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Research progress of highly virulent Klebsiella pneumoniae
CAO Shenyun L1 Zhen s ZHAO Shuping®
Department of Clinical Laboratory sCentral Hospital of Tai'an City s Tai'an sShandong 271000 ,China

Abstract: Hypervirulent Klebsiella pneumoniae (hvKP) is highly pathogenic, resulting in severe primary

liver abscess as the first symptom,and migratory infection in other sites such as endophthalmitis and sepsis.

Although hvKP is traditionally considered to be highly sensitive to multiple drugs. However,in recent years,

multiple drug-resistant strains of HVKP have been successively discovered. The overlap of high virulence and

high drug resistance has brought great challenges to clinical treatment. In this paper,the prevalence, virulence

factors and drug resistance of hvKP were reviewed in order to provide theoretical basis for the prevention and

treatment of hvKDP.
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Research progress of high-throughput sequencing in the diagnosis of tuberculosis
WANG Xi,LAN Jian”
Department of Respiratory and Critical Medicine sthe Second Affiliated Hospital of
Chongqing Medical University ,Chongqing 400000,China

Abstract: Tuberculosis is a kind of common infectious disease,which has the characteristics of infectivity,
concealment and chronicity. Early diagnosis is very important to block the transmission of tuberculosis and re-
duce drug-resistant tuberculosis. However,the current detection methods are not ideal for the early diagnosis
of tuberculosis. High-throughput sequencing,also known as second-generation sequencing or next-generation
sequencing(NGS) ,as a new method of gene sequencing,is expected to improve the rate of early diagnosis of
tuberculosis. It can not only quickly detect Mycobacterium tuberculosis complex, but also carry out molecular
typing of drug-resistant Mycobacterium tuberculosis, which is helpful to develop an effective anti-tuberculosis
treatment plan. Due to the lack of large-scale clinical studies and unified standards, high-throughput sequen-
cing as a detection method for tuberculosis needs to be further evaluated and standardized.
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