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Progress of the research on viral cell entry and its application
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Abstract: Initial events of virus infection include interaction of viruses with cell surface componentsand viral
cell entry. Cell tropismof viruses may greatly rely on specificbinding of viral 1igands to cell receptors during the
interactions and some special requirements. Human papilloma virus (HPV), herpes simplex virus (HSV) and human
immunodeficiency virus (HIV) are usual human pathogens. The purposes of this review are to summarize available
informationabout the viral ligands, cell surface receptors and their interactions during viral cell attachment and

cell entry for the three kinds of viruses and to discuss future application in the research and development of new

antiviral drugs targetingviral cellentry.
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LR GRS T2 AR — R ), H LA 40
MU IR IR LB 25 (heparan sulfate, HS)ZFIAH L
ER . e N2 AR T R I 40 BE N . Wi RS
SARAH AR OS5 adAt, ARk 5 0 40 it
N XA HAEREE & m L —0, Wi &R
BRI AR
1.1 HPV
1.1.1 WEsii 52585610

HPV J& T2 SR RH PR #5 s, 22
SRR e NI AR, SR R AT
MMEAR, &5l s HUE N — AN EER k. HPY
Kt DN A %00 F1 IE - 11 AR 45 44 (1) i A 52 21
B e AAHE LT CY ) M L2 (D) . L1
AW LA B A 2 s A 2 R 0k (VLP) , (R A
S A DNA. L1 FI L2 A S a5 (PsV)
MZE R, TTRES R B L5 1 3 A M 2 AR 5 5 e
SR VAl

A E 40 sz AR O &5 5 AR AE L1 B A B
U 7R L2 B A 0 N- it 2% 5 6 HPV Jse 40 it 2
VI, BRI L2 AT R 2 TS R S A it
NZARHA TAE RS, HPV16 L1 & [ FfagfE HS
B 4 O 1) AT AU SRR T LA ST 9 K (Ko
K356 %D Kgm) *@EEE@ éjn:/ﬁ\@_)ﬁ o %4/1\@3 K/MS E(”i
MZ 5 T A 2090105 500 5 G A O 45 &
PRt o900 AT A TE A 2
.12 =Mk

HS J& FEEMMER 1. HS 8 gn &) 3z
{ELE, Toorke, B BE Ay CRI 2 e I I /L kL bl
S PR FH ] A B I AR LR, AN RIFR BETY O0- TfEAL
B R AE AR A FE AR 1Y) 2— 04 3-0F1 6- 047 L K&
GIEREI 3- O M 60T o 120 W fle 1) 2 ok b ] gt ik
FEAL N BB o 3K LA M S B 3 B AN [F]
3D S HS FrBe, Il e S AN R
g G o AR SO AR N RENLEITIANE 2. 5
IR Es G W2 0- AR, 1T HSV (B e 1 4n
e N5 V- O R AL . X s B — 0 HS
B B nT RN AR S S T I A i N i
o Z 545 HS B BUW AR 2 8 ZpED .
S i T [1CyPB (Cyclophilin B) L% IF 215 S THPY
KM%, ST L2 B N- i 2 55 F199 5 7]
A HSPG 4h M3k N 52 R 85 5 A7 R B R i, Af
I3 BE1F A L1 3— O- Tl FEALHS Fr BUF RS 45 45 21 41
Mok N2 -, SECHPV 7 R g kA s,
CyPB L2 A& K ¥ TdoUA2S—G1ceNH,3S£6S

FIHS 254, [ CyPB &5i& 1% —HS BN S
HSV-1 [ 40 it 33 N 3244 3-8 HS (55 3- 0 s Ak (K HS
B BO MHIRIDO XGRS T AR L — 1 3-08 HS
B B HPV IR S22 . AR N B R F sz
I HS BIES AN e A 4 o B WF 50 2D 43 Bt
SO T A, WCTEE IS BT
HREREL. A 3D Sk L TR, IS
S A TR A B AR THTHS B IR AR AR &5 5 % — PRI
3D 45k v B, TRERILHARXI AR —1, Y
B DR T o ANAERE S IR HS B I ) s
— [ 3D &M B, TREAS A4 M E N2 AR, U HSV
1) 41 W 33k N5 T8 o

