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Abstract

AIM: To investigate the expression of glutathione (GSH)
in dextran sodium sulphate(DSS)-induced colitic mucosa
and its relationship with cytokine secretion as well as
mucosal injury.

METHODS: BALB/c mice in DSS group (n = 10) were fed
with 50 g/L DSS to induce experimental colitis and those
in normal controls (n = 10) were fed with distilled water. All
the mice were killed after 7 days. The pathological changes
of the colonic tissues were examined while immunohi-
stochemstry was performed with GSH1 antibody to deter-
mine the GSH expression. ELISA was used to detect the
expression of IL-4 and IFN-γ.

RESULTS: The manifestations of acute colitis such as
weight decrease, diarrhea and bloody stool appeared in
mice of DSS group. focal crypt lesionsPathologically,
focal crypt distortion, granulocyte and macrophage in-
vasion were observed. The level of GSH in DSS group
was significantly lower than that in control group (2±0.6
vs 3.14±1.0, t = 3.95, P = 0.01), whereas the expres-

sion of IL-4 was marked higher (38.7±4.7 vs 28.7±6.7, t =
3.16, P = 0.009). The content of IFN-γ was decreased in
DSS group (P>0.05).

CONCLUSION: Low expression of GSH is related to the
increase of IL-4, decrease of IFN-γ and mucosal injury in
DSS-induced colitis in mice.
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