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BEFRENNBERFESHNFREEEATH
ST R

ERE F W ORER
(LIRS —BERRY: QUARE ERER) FEMPEABIET, TFRg 250062)

BT HNBACR—FITEAN IR S AL Y Bz bk R A AR AN, B EERIR TG R EE BT IR ORI
RNAZEYIT, J%) 52 A A A BIR S AR BB . SO RHI 2R TN LT S B R R AL B QBT R R 25
BUWB B AAERE, TR T SRR R AR TR RE5 18 TR ELART, 08 T ey 7 ) 4 e LB S
PR DFE A B2 . SNBATE B B AR R AR B B B P O AR W R M G, ORI s R
W1, SMBPRRYEE F BRI RNA BATHURBERON, iR i) LUE i B SN R A 5 50 40 il TR 35 1 T R e R A i . AR
BRI S A B R U R R R 2R S SN AR AR BB SE it g, O RNA T L A Um s s it 2%

KR SNE, BOREERL, TRIORTERL, WU RIATRE, BN

FE4ZES R373.3, Q5

1 MR

HNIAMA IR/ IN AT 30~150 nim A5 £ 22 200 i S Mk
W, JET—Fh i /b 2E7  (extracellular vesicles,
EVs) . B & H £ K (multivesicular body,
MVB) i PARIE AR 53 A H /N, A7 7E T4 Fhik
Wb, Wi . R R . SEK L IEOK L Yt
FEEZLAE . AR SR AR R AL 1
HREEAEH, B S5HAMA AN, anfif |
IR, AR RR S B2, FEAF R
ST, B A A A IRE AT G, X
AR G G — PR UELE T Al A3 o3 2

AMIMASE TR T 2230 A T4 22 1 A R 1Y)
PR ZE . RN IATE (AR R B RN
AN B NEBEREH . iT2Eik,. EAMEH
BRI 2R ORI IIAZ AR ) ' %
NARAL & S NN (intraluminal vesciles, ILVs)
AR ATIE . a. 5ERLE IR ILVS B
FNIAP IR FENL, FROMIMIMA; b, A5 PR
B MVB I SHNERHAZE G, AR 2

SN AR (RIS A N RS MAI BT, X AT g
5z ZE N NIR D EE A5 (endosomal sorting
complexes required for transport, ESCRT) #L il A

DOI: 10.16476/j.pibb.2020.0448

X, B, Alix 1 TSG101 %5 ESCRT 2K [ /£ AN
HE EVE NN R IR S ) RSN R S
WAL A5, MR PSR OCE M, FREE N
AUNEER, DI CHEH, CD9. CD63
FICD814%, BTt ASMMA N T2 ESCRT ALl 1
Ay 7 SR, 3z ESCRT AL I A2 2 it &b
Yy e N SR IR — 7k, BRI . R RN
RNA 7R 0] DL 77 22 LA AL E A 2R A,
SRR S RS R T2 A IR AL P

2 S EERESRRERETERAER

B EE AR B SR E BRI RNA R R, B
PR Z150~70 nm ", ARV 2 HE A AR
B S5 (Dengue virus, DENV) | ZEK K 5
(Zika virus, ZIKV). WX W%EE (West Nile virus,
WNV) . H & X % %% % (Japanese encephalitis
virus, JEV) . WA R W5 (Hepatitis C virus,
HCV) F1 2% i ¢ 9 8 (Langat virus, LGTV)
A IR 22 B0 e TR PR R A L W I ) Y s )

* [FF F ARl HA (82072270, 81871663) ¥EHHIHH .
s SR RN
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(g, WERAE) (245, FEHEFUE FEIN G A&
B R ALY, AT 4Rk /N St 1A 3t ™ B
fFudE 2 B, 2015 A E TP B & 28 RN B
FENE 1, ATAERAE SRS X R A T H AR A6
PG BR AT . AR, AR LA
40% DL I 1) 1l DX T I 3095 B BRI BRI i XU . S
ARk, BRINIFRREESL, IPRIAYT B i Rhe /%
JeR A R e PTREE Y U BRI, PUER
BRI AR YL BT AT SRR A3 Y]

HMBMAEIEF N, T — LB R RHR S AN
RIS 7 . BHREE . ZE IR EE MV JE 2 2 )
AT DAHE A M3 AR D7 s B O AR ORI
RNA # ik ASMBA BRI 22—, filan, Pyl
JHF 4 9 75 5 F 4 RNA AT AaiE ASNIsA , If H iz sk
WA BT e 1 RIS TR AR TR RNA 51k
AT T H R AEYTIRE, ERERZ I 1 1 s
W& fHJE:, Sk e 8 AT RNA #E ASMRA A HLH
WA . EEASE, ANMEN B TR SE EN
FHEAER, BRI BP0 21697 AT 550
SRR A BRI
2.1 EERHS

