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Table 1. The classification of Herpesviridae members
Family Subfamily Genus Representative viruses
Herpesviridae Alphaherpesvirinae Simplexvirus Herpes simplex virus 1, Herpes simplex virus 2
Varicellovirus Varicella-zoster virus, Pseudorabies virus
Betaherpesvirinae Cytomegalovirus Human cytomegalovirus
Muromegalovirus Murine cytomegalovirus
Roseolovirus Human herpesvirus 6
Gammaherpesvirinae Lymphocryptovirus Epstein-Barr virus, Kaposi sarcoma-associated herpesvirus
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Figure 1. Schematic diagram of the herpesvirus life cycle (adapted from references [2-3]). 1-3: viral particles

penetrate the cell membrane through membrane fusion or endocytosis; 4: nucleocapsid is unenveloped and the viral

DNA is released into the nucleus; 5, 6: transcription and translation of the viral immediate early (IE) and early (E)

genes, and viral genome replicates within the nucleus; 7: late (L) proteins mainly including capsid proteins are

expressed and assembled into a new nucleocapsid; 8: mature virus particles are released from the host cell.
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Table 2. Attachment and entry receptors of some Herpesviridae members
Viruses Glycoproteins Functions Cellular receptors
HSV-1 egB Mediates fusion PILRa, NMHC-ITA, NMHC-IIB
gC Binds cells, dispensable for fusion HS
gD Binds cells, triggers fusion HVEM, nectins, 3-OS-HS
PRV gC Binds cells HS
gD Binds cells Nectin-1
vzZv gB Binds cells, triggers fusion HS
gEB Triggers fusion with gB IDE
HHV-6 gH/gL/gQ1/gQ2 Triggers fusion CD46, CD134
EBV ¢B Facilitates virus internalization and fusion NRP1, NMHC-ITA
gp350 Binds cells, dispensable for fusion CD21, CD35, HLA class II
gH/gL Binds epithelial cells avp6 and avp8 integrins
KSHV gH/gL Triggers fusion EphA2
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Cellular receptors-mediated invasion of herpesviruses
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Abstract: Herpesviruses are a group of enveloped, double-stranded DNA viruses that can infect human and various
animals, and induce herpes lesions in skin, mucous membranes and nerve tissues. Their invasion into host cells is
the initial step in the virus life cycle, and receptors are the important host factors that mediate virus invasion,
including attachment, internalization and membrane fusion. Therefore, to study receptors is important to understand
viral invasion and to develop antivirals. We review here the cellular receptors and their mediation of membrane

translocation. Current problems and future research needs are also discussed.
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