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Endotoxin-induced cell apoptosis in rats uveitis
Zhang Wei,Lu Hong ,Hua Wen Li Xuedong. Department of Ophthalmology ,Beijing Chaoyang Hospital, Capital
University of Medical Science,Beijing 100020, China

Abstract Objective Researches showed that the cellular apoptosis is an important mechanism of regression of endotoxin-
induced uveitis( EIU) ,and the apoptosis is associated with the expression of Fas antigen (Fas) and Fas ligand( FasL) . Our study
was 10 observe the cellular apoptosis of uvea and retina in endotoxin-induced uveitis model and the relevance of Fas/FasL with the
cell apopstosis. Methods The models of severe endoloxin-induced uveitis were induced in rats by the intraperitoneal and
plantar injection of cholera vibrio lipopolysaccharide ( LPS) + phosphate buffer saline (PBS) + complete Freund’ s adjuvant
(CFA) in 25 Wistar rats,and PBS injection was used as control in 5 rats. The clinical manifestation of eyes was observed under
the slim-lamp and opthalmoloscope at a two-hour interval and scored based on the Hoekzema’ s criteria. The rats were sacrificed at
6,12,18,24 and 48 hours after injection of endotoxin respectively for the histological examinations. Cellular apoptosis was
evaluated by TUNEL assay and expressions of Fas and FasL in uvea and retina was detected by immunohistochemistry. ~ Results
The corneal edema, anterior chamber exudation and iris edema were found at 10 hours after injection in model group and the
inflammation score was gradually increased with lapse of time,and no inflammatory reaction was found in PBS injection group.
Infiltration of neutrophils,monocytes and lymphocytes into the uvea and retina was noted by routine histological examination. A
lots of TUNEL positive cells were seen in the uvea and retina at various time points in EIU model group compared with control
group{ P <0. 01 ). Many apoptotic cells were exhibited mainly in the iris and ciliary body with the peak value at 18 hour after LPS
injection. Positive staining for Fas protein was not found in normal group,but Fas was expressed in the cells of uvea and retina in
model group rather than control group and showed a gradually increasing tendency from 6 to 18 hour after injection of endotoxin.
The FasL expression level in model group after LPS injection was significantly higher than that in the control group( P <0.01) at
different time. There was a remarkably positive correlation between TUNEL positive cells and Fas (r, =0.923,P <0.01) or FasL
(r, =0.807,P <0.01) in endotoxin-injected eves. Conclusion Apoptosis of infiltrating cells exists in uvea and retina of
endotoxin-induced-uveitis rats,which may contribute to the rapid resolution of inflammation. The inflammation regression may be

associated with over expression of Fas and FasL in endotoxin uveius.
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