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Type Three Secretion System and Pathogenesis of Shigella
Spp. —A review

Li Zhu,Hengliang Wang "
( Beijing Institute of Biotechnology,Academy of Military Medical Sciences,Beijing 100071, China)

Abstract; The powerful weapon of Shigella spp. is Type Three Secretion System, which remains the focus of pathogenic

research. The regulation and function of Type Three Secretion System of Shigella spp. are summarized in this review.
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