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Progress of immunocellular therapy in treatment of IBD
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[ Abstract | Inflammatory bowel disease (IBD) is a disease characterized by chronic, recurrent intestinal inflammation, includ-
ing Crohn’s disease (CD) and ulcerative colitis (UC). Etiology and pathogenesis of IBD are unknown, and the treatment is difficult. In
recent years, immunocellular therapy represented by regulatory T (Treg) cell therapy and dendritic cell (DC) therapy has developed

rapidly in the field of immune-related disease treatment, and some progress has also been made in the treatment of IBD. This review

will introduce application and progression of Treg cell therapy and DC therapy in IBD treatment.
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i 32 B B o B DCfAAE Tk g B b, £
BT HUIR IR S, HEF IR T 40 M3 A 7 Al 2 1 2 )
W NI AR HE RAE & J& . Al v i) DC Al 4y
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2.2 DCIFEAEHAb SR R h N ] AR
K, DCIRYT H A G e RGP — H R I
2011 4F, GTANNOUKAKIS %™ YEAT 1T 1 U B 52 M
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it 5% DC (1 /) BRARE T [ /D, 25 1 & 72 B2 Ul 5
%S5 10 B TolDC £ 52 56 M 45 s 48 /1N B 97 3%,
Sy ik — 2 I R FT R T A . HoaAr, AR
TolDC ¥7 35 i 3 b 78 T WA R 50 B Bt . JAU-
REGUI-AMEZAGA 47" 47 7 — 31 1 1 (vl |
J7 5L BB ) s 0 5, B9 R 1A Tol DC I 1 23
Y59 CD B, X kAT T VAR Rl . 455 0
NG AR AN BN, (B A L Rk % T 3k
IR AER] T A & TolDC 1 % 4P Fml 70 , A ik B
A B AT B AT HE— 2 B0 E
2.3.2 HABDCAHIICITE B T TolDCYT7 4L, it
A — S H AR S, H il T e 0 = )
KPR DC B BER] FE 5 T 40 2 (bone marrow mesen-
chymal stem cells, BMSCs) 75 5 9 5 14 B 28 1R 4l g
(regulatory dentritic cell, RDC) B9 ;=4 | [ ik — k24
Py A6 DC Y ol A 1 58 DC Al RE 1 . X
SOy TR /N BRI BG E 5 RR JE  IXBE Ty
BT IBD S E AR

JIN 551 s i HE T 4300 7= 4 A B DC, K¢
AP B DC ST 45 TNBS 15 S B9 45 1 & /B, 52
645 S R Ab B Y DC SR TR 16 /N R Y
{8 Th1 %Y G028 K2 [) Th2 BY 428 152 87 5% 78 |, Treg 40
RBCESEIN, /N B2 W A R IR o 3k SR — R
Tk RN TP B R B I AR . SR,
F 0% O —Fp 2 AR L, IF Ho AR PR X
T 7 AT SR 5 2t — A0 e T

JO % F F BMSCs /5% /242 RDC , H- 31X L 41
JOVE S5 DSS T Z5 I R /AN . SEER 45 R BIR,
7INERAR I 48 40 M P (1L-6 TN F-o0 Fl IFN-y) (43 Wb
WD AR AL T (TL-10 FTGF-B) 1Y 43 s 4 i
Treg YRR, /N BRUES B R R BE DS

A T T DL R — 26 25 ok B DC kA Bk
HHR R DC AR RE S, D IR &K GSK-J4 45,
2R D\ ZE O ZE B A — T R SR R I R B
R, LAPIRIEME . ZHAO ZE i 2L ¥ E i
W25 TNBS 545 2 /N REE S, S0 45 SR iR
/N B 45 7 20 20 TAK/STAT/SOCS {5 51 B 380 2
SN, 5 AE LA P 753 09820, DC 2 1 il 3oy
T NREE G R W . GSK-J4 )Rl E A
H 3L Ak il IMJD3/UTX B 326 55 4 0 1 7] . DONAS
U ] GSK-J4 15 25 DSS 75 5 19 45 117 498 /)N B
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H o SEEETR TR, /N AR DC AL S TR A
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b H TR REE — e R U I e AN T AT
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