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Abstract

AIM: To observe the changes of serum pro-inflammatory
and anti-inflammatory cytokine activities in mice with
experimental colitis.

METHODS: A total of 33 BALB/c mice were randomly
divided into control (7 = 15) and experiment group(? = 18).
After sensitized by 2, 4-dinitrochlorobenzene (DNCB)
smeared on the abdominal skin, the mice in the experi-
ment group were challenged with DNCB enema, while
those in the control group were treated with ethanol.
The body weight, stool viscosity and hematochezia
were observed and accumulated as disease active
index (DAI) score; the colon pathological score was
achieved by macropathology and HE staining of sec-
tion prepared for microscopy. The activity of serum
IL-1, TNFa, IL-6, IL-4 and IL-10 was determined.

RESULTS: The percentage of diarrhea was 59% in
the experiment mice 24 h after DNCB treatment, and
serious weight loss was found, 20% mice died. Patho-
logically, the mice in the control group had normal
histological structures and glands, and no ulcer was

found except for occasional light mucosal congestion.
However, the decrease in the number of glands and
disturbance of tissue structure were observed in the
mice of experiment group. Moreover, erosion, hemor-
rhage, necrosis as well as deeper ulcers were easily
seen. As compared with those in the control mice, the
DAI (3.82 £+ 2.77 vs 1.25 £ 1.65, P <0.05), pathologic
score (2.47 £ 1.33 vs 0.38 £ 0.72, P <0.05) were signif-
icantly increased in the experiment mice. The activities
of pro-inflammatory cytokines such as IL-1(112.9 + 8.3
ng/L vs 81.2 + 16.3 ng/L, P <0.01), TNF-a,(137.9 £36.7
ng/L vs 110.3 £ 22.4 ng/L, P <0.05), and IL-6(48.2 £
4.3 ng/L vs 36.1 £ 7.2 ng/L, P <0.01) were significantly
increased, while the activities of anti-inflammatory cy-
tokines such as IL-4 (96.7 + 16.5 ng/L vs 130.1 £ 13.1
ng/L, P <0.01) and IL-10(107.3 £ 31.2 ng/L vs 149.8
45.1 ng/L, P <0.01) were markedly lowered.

CONCLUSION: The pathological progress of colitis in-
duced by DNCB is possiblely related with the increased
activities of pro-inflammatory cytokines and decreased
activities of anti-inflammatory cytokines.
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