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Role of microRNAs in hepatitis B virus replication and pathogenesis
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Abstract: Hepatitis B virus (HBV) is a small enveloped DNA virus which belongs to the Hepadnaviridae family. It
can cause acute and chronic hepatitis, and the chronic infection can lead to a series of liver diseases. microRNA
(miRNA) plays an important role in replication of HBV, and pathogenesis of HBV-related diseases. The expression
profile of microRNAs in liver cells can be changed under HBV infection. On one hand, microRNA can promote
transcription of HBV and induce the transformation from host cells to tumor cells; on the other hand, microRNA
can suppress packaging and replication of HBV. More importantly, HBV infection can affect the expression of

microRNAs in the host serum. Therefore, such special microRNA will become a potential diagnostic biomarker in

the future.
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gE 5 N AR ER I ERIE KT, AT S B 3 (R %
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K293 200 bp. FEFH AR 4 TR EHE, 5350
iR M HTE (HBsAg). L4l (HBcAg). DNA
% % Ii§ (DNA polymerase) 1 X & 1. HBV J& J¢
N4 5, 7R 40 i N T BT & 34 IR DNA
(cccDNA), cccDNA 1E N #5 ¢ R, 7E RNA
ElEERT, FHAEKES BN 3.5nt, 2.4 nt, 2.1 nt
J 0.7 nt [F] RNA ¥ 364y, S & ams
TEAZBEAR S 5 7R B A4 B 10 T A 38 T Jsd e 24 9 25 0
Ki, oy sk

miRNA 7£ HBV AHICH H 1) 57 08 5 50w
(R A AR R # DA 56 P, RSOk Xt HBV 515
F miRNA Z (A FHEAE . A% R0 B AR A —

D

1 HBViATHEEmicroRNARIFTRIE

HBV J& 4t J5 ] o 4% 15 3 41 55 () miRNA 1) &
ik, AEE— D RS AT S G B . T
HBV J& %% %} i 5 AH 5¢ miRNA f 228 1, HBV %4
M X EAEFEEER. LR R%E X EA
(hepatitis B virus X protein, HBx) j& HBV % i5 [
X FREAN 17 x 10° R ARR, NS x
BRI FRIEF=Y). HBx BAT )2 1 e NB0E oh i,
T I B s R B K B A BLAE F 2 5 4T
MRS S5 S 4RoUE T A28 i A R 4% . HBx 7242
JF T b th B B Y. it 33 i i
H 59w 55 1B S b R B, FFJeE 4123 miR-
205 F kB & RN, miR-205 754K A GE 0% 1041 i 5
B4, I H miR-205 (315 /KF 5 HBx £ Jx [
FZEME M, B HBx A8 i 5 miR-205 )5 )1 (1)
FRA A LRI 24N, B AR T TR T B

Uk Ah, HBx AEf% N 440 BT 41 il miR-16 5%
IRk, IR o-Mye FEEAr S A
T miR-16 Z %, MITT e E AT 4 i po 3 5 e IRk,
A Jig AT E i 5E H AH O B AR PR BRI — IR SE DL Bk
R ML e-Mye 5 miR-16 XA HBV FH G
TRETT R —A B B

2 BEHMEmicroRNAETITHBV £ F 3% R AN
=L

T 2E 20 P9 () miRNA G859 4100 1] 5542 23F 97 55
BB 5o ORI 2805 B 18K 4 I 48 i s R 9
L AE 1M N microRNA R iA i 1 228 . — J5 1,
microRNA FEfE 3 £ B 28 99 B (1) 55 Sk A 31
21 1 o Eg 4 M e 4k o 53— J5 T, microRNA 7

1103 260 B AN
2.1 microRNAJET HBViER

HBV F Z 2 iE it 2 Mo+ (358 + 1 A ID)
S 4 A X 1) JE 3 {2 3 HBV 1§ 5%, H
HBV #5813 i3 45 & STAT3 A1 HNF1 / 4 {£i# HBV
1 %% 5% U, T C/EBP(CAAT 45 & 55 1) il 1h s
HBV i 7akd 5 C M S XKW Hsh F454, ER
T HBV (3 1Y F AN, miR-155 3@ i #E ) 47
i 37 C/EBP-B, 5 HBV [ # 5+ % i& F i 7,
miR-1 J8 i 7% 1k 7% 5% B 7 FXRA 1 3% HBcAg [1] 4%
i [16]0

