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Abstract: In recent decades, more and more attention has been abstracted by the human microbiome and its role in

both health and disease. It was reported that the human microbiome, which can be looked as a new organ, played

key roles in maintaining our immune systems, contributing to the digestion of our food, acting as a first line of

defense against pathogens and an important carrier of drug metabolism and microorganism resistance. The human

microbiome is closely related with the occurrence, development and deterioration of many infectious diseases. In

this review, we will first sum up alterations of human microbiome in infectious diseases, and then discuss the

relationship between human microbiome and infectious diseases, and finally predict the potential effect of human

microbiome on precision medicine.
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