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Microvesicles and viral infection
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Abstract: Microvesicles are membrane-enclosed extracellular vesicles shed from the plasma membrane or derived
from the endosomal membrane of cells, which can mediate intercellular communication through transferring the
vesicular components to recipient cells. As obligate intracellular parasites, viruses can take advantage of
microvesicle biogenesis and dissemination pathways for viral assembly, budding and transmission. Meanwhile, viral
proteins and/or genomic RNAs can be packaged into microvesicles, which can enhance viral infection, or cause
destruction of immune cells and evade antibody-mediated neutralization. Therefore, virus-modified microvesicles
can evade host immune system and facilitate the persistent infection of viruses. Importantly, progress on
microvesicles-mediated viral infection has updated the traditional concept that viral dissemination and infections are
based on the presence of virions. Here, we described several key aspects of how microvesicles are involved in viral
infections in order to help understand the molecular mechanisms of microvesicles-mediated viral infection and
immunosuppression.
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F R e W TCR, o IR A R TR
0 T4 O R 4L 23 A0 5 R U A 5< 4 i 41
gy, IR ELIE RS A TR BV e e a2k B RH W A kg
DLR i@ 55 1 F R B e TR A . TR,
XRS5 ) 5 DhRE IR FTAe it 1 99 55 731 20w
PLIEIINIR, il ASCHUMIEIE 5% # AL AT
KA FUt A — 433

1 WEEREEMFRMY

Fr 7RSS, VR 2 A0 S A NG R
JRUES T 7 2 R 55 () S B A A A, R,
AT MU/ BT BRI (ROBURE ) AT )
R U2, R AR IR 1 FR. HATHER
% 2 I ZE VR 2 SRR T A A4 1) K/ 30~100 nm
RIANIB/IMA, S FEIRAEAE T Z PR, B4 R
M. PR e FLit. SR I E SR o
AKEE P B IA /N 2 R R A R TP i P
(intraluminal vesicles, ILVs), [ il 3% 4 f) £ 2& 9 44
(multivesicular bodies, MVBs) [a] 4 i 2£ 724, MVB

R s P 9 T N I A A A B R B v A 4
PR, e R R )5 1) AR TS Y JEiE, B AR
T (B 1A) U bl ORI AN 5] (0 40 i 24 5535 v i
SHNBMERIE R, BFEME WE. 2. N
200 M R SRR e R DR R N i e Y A
MBS ARG — 2 L RN E R E RS
) (endosomal sorting complex required for transport,
ESCRT) £ F ALY 51 73 3k 3E NN B P9 3218
MR REEEER Y Wik, SWMEES
ESCRT 4.4 ( 1 TSG101 f1 Alix), {H ESCRT & [
FE A0 Wh /N TE B BT RS AR o AN T . R BR
ESCRT-0 B &34 2 5512 (1) Hrs 4 1 7] I
290 H B A BT AR K DC 2 Y AR /N
=AM BRI, AR/ SRR AR, AN M
FRIRETANIORE ESCRT, 1 2 183 i 52 o 22 B i R 5
Jilo PP AN BE T BRUABEAR P JBE P Aol DX AT 15
SRR, IR IR RXUZ B P4 T S
Pt s & A AR BT BT, B EANBEAR . IHE R . BE
flg GM3 FIflg 8 A (/N & E A flotillin) Y,

F1 WA E R
PASUNEN TURTRE JHTME
NG 30~100 nm 100~1 000 nm 1~5 um
I 1.10~1.21 g/mL 1.16 g/mL 1.24~1.28 g/mL
AR AR B & TEA®
JIg I3 A 1 PHEEE . ke ke, R, K i R e 42 5 K AR 22 Z IR AMb
/DB NI 22 BR IMb Fii Sk
HEBURED ALIX. TSG101. HSC70. R, BEE. CD40. AT
CD63. CD81. CD9 &g E AN
FIR MVB 21 6 5L -
N AR T 3 e AITT A 1 IR RN CING RS
H K A . mRNA. miRNA T AF. mRNA. miRNA A . DNA. mRNA. miRNA

TR A2 B A [R]85 4043 () MR SRR T
AW (1 1A), H K/ A 100 nm~1 pm. SR
N i 5 THT R A — AN T R T I E AR, R e
A AR SO 2 BT 5 T . OOk 4
TFSE &4 H A F. RNAs Al miRNAs™, 5 &/
PRAEALL,  AORIORE 25 A 2 JIEL ] e ) e Xt i T 45
U4 e B AH 06 B 1 flotillin-1 ATZH 21 7 U9, 1%
MR T Re S AR R B G R, MRE T B
T G JE R R B R T A PR A v ) R R 1 AR T
%4 % % (phosphatidylserine, PS)"". 4MY. () PS ¢ &
B 1LY R (1) 458 L D] A5 R 8 9 R IR Bk If 1 UK

