368 FHREF2017E3AF 4655 74

it doi:10. 3969/j. issn. 1671-8348. 2017. 07. 002
BEGEMEREY D ARSAS Y T ARNRRIELRRR

FHE RE T I AR g R
(L FHBEKRFEFR, KA 610054;2. W A EFHFR - W EARER/ & FHEKRS
WE E IS E AR R 610072;3. v FEEFAFR - Wl FARER/
WA KRR ERF WA, R AR 610072)

[HE] Br ®iTA3EA3H Tim1/# CD4SRB IR FF WAL PHFH Bai (Bregs) 5 AT T g (Tregs) 8
X%, Ak &% BALB/c 5% C57BL/6 A9 R A S B K et 2 B A KA A R(LTS) 89 B o gk s iz £ 42
ZMR B A B i s L (uMT 4R R, Ko A 38 CD25 34k (PC61) &tk CD25 " Treg 4m ity , I 545 44 4 69 74 7 aF 1), A iR
X gm Ja AUt M Foxp3™ Treg 2% T4, ¥ CD4" Foxp3™ GFP™ T 4 fe )5 Bregs 2m B B¢ A~ id 2 # 72 RAG s R K AL 40 FoxpS+
GFP' T amfeth 38, &2 QAR AR, 2 ALK& 77 49 Bl o e A 4 CD20 L4k 45 B B 29 18, ML A 3F Tregs # F 49 %
W, R GARMES R IA X R4 Bregs T F 83,3069 0 R K B AS & A2 A A CD25 4% )6 , M By A5 M AR 4 A )
(MST=20 d) A &R HE 5 5 2k R4 K B At % s K Bregs 4% Tregs 4% % 3 m (P<<0.01), 5 A T35 § CD4" Foxp T
20 it & ik Foxp3; A 4t CD20 k45 IR B 21 )5 ALK 5§09 BBk AS AL 2 4R s Ak A Tregs &9 2 0 (P<<0.01), £ig
R F F A A% P, Bregs T At B i 4R 3 Tregs A R m L K A6 575,

[X@RA] B2 AT EB@e; T Hhemip, A

[(hESZ#ES] R392.4 [X@#RiRE] A [XEHS] 1671-8348(2017)07-0868-03

Dependence relationship between regulatory B cells and regulatory T cells in transplantation immune tolerance”
Li Shurong'* . Zhao Gaoping'** ,Yang Maozhu® ,Wei Lingling® ,Deng Shaoping'"*
(1. Medical School sUniversity of Electronic Science and Technology ,Chengdu,Sichuan 610054 ,China;

2. Institute o f Organ Transplantation , Sichuan Provincial Academy of Medical Science/Sichuan
Provincial People’s Hospital /A f filiated Hospital \University of Electronic Science and
Technology,Chengdu,Sichuan 610072 ,China;3. Department o f Gastrointestinal Surgery ,Sichuan Academy o f
Medical Science » Sichuan Provincial People’s Hospital /A f filiated Hospital \University of
Electronic Science and Technology ,Chengdu,Sichuan 610072 ,China)

[Abstract] Objective To investigate the relationship between regulatory B cells (Bregs) and regulatory T cells(Tregs) in
transplantation tolerance induced by dual anti-CD45RB/anti-TIM-1 antibody. Methods The longterm murine islet allograft trans-
plant models from BALB/c to C57BL/6 were established. B cells purified from longterm survivors (LTS) were adoptively trans-
ferred to grafted B cell-deficient uMT /" B6 recipients and treated with or without PC61. The allograft survival time was analyzed
and the number of Foxp3™ Treg cells was examined by flow cytometry. Murine skin allograft transplant models was established and
treated with dual antibody. The change of the percentage of Treg cells was observed after B-cell depletion using anti-CD20 antibod-
y. Results Adoptive transfer of Bregs in longterm tolerated murines could induce longterm tolerance in 83. 3% of murines. But after
adding CD25m monoclonal antibody,islet grafts were completely rejected in a short time(MST=20 d) ;adoptive transfer of Bregs in
longterm tolerated murines could increase the Tregs number (P<C0. 01), moreover could induce CD4™ Foxp~ T cell to express
Foxp3;after deleting B cells with CD20 antobody, Tregs cells number in the skin transplant recipient murine induced by dual anti-
body was remarkably reduced (P<C0.01). Conclusion In transplantation tolerance induced by dual antibody, Breg cells may pro-
long the graft survival time possibly through promoting Treg generation.
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