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B E.BH it miR-122 @3 A#E D GHEOR TR RhoA AR ER AT L %E(HBV) L
HERENHm A EAERIE, ik FEXAEELZET PCRME HBV(+)5 HBV(—) ¢ i & & F &,
HepG2 a5 HepG2. 2. 15 48P miR-122 & & £ 5%, &0 3% £ £ & PCR #» Western Blot 40 HBV(+) 5
HBV(—)# i & %2122 HepG2 5 HepG2. 2. 15 @i+ RhoA mRNA #= RhoA & & % £ ik £ F; 45 18
F B4 pEGFP-C1-miR-122 5 pcDNA3. 0-V14RhoA # % £ HepG2. 2. 15 @i, £ 8 & £ 2 = PCR M &
miR-122 5 RhoA mRNA % i& ,Western Blot # M RhoA Ré]%ﬁ;i#ﬂ'é B miR-122 5 RhoA A
B 84 Yo v 2 A4 b, M 2 4 A RhoA 3383 R (3’ UTR) ## 8 & & RhoA 3'UTR R % K & B & ik # 4k, 4
WM EIHEETA B R AN RN T MEER LA R P CAFEEADRBR(HBsA) 5 TR X e
F 7 (HBeAg) K F, 0t % 58 £ & PCR &M 4w i3z 7r L& % 7 HBV DNA K -F, Western Blot # | &8 fie A
Rho #8 % %& @ # 8 (ROCK)-1 5 ROCK-2 AA*f £k K-+, &R #& T HBV(—)HFEEHFHALR , HBV(H) A
S B E M P miR-122 & T8 ,RhoA mRNA # RhoA & & At kA KF EFH(P<0.05);5 HepG2 484
W# ,HepG2. 2. 15 9 miR-122 & ik & F i, RhoA mRNA # RhoA & & 482 & ik K F L8 (P<C0.05),
2Z i £ I RhoA mRNA 3'UTR 5 miR-122 £ 45 & K3 4 £ # AL Z 4 %, miR-122 mimic ## RhoA 3'UTR
WT &40 4 3 4 3 04 20 o o AR 34 38 56 & 8 76 M & (P <<0. 05), #kéh, it &k miR-122 # HepG2. 2. 15 28 it
F RhoA mRNA # RhoA & @ gt &z K-F FR(P<0.05), 5% §4kE,miR-122 41 HepG2. 2. 15 & &
¥J bikik HBsAg 5 HBeAg K& F 3 4%, HBV DNA % ik B 4%, ROCK-1 5 ROCK-2 & &3 L (P <
0.05) ;% V14RhoA 21 HBsAg 5 HBeAg 7J<Jr W& F x84, HBV DNA & ik % . ROCK-1 5 ROCK-2 %A
¥ ERP<0.05) ., £ miRNA-122 Tidid T RhoA & B &k 4] HBV 69 4 fo ik, L AL TH 5
#74) Rho/ROCK 12 5@ % iEH £ .
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Study on the mechanism of miR-122 targeted regulation of RhoA gene affecting
the replication and expression of hepatitis B virus”
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Abstract: Objective To explore the effect of miR-122 on the replication and expression of occult hepatitis
B virus (HBV) and its mechanism by regulating RhoA gene,a member of the small G protein superfamily.
Methods Real-time fluorescent quantitative PCR was used to determine the expression differences of miR-122
in HBV (+) and HBV (—) liver cancer patient tissues, HepG2 cells and HepG2. 2. 15 cells. Real-time fluo-
rescent quantitative PCR and Western Blot detected differences in the expression of RhoA mRNA and RhoA
protein in HBV (+) and HBV(—) liver cancer patient tissues, HepG2 cells and HepG2. 2. 15 cells; According
to the experimental grouping, pEGFP-C1-miR-122 and pcDNAS3. 0-V14RhoA were transfected into HepG2. 2.
15 cells,Real-time fluorescent quantitative PCR measured the expression of miR-122 and RhoA mRNA, and
Western Blot detected the expression of RhoA protein;Bioinformatics methods predicted the targeted binding
site of miR-122 and RhoA gene,and constructed wild-type RhoA 3'UTR and mutant RhoA 3'UTR dual lucif-
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erase expression vectors, and detected the changes in cellular luciferase activity. Enzyme-linked immunosor-
bent assay measured the content of hepatitis B surface antigen (HBsAg) and hepatitis B e antigen (HBeAg) in
the cell culture supernatant. Real-time fluorescent quantitative PCR detected the level of HBV DNA in the cell
culture supernatant, Western Blot detected the expression protein levels of Rho-associated protein kinase
(ROCK)-1 and ROCK-2 in the cells. Results
the expression of miR-122 was down-regulated and the expression of RhoA mRNA and RhoA protein were up-