°F, PSR REHE N SRR T AR s 1, PRIk, B
kL B (R L R4 T

RTINS A B R e PR T R SR T A 1
il (K 1B). FT/MABIR, HARE 1~5 um 2 [H],
B B iR W RE I 22 IR AN VT 2 AR B, B4
Fr BeAk DNA FIg s ' U8 T2/ At BEAE 4 i 2
B SEBLY 5 e iz, 4 i e 5 KA DNA, - JF B i
Ji AN G AR T T B R R
Tiik, GHABGEEARLL, TR T MR UL
A, BHEEESE T EEARIEE R 2R,
ERAN SN b R e S o e AN & I T
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Az SN INARVHCEURL R T AR /NSRRI T A R R, L1 oy R 25 T R N ZERILVs, B ILVS I 2 3 AMVBiE L
5 MRS R TRILVs,  BIOGSMB/NMA, MVBHL RN B AR AR A L B ORIV A2 200 0 52 2RI A B IR T8 P 41 32
Mo B: SR TR AR TORURE AN IR T2 /MR, 5 2 R B 8 8 T A M A AT 5 4 B B B )

Bl BEamsMEREE

ki, R, A DE AT IR I .

(WAL AETBGERZ =R X O € MW N N i R e
TR HENSBIT AH A, BRE AR TRAE B IR B A 2 o
B Z AR M LLEAT Y i e i2 . BEITIESE, MERRS
5 TR AR R A 2 AR, BAERA .
MR A MR A SR E I, (228, ME KA. 4
MAERS . Aue kiR A o 4 25 B, B e R
R I, B B IRARE . ST RCARR
JLRE R IE BB P, B it T LRl
WA L B8 A IR, JF LA 9 4 i £R 4
P SONE LA o VR BRI 5 289, Rl 2R Ls
FEE AE S HE A P MEENET S 52 kgl
HAE A B Rl & 5 s Y 5 o 1T R AR A A
e I REK TP Th e H . mRNA/mMiRNA,
DNA. Ji i B2 D8 S 5248, W Re AT gL 1 T )
fleidh, Ao 5 AN 28 S SR [ 75 (human immu-
nodeficiency virus, HIV)[33'34] o THEEIE— AN PRER KR
bR H— ka2 AN EE . IR SR RS RN 7

TR BN . ARENE, MBI
WE2RTZ5 T RENARSE MR, EWire
TATFIE I WA IR AR NI — R, IR AT DR
FEAH [ ) s b N2 e Sk, TR AL R
59 B 2 T8 14 5% 2 AT BT 25 BUR AL AT A
ARG 5 259 A LB BT IR

2 WERREHREREST

VERT A% AR N 25 AL OB, T A i
WA 2R T AR A& R RS, mH
) A 2 4 I B TR R SR BEAT T A
oG BE WAL, Gn 4 6] 5 A 3 R L 40 - 4 i
FEBGKBE R TSR e SR, BHITE TR
T2 30 W] R 53— WL SR SEBLEAE ALK A (K97 8o
G—— “HRBROR S - AM MR e AR
WA, SRR R AN ME B & IR S
BEAT G0 F L1 O LR AR TR, I B 4
P TEI A J5 3 (1 S0 /AR A2 4 28 G EAT Jd BERL 1 1K)
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I8 RIS, BT B o 7 5L K] RNA B 2L
TR AR NSML N, R T TR G T A K
TR By R A SRR EAER D #iHE
SRR AH BRF 2 PR I I ANMN e 5 FLER A R 5
PEZE A, A A AR e s v, 55 ol R
TV AENE AN 18] B 28 B MRS 1 b 72 R E 40
Z AIAT Y B s R R, R A B E A A (BL)
JETR 2L RNA $E5 5 4660 T-45 A MEHO b, S
FEWLNEIR B3 2 53 T 18 LR 25 Ak FF 08 k1 3 1Y) S
WAL, M FEURF R R R, X ET
RI B S R 1) N —Hr g 1 B