LRI R ITIE , HBV JE K [ 23k 2 M &
FoZ BT . HEBER 2R W] B4 455 HBV 1 i
T 1RIMS B TeE, (23 HBV st B0, thah,
JE 6] iR R VR R 2 PR S 5 M RS 1 miRNA 3Rk
AT TG KL, miR-18a 78 L itk S F HFAH LN %
KA i Y, Z9zI0iE s, miR-18a it 4 A
mRNA (] 3' JER X SRR ZAARIE T, fie
VST HBV (%, et AT e 4 f g 5 =

5 — 77 i, Zhang %5 ) {IF 52 miR-199a-3p Al
miR-210 G852 3% T il HBsAg [RIE, FF4sLii
iF miR-199a-3p 1] 45 & i & 7F HBsAg ) 4 £ X,
miR-210 145 & 47 S 4F HBV §i S1 [X. b4k, miR-
7. miR-196b. miR-433. miR-511 g% r) £ i 5
HBV Zwtdh ) DNA 54 W e R b im0 2L 5 miR-
205 e f i T XX R BB e sk, 1T miR-
345 SR SR T C X IFSER A B s B 2012
£, Waidmann 25 P9 BF 55408, 1L miR-122 ff 3%
KK 5 HBsAg & AHOG, B RefE NN B i %
[ —~ H IR
2.2 microRNAJEITSHBVE §l

miRNA [ 7 i 5 HBV # 3¢ 45, % HBV &
WA EEL, £ HBV JEYe KA % A 7
“#” ) miRNA J& miR-122, miR-122 7E iF % FFiF
HEREERE, JFHEMES S5 FFIER
B AR R 1 P miR-122 KL R
Reddl HBV 151, 1E % RiAE M miR-122 7] #%
M FZA A -1(HO-1) #iE T . MAREAH -1
£ HBV H 1) 3 B4E F 2 Re i B (K HBV &% LB E )
Fa 5 P A1 % Ik HBV cccDNA 7K “F, miR-122 £ &
HO-1 FR1A& 1A AT 7 TH 521 miR-122 X HBV #7if]
(=5 2, Bk, miR-122 7E HBV 5 i o B 2 40
6t AT 2 0 s Y.ty 2 R B miR-
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122 7£ HBV 12 R e B 35 R A i B N, e
9 miR-122 ¥R FEPR [ Cyclin G1 7618 P 5 4y i % 14

MR ERE. B, miR-122 Af 787 Cyclin G1
ik, MTHH HBV K H (% 1).

#1 miRNAXTHBVE 89820

miRNA miRNAZ A AL A HBV & il 25 ik
miR-122 T CyclinG11 HBV?1 [27]
miR-1 i HDAC4] HBV? [16]
miR-152 i DMNTI11 HBV/| [28]
miR-501 i HBXIP| HBV? [29]
miR-141 i PPARA| HBV | [30]
miR-181a i E2F5| HBV? [9]
miR-138 i CCND31 HBV/| [31]
miR-17-92 Sl c-myc(/1+F) HBV| [32]

vE: HBV 1 : {E#tHBVEH]; HBV | : #HIHBVEH]; FEREE 1 miRNA LRFFIRRERE; $ERE | . miRNA T RFEE R

®iko

T 5%, DNA R AL 7 15 32 Jk DR T 28R & 40 ol
HBV cccDNA #6357 s U 78 P i
F 4 4, miR-152 5 DNA H 3 # % i |
(DMNT1) [ 3R IE B 2 = A A 9%, B miR-152 7
JF e R AP 2R R R, 1 DNA FF 6 RS 1
(DMNTI1) %i& Fif. ik siigurEie, miR-152 f4E
&N DNA H 3 # % i 1(DMNT1), ‘€ £ miR-152
FIE N R {955 B DNA FF 40 K 75 =8 A A5G JE 4]
YTER, AT AR HBV JE K 1 & k) PY, 2 1 g
T E I R Y DR R OA AT I 42 HBV & 1
miRNA,

HK, miRNA th g8 877 HBV AHC KR 1
BH At 55 22 AH OG0 43 T 2 . miR-501 38
i 1 HBXIP(HBx AH 26 (1 Mg &2 ) Rk, {2
it HBV & ] *, miR-141 i it ~ i PPARA(HBV
AU LR 2 RNA & B0F0 0 25 5 ) B 7% (10 DG B I & 4R
B 7)1 BEAK HBV 5 30 70 v, M 0
HBV & 41 ®”, miR-181a 1] 47 ¥ i 5 E2F5( %% %
), feidt HBV & H Y. 7EATE4ifE -, miR-
138 K1k N5 S CCND3( 40 i 8 & 11 D3) ik
B, A A R T BY . miR-1 AT DLE S
Je g X 524K (farnesoid X receptor o, FXRA) 1 i
HDAC4 ( 5 A M R 4), Mfi et HBV &,
i HBV 3388 7KF KA ST R I R IE Aoy U,

