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Research progress on the correlation between exosomes and HBV transmission
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[ Abstract])

Hepatitis B virus ( HBV) infection represents a major global public health issue, which can lead to

progressive hepatic injury and pose severe threats to human health. Elucidating the mechanisms of HBV infection is

pivotal for developing novel strategies for the prevention and treatment of hepatitis B. Recent studies have demonstrated

that exosomes,as crucial extracellular vesicles, mediate intercellular communication and immune regulation by delivering

various bioactive molecules, thereby playing a significant role in HBV infection, disease progression,and clinical outcomes.

This review focuses on the mechanisms by which exosomes participate in the process of HBV transmission and

summarizes recent advances in this field. By synthesizing emerging mechanisms of HBV infection, this review aims to

provide innovative perspectives for the prevention and therapeutic approaches of hepatitis B.
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U RN 995 7 (Hepatitis B virus, HBV) B 4Y J2& I 48 1k % 2E
R EFF R, 90 5 A LR P9 0 35 S 7 76 WA R 12
JHFRE 58 9 M 2F 4k Ak, W B T 40 M 9 ( Hepatocellular
carcinoma, HCOY By & 4 WU 55 B SR T2, Bk, 523 2 IF
Yrae v va i, ot A KR HUS  © o 2 HT HBV AR ¢ BF
FEAUBMAZ O H AR, B8 -4 6 IE iR 3 4% 52 8 1 (Sodium
taurocholate cotransporting polypeptide, NTCP) # fifi 7. & HBV
rBe e 32 R LUK S 1 BELWE NTCP B 58k 3 5199 3 1 e 1) 1 22
M . AR UA Cexosomes) VE S 9 75 15 4l JiE [A] ) o 22 4 5 1% 6
1% 366 19 B B 2 A L T 4 i TR 4 40 CANA% TR 2R 1 B0 O o O
KA, T HBV AR & MU H6 R 42, PR 450 3 g
N2 . TRAFRENT MR TE HBV 1% 4% b (9 4= ) 24 1B L, 45 SR 3k
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I8 R A i 25 BT 4 0T, 1) A2 A 4N i R 2K R L R A
T A T A R D T AR A R A R R S RS .
5T RE A A [F) 40 A R U8 1 A0 W A i F BT 5 45 19 43 R [ i
FEI 3 Y AR R BT A0 A 5 2 IR R T 1Y AR A A BT 0 BT
95 T BE I NG L T HBY RS 4 M sk U p bR N 8 5 5
HBV 8o st .

SMAMAR A A R A AR R A AR AR, Rl R s
T 4 N R P B TR S R B S R R I B — 25 N R L T
ZEIE B2 A 1 N #E 30 (intraluminal vesicles, ILVs) . FK A B 3 P
& 8% £ & (multivesicular bodies, MVBs)., MVBs Bt 7] 5 &
it (A 5 5 A R A, A PT g M JEE R S  E T P E ) SR I AR Y
JE SRR ZE AN M AN ERBE BRI 0 A s R i e T AR
PRV | B i S 0 P A BRI 3 Rl A% 5 32 A A i
B o B PR K T PR W 4% 36 45 32 U A0 B T R 4 52 A A i
MR R L Y R A B 52 ESCRT Ktk 46 Al
ESCRT ik i xR M. siF M Ak itz Z &Y
(Endosomal sorting complex required for transport, ESCRT) 41
T AW B A FE R ILVs B R 2 RBIEER
(ESCRT-0,-1,-11,-1ID) #H %& T A, JF %2 A W B 7 % 2 Cn
GPR143 1T 5 ESCRT-0 fy 3¢ # W7 3 HRS A HAE D, 4
ESCRT i 2 I}, ESCRT JE AR i 42 4 W3 . b i 42 7T e 5 NI
FREKE) . BEGE R B S WA A T e R R L o T S A
WA A 5 R A e AT SR T R R B M T RE R R Bh
ESCRT AE 4K i i 42 (9 5 B L4 2 — 1
2 Mk 5 HBV &%
2.1 Shatk A HBV A &8k HBV & —Fh B A 045y
B BLEE DNA G 3 , BT 5 = 40 i 45 0 F 3 3 42 9T 26 55 09 4
N &%  HBV 6 50K S TR 20 X5 DNA 388 3% 2 g 4 40 Y 174 200 Jifg
% P RS 2 sy 3o A AT L R S A I R LA AL
B RS B 42, P & ¥ Tl ok MVBs 5 410 i B Bt A 09 i 12 R
AR HBV AT RE R AN K B A ) 2 A HL R H 1R
% E AL AN LA F B . W S R I HBY R 4
LR 108 W A3 S Ak AR AR, O IE S T E A SR R Y
HBV J% & Pk . Yang &7 BF 58 48 /R T 4 WA 78 HBV %
W& AVE T, & BB 18 M & IF (chronic hepatitis B, CHB) H #
I e i 2 19 B SR & A5 (natural killer, NK) 40 il % &% T HBV
PHAE: SN IR )5 B REAE 2% NK 20 i b 4 D0 31 HBV B4 ; 55 1
P A S i A M R &5 2R B R NK 40 I 5 e T A0 4R Jf
52 MEAER RSN IATTE R HBY A BUE A B, it
Ab s B 7E A — B A B 1 3% R IR 2] HBY B, EVs 4043
AT AT I 2 B A 15 Y 9 HBV DNAPY DL B #F 5 #4730 52, A
WA GRS HBV %% 3 UKL, JF A T BEAE 4 HBV (14 7 72 fif
A3 HBV B H At 40 i
2.2 shiktkfE HBV #3& P o9/ M  HBV Y40 T /3
W SN R X HBY WL 8 BA“EAE M7, SR A EN R
I 0 AR AR S M RS P ORI 40 B P SRR A R BB 1 S5
7 W 240 M0 2R 9 %55 2 4 BR VR A AT A2 E FIBY 78 40 it fR)
P AL #% s AM b R v] 36 3% HBV 36 PR 41 40 15 1) miRNA Jf6 3
3% F AN A IR, W HBV &2, M R B2 R ) HBV &
.

