ETREF 201052 A% 3945% 3 M 265

&
SEAAT Trege WHHHERES IL-10.TGFB X EHR’

PR TP R A Z N HEM LY B EWE!
(HpMsksa b S ER. 1. AA;2. 5 nA, - % 545007)

- it

W E:BHH AR CDITCD2 AT T Ml (Treg) £RBARTH I AR ETAEL, Fik RAAXN@IBALN T &
MR RIEF AR P Treg JF HA; R0 R Sy miskan ot R ik B & 46 69 CDAT CD25" T 4w il , 24k S S # il e A
GA-E-10(L-10) Ao b b £ K B F-B(TGF-R) b K F, R EFME T Treg KT H(8.40£0.52) %, BHM R F Treg %
P EHFH(11.5150.60) %], ZRIHHE, RBARTY Treg ot ety bl o B F (IL-10 . TGF-PREF AR A B F . £
FAH % FESL(P<0.05), &8  Treg TabiB i 5 36 1L-10 fo TGF-RB Fdp#l e am e B T FHRRARIR BB L BE R K,

EKBER:FE; T HRC W, ONF-10;8LEKRE T3

HE 4 E S :R735.2;R730. 2 MEKARIRAG A NXEHS:1671-8348(2010)03-0265-03

Distribution quantity of Treg and relationship with IL-10 and TGF-§ in gastric carcinoma tissue”
HU Hong-bo'® , ] IA An-ping? , LIANG Xiu-lan®, et al.
(1. Department of Laboratory;2. Department of Gastroenterology, The Central Hospital
of Liuzhou Railroad , l.iuzhou 545007 , China)
Abstract; Objective To study the distribution quantity and significance of CD4™ CD257 regulatory T cells (Treg) in gastric
carcinoma tissue. Methods The quantity of Treg was determined by flow cytometry from gastric carcinoma tissue and normal tis-
sue. Highly purified CD4 " CD25" T cells were isolated by immunomagnetic beads,and the production of intracellular suppressor cy-
tokines such as interleukin-10 (I[.-10) and transforming growth factor-f (TGF-B) was tested by flow cytometry. Results The

number of Treg in gastric carcinoma tissue was more than that in normal tissue. Compared with gastric carcinoma tissue, the secre-

tion of intracellular cytokines such as 1.-10 and TGF-8 was significantly greater in peripheral CD4™ CD25" T cells of normal tissue

after in stimulation vitro ( P<Z0. 05). Conclusion

Treg may obstruct the immunologic reaction of gastric carcinoma by secreting

suppressive cytokines,and it plays an important role in gastric carcinoma prognosis.
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