Compared with the tissues of HBV(—) liver cancer patients,

regulated in the tissues of HBV (+) liver cancer patients (P<C0. 05). Compared with HepG2 cells, the expres-
sion of miR-122 in HepG2. 2. 15 cells was also down-regulated,and the expression of RhoA mRNA and RhoA
protein were up-regulated (P <C0. 05). It is predicted that RhoA mRNA 3'UTR and miR-122 had base comple-
mentation in specific regions,and the relative luciferase activity of cells co-transfected with miR-122 mimic and
RhoA 3'UTR WT recombinant plasmid was reduced (P<20. 05). In addition.the of RhoA mRNA and RhoA
protein was down-regulated in HepG2. 2. 15 cells overexpressing miR-122 (P <C0. 05). Compared with the
blank group,the contents of HBsAg and HBeAg in the supernatant of HepG2. 2. 15 cell culture in the miR-122
group were reduced, HBV DNA expression was reduced, and the protein expression levels of ROCK-1 and
ROCK-2 were up-regulated (P<C0. 05). The HBsAg and HbeAg contents of the V14RhoA group were higher
than those of the blank group, HBV DNA expression increased,and the protein expression levels of ROCK-1
and ROCK-2 were also up-regulated (P <C0. 05). Conclusion
pression of HBV by down-regulating the expression of the RhoA gene. The mechanism may be related to the

miRNA-122 can inhibit the replication and ex-

inhibition of the activation of the Rho/ROCK signaling pathway.
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SRR B (HBV) J& — i il i i 45, 3l 5 A1y
FERH RNA Wi 8 6 DNA, HBV By nl 5] &
P a8 PR g8 LA Ak ST A0 i i 45 2 ol T 9 B
IR RE W K A P A B N R BT . RS AE Y
4 686 000 ANFE T IZ BT M3 &A™ . H R, b5 H
RIBUHR 85 259 1 B 98 5 9 &, o7 L SE B HBV B 410
il s SR T — ELA5 1k 285 Wy A T L 6 T AR R 4
IR R & B YL A R T W) Bk HBV 7
SR AR IA I Hh T I A S B ) B, f/ RNA (miR-
NA) & — 2K BNy 21~ 24 A AZ AR 19 3E S 125 3 ik
/N RNA LGB 3 755 B0 50 mRNA B R I8 1 5
AN FEIN 38 . miRNA 78 25 Pl 40 i 1 72 o % 15
TR B E-E EAIER., SHE E—f8
Z N3 Y B 1T LA 4 % miRNA, I 7 0 #5955
A i TR K R - 35 R AR B0 o R b k9 A
Y. miR-122 J& T I BE 5 5 M miRNA, 78 9 35 1F
FIE 56 55 o R 4 5 v 2 2 G SR Y . B A IFSE
T, miR-122 X HBV #1758 i 4 95 8 (HCV) A9 9%
B & 1A AS A A9 98 1 76 T miR-122 0T B W HBV &
i, M HBV Al 4] miR-122 2635 1 & 193X FhAH B
YER 2 & MR Y7 HBV B B 0F 53 4R 48 7 W 76 Oy
%', Ras [AlVEIE R Z 0 A 51 RhoA JE [K J2: 41 i B 42
LU RRAE IR T R T, BB S R e ok R A0 R R 2 Bl L i
B 52785 R, HZ R Al B 2608 5 Mo 5 % A
(8O R K W5 58 IE M Y A B 5 L HBV
HepG2. 2. 15 #ME A WF 523 4 R o0 F AR H R
D7 PG AR Y P R 5 40 miR-122, RhoA %E K %

miR-122;

