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Use of the CRISPR/Cas9 technique in key human viral infectious diseases
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[Abstract]  Over the past few years, CRISPR/CASY has been developed into an innovative tool for gene editing. The
advantages of CRISPR/CASY include a high degree of specificity, widely applicable use, and simplicity. The technology
has obvious advantages in the following two aspects: 1) through gene editing of a viral genome, it can interfere with viral
replication and eliminate infection and 2) it can be used to explore the interaction of viruses with important host factors
and receptor target proteins. This review focuses on the recent use of the CRISPR/CAS9 system in various types of viru-
ses that cause human infectious diseases such as hepatitis B virus (HBV), hepatitis C virus (HCV), Epstein-Barr virus
(EBV), herpes simplex virus (HSV), Zika virus (ZIKV), and human immunodeficiency virus (HIV). This review also
discusses several bottlenecks faced by the technology, corresponding solutions, and prospects for clinical treatment.
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