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Progress on the mechanism of ICAM-1 in pathogen infection
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Abstract: Cell adhesion molecule-1 (ICAM-1) is a transmembrane protein, mediating cell adhesion and
inflammatory response. It is a critical host protein for pathogen invasion, involving in viral adsorption, endocytosis,
and uncoating through acting as viral receptor to promote the infection of multiple pathogens, such as picornaviruses
and haemopbhilus influenzae. ICAM-1 also enhances viral transmission efficiency by binding to lymphocyte function
associated antigen-1 (LFA-1) to form virological synapses. Moreover, ICAM-1 can mediate the adhesion invasion
of tumor cells and formation of inflammatory microenvironment during tumorigenesis. Research indicates that
targeted interventions against ICAM-1, including antibody-drug conjugates and receptor-competitive binding
agents, systematically block the adsorption of virus and inhibit the life cycle of viruses. Here, we review the
functional mechanisms of ICAM-1 in promoting the proliferation and transmission of multiple pathogens to provide
insights on further revealing virus biological characteristics and the development of novel antiviral drugs.
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AR T, FEOYME RAERA, i
JORE SRR Ul AT E ICAM-1 =
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5 B ICAM-1 AT ARy NF-xB 3 ¥ ) R R 7
VAR gk OB B Bk Ah, 40 B PN OB 77 /E NEATL/
miR-148b-3p/ICAM-1 il ifi % 45 1 s B2, {2 ik jed IR
SIS IR 5 A AR I R R P2 TEBOR I R AR R TR,
ICAM-1 B I 5 2 MR ThEe th R R FEE . &
HREFED, i ICAM-1 2388 hn s 40 ik A5
A P 7 AN PR PRI R B 33 TR A 5 S ik e A A
b, IRIE SO R 2 B R s B2 A
# 5 ICAM-1 A0 A R 3B 31 3= 2 Jhikie i (8] J57 48 A
FESRAERN A P, g2 BT, WA
ICAM-1 [¥) T B8 AT LA R 45 s R K g . 9 5t 41 41
(ARG L B B AR SR AL e R

2 ICAM-17EfREBREHHER

21 ERZRHKER

RS IE & NG DL, —JE
Wb, HA—RREZERE RN TSNS .
MRS G 2 G WANFERITIRE, A2 E 2450
TR, KRR RS TR S
SZARGE G s A SR ) 2 4 B R B AR e R TR
DRI IR L2 . ICAM-1 1R A998 B 52 AR T L i R
WA /IMZPERL IR R B R e, ICAM-1 MU 25
F09 . AT DA R 0 B A e U N A
AR T2 HZ A VPI. VP2, VP3 5T
KT E I VP4 A% ) IE &, VP1. VP2,
VP3 ESHM— N RGEE B TS, HHA B- T
SR AR A B- B A 4 KR FCEAT Y B-
AN G4 = DI AD AL Dckenl CIE AR W L N
PRAEEE A X . MR ICAM-1 595 84K 55 5K (A 45 1)
SERIRIAERT, LA “canyon” (RN EEMLE G, I
A BT BB AE HRV., CAV21 5356 B2,
“canyon” B iANMIFEH VP1. VP2, VP3 KR,
HA VP S — ORI ER &, P& IUE
] b Ty o I T P B AK ST AR T A R AR A
PIX 3. VP2, VP3 2254675 8 8 X [, a4
[T BE T B 1 4%, FRO “canyon”, iS5 # BN A 2
ARG F R " ICAM-1 D1 A\ £“canyon”
J&i, VP13 [7) VP2 FI VP3 Wi 45 Jie %% 1.7°. [ i),
ICAM-1 D1 [¥] FG ¥ [a] G % BR 2 (1 25 M) 3Rk (1 % 00 25
i, FROLAE LS G AR, 50 U EE R 4 2R 1 1)
W s AT R A S5 O L 07 2 T R T
R B ICAM-1 5 EMCV ) 4K 5% 2 11 VP1. VP2
TEAE B AR, AR HE EMCV BG4, BRI HE ) ICAM-1
AIYEN EMCV 3\ 410 A 1 25 227 32 1A 7.
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RN /NEEANFIART. MIEEAN T
P B E BRI P A 7 S NG, IR AR IS
() 3 A B B 52 R F i 5 b A B AR A O3 A S
R, RAEILREBOR B AR R Y. 7E CVBs (group
B coxsackie viruses, CVBs) i N 41 fill () i 2 o, 95
B I8 I 4 P R TR (0 22 AR N 5E KT 5 8 Fyn 30 DL
WG NEEAN SN FERRE, (R 2EAR h0E F
TR EEE 2R EZRITES, WEXRES
&% Fyn BE)A 2h /N e B N i 4 ik N 41
fg B, 1 ICAM-1 /E 4 HRV (#3244 & 15 2 5% 5
W B B 3h ALY BOR A AR, H R WAL S
ICAM-1 25 7 HRV [ig%i. WK, HRV A
A1 5 ICAM-1 L[ 2 5 1 ARTE IR & 15 2 A
7] ] : HRV-A89 #f N\ HeLa 4l fii i, ICAM-1 5 %%
BERIURLAE YA — G BRI M O PO A e 25 7
K55 . HRV-B14 [ RNA % K 4138 i i i i g 4
M RBEANGIR R B, W R 2R N R R E AR R
AR FRBFEELHE], NPUR A TT R
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P A R D 52 A 2 (i 0 B A 5 B 1 R AR A AT
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HWARAA EEX R, ICAM-1 254 FT Wik
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ICAM-1 7; 7454 2| Bl s R I e 5w, VP4
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ORI DRI, 9 B R B AR TG LR, TE AR
FRPEIREEH, VP4 I N i X 808 A AN, T ki@ I8
FEGER, 93 B HE DR 2H N S5 2 i SR 2578 Dy T AR (1)
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M3 ICAM-1 FE4RRIE ERIRIE, A HIV 4457k
FEHE SR B Y HIV 41 A 55 5 20 i AF s 5
J A M A SRA B A 2 Y, X R 4 R TR AR
ICAM-1 5 H /it 44 LFA-1 4543k se it U 76K %
FCE AR, HIV G (1% IR 20 i i i ICAM-1
5 CD4" T 40U i) LFA-1 45 & 10 sk et 22 fh, 384
SR CDA” T 40 M i 2 B B, i e ik i 4 i
SR 11 55 200 i o o5 5 L B 2 11 S2 AR A LBl B
P A 955 25 2 il B A ICAM-1 5 LFA-1 B EAR R
KK HIV-1 2 Fhoe 28 BUAL 35 45 CD4' T 41 s
GHARTERRZ J5, — & MRS TUE S, i
HIV I35 AR ™ N T 4R A f959% 7% (human
T-cell leukemia virus type 1, HTLV-1) t4.2 % F] ICAM-1
55 LFA-1 456 [0 S 45 M0 ok 38 n | & i B,
DAL ICAM-1 2 B A R I Qe ) B B2 R