DENV J&—F a2 11 H 15 RS A 46 1) o
BHREE, 700 DENVI~4 SLpUA i i Al F2 8 it
B K ORT SR, 5 DR A TCAER B S
2 S ILPAAR . R s LR B AR IR 0
DENV S55MBARRE I R A AR, K
F /B DENV 4 A A SN A AT LS 34 5 440 A ) 1)
fH B3, MIMEZN DENV /4%

Vora 4§ 22 WYL DENV?2 8§ 3 (1Y H 20 fn 5
KPR 2R 4y i A A (G EE ST
W) R T HETERNA . EE [ FI5E# %) DENV
BRI, X 2L EVs HA R4 21 W Fmd 7L sh 4 4 il
RES . HE—2EsE &30, DENV2 G LT 5
E 5 [ EL M0 EL A FH %) DU 125 FEORE 2 11 Tsp29Fb 1435
iK o FHAMNIAMAR = A FR I 3 i 51 GW4869 Ab HL 4]
MG, AU T 18 32408 S A0 M H o 27 4%
i, SHIES T Tsp29Fb 5 EHE M EAEA, Wi
SN T EVs /S A005 2 RNA IR 5 1) A 240 0
i 2, ST AIAb ] 4y AR AR, I
TEN B B o B vp A #H B AE M, Reyes-Ruiz
S BRI 2B WESE T AMIbA S DENV Y
KF, YL DENV (W15 B sh ¥ C3/36 4f 53 i #h
WA “PRIR” S5k, 5 AU MR AR,
A VO % R 11 AalCD9 Fil AalCDS1, 1 & 4

GAPDH %515 EH M. M8 %, DENV EYL)
C3/36 2t B 531 F A MM AR FROR T2k A 8% L 4
(IANIAMAR 2 PROA X BB AN AR NG 24 55 nm [ ERIE
FRREREURL, SN AL S B e S, AL
PR Y C3/36 4 il . X SEiEHR R, R4 2
DENV S T4 B G 48 TR 12

TEAMIMARA S SO 7, 18 32402 RNA
ME A B2 5 0HUs #EEH C 78 DENV JEGL 4 il 73
WA 20 L A S S I AR R e . A SR GE
JEYL DENV3 [R5 241 Jfl 73 WA 9 /INEVs - (<200 nm)
RS “FRIR”, AUS A MERE N (CDY,
CD81. CD63) Fl—4Ly a4l 73, &AL & L&
miRNA (%l miR4327. miR1246. miR1261.
miR142 %¢) F139 # mRNA (41 RPS13. GSTTI.
COX7C. GRHPR., TXNL4A. NDUFB7.
DDX58. IFITI MIIFITM1%5) 2 X HEVs 5 |
AN AR EA R RS AN Y, BTSN
WA, EEIFARIEW,

1746 T DENV B L 40 g 4 1Y) miRNA, 1E A=
Yibr &Y LBk EVs B, Hi, miR4327 0] 7€
DENV 2t e 535 76 H 1L % DENV3-5532 B (15
PRSI R, T 7 4 8 DENV3-290 #f gL B %
TR BRI B | DENV SRR A % F{d e 14
Y JC I B, (45 miR4327 A ] RE R K K
DENV J“H R ) RE AR & . eAh, EVshiig
X mRNA 5 AT L4 5 4 By 2 7 00 5 S 1)
B EE ORI E AT, Z R4
AT LAFIH EVs 28 A 32 #Es . Zhu 55 ) I3
S UE T T RIFF W E A 3 (interferon-
inducible transmemberane protein, IFITM3) 7£ 4l
IR EEEA L R RS ARFIR S VR .
IFITM3 8 iiF SCAF7E T 20 M A0 s A b I 0] B A i 14
FETHCE) 40 B A o 24 75 3 40 M B DENV2 &t |
IFITM3 ] A3 2 A1 05 4 DA JER 2% 246 1t 15328 3] Jek e
YA, MIHTH DENV ik A SIS, 5348, 4k
RIS EVs ] IR HAB A 62572 DENV S
Yo 225l G AN CLECSA (—Fh&EX R 22 RHR 27
Fan e LR A AZK) AT CLEC2 (& fk il /i
IR RAERZIR) RIMER AR (Syk) Ik
(1) ¢ RUBERE 23244, 43 BIAE (1 AT IR I/ Al ok
Feik . DENV il i #076 CLEC2 12 # ifit /MBS Jist 21
IMAFIREHL, DENV 55 (8 ZM A A r] 376 PR 4
L W 240 i | ) CLECSA I TLR2, 55 ki
2 B AL A M B AR RN 28 AR A 1 RO BB, )
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ST E B, FH B CLECSA H1 TLR2 A] 4 &% Uk 55
DENV %S RAE RN, 5S4 B TFF & 5 Y
VR RIT TR P