HepG2. 2. 15 cells

K255, A O UE— 25 0 50 IE S 5 ok W) A R T miR-
122 7€ HBV &l 53Rk iR #E/EM . vy HBV 1943
T RIEHLE 52w e S At SC 00 5 He ik 4 . Bk
SER/ U

1 BREHE

1.1 — %kl WE 2022 4F 1—10 H T3 & k5%
i B B A B HBY B & il ()5 HBV K& il
(=) o 3 45 16 BIVE A BIF ST X 4, 4R i 18 ~ 55
% (40,5443, 73) %, ARBFE RS BE B e B &
DR EiRiBU

1.2 XA 5ECH BG4 T | -4 & R WP A
DMEM 5 73 3 1 T 3& [/ Gibco /23 # . Trizol i 5] fl
SYBR Premix Ex Taq Il {5 &+ H A& Takara 2
Fl, TagMan MicroRNA assay & 7] & W T b 72 o B
A= ¥ /5 7\, Lipofectamine2000 %% Yeik 7 & W4 T 38
[E Invitrogen 2~ F) » 40 0 24 i W . 5 S W 52 W5 A H WK
0 7 a7 6 R 5 A 2 R ek ORI T
= KA BESE BT, PVDF I 3 [ Millipore 24 A,
XL 2E I 2 Tl 2 45 56 DA 0 00 g R 6 A W R 4
NFELL SRR F PR (HBsAg) 5 LR e B
(HBeAg) ¥ I3 7] & T b 52 J7 #4928 7l RhoA
Prik . Rho #H 3¢ & H ¥ (ROCK)-1 $if& . ROCK-2
PUiAR 3-Bi R T i B A S0 (GAPDHD T4 K iR i
AALYIEE R IC B0 TP E Abcam A H] . EAHRKIL
#H MK pEGFP-C1-miR-122 fil RhoA 3 [A i 3 ik i ki
#HAK pcDNA3. 0-V14RhoA ¥y b 5t BB M8 A 24
H A, BF 4 B pLuc-RhoA-3' UTR WT H1 % 45 A
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pLuc-RhoA-3'UTR MUT # 4 ffi ki . miR-122 mimic
FFIPEXS B miR-NC K519 9 3 A LA TAEY
TEARARKITWES G K. HepG2 41 f Fil
HepG2. 2. 15 41 Jfd g T v [ Bl 2% B 1 1 4 i A= 4 2=
FIT.