B, R 3L R B AT 38 i miRNA i 45 HBV #
i, c-myc /3 1) miRNA-17-92 )5 %35 #5410
it 40 o HBYV (&) (% DB, 15 32l
1 HBV AH G 1 4H i BR] 7~ B AH DG BE AL 520 HBV 1

S, SFIXLeHLH R E A B T4 5 5 2 A
1BIT .
3 1EMHHBVREEEYTTE EmicroRNARIF2T

HBV 18 VB 44 0038 1 JH 4 i A0 B AN 144 1) 3
AP, IRt T LR ) R E . HBV
18 MK e 3 2 miRNA 7815 3 (L35 A48 i o 1 3=
TR AR
3.1 HBVXEE 5+ microRNAZFRIARIE N

i T HBV X} 15 = IfiL7E miRNA [ 521 2 A R
Sk, P, RERPERIAR miRNA X HBV AHCH
RIS WT B CE T, SN TIESE miR-210 S5HF &=
Pk, Song &5 P i 7 37 /) BT 28 R AR AIE S afn i
o miR-210 7 5 28 I R EEAR OC, IR EAR
790 e ME L AR B B 5 30 R H E K
B, i H miR-210 KSR = ERE A, DL
Je L7 T3 & R ¥ B B (ALT). K & & R 7 7 il
(AST). SJHLZ (TB) BHEAHE. Kk, 84 HBV
JEGR AT 5 UM R A L3S H miR-210 RIE B BT+ &
I3 S FEAE miR-210 (R IE KT R E 12 P 2 1)
kR & B teah,  IiE T miR-17-5p 78 AT £
FEARFEAATHERIL T, £ Kaplan-Meier {45
MR, LG miR-17-5p 15 20 1 e 25 1)
F B B 4555 B INTTER 7 miR-17-5p 7 i i
(2L IR 5 I ) R R AH 5%

E 98 A0 B8 40 2R 35 I L3 ', miR-164a.
miR-224, miR-574-3p. miR-125b-5p 1 miR-885-5p
Fik B, A miR-885-5p Fik 4 v 1,
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I miR-125b-5p B T 48« FFAE A K 9 15 93 AN [
EEMRRE, HEREBEE LEMY., ik, xieg
ISR VR miRNA AT AE ARSI 96 098 A E AR A
3.2 HBV}7E ££H2H FmicroRNARIZHI SN

EU A i 5 AE T M MR AR 2 miRNA ) R 1A
AF AL Kk B, H A miR-21. miR-224, miR-34a. miR-
221/222. miR-106a, miR-203 7F T4 4 23 v 3 ik B
& Fi8, 1 miR-139. miR-422b. miR-145 FI miR-
199b F ik R ", 54k, miR-602 £ HBV 18
I e TP BB AT A b B 2 R0k B U sk
B HT IR, miR-602 [ A K F Bl 2 5 it 2 2
B BT, HAE S B BER A &R . miR-
602 T #3E i #1141 RASSF1A (Ras-association domain
family 1A gene) )2k, MR 15 FHF4H Bt i S 2 3
A, FE— RIIR IR AEFIR

KT miR-122 7E s K A H /E M, Huang Al
He "7 0 9 75 i g f HBV RE il i BT 5 52 55 S I8 7
HNF1A. HNF3A £ HNF3B f# miR-122 %X F i,
LY Cyclin G1 5210 p53 & H 1) R € 1t AL 5%
T, AT B e 2 B ) G2/ML B, A s 4
MR R ) B,
4 RE

miRNA J& 4% 5 R R A G 7T, HBV &
51— FRFU R I L% )54, miRNA 5 HBV &
Yo 2 [A] A LI RS B 7 . miRNA 7E HBV #H
IRIFEI HH (1 5 S 1 2R A S A X g TR L
Hil T E YN fl. A 5l ik B e 5 R IA W
miRNA #H 5¢ 1 40 g A5 5 50240 i B85, AT i 45
miRNA 3%, ) HBV SRS, WaliE
b X miRNA 78 B2 W 37 A0 2h 8 56 30F {4 miRNA {E
TELEBR SRR T I 87 B

(& £ X #
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