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[ Abstract |

Age-related macular degeneration( AMD) is a common senile eye disease that causes blindness. In

this paper, we review the research progress of AMD pathogenesis and clinical application of omics techndogy in AMD.
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Application value of high-throughput sequencing in pathogenic diagnosis and drug-resistance prediction of
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[ Abstract] Sepsis is a life-threatening organ dysfunction caused by the dysregulation of the body's response to
infections and remains a challenge in emergency and critical care medicine and also is a clinical problem to be solved
urgently. Targeted anti-infection treatment as soon as possible after the pathogeny is clear can reduce the mortality,
which is the key to the treatment of sepsis. At present, the detection technology of pathogeny is still lacking in timeli-

ness and accuracy. In the diagnosis of pathogenic microorganisms, high-throughput sequencing technology can detect

a wide range of species with rapid and accurate characteristics. In recent years, high-throughput sequencing has special



