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Abstract Recent advances in immunology and genetics have verified that the innate immune and adaptive
immune responses that mediated by T cells, have been considered to play an important role in inducing inflamma-
tory bowel disease. It’ s difficult to cure the disease due to the complexity of the disease. However, the develop-
ment and application of medicine, which target the immune response in the colon, attract great attention in recent
years. In present, there are two types of targeting drugs in the intestinal immune systems: one of them targets the
intestinal innate immune system, which includes targeting signal transduction, signal molecule and lymphocytes
while the other targets adaptive immune system that includes inhibition of intenstinal T cell activation, differentia-
tion and regulation of T cell cytokines and balance of T cell. This article mainly gives a comprehensive overview
in four aspects, which include the intestinal innate immune response, adaptive immune response, drugs targeting
in the intestinal innate and adaptive immune response. Furthermore, research directions are also pointed out in the

review.
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NLRP) 1 5 /4~ NLRC/NOD 43 F, FH A7, NODI1 #1
NOD2 % 21 1 ik 2 M AN W] J8 20 005, 00 5 1Y
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mg/kg, 1 ¥K/2 &) I RSN 256 B 8 v 142 Tt 9 4
(P=0.019) . HHYJ,Femta 23w & 4L 0] T 1L-6
() FM-101 1E A F M B BE (IND HIiE ) |, M 23 7
WA ) PF-04236921 #1 UCB 2\ W] F & 14 #E [n] F
IL-6 32 A H CDP-6038 1EALTFilfi A NI BE ™ o
3.1.3 TLR %4k % NF-kB 12 54& F# 4 #  In
PESZ I 2 BH , TLR % {4 BH 167 31 DIMS0150 A1 BL-
7040 FEARUFHIZEMR UC EmaE ™ o B T Hilkzy
WAL LG Th 2 AR ARG ST SOREE A 5 i
REM K. BRI, 2208 K8 M i NF-«B
AL, BHIBT 2 I ZERE M N 1B 25 1 B A 2 M
L DR 18 2 S 0 R 3, A 45 W 9 0 HP RS B AR 9 A
FIY . VPRETS ST 0 2 ATE R IBURLIG T
R K BK B, LA S A T A IR 4565 2,4 ,6-
SRR (TNBS) 1R A B I #2571 AL FH
BRI UC KRB, ATE R Uk A R I TLR4/NF-
kB {5 S B , AR 4G 1 B TS N
3.2 @ TEAKS @A EY

SAE 240 3 1T R 3k 1 S B 2 B o T HoA
1 R R R LH 2L P 1) 1 A 1) £ R R 1
itie. CD fEZE M4y 335 7 I AF A6 & W B iy 4
b HHTIE PRET 6T 35 B4 B Bt o748 10134 7 v H
WL S A A B Pt (FE A EE 1964 Bi od #
B R HPL Natalizumab ) , FC AT B IBTAE 25V G55 240
(2R, A 355 VP O 200 L P A% 200 B Vg i e o 4
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%, ¢ ff CD SEAR. I3 — 259 ] 12 75 3% (abata-
cept) , O AL HE T T v 5 R 28 XU DG 1Y R IR
IT X 98 R P W 9 4 1 A K 36l 1F A BB AT AP
IL-12 EfEE ThO i) Thl 29431k, AT 53X Thi
TN g D FEZE L. Sandborn 25 % BLAR A 4T
IL-12 3470 (ABT-874 ) fig B B Z2 g 15 sl ik CD &
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4.2 AF T@pEFe%H
4.2.1 A% Thl @B -Fe92h4p  IFN-y J&—Ff
FERY Thl 40 5, Al 38 & 1k B 19 20 i, 42
T 4HHIFN B 4 oAk, fE2F 5 19 & 4= o Fontol-
izumab J& — B 5 H2 40 ] TFN-y B9 IR AL e 14
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4.2.2 AY Th2 e W Fe92h4p  IL-13 J& Th2
IR A A 2 —, 5 TL4 724549 F1 2 fE
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VARSI , B 13z 22 0 Th2 7Y iz 98 i S0
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9;%\[50—51: .
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57 AP /)N R R 2L RS2 5%, HoFe CD
A R IE YT (A B . M) F IL-17 119 Vidofludi-
mus ] 0] Th17 4AHE 4 W) IL-17A F1 IL-17F , 76
IBD 3657 A R BOBCRTY . Ak, B TL-12/
IFN-y 1 IL-23/1L-17 i 5 CD KA 5%, ¥ A X 1
AN IEAR B PRV A P 27 1 5] (TL-12/110-23p40 ) A
IgG, Ba41 ABT-874 5 CNTO-1275 (ustekinumab ) &
AR R4S, X EEEE CD (J0H 2% 5 5 )
FHGUAIT ORI ) B I ko
[ PR AR 9T & B H RS 0 R Dy il i T
UC B IL-17 F1IL-23, 2 5 e i iy, K45 2531
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4.2.4 R L5AY Treg mpeBAF o954 1L-10 E
BLJE Treg 41 3 WA 0 40 B H -+ , B SR I Pt %
YER, BEIIHHI B SR A i 4 Thl Sz 7 A1 E 05 441 g
YL R T TNF-oo TL-1 A1 TL-12 25 0 43 i, TR 4H
N IL-10 (rhulL-10) 36 97 5 BEWG 2l 1 CD s
T RLAF R I PRAICR T o g 2 4 O IR U =
HC VG A S 2l B R 7 UC 41 PR YT R & B, WL
I = IR T TR RS W 1S hin CD4 " CD25 " 345 P T 48
Ji, $2 i TL-10 By ZKF-, 7R Bh iR yT UC B bk
R
4.3 GAY T wmie-FHre

WF5E &I, 22 ZRIRYT 7] LABE AR TNBS 75511
21796 N IFN—y Fl1 IL-12p40 [ 7K SE-41p 7] Th JZ
N [R5 T4 [ Rk 1G5 Th2 [, 545
Bl W EY RO IR AR 2R g
$2 15 Thl 1 Th2 B G 25, 15 /) B 18 ¥ 5 A
BEKW-o Li 255 BIF 545 S 26 W /N BERR AT R 4 Thi
A, 0] Th17 U534k, BRI 98/ B 8 2 P
Rk, DT G2 it i 1B A PR S g o DU AL AR B TE
SR B RIRA RS Treg 4% H , 987> Th17 48
MoK, AT BA 2% TNBS/ 2L B35 S 10 R Bl
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R1 N TRERRGI TR NEY TR

LR ik 24 TEHIBL cb/uc WAL BT B 5% ik

TNF-« Inflixmab HF1 TNF-o UC fiICD  Onze Lieve Vrouwe Gasthuis Santeon IV 1} [39]
Adalimumah 1 TNF-o UC #1 CD  Abbott JI1 B [39 -40]

Certolizumab pegol H1Al TNF- CD UCB 11§ [39]

IL-6 Fi1 IL-6 &Zf& Tocilizumab 1L-6 i35 CD Roche il [41]

PF04236921 IL-6 7 CD Pfizer 13 [41]

FM-101 1L-6 41 1 ) UCHICD  Femta IND 1% [41]

CDP-6038 1L-6 % (il 31 )] ucB 1B [41]
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