TEBC AR, DENV A] LLF FHAMBMA R 242
i e & SO 11U B a7 R DR B O B e B e A [ K i
A REAL IR A 5 BEA TP B S SOy DA AR At 1 3
FasE . HEHF . mRNA FlmiRNA 549 5 Al 5@ i 4
WA 32 i 1) P8 3 200 e X200 LA A T A P 5
A ORI BEGE AR, R AN AR AT T REVE P
BEIRYL L K T B 975 BRI L A T B . IXSEIFE N
AR LASM AR AT S AU BRI Y R R AR L E 2 Y
PSS B EAT AR A SN E
22 EFHS (ZIKV)

ZIKV [ MR LM B K LK, SR T2 H
X, fERE0A T ARG . BAR KR ZHUR 3 TUieIk
SCRERFR I, (R ARG n] g i i 28 R G
SNEML RS, SR E LI, AR 5
FAE MR- R ZEAAE 27

ZIKV F N AR g A 7 it 28 0 4 M (0] 64 7
& 4% . 5 DENV g% L 41 g 7= A= 19 S0 s iR 25 10
ZIKV YA tE /N B 2 e ST i o i e,
IRFIR TR A ARG MK, I+ 54 ZIKV
RNA FIE #5452 5Tt 2 oo 4 i 2 AT v i
Rtk . HEREYIE, SNBIRN I ZIKV RNA 7EHHX
T 25 25 G5 10 Z HE B 31 28 0 41 M 3 AN (LA 5 e
PR, W EATEHER M S DR, 1
ZIKV Y5, P2 oAb = A FURE T (%) 18 47 B
T o S B IR (nSMase ) -2/SMPD3 2 75 9 18
GIFRIE . B, (40 i 57 GW4869 B 7T #R
SMPD3 1] LA Bz )2 1 22 O AMNIMA A T 1 i 15
TR R Y IS R B S MMAALE ZIKV g
P EZEEAR AL T — B AT

AN T] DI S ZIKV Y, . TR AN IR
PEBH 2 S5 RAR G2 B (R LA USRI A2 1
Wik, WLATRT AR, . AR
PEBRBETE . H RN . AILRR S
IFN-B & IE AT L5 5 — 26 IncRNA, #1177
T FRIRGIE SO AN F AR AT (NK) A6 7
IFNB 755 AS549 4 = A= i FMIMAREE A NK 411,
A AR GE W) line-EPHAG6-1 /F 47 hsa-miR-4485 (45
NKp46 [ 3' UTR H. 4454, 8797 NKp46 iR ik)
e G PE N R RNA, | NK 402146 (NKp46)
ik, WESRNKAUAEAETE, HEPT ZIKV &Y A549 41
JL 2 Fihh, SRR SN RSB

i1 % alB (defensin alpha 1B, DEFAIB) 1] LL#%
ZIKV By, FHET ARG ZIKV [ AS49 i, =k
YU 20 i 7 £E AP 4 DEFA 1B 1) mRNA 7K 7B & F+
B, JF EL 7 HEK293T 40 Jid v %% Y Ji k7 i B
DEFA1B LA s {1 07 XA i) ZIKV & il ik —
A58 & 8L, DEFAIB fE 5 7 5 R 0 2 &1k 1
(origin recognition complex 1, ORC1) AHHAEHIT
FH 1E ORC1 #F A 40 A%, #Hi DNA & il D 2E 2%
00 FE 0T . Hh T AE R (% AN R I S ek & B M
5 B0 R R B ST S AR B MM IR 25 5 %
I I G 5 5 A fi 25 o B 1, IR 4 ik Bl 4 T g
5 ZIKV B i /N RER 56 A SE, AS549
2 it 43 1Y 5 DEFA LB Y AN A BE 8 HEK293T
FSH-SYSY ALk, DA T SE 22 24t i Jo] 491 ) A
PG e 2 AR 20

