Province, 430022 ; *Department of Clinical Laboratory, Guizhou Provincial Orthopaedic Hospital, Guiyang, Guizhou

Province, 550007 ; *Institute of Immunology, Tongji Medical College, Huazhong University of Science and Technology,
Wuhan, Hubei Province, 430030, China)

[ Abstract | Objective To determine the effect of the transmembrane TNF-o/tumor necrosis factor
receptor 2 (tmTNF-a/TNFR2) signaling axis on the growth of transplantation tumor in mouse xenograft model
and investigate the underlying mechanism. Methods Western blotting was used to determine the expression
of TNFR1 and TNFR2 in the Treg cells from control mice and H22 tumor-bearing mice. TNFR2 knock-out
mice and wild-type mice ( 10 animals in each group ) were subcutaneously inoculated with H22
hepatocarcinoma cells, then the tumor growth as well as the accumulation of Treg in the suspension of tumor
cells were observed. 1L-10 and TGF-B production in Treg cells in response to the exogenous tmTNF-a were
detected by ELISA. Results The TNFR2 expression was significantly higher in the Treg cells from the tumor
microenvironment in the tumor-bearing mice than in the spleen Treg cells from wild-type mice (P <0.05),
but no significant change was seen in the TNFR1 expression. Tumor size was obviously smaller in the
TNFR2 ~/~ tumor-bearing mice than the wild-type tumor-bearing mice (P <0.05) , and the percentage of Treg
in the tumor microenvironment was remarkably less in the former group of mice than the latter (P <0.05).
Exogenous tmTNF-a promoted the secretion of 1L-10 and TGF-B in Treg cells (P <0.05). Conclusion

The transplanted tumor gowns slowly in TNFR2 knockout mice, with reduced Treg cells in the tumor
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microenvironments. tmTNF-a stimulates the release of anti-inflammatory cytokines IL-10 and TGF-$ in the

Treg cells to enhance the immune response.
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