O WIS R HoAth E HSPG 3244, 41 o6— 354
% (a6-integrin) , RS 5 T 9 3 1B LM 40 1 Py
HTAER, HE ARG RIESEE,
1.2 HSV
1.2.1 WE&ii 525856100

HSV JE&T a- SRR WA, B AR i
WL REZ — . HSV SRR BiERRTE. &
AR R IES R JER IR R I 5 Bz Sk 40— 2 B e
i, AR AT 5 RN R BT BOE AN [F 28 I R S
YL HSV i B~ f0 45 DNA JER 41, f0.2% DNA
M) b AR A 5T . SR AR A ST A I — 2 A
(tegument) Bk AR AN 2R, W LG 2
TRt e, b gB. gD gH Al gL X T 73 Ak
ANt e gD AN REX B N B Fl C ¥ X 3k 4
B N IR IR A AR L A m . gD ff 3-0S HS
SEO AT AR AR Z Ak (HVEM, A BEE 3R % -
DEGMSAESDY, FIEEE 1461k
BLHE Vs Yag FIE Dyysn Rogy I F o0y RIERIIIE, A7
TR [/ HVEM 45 & B OGS i B 0 AT AE 47 25 1732
X, UG A 25 F1 2700, gH Fil gL A% 5 [A] HS (K]
gy, gD MIZAAME AT TGN, IR
HTHIEMEEWIEE. oD HEH gB 454, Bi)G
Mg g Ml gL, Bk gB-gD-gH-gL H&54), T
RS R AN . FRFSEER HHSV-1 /) gL A 5451557 161
XE B Arg X1 gL D) et FEE A 1o IR T
XA W] BRSO T —HIHS/FF 2 (heparin, Hp) B
VEF (88 o HSV-1 LR 8 1 1K a2, 6- MEVER 1]
Reth 25 T 90 53 10 41 B WG BRIk N #2030 HSV 7R
A2 0] B YL BR 5 B gD gH Al gL 4b, &
gE/gL Sl AR oK 2 51,
1.2.2 %4k

TN BB PR T HS B, gB A gC a4
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JEVRAN = 93 B 1F) 40 I 0E A IF S E i e I 1 D i 5% 751

i G BIAFBHS B E, HFH HSV-1 FTHSV-2 1
gC Ao AT . 54551 HS FrBEi) 3D 4
P AT 2 . gD MR ZAN M2 RH HVEM, 54
-1, -2 M3-05 HSE11T,

Y NBENZARI 3-0S HS E— AL —HEH
1doUA2S-G1cNH,3S6S [ 8 SH 41, i gD ) 45
G, 3-0S HS fEZ R Nl bk b RIE, AT
HSV-1 B4 f it N1 00 ke Wos 3-05 HS i
5T HSV-1 fE4i iz [l (i A i e, T 20
0 it 2 0 ) Rl SR BE R ) o HVEM [H] gD 454 FIAE
A ANG 48 . HVEM 32324 5 HSV-1 F1 -2 3
AN TR S50 b 4 siie), EiF 2L
FRAE N2, s, . Bk g b
IR R -1 M -2 5 gD 255 1A AU S I A
WAt ERHE -1 -2 S HSV-1F1 -2 K4 et N,
HIE R 2% -2 A SR HSV-1 F 40 Jif HE A AN BT s 5
ARRIY . ERER -1 AN AR T R L A
JRURIT P 2 ZHER A0 b T iz M 3Rk, TE R -2 I e
V2 NI b iz shakik, (HAEMZ 4i i Al
Fa A g b A A BR A e,

PILRopaired immunoglobul in—like type 2 receptor
a, PILRo)YE A [F]gB4 & 2 A 32 4 (coreceptor)
Z 57 HSV-1 g i it Nl RE0T, wREN T T —A
R HS V-1 et
1.3 HIV
1.3.1 JWeigit 52 546105

