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ABSTRACT: For the study of gene function and targeted modifications, gene-targeted editing technology has become the most im-
portant genetic tool. The clustered regularly interspaced short palindromic repeats-CRSPR-associated proteins (CRISPR-Cas )system is a
third-generation genome site-specific editing technology for zinc finger nucleases (ZFNs) and transcription activator-like effector nucleases
(TALENS). The CRISPR-Cas system is widely found in the archaea and bacteria, it is a long-term evolution of body's adaptive immune
system by RNA-directed degradation of invasive virus or phage DNA. By modifying the prokaryotic CRISPR-Cas system, a new genera-
tion of gene editing technology that is guided by RNA and target for specific gene sequences in target cells was formed. Here, we dis-
cusse the discovery, classification, structure, mechanism and application of the system.
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