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The effects of taurine on hypoxia-induced retinal Miiller cell cytoskeleton

damage in rat
Chen Fang, Mi Mantian, Chen Ka, Xu Hongxia. Department of Nutrition and Food Hygiene, College of
Preventive Medicine , Third Military Medical University , Chongqing 400038 ,China

Abstract Objective  Our previous studies have determined that protection of taurine against hypoxia-induced retinal
damage is associated with the function of Miiller cells. Present study was to explore the effects of taurine on characterized skeleton
proteins of retinal Miiller cell cultured in hypoxia. Methods Retinal Miiller cells were isolated from the SD rats aged 7 days.
The cells were digested in 0. 125% and 0. 25% trypsin respectively and passaged 3 days later. Cultured cells were identified by
the detect of expression of glial fibrillary acidic protein ( GFAP), Vimentin and $-100, the components of cytoskeleton using
immumofluorescence. Miiller cells were cultured in incubator without air and divided into hypoxia cells group, hypoxia +0. 1 mmol/L
taurine group, hypoxia + 1 mmol/L taurine group, hypoxia + 10 mmol/L taurine group, and the cells under the normxia condition
were divided into four groups at the same way. Flow cytometry was used to detect the cell cycle of the Miiller cells. The
cytoskeleton change was studied after 24 hours of hypoxia culture using immunofluorescene.  Results Cultured cells showed the
green or red fluorescene for GFAP, Vimentin respectively and green + red fluorescene for GFAP + S-100 and Vimentin + S-100.
The cell cycle distribution under the normxia was 72.57% in G,/G, phase,18.32% in S phase and 9.12% in G,/M phase;
while the cells was obviously increased,and that of S and G,/M phase was decreased under the hypoxia condition. The cells was
obviously proliferated in S and G,/M phase but cells was significant decreased in G,/G, phase after treatment of taurine. The
positive cells for GFAP and Vimentin increased but the expression ratio of nuclear-cytoplasmic of $-100 decreased in hypoxia
group. The overexpression of GFAP and Vimentin in the cells was amended and expression of returned to normal level gradually
after pretreated with 0. 1,1 and 10 mmol/L of taurine respectively. Conclusion The in vitro study suggests that taurine could

decrease or inhibit change of specific protein of Miiller cells induced by hypoxia.
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