PA B BR A X1 TETTM3 A X BEF il DENV J%
Y, WREINH ZIKV 2E A 5 3 40 IF0 % i 2
il 245 IFITM3 & 5 A7 T 7 Bl R sl W6 00 PR 4
EVs & 3% 19 405 IFITM3 38 1 P 75 B 5% 12 51 [H B
WEEVEA . M, &4 IFITM3 28722 {K 1Y EVs A fig
H AL 2 N IR, ASBE SRS 8 A s
Uiz, Ak, b IFN IS (ISG)
M4 i ESRe s, 35 IFITMI fTIFITM3, #5iA R &
T3 & B PG L 2Z B B ) N FE AL . SR,
H5BEME, Z& T ILEE MY IFITM 7K 8
ik 0, M ZIKVAERGIL P Z R THLE . shisc
BUENT, AMIABEA RULEE i G % 5 B A4 38 TFITM3
TG LA A ZIKV 19 52 D F N BREHA RIS L
(R B IMLAE , I HLAMAA IFITM3 AR 2 X6 R 2421 /)N
SRR ) Lt AN RS2 5l A= A7 8 I S sig R 0
ST R LA IR Ay 8 A4 il ey o ke 4 it 1 e
AEME

M2 ZIKV 765 N Z AR 1 AT Re ke R
PR B S AR . AIFSE A2 2B, A BVR B 1)
TS A5 R YR30 o BEL L3 7 250 T 320 8 200 A o ) AR
H A ZIKV ISR NN 20 o R 3 R () T ZTKV
IEMEARBEE R, X RHPUR R A
— PR T DR A ] o 302 M v A T i D i
(LGS ) DUAR BV BEBH 1 ZIKV 5 80 20 i i
FhBF ARG, AT AT LLBD ] ZIKV RSy, TR
(R, W AT ZIKV 36 PR ORSF Y, (R e
PRI ARTT S 7 SXIFAE R A & B ZIKV 3 3
ERR IR AR L T — NS PR RS, I ELUER 10
56 K G 9% B AR ML ) ) it i e 2 e DR AR A L
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EH .

HRAE DL LS 4GE, AMBAE R — R B s
O L ENPUREERNG, AU s a4 o Ll bt
SEEY (R 1), N HL 50 37 1A 4 i sl 2 21 A
PRINRE LA S AP E, Ry ek 5 R A= 1) B B I B
BRI L T AT H
23 WERFFXRFSE (HCV)

HCV B TR HERHF RN 8, 18I R
M FREGRH Z —. fageit, etHR4H 710075 A
JEYLHCV, H 201248, 1 E R m ABAEZ) 20
Z7T7 . KM HCV BRYe H 38 RO I
LB R IASYE | FRE AL AIF A g B, BlAFoE
FH, Sk F HCV JEGR20 B i S A 5 47 95 B RNA
IR I

HHAERRRERHR Rl 7E HCV B 4 Y
A AN R A R BT R R LA B T
RNA, HCV &Yt Huh7.5.1 40, WiEE I E2R T
AT DA UGS HOV UKL, i 9k 1 MAA S 217 7 2
MR ZEINBEEARELHCV X E2 5 PEhT
RPN, B Bh HCV 2k b AT i /R i 20,
M AE HCV H 3 M HHCV B i 40 i b 375 9
I3 I ANIBAR S AT S TE RNA, 1 DLIR 3l SR A2 40
JIE 1) 8 YR PE SN 40 (myeloid-derived suppressor
cells, MDSCs) 434k, HEMFEFE T UEIHLIE 5 40 i)
PA T A3 A IT 0 T U8 v B B Al M A D g . X A
MDSCs 47 14 T 40 i 2 314 45 1 J 1L b T 98 30 3
T2 /T 0 76 B A B 1Y) L3R D R TL-10 1Y 7 A 1
I M B EETRYT 1Y S I 53 B A A I A U]
AT RNA, L ICHE 5 T8 U5 1 11 40 B 1
o T34k, HCV IERG2HH o3 WA () S AR AT LA ]
it B A M miR-124 YRR 0 XA T
HCV 2 W 8] S5 A PR L]

microRNA (miRNA) J& /MBI R 825 2
—, MBI L, BT LA 318 EPUR
BERUER . Kim &5 Y HrARFS &AL, HCV (R4
JH 2R RS T miR-192 33k, AT itk AE KA
Tp1 (TGF-B1). i1, SMBAH miR-192 A
I 7 A T 0 P A A% 26 B BRI s e AF IR A0
forh, miRNAG#E 8 TGF-B1 3k R TLr 4E kb
W COL1AL Flla-SMA &3k, 1 U 2 R 40 i
R QT o Yyl e e 1 (A VA O B 3
HCV {2 Y& i) 1T 40 i FH Bt miR-192 4B, AR 208 A
AL FEARG A A P9 1) miR 192, 34847 sl JHF 2SR 440 o
Sfbe A —IRIESE 2 B T A& miRNA 5]

