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Role of myeloid-derived suppressor cells and regulatory T cells
in mouse models of ulcerative colitis*
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Abstract: Objective To investigate the role of myeloid-derived suppressor cells (MDSC) and regulatory T
(Treg) cells in development of ulcerative colitis. Methods Mouse models of ulcerative colitis were established
with administration of 5% dextran sodium sulfate (DSS). Body weight and hematochezia were obtained daily.
Mice were sacrificed 3 or 7 days post insult. Histological assessment of ulcerative colitis was graded with
hematoxylin -eosin staining. The percentages of MDSC and Treg cells in the spleen and mesenteric lymph
nodes were measured by flow cytometry. Results In animals treated with DSS, body weight loss, diarrhea and
hematochezia were observed on the 4th day. Histological analysis revealed colonic mucosa damage and
manifestation of inflammation. The amount of Treg cells was increased, whereas the amount of MDSC was
decreased significantly in mesenteric lymph nodes in 7-day model group (P< 0.05). Further observation on the
subsets of MDSC suggested that the percentage of granulocyte -like MDSC decreased in the 7-day model
group (P < 0.05) while no significant change of monocyte-like MDSC was observed among all the groups.
There was no significant difference in the amount of Treg cells or MDSC in spleen among three groups.

Wik H 3. 2017-04-30
* FEATH H b A RFHE LS (No: H2015106081 ) ; it 48 BE ARl BFFE i -2 75 H (No: 20150893 )

[EfE7EH] 1E4:0, E-mail :yanhm2538@163.com; Tel : 0311-89109031
17 -


mailto:yanhm2538@163.com

T E A A

521 %

Conclusion Acute ulcerative colitis experiences decreased MDSC and increased Treg cells, which could

contribute to the development of ulcerative colitis.

Keywords: ulcerative colitis; myeloid-derived suppressor cell; regulatory T cell
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5 Treg 201, [R]8F MDSC i HA 44 Tiit 37 J5 45 BT
P2 Treg 200, A 3F Treg $ 14 I RE /1139, )R 2,
Treg 40 % i 7=k TGF- B J4% MDSC #4401k
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