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Research advances in mechanism of apoptosis in herpes simplex keratitis

Song Xiaoyan ,Zhong Liangyu. Zhejiang University of Traditional Chinese Medicine , Hangzhou 310053 , China

Abstract Herpes simplex keratitis (HSK) is a serious and worldwide blinding corneal diseases. The pathogenesis is
unclear now. In recent years,studies have shown that it is closely related with apoptosis. After corneal infection, corneal epithelial
cells can be induced to apoptosis, following that, the apoptosis is inhibited. Immediately after epithelial insult, corneal stromal
underlying the lesion of injury undergo apoptosis to retard extension of the virus into the deeper cornea. Following this event,
corneal stroma sequentialy occurs change at many patterns, including turbid, necrosis, scar formation, neovascularization , corneal
endothelial cell reduce and so on. This review reveales the latest advances in the mechanism of apoptosis in corneal epithelium,
stroma , endothelial cells in the course of HSK.
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