HIV-1 ] Pr55 Gag £ R HE 15 ICAM-1 ¥ )i
SERAH AR, DA IR TE 32 40 i 1) ICAM-1 3|
AR B, BER SR ICAM-1 AR AE R KR R A 1)
hEeRMAEYEYE, el 5 LFA-1 45E, @Rk
Bt HIV BSR40 b, 5 805 8 1 B e v 1 g ™,
WALy 7 B R, HIV Pkt ICAM-1 i85 1%
IR TS0 380 240 PRI H (095 B A0 I 1 7K P S M0 0 2 11
BN, XA b i R A R AR pHL Y i R
AT Bk, #EH ICAM-1 1% 5 Bk tb
ICAM-1 F99 75 kL s pesth e N am i B b4k,
B ICAM-1 AU 2R 1] LFA-1 2 [8] fAH ELAF A AT
LA [958 B 7E SR 40 B R TH RN B, I PR mm Eg
NHIRER B,

ANT] 43 T I LA B (nontypeable haemophilus
influenza, NTHi) £ % £57E HRV™ Rl & P 7 180
7 OB R4k R R, JFH NTHi 78K GLIFIR s
B i 2 B ICAM-1 f3RIE BY, X i 21
JOF IR 38 X HRV P RO, i 2808 1 BH 28 1 it s
DR B NTHi 1V 28 B B0 o 55 00 B 2 ik b 5
ICAM-1 5 5P HAE, #f % ICAM-1 5 NTHi /2% 4%
FEE N &, J5 8 SCIERH, ICAM-1 24 NTHi 1)
VAL B B2 A P25 g2 TR, W8S ICAM-1
FIEBE ALK R NTHi BEGsnl DL 5] 1 I 9 75
YL 5 NTHi 5 3 A8 . Bk, ICAM-1 1&
PR GE R, B AT EE A .
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i SR LR 2 S5, R DU I T o A R P
ER S RVER TR “ RAI%EFEF KGR 1
IR A5 . ICAM-1 1E A F5 5 48 i 42 A