HIV J@ 3 4 s i RIS 25 WA, AdE HIV-
1 (BEPEER) FIHIV-2 (BEPERRSS) « HIV-15 i 3Rk
T BB LEAAE (ATDS) , E A5 40 CD4* Tk
EL4 i, MR (DCs) R AR —.
it DCs A HIV-1 £33 CD4™ T bk B 40 o A e e
IR B . R, HIV-1 8Lt DCs Ay 24k
IR HIV s ZEDS) . HIV (%0 iR Fe e, HAth
e, B AR 72 ANRISE,  fE LB
B K gpal FHAMEE 2K K P gp120 415, gp120 71
TR AR, gpdl FEAN SRRSO,

gp120 1) C17Ch TR T IXHT B JE LN AR AN
AN R G5 R RN 5 AN AT AR X (VITV5) o AN S5 RS
BRER 2RSS T CD4 4 H. V3 2R

A% K CCR5 B CXCR4 £54 1) LA, 5 CD4
MEEES T epl20 R, V3T EREG%
IR G BRI INER, RVFRINE 2 —4it.

ESEARIINIEFIECL2 (extracel lular loop 2) 25 T[4
gpl20 45t BEZRPERI T V3 LR e

PE S B PE T 200, A AN ] HS 45 B B s i R R4 A
FEV2 V3 3R L, Hrp 3NS5 RA ARG G0
Y, XU pURE AT RE RN T — 1 HS/Hp B
1 FHBE Ao
1.3.2 =Mk

B R 1~ S5 547 CD4 FIHS WA, (T HIV-CD4
AHCE AT FH BOAIHE A 22, HIV-1 8 75 2l it
L5 HS BAH TR i s S 2040 e i 2022, C LR
% DC-SIGNU | H b2 ARSI feth 2 5 T Wi i
() 41 i B

T M HE 24K SE CD4, ij CCR5 B CXCR4
XFFCDA AT HIV 40 it N2 57 ). CCR5
FIRRPE N 32 5 T [ gp120 f) C4/V3 ZEX A T4
M, e EEdE N R i T AR . BA %k
L gpl20 Mg Gt —DES T epal MG AZMN, T
L LR N i A R N PR AR R, 5 R i
22 I TR SE A IR R A AN e R AELE
JEAE OB AR 23, R AT E R s s B gL — g HS A
(8) CS Fr BenT fig & HIV-1 3E N\ CD4- $0.41 A ) 3= 2k
ANEZAREL 2L R HAE - HLEIIANGE 2, 16 Fr sk
— W IAE 5L .

2 mENARENERE

A0 BE I 40 Bk N IR AR B T B E B IR 4N
JRLFEE b (0 3E N S2 A4 AH HAE oK 8 S e, 1E N4
T B 5 0 A T P A AR NG, R AR
P BRI PO, 5 ML Ut
BECEALEZS it E N /N TR = A O [N
o 2SI 2 P BRI ML, I A S 40 R A 4 e
FRAUENAINE . BRI (1) 40715 B3 75 R0 41 g s
AU R o B IR o, £Em L2840 g
AFAEI I BE I A0 I N @ A% 3 A MR 1 FH (g
EE) AN AT A% 25 [ (clathrin) (45
(i Bes s AP b 5) « S B A S (s
D) 40 BB P [/ 54 (caveolar/raft) i&4% (WISV40
JEE. MTREAT B EE. BB RINEE) o B A% R
FRIINES EE -1 (caveol in—1) PRI HHIH [2 52 o) 21 B Yy
AR (W 29899 55 F0 SV40 Ji 28) [

