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Abstract: In recent years,a variety of sequencing methods based on high-throughput sequencing technolo-
gies have been gradually used in etiological research, such as 16S ribosomal RNA (rRNA) sequencing, met-
agenomic next-generation sequencing (mNGS), whole genome sequencing (WGS), RNA sequencing (RNA-
seq) and transposon sequencing (Tn-seq). Group B Streptococcus (GBS) is the leading cause of perinatal ma-
ternal infection. Its epidemiological typing and related virulence genes are not only closely related to its patho-
genicity and prevention,but also have the potential to be applied in screening and diagnosis. This review focu-
ses on the important application progress in identification and typing of GBS by above-mentioned high-
throughput sequencing methods.
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Research progress of CRISPR-Cas systems in nucleic acid detection of pathogens”
ZHANG Mimi' ,LI1U Jiayun'*"

1. Shaanxi University of Chinese Medicine , Xianyang , Shaanxi 712000, China ;2. Department o f Clinical
Laboratory . Xijing Hospital s Fourth Military Medical University s Xi'an ,Shaanxi 710032 ,China
Abstract ; Clustered regularly interspaced short palindromic repeats (CRISPR) and CRISPR-associated

proteins (Cas) ,abbreviated as CRISPR-Cas,is an adaptive immune system of prokaryotes. It has become a re-
search hotspot in recent years due to its powerful gene editing function and nucleic acid cleavage activity. Al-
though the traditional detection methods of infectious diseases have high specificity, they are insufficient in
lower sensitivity,complicated operation and long turn around time (TAT). With the discovery and in-depth
study of CRISPR-Cas system,a number of nucleic acid detection methods based on CRISPR-Cas have been de-
veloped, which rely on the activation of Cas protein collateral cleavage activity after specific recognition of the

target. They are efficient,simple and rapid,and make up for the shortcomings of traditional diagnostic meth-
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