T, 25 ZM IR S BRI H L BUE 5 R LE.
ICAM-1 7E HBV (hepatitis B, HBV). HCV /&4t T %
S7l o A )| R B R D A 1
HBV Eifl ICAM-1 Gef% W 5| LEA-1 FH bk 40,
DA 2 JF 44t J&) PRl 922, 9 HLAY 5 HBV T 5 F 4
A5 f1hy 2 B AN A0 L —— 4 B EE R T 9K 4 £
LFA-1 5 ICAM-1 45 & R IEAN i d R Ve 0 18
HCV o, S5 40 i it 3Rk ICAM-1, 53K
LT YU SR E AL, R0 4 I A 26 B
SRR R IEAE R ©Y. ICAM-1 25 [ 7 i 35 bt
TR, EdEEANE 6 e & 8¢
B ICAM-1 [FRIE . [FIRF, 1%L 5 40 B IR 7389
I A I M, 33— 20 gk PR A i 5 P Bz IR G R
NN T TR 3 o33 o 98 3 A% R AR K B0 IE s Bk (] i
ICAM-1 &3 i 5 S8 & A B 42 2 5 e 20
bz, T4 H AT B IR H, ICAM-1
SR AN IR, Ak S B s A R B
29 8 I B Y. ICAM-1 7E HBV. HCV
FEORALE], 40 B G2 R B i 5 e e
A EEEA.

I TR ERUBRYL (1) 4T 40 P R T 4 R IA S e iR et
MM A 1 (plasmodium falciparum erythrocyte membrane
protein 1, PIEMP1), J& & 4L 21 4 i (¥ 8 255 /) K1,
ZEAFER RS EAEA 2GRS X
(Duffy-binding-like domain, DBL) 7] L5 ICAM-1 &%
&, @I ICAM-1 fES NI 2 Fhas B IR i
P UM R T 5 A S, PHZE MR 51RO, FHIR
oD AR A G (0 2 A R, AT N A A= st
W9t 8] PIEMPI f#) DBL2B Al ¢2 X1, ) 2 55 ICAM-1
ff] D1D2 454 B A7 A5 . DBL A sk g 2B 1
2 NEZ AR, R 2B IXIAT A 7 AUAT 2k
K5 ICAM-1 Z5&Re 7], HMN 2 IXH) C sifthh,
R T AGEIER I ARG . IR PEEMP-1
5 ICAM-1 [WAHEAEF, A Bh B e i 20w
MU, X i S v PR B BB .

ICAM-1 ] i W B 82 ik . 25 AR R 1k
P Mt e SE MU B S B g (&1 2). SR, LR
PR BR A IR 73 F- WL G A B BH o R N AT 08 i i A
VIEh R ICAM-1 G 20 (R VE FADLEE, ] 98 n) 24
VIR R B HE B A o

3 REERE

ICAM-1 1£ IE ¥ 40 ffd 1 R I8 KPR, HARTE
SRR YT, FRIEWE ETF, X 55 R
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ICAM-1 JEJFHF 7. 7€ HRV16 H, ICAM-1 55
KT R AMBAEE R —FH A LS, JHE
% 11 P A P e HE 75 75 RNA OB, B 7E oAt /N
PERZIRA B, AE R 2RI ICAM-1 52 13 R AR
A AE o AR 0 7 B — B . fENTE EE A,
ICAM-1 [ 2 Bl A= B D 6E 4% 3 B2 B0 4% « HIV-1 B &
A £ B P 5 6 T 1) ICAM-1 5 R R 401 i 26 18 1)
LFA-1 45 &, =2 3099 25 75 40 Mo 1) 1F 4% 56 ; HBV/
HCV e, TCAM-1 b5 0 iy 40 it 5 bk B2 48
PRLZE 240 PR PR R B i, R AR 32 28 PR R S R TR

AR LR £ X EMCV [ 7L R R B ICAM-1 R
ek EMCV MW B2 N, FF4E EMCV i A48 i
R RYEVER, B/ INZEEZIR M SRR A
T AU 2 R G50, (HR BRI 1324k, &R
B 5 WRIEHRARAEFE, Fik ICAM-1 £ EMCV
RYHLHNE T IAE. 28 EFTiR, ICAM-1 £ —Fh+
S EERNPOR R FER A E &S, R
ICAM-1 A7 R A I, ADUK HAE v 32k
VAN =R Ve O N S = S N R A [ K O
PR K R IEEEAER (K 1). ICAM-1 23 fE
SR FE R RS Ak, $8 020 o R ) SR

£1 ZiEEREFIFAICAM-123 400

I S ICAM-13/ifE 27 SR
HRV VENIRTT AR S SR aR T B S BARE [3]

CAV. CBV RAEFR 2RI, IS 5Reshi TNk [4-6]
HIV., HTLV-I TR E S ok, I 5 YN Y LFA- 1 BR300 8k T [39, 45-46]
NTHi BIVHEEEAE, {EANE B2 IAEA [51, 55]
HBV. HCV e VR, AR B T BN MR A K T [56-57]
P. falciparum R duUR g A IPFEMPL TLAE, B % du il [66-67]
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