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Fig. 1 Representative N-linked and O-linked glycans on the surface of a cell
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Table 1 Several common viral envelope proteins glycosylation
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Table 2 Glycosylation deletion affect virus envelope protein folding
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Table 3 Glycosylation modifications affect viral infection and invasion

*3 MHEELBITEMBEHERRMNE

WiTE FEFEAAE i BRI NR LR SCiHk
HCV N-glycosidase F #i £ 114 (VSVYHCV B #3 E F F& 35% [59]
HCV E2N2/E2N4 Fi AL A7 g 5847 P TR N\ A0 L P 850 B S 5 [40]
IAV HA BRARESHE A BB R IR KARGE, (HBOW AL Yok T 55 [52]
HIV N- BRI 2 TEHUAR 77 5 BOREFEAL /K P 1 e [39]
DENV 67 i Asn B TR et (5 B AL P AR [57-58]
HIV AL HEPEAR gp120 5 CD4 W45 &g ) [32]
Ebola virus GP, , N- W7 s BB B BN B AR RS R () 5 ek [42]

24 FHERREUSSNE EZMENMBAEIRS

T 1 — LA U 4T 1T 2 500 B AR 1 1
WO, ARG FEMR, ETE 3R R R A
R RYEER. W—n] B & E SP-A fil SP-D

A REZ 518 30 UUBO B RN I 2E — D s A MA
PRI N s BEEE 2 AR L-ficolin REHS S 1k R 51 45
4 HCV KM AR 5 E1 f1 E2, FE HCVec
1 HCVpp HI AR 4 Frow). ik k7 a &



2017; 44 (10)

@, %: HES5EETAREE LIS REXINEE *903-

Table 4 Host receptor recognition of viral glycosides
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Abstract
invasion of host cells. For host, in virus infection and host antiviral processes, the host glycosylation process can,

The glycosylation modification of virus structural protein is implicated in virus replication and virus

on the one hand, inhibit virus replication and invasion, on the other hand promote the virus infection of the host.
For virus, as virus lacks glycosylation modification system, viral glycosylation modification process exploits the
synthesis system of the host cells. The glycosylation modification of virus plays an important role in viral protein
folding, virus infection and invasion of the host, virus recognition of host cell receptors, and is involved in virus
immune escape. With the development of glycosylation investigation technology, glycosylation-based functional
applications are becoming more and more intensive: such as the development of new viral vaccines and novel
antiviral drugs, mass spectrometry and bioinformatic techniques based on glycoprotein proteomics studies, and the
application of glycosylation for viral disease diagnosis and treatment, which lay the foundation for further
development of glycosylation research. Here we reviewed the virus and host cell glycosylation modification and its
related functions and its application.
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