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Abstract: Human cytomegalovirus (HCMV), a member of the Betaherpesvirinae subfamily, is a double-

stranded linear DNA virus, which characteristically establishes a latent infection that may be reactivated later.

HCMYV infection in adults is common in China. For the primary infection, HCMV causes no clinical symptoms

or no obvious clinical symptoms in healthy individuals, and then a latent infection occurs. The latent HCMV

can be reactivated in immunocompromised hosts due to diseases or other reasons, resulting in serious conse-

quences. The pathogenesis of HCMV infection remains unclear. It is proposed that it may be related to viru-

lence, tissue tropism and host immune competence. In this review, we summarize several aspects of HCMV

infection including activated and latent infections. clinical manifestations, infected cells and organs, and its in-

teractions with cell autophagy.
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