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Abstract

Human cytomegalovirus is the largest and most prevalent
member of the human herpes virus family. The only natural host
of this virus are humen, with a worldwide outbreak. According to
the health, economic, and social circumstances in various
societies, 80 percent of adults typically have antibodies against
the cytomegalovirus. This infection is asymptomatic and spreads
in the environment by disseminating the virus from the infected
person after the infection. As a result, there is a significant
chance of infection and widespread diffusion of this virus. The
purpose of this investigation is to utilize cutting-edge CRISPR
genome editing technology to gather data on the life cycle,
infectiousness, genetics, diagnosis, and therapy of this virus.
Human cytomegalovirus, therapy, genome editing, and
infectivity were used as keywords in the NCBI and PubMed
databases to find the data for this study. These databases
eventually yielded 80 articles, among which 42 were selected
based on the criteria outlined in this article. The study of the
preceding cases has demonstrated the effective use of the
CRISPR tool with the Sherlock technique in the clinica
diagnosis of this virus. Therefore, the use of this technology is
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recommended to doctor and professionals for rapid and cost-
effective diagnosis and treatment, being aware of its risks and
challenges.
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