Z8 BT (rituximab) AHICAY HCV i ML 8 A9 5
F o P2 B R N2 CD20 Y4 Sk B v B T
&, RELE N B ANMIFEM . 7F HCV BRYL BE R,
miR-155 RE{E i B 4 (1) 3k F M. Liao 55 2
RSN RSB IE ] . A28 T AT 5 5 B A MU FE
¥y, SRR N miR-155 (4 7= 42 K AR miR-155
(A%, MNTTHG SR A N HOV 36 P, bfiTie &
M, SAREEGHCV B REPE T R B EM L,
HCV B G IR MBI & (RA) AR LIS
A B SN IR AN A miR-155 7K - 5 s )
73 4h TLR3 i 3 14 W 200 i &1 96 4 1Y) miRNA29 58
JEEALREAE A5 A ] HCV 7E Huh7 20 it Hp () 42 il
FTLL, AN miRNA AT GE R —FR B 7ERY HCV iR
IS LY

24 HAERXRFS (JEV)

JEV J2 MV -l X B0 25 Fili 2 1) F- 23 I A4, 468
PNE 2 T e A DN S TR N (S 0 . 2
S A 2 i I A I RREAR , REARAE JLE
TR AR . REHUETE TR M B B AR 15 F 7K
IPERIPRZE BRI , AR . BRI JaR e

5 A7 AR R S AN IR, T A VR P A
miRNA 1225 5 Z Fph 2 PERSRAH & . Goswami
A 1oL SR JEV B B3 I T A AR miRNA i &
M. A 10 miRNA L3, 67 miRNA T, #—
kB JEV B e B8 I W AP WA R miR-21-5p.
miR-150-5p Al miR-342-3p A Fik B & L, /MR
B S0 R AR B IE T 3k —A8 4k, 3X 3 F miRNA 7E
YL JEV 1Y 2 4% F8 8 i W R e a3 h . A
A, FEARFYIIES, miRNA RKFHEER,
{1 QG I A SRR TEV A2 TC 4 i 775 Hh BT
AR, %% B miR-21-5p Al miR-150-5p &3k LI,
T 76 /N B8 J5 20 M v miR-342-3p 2635 F i . JTRE
PR SA14-14-2 BRGNS, 33X 3 FF miRNA B/ A
g BA, X R W S I AT B A& miRNA
VARG, KX miRNAs {5 5 $ 5L P (1438 B o T
W], miR-21-5p. miR-342-3p Hl miR-150-5p FF) 4
W25 T TGF-B. NGF. iZE5| 5 M MAPK 55
W UEIEYERI . ANBA miRNA MU S5
TIEV YL, B0 REAETE EHEHUIR 7 B A 1 2
R EEAMEM. Fit, miRNA AT I AR
SIZWIAR R, WATVERPTIEV AN
25 Zm$wE (LGTV)

LGTV &80T R U 2 s aepk, FE
W AT ARG, 5 2 INFRIG R . A LGTV A
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PR BB S 1 R AR T AR, —
WWFFE B I E W, LGTV 12 4% ISE6 W41 ity F1 #f 2
JCANMIREAE HESMMA I = A FUREAI, 2SN IR S
KIEMLGTV RNA ., i s & AR g5 8 1
(NS1), EfEARGPERMESIYE, 88T s
438 BN B 1k £ ok 4 B R I3 P B2 2 . R
o, SR B AR LA P B2 AT 1) A I AR Y
A& R 38 2o IR 5, {2 $F LGTV RNA ISR T
[ #2020 ML A% 3 . GW4869 AT 31 i A1 s 44
LGTV My # AR, MTS2 0 LGTV RNA FliE
e T B sh W FE M sh P A b g
WHIFIE R B, 24 LGTV A7 760 AR Py i e W 441 i
WoOBF, 7 O 3 ¥ IsSMase  (inhibits
sphingomyelinase, —F 8 #EAE D, AEME 1L 5 A5
FIRDINSR) MEEE TR, XEP IsSMase
R A 7K S5 B 2 s 2 22 T 1 T B /KT
X, LGTV &YLiA S IsSMase [ g £, 5
FECRH S A5 745 2 il RN IMA Y & AR 5 . GW4869
AE % IsSMase BTG I I ZR 38 7K I BRI 78 480
FEEBERR AR M 5 H AW BRI T —
LGTV FI 5 B sl I8 1 A M A k95 5 RNA FI