SR T (4 HIV-1) F HCV %5 55 7E 8 e
S Hf b 2B AN ZE N, PR LR I ZH RNA, 32T
R BUR EERL TR AR NI IMA R, T A A
P ok 3 3 05 2R 1 7 AR AR 4L B AR H AR ALY
HIV-1 gk G 248 ffa B T35 1) &1 6 /) 4 AR e 3 9wl {1 3k
B0 B MR A SR, Z o R W] R 2 BN R
SR R ANIE BV S R A, X BRI A
fRE HIV-1 BERS T 52 526 ch AN FUpA i ep A B9 4
Wh /N AR RIS H VT 2 40 R Bt 4>, 40 HLA-
DRA1.HLA-DRBI.CDI4, -3 %t % -3 (galectin-3),
B i% 5 [ (vitronectin) Fl £} 7% £5 [ (fibronectin), J:
ol FL B R -3 RN AR B I AF AR n] B R HIV-1 A
ARG LA L) 20 1%, [Hik, HIV-1 GeF)H 2R
A B4) 2 T AR P I ol B 1 S G R A 47 s 75 b
G g W R Y AN, HIV-1 J88 4% 20 B R 0 A A ik /)N
A 485 7 A i B 4 B 2 4K (AL R 73248 CCRS Al
CXCR4), FF¥ FIEAL AN 51X 0 52 44 (1) 48 i DL
L HIV-1 ) 5 8k, A fe s2bm a sk g 14,

Ramakrishnaiah 25 " 33, &4 HCV ¥ A B
JEZ0M Huh7.5.1 BRI 2G5 G R AN MES A
i B A K L R 41 RNAL i 8 B A Rk 7, IX
HCV & 115 1 41 Wh /I 44 B8 4 00 B8 1% 18 45 1E % 1)
Huh7.5.1 401, Mgl e Fpse ek gy s &4 HCV
P K40 #1] 1 (subgenomic replicon, SGR) ] Huh-
7.5.1 40 B 7 A R A A /N AR B A B I ik R AH
RNA, ‘EHAES 3 B W24 (K 20 RNA 7541 i 2 [6]
fifgas W, phAh, fF HCV B3 s b ks i 2 &
AT A RNA DL SRR EE E EL A E2 [ 4 A /)
fa, A 455 50 A 6 25 4 B %2 44 CD81-E2 B & )11
AMA N EL AR R RN BURAEAE R L B A R e, R
B HCV- Fh b /INMA A 5 1) 3 35 4% 126 RE it 52 P44 1 o
FTEY, R A 95 B A R 4 RNA [ /M /MRS T A

S HCV TE4H e 2 [ f& 41, I RE S T e 40 i s
1k, B HCV- 8% HCV SGR- 4} W /I 4 38 i 44 7 25
RNA # iz & 25 3% 41 s DC 40 fg LA ) 3% 3 7= A4
IFN-o. AMib/NMEA S HCV 3L K 41 RNA 7E4 2
] ()3 7 75 B2 ESCRT & (A1 H A RNA 454657110
JERICEE 4 Annexin 1T 1925 ™, Ak, 7240
P9 B R (R 41 RNA B2 N FE v, JF CAAR A /Mg
TERATRE O 8, A2 B b T 3 G L 1)
— PP RN, E 0 B U IR S B T R P
TAEH.

547 o3 234 B 52 AR B0 B8 2R 1 I M T e
To 5RO RO A DL B E R . N B A
CMV K GL 4t i 7= A 1) S 9 2 A i 30 v 3 4 B A
WALK) C- BB SE R R IET, &0 F 5 ERE
F B AEMBEERTERE &Y, ZEEELHMERY
B A AE A, AT 5 X Se 4l 6 CMV 1) 5 J%
PE W, B AR S 5 HSV RS [ 41 i BE R i ek
P, BN L- Ok, X L RIORL A O T 2R
JEE A MPEE A, 5 HSV I RS FAEL, tah
YFZ MM T. L- Bk AR & 45 6 5 4K 52 Al DNA,
DRI T AN EL A e, (A Ay i S B TR A
S IR SR T, IR R T Re AR B S R\ 41
(17993 B 4T 1) DO B g Ak, AT 2 E 99 5 11 UK
e B, ghAh, L F0RLRE I 55 B Y993 5 DNA K
JERYPERE BT RE S 1
3 REBNSHREREMHZ IR
31 AXREHEFRS

