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[ ABSTRACT] Objective, To evaluate the preventive and therapeutic effect of N-Acetylcysteine(NAC), an inductor of re-
ductive macrophages (RMp) on DSS-induced experimental colitis of mice. Methods: The experimental colitis of mice was
established by drinking with 5% DSS. NAC or N, N’-diacetyle — L-cystine ((NACOMe) 2 ), an inductor of oxidative
macrophages, was administered before or after the model being established. The mice were killed at the 22nd day, the
level of reductive glutathione (GSH),oxidative glutathione(GSSG) and the ratio of GSH/GSSG of macrophages in ab-
dominal cavity was determined. The expression of IL-4 and IFN-g in colon was detected. Results; NAC pre-treated group
scores better in terms of pathological parameters and the GSH & GSH/GSSG are significantly higher, the IL-4 produced
by colonic mucosa is significantly lower compared with the other pre-treated groups. After the colitis model was estab-
lished, the colonic inflammation in NAC treated group was significantly improved and the GSSG within macrophage was
significantly reduced paralleling with the increase of GSH & GSH/GSSG, meanwhile IFN-y&. IL-4 remarkably de-
creased compared with other groups. Conclusion; NAC, an inductor of reductive macrophages (RMp) can alleviate exper-
imental colitis in mice through replenishment of GSH and might be used in prevention and treatment of DSS-induced ex-
perimental colitis.
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A H(G5.3+1.2)g,(3.9+0.9)g,¢5.5+1.3)g, P
>0.05, NAC. 4K .(NACOMe)2 877 A 5 3
%(6.5+2.0)g,(5.0+1.7)g,(5.7+1.9)g, P
>0. 05,
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AMERE ARG BEARGHB —EHL. ER
IR N B9 GSH 7] LLGE 845 MAPK p38 #93% B
S 1L-12 43 3 B4 008 4 B, 0 B 4R B 9 69 GSH K F
%t FiE Thl/Th RN A SR BRERBIEEM.
¥ Mé BT IFN-y Al US4 BE N GSH/GSSG K
Wi, MR % T IL4 ML EMAR" ', Hamuro #l
Peterson %0718 T B8 H1 R 2 41 i (APC) 5}
182 SE B 6 Mé  GSH R FE AT 4 1L-12 K953 0



NEERSH

+133+

20084 H10% P11 (EB/s4H

LHFBL R A Thl M m Th2 R EXH k.
Peterson U B 3738 B RSP Rt BE R #h % GSH
YEE M$ A GSH K FELFT LIEM Thl/Th2 &
. ¥ GSH #i#/ N T i85 E ¥ GSH HhRH
M —BRIEFHA[ =4 IF ¥ BE IFN-y. 5 5} Jeannin
HIIES TFAg IL-4 MEFARASL PIRE GSH ¥
BRI IL-4 A RERIE, EEBRMKB LK. LR
GERFTHFRE M i GSH /K F 78 18 15 S 88 2 I 1)
Thl = Th2 iE FRUMNREEBE RABREEEH.

BMUEMNTFRFERIDSS BRHLRH/D
BUAR 4 5 W0 B B R 43 0 ) TL-4 34 & . IFN-y B K B
M¢$ H GSH B fE.GSSC B . B R XA KA E
Thz AKHEFMEALE M$(OMp) HEH KR, iy
HM¢$ N GSH K S DSSER L RMER & F
FEHR IL-4 ¥ B IFN-y BRI X%, LR dt—
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