B N ARAE B RBTEAR, X ESNBMATETE E N
fERE RE SR AR B MM LA, B1E EAEE
I REA SR EE A

26 FEREFHE (WNV)

WNV 1] 5] & AR 22 ARSI &
FEBEIRT R . Ban S ARGl T &
H TR, W SRR T R 0 R
YL S U AN LY A>T AL, WP 5L R B
WNV R Ge 72 A (18 SN IMA A 5 A ELER G M 15
BB T HU R RNA, 22 AR AN R Py 3k A 18 £
A2 () RNA 7K F, il microRNA . /INIE i i RNA
(sncRNAs) FImRNA, HiE—H5RkH: WNV
B AR TP TR R MR T IR WS RS
5P RNA#EA EVs; YL AN a9 IFN-o ZbH 5
X AN A N fiF 32 mRNA Fl miRNA i 5 3 5
sncRNA, WRAMFGE LB, JEYL 20 it 7 b 1 S b A
FAHMmMRNAZ 5 Wntf5 5/ 1 B TRRGE 5%
15 AMBRP—22/NF BERNA (<300 nt) 5K
SRARLRE N FE [ MDAS . TRIM25 FIlISG15 %531k
T AT = A B AR B

Table 1 Interplay between exosome and Flaviviridae

Rl SMMESEFSHFSEELER

AP ANBRA G AR P F) i = T HMIAR A T BT R RN HNIAR A T I B RN 2%
TR SCHR
B TR, BRER: Tsp29Fb, IFITM3: AR T A M A B o B B i B R DR B0 B R 2 1 [22-26]
iR JHTERNA. miRNA: miR4327, miR1246, THepiiil. FEMAHTERNA: 0 MR EA R, 7 DU Ok
E®EA miR1261, miR142; mRNA: 0 R NPT R 2 AR R AL B G R i i L Eh A 4
DDXS5SHIFITI [y mRNA Wi B 155 T 1) JE S RL
JER HEERNA. ®[)Fi: DEFAIB, FRARAh st B 3k s WOSRNK AN ZMAAR 5 H ZIKV RNARIE&E A, [28-37]
JiEE EEA IFN-B, IFITM3 MEErE: PR EHIRE Yt
WA #igiRNA B MAJ: Syntenin FEARHCV T E2 45 57 1 B 4 1 B0 K9 B RNA MU 21 i % 8 2148 [39-44]
R miRNA: miR-192, miR-155, P, BREERAPIAR; m gy 5 aEmm, F 2 phsEs
miRNA29, miR-124 gl HEIIF AR dEAG: MU SS W EE BATMRFEN, SMmiR-15507= 4
EE J AN WA miR-155 (A& 33, MM
HESRHCV 35 1
H 7 figi miRNA: miR-21-5p miR-150-5p 5% Wil i 5 & il . B8 R s 28 A0 240 i [46]
R miR-342-3p RNAMEEEME . b0 iE I 72
EINEF W EIVRNART KA clathrin, FEACEIREAR AR R . M aE & SR & A LGTV RNAFMESE [ [47-48]
JEEE W EEE 1. IsSMase HMINST,  H AT &% G 1k A ) 1k
LM E A R M1 T Bl 455 0N B ik £
JH AR I P 44 A
TEE% TR THM  microRNA. sncRNAs. mRNA  Z5Wnt{5 51 BT ERESE [51]
Wi JREERNA By RAR G g% B % B[Rl MDAS.

TRIM25 Fl1 ISG15%%%1k
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WRIELL EOFSEAGE , SN A] UL 12 75
oM Rt RIS, T EL I REVE N — Mg 4
AR YU TR sy UR T R (R 1), R
SR AN A A BT RE LA B SRPEN RS, 38N 5
1o 2% b A= My e B DA T G 0 7 SR e 4R AL T A AL
TH

3 ShiMESERBENEEER

TR EE, PIHERM AR SGR M4, 23
IE6E RNA B BE o SR 2R o3 o sl R 2 0
#  (Coronavirinae) F % W % =& W Fl
(Torovirinae) o HA R WR X3 M a, B, v
8 44 J& . HCoV-OC43 Fll HCoV-229E fie i & BE
T 20 it 22 60 4E R K, 1 HCoV-NL63 Fil HCoV-
HKU1 535l & BT 2004 4F-F12005 4F . o F1 B 7RI
B HUBELEhY), GRS R AT R SRR
MIEABZ Y E 2 2 el R EE (HCoV-
NL63 Fll HCoV-229E) #1 B i tRJ% 5 (HCoV-OC43
M HCoV-HKU1) i % H 5| i 5 fol i) 38 3 Jg 5
Ko 7E2002~2003 4%, ™ H MR RS8R GRS
W FE (Severe acute respiratory syndrome
coronavirus, SARS-CoV) 5l#t | —1% SARS 1T,
FETZ A2 10% 5 v 2 W W 25 5 iE e IR s 7
(Middle East respiratory syndrome coronavirus,
MERS-CoV) Hi SR IEAL R4 N2, 752012 4F
BT U E AT, SETTRN 37% . 20194F 12
A R AR 2 R BH AR R B 48 (coronavirus
disease 2019, COVID-19) (14 J5L A2 7 YR
7 (severe acute respiratory syndrome coronavirus 2,
SARS-CoV-2).