CD4" T bk B 41 A 1) K & 9 122 HIV-1 BG4
P E AR L . BRI AW KB, HIV-1 Nef 2
1 LA AR A /MR T S AH RS T8, R T8I Nef- bk
INKFE S S CDAT Tk EL G i g 9 T Y. [ R
HIV-1 Nef &5 [ 1314 AT 5048 40 Ji 1) 8 7 R 4
FERINZ RGN G BT MVB (17~
AEREIN, TS 50 E R e 40 i A1 Nef 28 11 1 R0k
0 2 B 77 A RUBE JROK B Nef- AR b /ME, 1% 58 i b
BETE B B 1 IS PR A ) 50 R, b/
AR ) Nef 25 (B2 #E CD4™ T bk E2 40 i Fl 7 1
£ HIV B0 R 3E/E ] . Nef & (A ] Rl it 4k
EIIE S 5 1Al AR AL i) A JBE G 1 [0 41 fif
& B AR AR YL B kLA B, Nef & Aok
o3 T Fi 73 8 R P RO R A BV AT R RS 0T R & HIV
G P2 B 3R 1 — Folt B AL
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TR R T TE B N G g 1 ik P R HEAE
Ah, HEZ5PUR S XN, 5 Khatua 25 ™ ),
P HIV-1 & 1 - A 3 B & B APOBEC3G (A3G)
CAAM A /IR TE OB TN A A1, & 23R 1) 52 4k
Y f BE Y 52 HIV-1 [ 4%, SR A3G X HIV-1 &
A1 14 1 ) A A 3t o I S Bl A P, TR RS A3G 1)
PO 5% Tk BE A HIV-1 Vif 85 (A 4l o 557G BB 2,
MIEH CD8" T 4l f s 77 137 4li1k 1) b s /N GE 411
#4K #i T CCRS Al CXCR4 () HIV-1 & ], XLy
I3 BE [ A1 W /0N A R Ao S e 0 o) e R 1 U L 1A
HIV-1 (655, RIS S P0R B i 1
g B
3.2 EBj%xZ&(Epstein-Barr virus, EBV)

EBV Mg 1 1 (LMP1), B9 35 3 B &
M1, TEECALITY B 4R 2155 27 1) 3% B 4H A LA A1 ik
IMATE AR, LMPL 5 U5 5 1 CD63 H.{E X}
LMP1 #i2% MVB e BE 2, S5 LMP1-
Ak /N BT BY. LMP1 /& EBV % S B 41 i &k 4=
RN B BT 2 A M 3 A BT 06 75 ) B0, IR, A B
WK Je (NPC) 2 IfL 7% il EBV JBC e 1) £ MRy 41 ity 1%
7 b3 A B A 2R ) LMPL, g AR
KR AR AN SRR B R B R4 i 15
N LMP1- Shih/NA 5, 0T i85 5 52 44 20 i 1) 2E 4 )
BUE T, IXeegh JERE, @i LMP1- 2R/
¥R, EBV RIS AR A KA, X AT fE
ENPCEU L FE P Py E A e, R A B2,
LMP1 23 G B8 0 /N (1 28 G REE w Ah il /N s
W D S S T —— W e UL -3-
(PI3K) Fl 3 je A= K [K -1 32 4 (EGFR) 1E JIigg o 1) 3
ik B, 4lifh i) LMP1 Al B 48 R i) LMP1- 4 i
AN BE A T 40 M 3G 5E A1 NK i g 5 1, R
LMP1 R A KGRI 2 AR ¥R 20 & R T A
LMP1 4k, SRIET EBV J& 4L (1) 5 08 I 40 B 1 A0 il /s
A G e kiR B 1 LR 9 (galectin 9), Y
R A MRS S CD4T T g i JH T,
TR I e I . BE— PRI, FH
BRI S Tk 4iM i & 1E -3 (Tim-3) FHEAEA,
T 5 400 O T P R A S U T Y EBV
ST R TR A LMPL AL At 5545 5 8 (111
AN /N AT REXT IR B BUR AR R B, R AT R AR
BB AE K. BT LMP1 RS i 35 & (2 Lk
29, EBV &1 () 41 W6 /N 44 15 RE ¥ 55 25 g 1 1)
miRNA 5 25 KRB 1) 2 PR A1, IX 263 5 45 50

i) miRNA 2T B4R R JRHRIER 2Rk 02,
b4, EBV EEIAREKY B 4 & A i 8 miRNA,
[ B AF 92 N B34S 2 B NPC A b 7N Bl 45 (14 5 6 55
F miRNA (&5 T H A KE %, £8 miRNA
A AR G A e 5 1R R R S R IR B, IR AR A A i
TR . Bk, AM/NMESE EBV K5 S 108
2111 it 36 38 G 28 W AT ) — SR S

