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Recent advances in the study of HBV and exosomes
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G B Hepatitis B virus (HBV) infection leads to hepatitis B and is the most major risk factor for hepatocellular

carcinoma (HCC) in China,but the pathogenesis of HCC remains unclear. Although antiviral therapy can effectively in-
hibit HBV polymerase activity and slow the progression of disease, HBV virus cannot be completely eradicated in patients
with chronic infection. Therefore, the pathogenesis and treatment of HBV still need continuous and intensive research.
Exosomes are carriers of intercellular substances and information transmission, which are involved in many physiological
and pathological processes such as antigen presentation, immune response and tumor progression. Recent studies have

found that exosomes play an essential role in the pathogenesis of HBV and have important application value in the diagno-

sis and treatment of HBV infection. This paper reviews the correlation between exosomes and HBV.
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WFFEF W] A W R 75 3% 22 A 305 B 5 7 vp k35 AR
[ S e I SR R (U RING o i RSl -a = Rl U W& 1 ): R4
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WFE L 2O e T T UEER B b s A A B 35 S e 1
Bt A HLCZ01 # M iy 4 2. % 8 T HBV B4 i
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W7 AT LA E A0 AL IR HBY (9 4% 85 , 20 W6 1438 7T L) 7E 40 L 9] 1%
8 4 B A ST HBV 806

A0 A PR 5 TFN-o B 5 W 400 50 A% 40 3 55 22 Fh 20 7= 8
BAYOREE PR Mg AT ST B R ML R T
20 i f 5 Bk R FORDRE R 32 K 1 (T-cell immunoglobulin and
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Ja e /IN B, R f1% 18 SR BT SRS S M CTL 9 S 938 B 25 A R 27
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AWFSEAN MR TE HBY 20 2 Wi FIIR YT B/ L A B T48
7~ HBV H i 35 40 1 9 A 5 A5 7 A0F ik — 22 Wi HBV 1 2
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LB, DL R — 25 T A 0 o] 3 aek 2 AR A1 U R 1 49 Ok AT 4T
HBV #1167 .
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