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Advances of metabolic enzymes in the pathogenesis of pheochromocytoma and paraganglioma”
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Abstract: Pheochromocytoma/paraganglioma(PPGL) is a clinically rare endocrine tumor secreting cate-
cholamines. Most are benign, but 10% —25% are malignant and can metastasize. Tricarboxylic acid cycle is
one of the pathways of energy supply. Any enzymes mutate in the cycle, metabolism will be changed, thereby
promoting cell proliferation, which is related to the development,invasion and metastasis of tumors. Mutations

of metabolic enzyme participate in the pathogenesis of PPGL and provide a possible direction for targeted ther-

apy of PPGL.
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An overview of the clinical manifestations of novel coronavirus
infection and its laboratory detection methods”
WEI Zhengziao,LI Qingfeng”
(Chengdu Public Health Clinical Medical Center ,Chengdu »Sichuan 610066 ,China)

Abstract: The severe acute respiratory syndrome coronavirus 2(SARS-CoV-2) belongs to the genus Coro-
navirus, which is an RNA virus transmitted through the respiratory tract. It has high infectivity. It is listed by
the World Health Organization as one of the most harmful viruses to humans. There is no vaccine approved
for marketing SARS-CoV-2 at present. The corona virus diseases 2019(COVID-19)caused by this virus needs
to be confirmed by laboratory tests. In order to understand the research progress of SARS-CoV-2, this article
reviews the virus characteristics,epidemiology,and laboratory detection technology,with a view to providing a
reference for the diagnosis and prevention of SARS-CoV-2.
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