3.3 B4 2w & (herpes simplex virus, HSV)

HSV 1 58 F| FH A8 WA /N & 12 EAT fo 2 306 &,
X — S W 2 0 25 R FH B BN 2 1 @B 1 FF MHC-II
Oy 1IN T A% ok 5 i) U R S 40 i (APC)
& H# K MHC-11 % 1f % /& HLA-DR %) i% & MHC-II
XZFATINT, ZigkFEREYESEARER
20 DA T 408, AT B 40 i 7= A=
PR A S Ve 4k, HSV-1 gB 5 HiE it 5 HLA-DR
ghbr, LN AR 5 52 2 Ah b /IMA R RUS 12,
T 5028 4 B B o 5 2R 4 DABH Lb gk — 2B i B J i
oAb, DLL- FOROE OB N T 3 S A B
H1 1) gB-HLA-DR 5 &9 7 i 3 9 55 %) G 2 BLaki 1)
M52, HEARESELetE LT 55 B T 40 i = AL il 52 50
Thegie ok U T H AT IR ThBE M T /%, HSV
L- 007 368 3k B2 oo 2 0L 1 P S P R B 46 4 2 B ik
BE 710 7] e 75 B 1 E I B0 o AR R 1 E AR
.

3.4 A\ FRBIFF 4% S (hepatitis A virus, HAV)

FRIE 2 15 A5 M o 02 B ] LUK 55 00 N
TR TR PRI 25 KT AT, BN 2
etk sl B EEER. X rE
e, BERERLT-EATER, (HEH 05 KL
TG L 75 [FIRE T DUR P SR 4 FLR s . HAV A
TCREFEL B0 155 RNA 8, J& T/ RNA i E
BT . PEARIE, HAV WSS R 5 — 218
FYHMNEE, BN AT R B AR R A, X
B FEN Y HAV (enveloped HAV, eHAV) 54541
FRIAE R M AMAEAERL, EATRA B, X
PSR B & BRI AR IR BB 3 M R g 3
eHAV [ JF B #t T ESCRT 25 [ VPS4B 1 ALIX
125, HAV X1 540 M 10 B35 v e @ik /5
ey RVE T 02328 975 5 6 T AIE o e A 52 104,
SRTT, eHAV B 5 H1AC 76 8 [ Juak o] # i) 8 2
Hl, X HER > R T HAV R L] AT B % 5 T
Bij 3, HAV X 41 A RS 1 B 35 1k 459 < 98 s 7 7
5 CTHBHEE” WP TR, HX
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NI G 2 0 2 0 6 TR 1 T ) e g S B R A B B
= o

%P bR 7 HCV A HAV 1] ) F 4 i ) 3%
W2 Z440, HBV B2 S AMERTN
JER P A B 1 SV 978 3 00 (1) K R, IR SRR T
B2 FAT T AR RN 5 M/ MAFIAL s 7%
BERL R s T & =R, T R G
FRLT ) 1.000~100 000 1%, KB VI FERL T AL BL
Ta s RGN B B R T AR, HEI HBV
P75 2 0K AT B AR 1 S e ki R AR Y

4 WEBESESHFRENREE

VEONAH IR AL I IE 3 TR, AN MRS
T HEIB A Z AR FI RNA 73725 i o, 38 v] LAk
AT AT 5 O T HLAA ) G e S 8. DC 4
R SRIR A & MHC T 28757 BRIk 2 ik ) S 3 /s
PR BE S (AR L) CDS™ T 40 v [, 5] I A s /N
AT 7E DC 41l 2 (]34T MHC- £ Ik &E &Y,
AT 3G 055 A7 FUR 2 Ik i) 0 D 52 40 7S (APCs) 1
HH 5 DC YRR A ME—FE, BEER
e 55 TR 20 1 7 2B B A s /A B B MHC T 364>
F, IZAIE T A R A BT R 45 DC A 7
AL MIWE TR I, AR T A 05 B B A DUR
[Fid it o Testa 55 ' 4R3H, SMB/NMAZ S T R
BRI EE H (HA) H-2M R R AL MHC 1136
TR, BASMBNMER HA A LSRN, H
H AN XA T A MR R T, H T 5 i i e
TR S & P S HUROW B AR B, 2 ik Ss &
TWEVEAE SN MATE 5 S A SE &, NTiRE 1 PR
i 5 R

LR EFTIR, 5 R A R R Y A B
FRER MR GRS
MR FEEA R G REAT R RL T AR SE ORI
368 3k 4 i ) 0 1 2 2R 30 I L 5 1 4 M 1) ) 4%
85 BCAE LA A by S LA SR 7 S AL
RIS, e i 7K P B R 45 7 (R RN 73 1 3%
A2 L PR VL 38 A% S 2B B AT DA B e 6 P
QERBOR QG 2. 8 H AN IR Y A R
Je L ThRE, JUHAEI R P 1 R B A b AR
R B, B B N TRV A 50 7 TR LT TT A
BAIRN, AT AR AT 27 s IR0 B AL
HIR BEAENLIA AR BRI QA — € 7 B TR 1
W25, TR R BB 9 55 20w AL R
A Y .
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