1.3 H

1.3.1  SemF3e 6 & PCR I E 2H 21 5 40 g b miR-
122 .RhoA J: R ik 2 Trizol i 5 Ui B 45 $2 B
HBV & & #l (+)5 HBV K& Hl (—) T 5% T 41
A af HepG2. 2. 15 40 . HepG2 40 Jig Fil 28 %% Y ib 3
) HepG2. 2. 15 4 Mg f9 & RNA, 3 52 4% g I 72 A2 6
A RNA WS4, B AL, /As, (HTE 1.8~2. 1
Y RE & 1 AT 386 % 5% I B, & B cDNA, Fil il TagMan
MicroRNA assay 3 7 & Ml & miR-122 #H X} & ik 7K
S, 3l 1 SYBR Premix Ex Taq IT i 51 & 46 I
RhoAmRNA H X} 3% ik 7K -, B4 25 B8 7™ 5 42 B )
GULBIEAT, 43 B L) U6 1 GAPDH fE i miR-122
5 RhoA H AN =N, 2 ] Primer Premier 5. 0
AR S, miR-122. i 5'-TGGAGTGTGA-
CAATGGTG-3', F ¥ 5'-GTGCAGGGTCCGAGG-
3';U6: [iif 5'- CTCGCTTCGGCAGCACA-3', F it
5-AACGCTTCACGAATTTGCGT-3"; RhoA: | jiF
5-ACGTGCCTCCTCATCGTCTT-3", Filf 5'-TCT-
TCCTGCCCTGCTGTCT-3'; GAPDH: I i 5'-
CAGCCTTTCCTTTCTTTGGGGTTTGG-3", T i
5“TGTTTTTGGCATAGAGGTCTTTAG-3', ¥ 14
S5 R 270 SEIT A miR-122 1 RhoA 1
AT IR IR, ACt= S5 21 /% FR2H (BRI Ct fH —
WEEK Ct i), AACt=5LE 4] ACt— X} BR4] ACt,
1.3.2 #MEIFFR5HG BN HepG2. 2. 15 4
TE 37 C/KRBEAL, L 2 000 r/min B> 5 min, &
BN & 10% 86 48 M . 1% -5 5 2 0P| 1)
DMEM $5 7 3, AT BIF L. & F 37 °C.5% CO,
KR IR b BE S% L A A0 A T R RE 80 90 LA I B R AT o B
AR, X BB A I 0 4 R B2 F 21 6 L AR P . At i
JER 2X10° /HL, fERE SR A ok G SR R AT R . S
B E SN T . AAGEH R HepG
2.2.15 41 ig) . miR-NC 41 (40 g % Y pEGFP-C1-
NCO), miR-122 #H (40 jg ¥ ¢ pEGFP-C1-miR-122) .
V14RhoA 4 (41 %% % peDNA3. 0-V14RhoA) . miR-
122+ V14RhoA 4 (4 i % 4§+ pEGFP-Cl-miR-122 5
pcDNA3. 0-V14RhoA ), R 4 # 4+ ik # Lipo-
fectamine2000 & 5 & Ui W1 5 454, Horb, g Bk 55 o
B LLBIE R 3 1, #E YL WS 45 41 40 M 1 17 s 22
1.3.3 Western Blot M RhoA & 4 .ROCK-1 K&
ROCK-2 &35 W4 4 4010, PBS 75 Bk 5 In A 28 g
SR VK EERE 30 min, SRBC_ETE W, % i i v

MEF AW, BeE 100+ e R a-R N
I TR Mg S5 e o B2 e B M A B VKGE AT B AR
WA B MEE RS K & A B E A MIES 5% 55 1
TR TS 1 h, AR ER RhoA Filk (1 :
1 000) ., ROCK-1 #f& (1 : 1 000) & ROCK-2 #i {&
(1:1000),4 CHERKEBELKE. KH. 7K.
TBST $e¥&, AT R # B 40 (1 ¢ 5 000), Eil| T
FIORE 1 h. B TBST #eik. kb 2g kot B,
BEIE 52 0 FR G 45 U (1 25 D, Tmage ] R AL 314K
P AT I G I A% 2% L 45 SR e BT L GAPDH
WS ITEHMEA K ERIEL.,

1.3.4 miR-122 5 RhoA XK 7] 45 4 o7 5 15
il AW E B A microRNA. orgChttp: //www.
microrna. org/microrna/home. do) 1 RNAhybrid
(http://bibiserv. techfak. uni-bielefeld. de/rnahy-
brid/) i miR-122 5 RhoAmRNA ) 3’ UTR 27
FEFERR ) 45 A 07 5

1.3.5 ROt R g e 5 N R 484 D 52 50 56 i
miR-122 5 RhoA JEH 7 ¢ R A48 AU AT miR-
122 5 RhoA 3'UTR &5 & 4 &P 5% )a 2 + A
B P IR B BRI Ak R % R B G
B A B DR TR L 28 5 o R O R DU A N A 2D TR
My 85 4 % pLuc-RhoA-3'UTR WT FIZE 48 # pLuc-
RhoA-3"UTR MUT W Fj 5 41 i R, K X 04 K
B HepG2 240 LLEFFL 1 X 10° AN 2R T 24 FLAR T, R
JH Lipofactamine 2000 43 5l miR-122 mimic B Xt
P X B miR-NC R G kL 48 1R 7% Y 21 240 iy, & T 41
Jif 85 5 40 e 48 h, PBS 1 BE 40 5 in A 24 i g 2
fift o (5 FF XL i 22 Tl 41 45 32 DR AG: 38 79 6 O AR 40 13d 1A
5 PR A A 0 5 AL 200 7 't 3 T