31 BERITHEERS

AT M I o B s S et PR R e R e
J& ., M AR A R e, H
FERH K EZ N 28 kb, AUFE—A> S'UmdEgmiIX . 3'
Ui i B XA K 2/ 7 AN TF A T EAE 3 AR
FIBTZR 2004, DRGSR A T P I 15 g B A UL
YLRHT AATHE T o B G SN A, IR T IRLE S
IRAFEAEIRBEAR T o ITAE LT AN 2 BT 10
AHMATE L I ELAG I B A T IR S s BRI 1Y
I35 SN €3 C6 T CFB #MA Y 2635 7K - BH
AR TR 1 1L 7 S MMA . DTSR, A
PRI T A AR SN IMAII R TR A TR VS e 2
s SR, XA HILE S MMA B I 5 T
&K, XFW C3. C6 Fll CFB #MA S 5 HE A HLI% 75

2 R
32 FEAMMRRASEEMEERFES
SARS-CoV JEHZH £ 30 000 MZ TR, % %
G 4 N5 E A 16 NS ER 7 %
a7 B AR LA ME T 58, FAE R E AT kR
WP s . SRR O LR AR . IR 2 kSR T
AE U 2R AR . HLOK 2003 4F SARS S O 2 9l
il AESRATSR T I &P 1 LA SRR BRI A T
ATREYE. T SHE S DC-SIGN % i & il il 4
EOR R LB 2 (ACE2) Z54 %, i/ Sk
BEEARRANNG, BT LIRRIZER (R B 4T SARS-
CoVEHI A, WX AR R T & H SARS etk
W S B M AMIMARE T, SARS S & 1 LK Al
P LS R IR K VM 11 59 B 19 G B (1 25 R AT B
R, PAFT & SEAMSNBE . HXT TR AR S &K
H, A SEAEMMERMAKT-FREE S, Iy
SERAMIMAR T RER o £ /1N BRUAA PRSI 32088 v 174 fhe 328 D
YRR, IF53RIE S B A BRI HE A B A T
FeAs, RIS S B ) s AR R 7 2 A2 T
BB rh AIHTIAR . ] SARS-S 2R 1AM AT 1 1 3
R R AR RS, TP AT BT T SARS
FEEWR I I3 TR K 1 R K e B
BRI, SNMAE BN S R
H, WS ZMAEEr, Hh—SEA e 2
TERHA R T e 0N, RIS a s 5
EEA R TSRS URR = A0 A i T
33 #HEBERFS
SARS-CoV-2 7EH AR HBLIAT, SHEAR
g R RN R T & SRR T/ BB . 2R T 2
PERFIR G . E A . PAETIRRIRE . e
PRAEIER | MIREEEJUE . 0T, Sk RN
WERA G SRR o FRAR B AT T2 S PR AR S R e
g TR A ROV 25 SR T BB R, {H SARS-
CoV-2 5y &k A e BUAR AL T ZE AL H v A
HAE,
JREEREVS I BRI R A ARk, JFBEE
R RB RS, AT A BRI A A R] B B A it
et MFST A GURI T AT TR . rp R RN
COVID-19 £ 2 FI ST HE 5 114 1.2 i 5 (R AR g
4, KICOVID-19 B NG iR S & & B 1R
— O M & W B Bl (monosialodihexosyl
gangliosides, GM3) 1% &M bt FH AL, B S 8% I
(SMs) FIGM3s /K340, —mtH i (DAGs) ¥
b, GM3s 5 CD4" T4 R ARG AN TS
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N, COVID-19 f8 3% S AR H Y GM3 iR B
B, ZHEBIEMXCOCR. B, & & GM3 ANk
KA EE2 5 T 5 COVID-19 %& 5k ML AH 5% 1) 9 31
U
RIGRMUAR) “F/AE”, ERE KAy H8t
R HETM A E 2N . N e RS
PR R AR E AR, T F R R 2 T 4
fH 40 (hypothalamic neural stem/progenitor cells,
htNSC) KA 7 MAIMMATE ARG, TG LM
AP Y microRNA U BB > ) A o 25 O 286
PRy SARS-CoV-2 s, W A M/
o i A 28 T /AH 40 LA K i H5 NSC H 43 iy S0 ik
/44006 (exosomes/microvesicles, Ex/Mv) X} AS[A]
LRI EAT RARPUIR EERLN , FETCAI R ST bl
AT AR . S AR B2, SARS-CoV-
2 B TR e 635 ACE2 ) NSC 4l i R 5 5™ A 1Y
Ex/Mv 7EJ/ 5 B8 YL 7 1 LA Ex/Mv B3, X
RKWESH T P00 5 0938 N E g Jine .
HE— W5 K B, NSC Ex/Mv ELA7 K £ piRNAs
(P element-induced wimpy testis (PIWI) -
interacting RNAs) , H: "7 — 2 piRNAs 7F Jk 7% = YL
BF RIS EF, AIiEZS 5 T Ex/Mv I0E 84E
9 g8 BRTIR, NSC Ex/Mv BA Pl g )
i, ABEERECHXZAREN Y. (HAFT R
Y&, NSC AIHREAN & ™ A P 25 28 U 1% I — 20 it
FA, PRE TR IEAT IR ry oA 2 R A 4 A,