SMUAMARTT B B HBV 3k 38 15 32 1) S 88 N2, HBV B 19

AR A /N BSR40 i (PXB 40 i) 55 97 44 & 4l 4k i 41
WA T & HBV DNA, 3 f8 K H A% 25 45 48305 (9 £h #E PXB 41
. alifb 4 W R R ik & B 4 2 i BE R (Hepatitis B
surface antigen, HBsAg) , fifi i F1 P4k St = 32 ZAE 8. A
B, 3 s SN AR ) TR HBV (& 5 15 3% i 7 52 ik
R VE S L A, S I 1A B 4 ok 45 b B HL 3 TR AR 1 3 fE
PR3P0 T8 B TR e 08 A% T2 T % A OF 1 1) HBV 3k ke o % M5 4L,
HBx %t (Hepatitis B virus x gene) fE 5 HBV 3t A 41 1 % /)
V8 50 10 T2 E o K 2 S R0 380 3% 7= ) T ek A 0 R B A 8 2 R
I % A 9 4kt Kapoor %5 iE 52 4h 36 A 7T 40 & HBx
mRNA K HFFRIEN HBx &ALk E e ng. 4
BB S B L DA A U HIBV [ 4B T 40 M AL 4G . e ah L ARk
FWE A CDY,CD63,CD81 4 Y 5 i1, Ho i CD63 1] 4k :F
HBV (1 jg& Ye ¥ | A2 i 55 5 09 &5 s 41 26, HBV 3% 35 40 fg o
HBV #1445 CD63 3£ % i, CD63 ¥ § 25 22 T3 HBV 5 7 5
LR e PEFR AR E— 2R S T AR FE HBV G kR Y
WEAEA ., HBV BG40 i 5 H A & %i B 19 HBV-miR-3 AJ
B4+ 48 F (Interferon, IFN) 5 5 B9 Bt 5 2L AL, If 3 1 40 i
MR ZE A0 M AP RS . % HBV-miR-3 By 4 W A 7T 75 5 B W 41
Mok M1 A4, 3f 198 [ 4 F-6 (interleukin-6, IL-6) 3 ik LA
W HBV &4, AT 2 ELT HBV f£3% .

