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Abstract

AIM: To explore the immune mechanism of
ulcerative colitis as well as the relationship
between ulcerative colitis and enteric nervous
system.

METHODS: Male Sprague Dawley rats were
divided into 2, 4-dinitrochlorobenzene (DNCB)
groups and ethanol (control) group. After sen-
sitized by DNCB smeared on the abdominal
skin, the rats were challenged with DNCB by
enema or intrathecal injection. The weight, stool
viscosity and hematochezia were observed and
accumulated as the disease active index (DAI)
score; the colon pathological score was achieved
by macropathology and HE staining of section
prepared for microscopy; and the activity of leu-
kocyte migration inhibitory factor (LMIF) was
determined by immunofluorescence staining in
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colon tissues.

RESULTS: In the rats treated with 4 and 8 g/L
DNCB enema, the macropathological and mi-
croscopic scores were significantly higher than
those in the controls (macropathological: 2.200 £
0.416, 3.857 + 0.143 vs 0.143 + 0.143, P < 0.05; mi-
croscopic: 2.000 + 0.471, 3.714 + 0.184 vs 0.429 +
0.297, P < 0.05). The colon tissue showed higher
fluorescence intensity of LMIF in the rats treated
with DNCB enema than that in the controls.
In the rats intrathecally injected with 8 and 16
g/L DNCB, the DAI scores were significantly
higher than those in the control rats (P < 0.05
and P <0.01). Colon HE staining showed muco-
sal edema in the rats intrathecally injected 4 g/L
DNCB, infiltration of numerous inflammatory
cells in those with 8 g/L DNCB, and mucosal
erosion, necrosis, and ulceration in those with 16
g/L DNCB.

CONCLUSION: Colitis can be induced by DNCB
enema or intrathecal injection in sensitized rat,
which reflects a delayed type of hypersensitivity
(DTH). The enteric nervous system and neuro-
immune mediator LMIF play important roles in
the DNCB-induced colitis.

Key Words: Colitis; Neurogenic inflammation; 2,
4-dinitrochlorobenzene; Rats
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B 45 W K (ulcerative colitis, UC){#i FH £ Fif
I7 F BUAR BE BV ARV R, 19994EBarbara
et al™BEH, UCHRN] fE A2 I 28 P51 JERE 1) R I
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1.1 A fil e & SDIRRL AL s R 2% PR 2= R S0
SIYIRLA AL, AR 180-210 g. DNCBIW T
R A F], SRPiR MLMIF 2 5 B ik
Jt)-7-Santa Cruz/A wl, 2GR TRITC(E FH) bR
WPt RIgG. LEI TAERRIED TAY)
W T A A2 S VB AR AR A . DNCB
I LA - AT - DR ARG, R
h133 g/L; DNCNHER RN AT HE 2R I s 5
(ith)¥ ¥ LL600 mL/L ZEEFLHI, #E 7 FIDNCBK
FE 52 g/L, 4 g/LFI8 g/L, ith HHDNCBH &
4394 g/L, 8 g/LAI6 g/L. b K LMIF#HT
WFN DO EZ bR C 0 Z Pt IPBSZE M (pH 7.4)
Fi¥, PBS-H,0,1.30 mL/L H,0,fPBSH (Lt
B 2 9).
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1.2.1 DNCB# AR 4 1 X 3% 40 LI 1R, 78
K BRI R B B X R 7R200 uL DNCBYR I
B, BERLIR, E4E4 d. ZB5K, LIDNCB#E R EL
ithOR i #EW 7k B AR mm P RERE
MALT T4 AN 212 h2E )G MoK B S5, iR
Ui BRI 1£76.5-7.0 em, 73 HIHEAN2 g/L, 4 g/LFI
8 g/LIIDNCBM#EWMM, K1k, £K2 mL/kg
OT . ithid 7k 45 K R Tithidi n, B
4 ¢/L,8 g/LFI16 g/LIIDNCB, 435l N KA
B 2R DO BT M1, R 1IK, B0 pL, 172 miny
SN N. I DL AR R (600 mL/L Z )
#Eakith. DNCBH#EMEkith /5, & Hid 311
PR AR MR, 2E1T DAL (disease activation
index) &5 PEAM IS i Rk B R PR
1.2.2 ABizk W LT A2 (ith) 35 S Wu er all'”
(173 I A B 5h: BL100 mL/L/K £ 5 BRI
KE(ip, 0.3 ghkgthiim)a, B HEIE. .
FEREIR(LIL,) K IE R R PR ) 20 ) B R
RIFFB 0.5 em, FH— K15 em\ASBMNERS
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AR, TEL FILS IR B B ANHERS, LABII
J2 2 B JEE HE A Tk B AN A RE
SR AN 7 1) Fi 1) B Sk g, K PE-10% T8 ik
B A ek T ) Sk ik N 22,8 em, 1A
L-Ly/K V. $RERINER, 584 B2 PE-10%8. 1Y
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Macropathology score

Microscopic score

5% 01 2 3 4 mean + SE 01 2 3 4 mean + SE
600 mL/LZEE (B (1) 0.143+0.143 (5 (1) (1) 0.429 +0.297
2 g/L DNCB (3 @ © 0.889+0.261 (3) (3) (3) 1.000 +0.287
4 g/L DNCB (1)@ @ @ (@ 2200+0416* (1)) (2 (1) () 2.000+0.471°
8 g/L DNCB (1) 6 3.857+0.143" (2) (5) 3.714+0.184°

°P<0.05 vs 600 mL/LZBESE. 5SS REIVIBIEL.
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T2 0T, T PR i mean = SER R, £
ZH W) LU IR F T 2553 BT (ANOVA)BEAT, P<0.05 4
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HIM 10K AHLESET . DNCBHHE K L 45
97 2 4R 5 LT /I B 5 SR M R [
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