2.1 HPV HYZH AR N

HPV Je il o 41 i N A P ZE N 4l AL H
TAARSE G4 . A NI 4 RAFAE 2 A5
(R0 SR HPV I E AR T E 40 R — N AR i
A 20 Hi RN 41 1R P A 38 R I SR AT IR SR E SE T
HPV 31 J i 5N B/ 3 O 4 L N v ik 4%, HPV16 38
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o WA A A R R AR NG, R T
AN () HPV 20 R 8 AN [ (1) 40 Jif o3 #4220 o A
FH AR B A 56 40 i ) B RO, R,
P4 v (P ] SEPE S A R P (PR sE . A
GO L — 1 B SUAH 5E A2 44 (dominant negative
mutants) FlsiRNAS T 1 B A5 I BELIKT T 9 4% 2
A3 B0 M ) 75 IR 22 RIS B A 3 00 40 i 9 i
12, 13RI HPV16 MURGIFAZH 45, FFit
—BUESE TAE— DA T RTE R A A T iE it
o1, TEMs (tetraspanin—enriched microdomains) {E A
T HNFIRBET B 2 (HIX—&5 AU el 15 e A
R TAE BARTE 40 b gk — P TR s .

Sapp ZEPHEH T AN HPV 140 iy ) g 1A
8. 1Y, HPVL6 45 2403 1H HS #Ea ECM
(12 H3%E 8 1 -5 (LN6) B HS B |, [A] LN5 455 (1
BEPEIRAR o B G 08  4 A 368 380 A7 T 40 R 1 ) 2 —
MG ZRHSPG, X5 THEEN, T
T L2 N i 2 57 FRE S A8k, Rtk
AR, PR T ek A X HSPG BB A 185 145 2 1Y
A -HSPG #EAZ AR R S5 G 147 s 255, CyPB
Sz H5HLd . MlEEE HSPG 8E 32 44K 1 &5 A ) fik
RTMMBANFE- . L—MHS B8 Brfeix—id 2
W S R, AR B AN R Hh
J7, A ERE RS,

HTEA 5T 2 S 5 4 R 4 20 A B
YERI AR SR &5 AL R S AT AN 4, 2B 45 3
FIVEUT B — e AN e 1k, s FH SRV AN [ H S
FEIRAF 45 R v] e 22 R ™, KL ARSI 40
5 R0 M ) A0 2 S vl e S B R 2 s AT AN ]
FR) 40 A PT RE A7 AR IO AH DG HE I 855 AL R AT RESR
ARG S R e & . Rk, R, &
LAY AR TE iR R s A & — 1k 9T 7
VRS E R 73 b, DA B 57080 () TP A Ho Ay
WRZE (R AR 280 i ] R JRURT e L S 7 1)
owi g (PsV) HATIRES, ®ERNNTIANGRZE; ]
A [F] IS AP 5 A AH ELAE FH A i B S5 R A, A
A ST AERA IC 20 1 DN NG &R
2.2 HSV BYZHAEEHE AN

HSV E e ¢B B gC 5515 = 40 o 4% I HF 5E 47
R HS BERUN 456 B G 2040 AR, Rl S gD 45
R HVEM, R -1 81 3-05 HS [y Bz ik
Z—t, RG22 5 ¢B M gH-gL A HAEH B K
BRI S, AlORIBERES, A R e At
N, HSV-1 B v) 35 40 g N A i Ae gk A\ — 18

A H s Ay 2030 gD 55 87 R R AH EAR FH 505 B0 L
HENIBRRERE TR G, O UEHR I 7R 71 5 4840
Mo b gD B - LA EAE A S IER R T
P PTREYRIE T HSV Kt i 40 i o #r i A2 00 N 41 a2
SRIM,  HRE B H AR N i@ AR ML IR 40 775 IF AN
R o AEBRELOAN M S R s s ik B pH I
& (endosome) 1107, AL 53 AMEI40 B R AL o T
pH [ BE I A0 M Y A E N AR W 8 3 . HSV-1 Rl
HSV-2 v R 2 P2 R 3 NPT e 7R T, HSV
REH I 171 B 19 548 Sk O 0 20 B sz AR, & .