B 928 2 L SK T 1 S0 WA 4K T A T 400 T 43 1 4N (] % 28
OO A T A A I 3 TR T LR S R R S R R AL Y
YUm A0 LA H HBV %, o T4 % (Interferon-a, IFN-a)
£t HBV IR Y A 0697 259 . v 8 1 (5 5 5% 5 A0 % S i
W FEZE STAT iR K HEM. S TR AR
(Interferon-stimulated genes,ISGs) % ik $iL K 7 % b & H LA
B R . L 2 ST UG S AN WA TT AR O 56 B A BRI
IFN-a i 3 B0 B 300 7% 8 2 HBV B YL B9 I 40 At . A T k¢
FF9 H#E X TFN-o {5538 4 (0 300 5] L 18 588 15 8 1) B0 55 fe 982 By )
YERT. Yao %7 & # IFN-o i3 A 5 0 40 B SF VR B9 2h I8 14, 58
T T B AN B 22 A R S T AR R Y T A i o B AR 1R
Fh R H 2K 1(T-cell immunoglobulin mucin-1, TIM-D %54, #%
T RS 2R A 5 00 9 AV R SR P R L AR i A s A 0 A
M. N AR R AN IR AR 2 U R 25 A b el U i 3 B R
(Lysobisphosphatidic Acid. LBPA) 41~ 5 5¢ i i il 4 . B IFN-
a P55 7 AR BT T W 0T . DA A% 368 00 33 77 1k

VL B ¥ dE 7R T AN IR TEST HBV G35 i 2 i i1 38 22 4t
AMEH. B ANRARS S B HBV 156 77 76 20 M 45 S vk 22 5, 1
EL A PR AR Rl < o] 32 A T A s A A A O
Sy —8 & HBV B8R [ A SN 7R T i 3F HBV 1Y 1548 15 18
e i B HBV N T A9 20 6 7R ) 25 0 i HBV 2R e I 3005
T 3 0 B R R
2.3 HBV A &ii#shibtk  NiE# B B L#%, HBV o] 3
VR SN IR 0 A2 ) R A s B L A WA . HBV 32 K
ESCRT i& & # A MVBs, I fi £ 38 3 5 W 14 1% 45 B i 2
AR AN IR S B A BV A% R A A 1R R 4 T B
ACE MM RS T L 7T 26 S AR B AR 40 T 202 5 40 i J) i TR R
Y s ot . Rk HBx & (A 400 v B N g 2
(nSMase2) 71 V£ 38 5% . {6 417 i &1 306 1A 43 106 1 386 01 3K 2 A1 0 R 5k
FEPEHEAT HBx mRNA R [ 4% 305 B 2 50 fib 20 i, A i
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PEHER AL . Jia %07 A A HBV #5558 HepAD38 41 il
RO B A AN IAA 25 R R M AL T HBV & AR 4b
WA E S HBV 555 M A G 8 A, kvl #E00, HBV /R 3L fF
Y05 T BE AR S WA I AR 0 AR A B Ll L 2 B HBV R
)53 1 4R E

B f S T RO 45 R ORE IS DL K SR T 1A O B 4
ESCRT 3 4 AH 5 B -, BH Wy He 5 40 it 422 3k 28 (1 A 40 B0 H L £
BN GIBU A N/ N ORI i T R VA
BT BRI L 6T HBVY AN A AR ) S A i B AG BLpAE 4R L
Bl 0 2 G RS B T TR ESCRT 46 8t 5 35 46 8 34 42 LA 1k
TG AR BT Z R 0R.
2.4 HBV il i shab k% of S R BLER I TR AR 8 G B G R
E L LA PR S B IR A0 NK 40 R T 40 A R
G pEiE PR . A HBV R Y S 2000t M TR 5 A L X
S B 2 A1 R 43000 B 40 B TR T A A 4 3 ] 2 45 4 R e g
AR AR S T4 . HBV R 40 it 58 18 K] FH A0 WA R 1 Ay 34 2%
AR e R 1 D) ik 4 T 9T AR AT 3 S 8 A0 B Y 2 FER
A N B8 3 A R T R AT L Y B A M R 5. Yang
S0 S FIBV e 85 T 200 ML 40 00 1 A0 6 PR i BV 9%
BEAURL, 24 NK 20 i £ B 26 A0 3k 4 )5 & 30 B8 2% 19 ) g B
it R WG TE BE ) T e LR 8 708055 .y T4 E (Interferon-
¥ IEN-v) 43 Wb 3 2> DL B 5t poly (1. C) 38 A B g Pk B AIG . X 3
BT CHB %R A9 HBV BHPE &b 4 1 BE 98 45 5 Pk 9 45
NK 4f il 2 181 32 74 19 3k 1% , HAR R BN I 1M 52 /& NKpdd (1)
2235 T W A0 P A2 A NKG2A (9335 K T+ 85 5 Je Ak, i s
MR IE 23 NK 483 P9 A 2R 5 32 7k RIG-T [ 383k Je
T S A B BTE . HBV R G A0 A R R A i ik R
miR-21 F 3K KF & 25 Th & . w) 3] E v 40 i 335 NK 40 M 3
I T 112 18] 1) 55 4 6 e pe R0

