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Abstract

Gut mucosal lymphocytes are actived abnor-
mally in inflammatory bowel disease (IBD),
characterized by harmful immune responses in
normal gut mucosa. In gut mucosal immune re-
sponse, lamina propria is a major effective site,
and intraepithelial lymphocytes and lamina pro-
pria lymphocytes play important roles, secret-
ing antibodies and lymphocyte factors. B and T
lymphocyte activation and effective response are
different according to various antigens. B lym-
phocytes produce antibodies harmful to mucosa,
while T lymphocytes (Thl and Th17) appear to
be over-reacted. Mover, regulatory T lympho-
cyte defection is also a problem. In this paper,
we give comprehensive evaluation on the above
points.
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1.1 TIEL TELAZ T 605 1 57 20 1 4 i [m] B2, oy
Jir b R 40 o BB 110 6%-40%, TELH90% L 14
CD3+T4i i, <6%Hslg BAIML. T4 HAR Y5 A
(i) PR P o S A 2, — A B RO PETE L, £ 4y
40%, ACD". TCRaBM T4, £¥KiEThy.
CD4. CD5. CD8af. IELIFIHI A4 fa 77 Ty
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WOR AR, RIS PETEL, 2915 60%,
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BE. TELA 55 40 M 2T 40 M AN K40 AR AL i
RIORE, G aEfLEE . RORL G A 22 S R IR, ] 43
MREAIE R A TNF-0s IFN-y. 1L-2, HAT4N0
AAGVER, RACANTE T BRI b e 4 .
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A=A bk, AR RAVEY. /EIBDEE 1Y
ML F, AT S 22 MU i i L AR, Bt
il R (UC) AL H R 7 T3¢ 2 B (CD), XLt
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TL- 1240400 ] ek A 455 20 B 45 M 28 R 1. A A
e B PR PEM TNBs 75 & Th-141 i = ZEIF N-y
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TNF-a. IL-1. IL-6F1IL-8, HFLziE 4 5 4%,
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TGF-B, WM ak b 1l RAE. B gt 4%,
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A A FIL-4F0TL-13, JX L84 fg S HATNKAI
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L A NK-T4H L, fhger=AIL-13F1.8 F Rz 40
Bk g B IR RAELE T Th1/Th2Pi I
BEM I OC R, HAHL AN FIFN-y, 1L-45
TGF-BIF V17 2% 1 A2 17 B 5Re & P (Idiopathic)
RYERAER BN, F92 b, IBDEFIEGE N
PE) o3 S SO AH 24 B A%, IR Th1/Th2 Py
TR AR, 2SS S T TR I, T 2
I3 T LT h 17 40 M 1) aok 5 s N, [ g 4 R A e
O SR N i R TL-23, 3 1L-23/IL-17 %
RERTBE Th 790 40 iR, B R AR
HIRTL-23 FITL- 1718 Rk 15 /=y I 15 PR Tk 2 4
J A HpT 2 4E T4 Bhan g, Hoisfhik s & 3
SN I 1 JE % R

3 418
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3 PRI IE B 3 26 S5 G388 S W A2 IB D UK )
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RIA 5 BRI AA TR S0 g OB, T84 7T
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