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Research progress on immunological pathogenesis of neuromyelitis optica”
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Abstract: Recently,researchers have begun to pay attention to the study of neuromyelitis optica (NMO)

due to the discovery of the specific antibody-anti-aquaporin antibodies. With the deepening of research,under-
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standing of the pathogenesis of NMO is increasing. It is believed that the pathogenesis of NMO is the conse-

quence of the combined effect of genes,immune mechanisms and environment. Among them, the immune sys-

tem is the most impotant role. The immune system is a large complex network, The coordination of which is

the key to maintaining the homeostasis of body. And the destruction of any link might break the balance of im-

mune system. In the present review,we will summarize the research progress of immunological pathogenesis of

NMO from the perspective of antibody,complement and immune cells.

Key words: neuromyelitis optica; antibody;
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The application and progress of LAMP in clinical microorganism detection
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Abstract :

DNA sequences under isothermal conditions. It is a hot research topic in recent years. In clinical microorganism

Loop mediated Isothermal Amplification (LAMP) is a technique for amplification of target

detection,Compared with staining microscopy, biochemical identification, reverse transcriptase chain reaction
(RT-PCR) and nuclear magnetic resonance (NMR) ,LLAMP has the advantages of simplicity,strong specifici-
ty.easy observation and no need of precision instruments. It is a very valuable detection technology. In this pa-
per,the end point detection method of LAMP and the application and progress of LAMP in clinical microor-
ganism detection are reviewed,and the advantages and disadvantages of the application are analyzed. The pur-
pose of this article is to provide a reference for examiners to select lamp as a means of clinical microorganism
detection.

virus; parasite; sensitivity; specificity
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