AFZEAE NN 2, I M e i 4 2R
R R LR

2.3 HIVEYZHAEIH N

HIV — B4 A A S 2 ek H A 8 5 4 i s 4 e
BrMdE NG E 0, I 380 S (productive
infection) o I 40 i P A 38 AHIVIIRE A 8 3 S0 2
Aer= bR g2 8] ) X — g R EUR AT N
BRI S LEAT BT () 45 B Rl . R K Z
B0 o v N R R BERORL T I 7 A P g
B, AHANWTAR SRAUEYE B HIV-1 40 i Ak
AT DL PR L 0% 3, Daecke ZE PR 4 —
PR ) AR AR SE AR AR EE AAIE S T {E CD4 'HeLa 41 iy
H, HOET R BE A (dynamin) o M EE NS
AN AERIEEEY SECHIV-1 B7= Pk A
I Miyauchi 5582 H P AP An id i 7, K H]
T AN SR AR B T 5N B kLT A HeLa 4 Jfd
HIIERE . MRS AT 4 32 20 B4 B oy X — i
FEITVE b T AT S 3] T ST R 40 i P
R, UESE T AR AR AN R A BB AL ke A I
PR HIV JBERS,  HORT W% g R R 8l )
R A AR IRAE S HIV-1 fBilA ) Je sac b R HIV
AIAE S AR IR AL e A Ry, B SR A IR R A
EI8 T A0 I P A HEN A A5 v iR X R 3 ) )
Ja A X WU B H R 15T HIV i
BEANWBREEE I 7 M iE o), (HX— B Rk
FEAE F ARG 40 M 45 203k — 2P (e s .

3 mENEIMRE—It

TR EEAN S D2 DRI RE, 2 L3
W5 2 AR AL FATIAE . Wi S A
BEANSZARRIEFNE L — PR S S A R #E KR
BN SR L PR E I R D, SR, 5 R 3
BENTERE AR AN R AH T AT HY S R 2 18] (R R 7
MIATHLIBC R, I B AOFh Bl J SR AR PRI REAN 2
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JEVRAN = 93 B 1F) 40 I 0E A IF S E i e I 1 D i 5% 753

AL AR e 10, A2 B BRI R 1 B
FIPRE I o FEIX L0 7 5 5 —Fh 2 AR AR T AR
AR E AL MR T N DTk AR,
AN T R AN A DA S BRI G P, 3 750
S EAE 2R, fEXER I T,
Al AE R LG R 18 il DU e . BB WFAT IR0
RN, PEETREEE AL ML A1 5
Inis 2 .

4 LIREHEFENEAR S AFHGRIBE
Nz AT =

FEID B A NS RE AR, 9 B AR AN MY [F)
A 3 20 2R AT DR 4L 20 1) e — MR RN &5 5 11 75 2
RAFEAE BN — 5 1 AT i1 40 L )X L8
53 (AT DAL KPR SRAZ R 9 75 10 =R ARG,
SR . AL, NS AT RE B 1)
3, AR R S I AL 1 L — PRI 4 SR AL
WEAHT 25 KB BE O E NI R, I8 B2 G
VST E e AR AT IR R, SRR I AT
REABLINTT: (1) X HAR B Fa AN R R T K 45 A AL
s P N 40 A T AL (R 4 5 L s PR A A 2
AL A BEL W9 2 1Y) 20 0 PS5 R () 40 M ik N L 7
H AT CA St o8ae th T AR A BRI sk o0, K
HIRERT XX L7 s AP Cn R T4 T) ARSEBLX— H 1
WL FRIR L —. Q) IR EL LSS RSN
B (19 40 B 2t NSRRI P A PR SR A A T 5 e
gOBRG WIS T - T RS, B 45
FISRALLD 5 3 25 (1 LB 57 i B, ARt —
AN, R PRI T H . EAPR R
N T AT BIEEREY, iR A EOR T BOK R
WA e — [ BS/Hp iy BeAF S5 SRR 2 2 3
I o I FH T A 2B A9 R ) A TR e X AL
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