T 4 AEDT HBV % i 25 h & #E4% 0 FE T 2 B 3K L
T SO R I R AR R T . HBY R T A0 I 4 4 1Y
Evs A I 7 5% 40 il v 2 )7 % 86 T i f&-1 (programmed death
ligand 1,PD-LD A %5k FEP,PD-L1 A B4 5 T 4108 £ i
HIFRFPEFE T % 11-1 (programmed death 1,PD-D &S T
Y AE S L HI 59 T 40 I 0 B0 B % N 28 5 L Ah . HBY B i
A L 43 00 B S AR T H A — 4 A 1 HBV A0 ¢ miRNA, X 2
miRNA 8 % 3@ o # = 48 Ml A~ F-21 Cinterleukin-21, IL-21)
mRNA 3"UTR B4R & 5 BE Pk 98 5 pe T 48 i b TL-21 19
FR A 88 B AR L AT S HBV A I8 4 4% %
i TA R &M, DL EAFsE3REE R T HBY il i S5 i 7R 0 45
B 58 41 L ) 18 0E 1T 52 ) HBV e (9 20 F HL A

HBV g% 4e 241 i B % 38 i 2 Fh 7 2 5% iy S0 W6 4 BT 85 47 9 2
PR 5% R 1 ) 43 B 2= DA T 2 88 A R T 1 A Y AR
B8 . HBx A REW 705 Yo 40 i of F EH% % K A APOBEC3SG
2R3k K, I 48 o 5 AT b Wb A R 0 = i Ah, HE i L 55
APOBEC3G Ry 41 g N 40955 # /R S . HBV e il S HOK it
W% 7 2 M 7E N B M Cendoplasmic reticulum, ER) 21, 5] & ER
o7 TR AT B B g 25 L DA T 3 A0 I 4 R HBsAg T 97 7
BLRY B, AR RS BE UKL G 7 AR RS SRR B E T R e HBV A
X T E %, Kakizaki 25050 3 Y 78 /N BLBE & b iE 52, HBV
S ) 240 FfL 43 0 A1 U5 A B A B T G R T T AR L RE B AL

£ A5 5 I 42 0 e 6 B AR AR . DL s R
W1, HBV nJ il 32 45 40 8 5 0 30 s A 48 0 2 il ok w25 92 1
PR3 30 7] S 55 20 B 0 B L AT o0 B G 328 R o L (R 1 P LT S
B4 , I3 K AT R 2
2.5 FewdshiabR R b HBV #94k A4 LT UL VL.
B AN AR AR ORI BT HBV YA YT BB SRS . b M i NS T
(nSMase) 1l il 3 GW4869 T 3 1:F BH W7 71 18 4 4 1, 18 HBV
I55 R T B T A W AR B PN IR Rl A T B Amphisome 25 4 H
5 T Bsf il 6 2% 30 %% 32 R 2 I 7 RABI11, W 7] 5 2 Amphisome
TE IS BH L WA T 490 BT HBV 24857, 3 1k % b 3 SR i
L(PrdxDfE N # # HBx 454 & (1, /5@ 3 5 RNA SN B iR E &
Y415y Exoscs MHEAE A MNE HBV RNA [ f# , 3 0 4 ) 55 35
PEEEY . LLEBEIT R WL T AN W A A W K Ll R Dy B R FH B
HBV f&4& 144 280 F Bt . 5 HLAT 5L 2, 41 1 A D HG A1 e 3 e
P 725 5 B 25 7 P A PR 25 0 T g R T AR O K AR o 2k A AR
i id TR B AR A BB T 2 W PR AR A BB
201 2 s 2%, AT AR B HBV gk
3 451F

AU AR S 40 H 0] 38 TR 5 9 5 52 BT B I Sy, 7 HBY
SR o i R 0 9 A A% A B £ €5, BV g 8 21 4334 1T R[]
TRPE SN IR I A 4 e A B L s e # 3E  FAB M U 1 A
AR 33 5 998 BE AKX R 5 B 1 . VU S 5 0 4 AR B L A i —
AR RN R LR . BRI T /MBS HBV B AER BT
AL F % e W BL F 4 T AL 1 R 58 & 0 W, LA R T 5
W R 10 P3G A AT A7 A (B35 22 0 . AR o ke B 25 A0 s A A 2
HIL ) B4R A AT R 25 4y 38 2 B2 R 1 R W7 18T HBV 1Y B 98 SR
Wi R 5 R % M M
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