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To Investigate the Effects of DcR3 on the Development of NOD Mice

Diabetes and the Differentiation of Treg cells

Abstract

Decoy receptor 3 (DcR3) is a new identified soluble receptor of TNF receptor
family. It typically binds to three kinds of ligand, FasL, LIGHT and TL1A, blocking
down the T cell signaling pathway of cell death. In other research, DcR3 binds to
heparan-sulfated proteoglycan molecules presented in the plasma membranes of antigen
presenting cells, and transduce signals to modulate dendritic cells (DCs) differentiation,
leading to skew the T cell response toward the Th2 phenotype, which suppress the effect

of Thl on developing autoimmune diseases.

In this experiment, we found out that DcR3 can not only prevent autoimmune
diseases via those two ways mentioned above, but enhance the expression of Treg cells.
Treg cells’ population increases significantly when CD** T cells are treated with DcR3.
When NOD mice are treated with DcR3 protein or somatic gene, there shows evident
prolongation of diabetes development. We also analyze the effect of DcR3 on T cells’
survival and found no apparent difference between the experimental and baseline
groups. We believe that the phenomenon is caused by the increase in Treg cells’

population instead of T cells’ death.

We suggest that DcR3 is a promising molecule to prevent autoimmune diseases. It
could prolong or even decrease the development of diabetes in NOD mice without

harming the mice’s immune system.
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loadingdyei® £323 &7 3 0.5x TAES iRy % chR i H P 1 1.290 % ¥ % {- 100V
EE R o 1 10pg/mIEBr 4 ¢ o B4 b T %3 DNA BB g
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f ' 4o~ immobilized anti-CD3 i 77 = {2 ¢ & & 4 64 » higG( 10pg/ml)
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pcDNA™3.1/
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(740 bp)
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Bam HI

EcoRI

pcDNA3.1A(+)-DcR3.Fe
7101 bp

Hot 1

BGH pA (‘?ﬂﬁ*@ 4)

Neomyein

f1 ori

20



=3

DCR3» # 3 4rd &3] T w98 (Treg) > T 7 g3 = T B § 7= » 7 DCR3
RHEEAMAABRFEAEFEAL 2 T w7 SR pHARRERE 2

(1 Th2 mPe o

21



	090010 
	作者簡介
	摘要 
	Abstract 
	壹、  前言 
	貳、  研究方法或過程 
	參、  研究結果與討論
	肆、  結論 
	伍、  未來展望 
	陸、  參考文獻
	柒、  附錄 
	評語 