X TFHum iR AEE A M. B L, e 40 H
ANEEL (FLERANIBAR) T LI ZIKV 1445, {H 2
ANRESMH] SARS-CoV-2 f£#% 57,

KZH SARS-CoV-2 i1t 54 1y e #% S 7 FH 17
GofiE . WFIEETFR T —FBi i) SARS-CoV-2 BT R
W&, fd AN AL 135 22 Fl SARS-CoV-2 &5 H4 8 11 Y
mRNA ' BFFE A 51 5% 293F 4 i AR i A1
RIEFT T alifl, JF3e8R TR HPRFA AN TRlA &
I LSNME, B SEMAMZIARL G, DIEN,
M F1E £ 189 mRNA. F#9% i LSNME/S V' i 57 %]
13 J& i et CSTBL/GY NRUAR N, S /N A T
CD4"F1CD8" T 4fi ffd J hi;, X SARS-CoV-2 1Y N &
FIAT S 2 (135 S AR RO b i s i, I LIk
BT PR AR o X R RSN AR RE T
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AT DU SE e 22 A B 1, AR oRn
BRI A2, % T SARS-CoV-2 2 1 T 57 HoAy H
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SEER I B B A B SINUAMAR TRV PT 5 A o B A
F1, PLSCAMBA N fE 2 400 8 e RNA il fES 5
T1E ERPUREE R R R (R2). BARIEAH
TE LASNIMA A $E 5 s AR A T6 7 i DA S S A
BT AZRBIRIOR, XUBF Tk A IE e et AR
FT 1) SARS-CoV-2 W T Bl APTim 25 17T $2 44t 7 —Fh
naetE, HAEEMISE L,

Table 2 Interplay between exosome and Coronaviridae

®2 SNESERFEENRENEEER

P G A GNP I 4 HNAR A T BB R RN EEPE
TR

FEmAT Y HMAZE A n: C3. C6FICFB C3. COMCFBZ KB IR EE 73 T 2 i e [56]
V5 973 55
FEE S SHEA 75 T R S 2 S AT B [60]
RGLEATE

RN
AP IR HEAMR: PMEREE OEMET WA RN O R NBMATT R 2 T [59, 61-63]
RGLEATE AR WHBEAR . —EEH . COVID-19RJFHLHIAHSC IR A S s pl, K

PRI EE2 piRNAs; FIBEARRITE: EmRNAMLIBAZRMIE, 75 h)s MV

mRNA: SH H AR E .
PLEN. MAIEZE A ImRNA

4 REHRE

AREEARRIT T HNIBATE B R B AL 1% A
ERBEN AR E . —J7 I, BOR RN

FHRAI SN B R . BN TERHINRE 1] LA
PO A Bz o P el 3t S 2 M A, i 7
AIERERE ST, B BELE A AN [ 20 P s A ] s
et , ST PR R AR . S5 —Tr i, SN
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Progress on Exosome During Flaviviridae and Coronaviridae Infection™
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Abstract Exosome is one of the extracellular vesicles, which plays an important role in intercellular
communication and material transportation. Its content includes proteins, lipids, RNAs and other substances from
host cells, and has an important influence on the physiological state of recipient cells. Flaviviridae including
hepatitis C virus and Coronaviridae including SARS-CoV-2 are pathogens causing a variety of human infectious
diseases. Understanding the interaction between virus and host is of great significance for screening therapeutic
cellular targets and developing exosome-based vaccines. Accumulating studies have shown that exosomal protein
and RNA play inhibitory roles for viruses. Moreover, Flaviviridae and Coronaviridae could hijack exosome-
mediated cellular communication to harm the hosts and promote virus spread. In current review, we summarized
the recent progress on the interaction between Flaviviridae/Coronaviridae and exosome, shedding the

mechanistic insights into Flaviviridae/ Coronaviridae induced exosome.
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