1.3.6  FER A RE W B 50 vk K I HBsAg F1 HbeAg
K WCEE A5 A AN I e S A 8 R T T TG o

W Rk 56 B 46 I HBsAg F1 HBeAg 7K, ™ 4% 43 45 il
R o T K (SN 1 ) | NG = i 1 | 7 S 2 0
ASCHE AT ARSI, 25 o5 1A 45 L A M 8 77 LW P Hb-
sAg fl HbeAg /K¥F,

1.3.7 SERF9¢% % & PCR #&l HBV-DNA /K F
WA 25 A 20 B B G I 9 15 R T W AT S I O
H PCR, K HBV-DNA 7K -, )2 i & 14 : 95 °C #il 28
P 10 min;95 ‘C AR 20 5,60 ‘CiB k 30 s, fEH 40
W, L Bactin fEN NS I 1 51951 8 HBV
DNA: F % 5-ACCGACCTTGAGGCATACTT-3',
T 5'-GCCTACAGCCTCCTAGTACA-3'; B-actin:
W 5'-CACACCCGCCACCAGTTCG-3", F iiF 5'-
GTCCTTCTGACCCATTCCCACC-3", | W 45 W
Jo s B R R GE T SDS FAF 4 T H 58 10 4% 41 240 M 3% 57
FiEW b Hy HBV #2015,

1.4 Siiteghbs R SPSS23. 0 4834k 4 HE 47 %k
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P R R LL s R, 24 ) R R T B
Ry 22500 AL [ B0 LB R T LSD— #5586, P <<
0.05 RRERAGIU¥E L,

2 & B

2.1 AREHA LM miR-122 1 RhoA mRNA
RhoA HHFIX LI LW E R PCR 45 R BIR.
HBV () 8 B & I R FE A miR-122 #H X £ 15 7K
(0. 3740, 03) W FH K T HBV (—) T8 8 1l R AL
A miR-122 X R IR K (1. 0040. 08) , 2 R A G
P2 X (P <<0. 05) ; HepG2. 2. 15 48 i tf miR-122
AHXT F 3K 7K (0. 290, 02) B EAML T HepG2 41 il
o miR-122 AN} F KK (1. 0040, 06) , 54 41T
R L (P<C0.05), SEHFZEEE it PCR Al Western
Blot #1455 57, 5 HBV (—) T8 5 & I R AL A
1 RhoA mRNA Fl RhoA # [ A XF 3k /K F K IKH
1.004+0.07.,0. 38+0. 04) tb# , HBV () I 9 & 3 1
FRAEA H RhoA mRNA F1 RhoA & [ % £ 15 7K F
(YK 3.01+£0.28.0.86E0.08) BE M, ERH
Giitag i X (P <<0. 05); HepG2. 2. 15 4 ffi tf RhoA
mRNA Fl RhoA & [ A X} & ik K F (R 2. 81+
0.26.,0.83+£0.07) & & T HepG2 4 il tf RhoA
mRNA Fl RhoA & A8 X 15 7K (KK R 1. 00+
0.04.,0.2240.02), Z R A G IF#E L (P<0.05),
L1,

A HBV(-) HBV(+) B HepG2 HepG2.2.15
A FR HBV(—) \HBV(+) I & I R FE A H RhoA A
3k B 8 HepG2 40l . HepG2. 2. 15 41 i RhoA & A%k,
B 1 AEALEMEAF RhoA EEHFRIX

2.2 FEYLJS &4 40 miR-122 A1 RhoA mRNA,
RhoA EHFIX LK L5062 & PCR Kl 25

R, 525 A M miR-NC H (K K 1. 00 £ 0. 05,
1.0240. 05) L%, miR-122 240 HepG2. 2. 15 4 ffu v
miR-122 X KK (3. 03+0.29) B L, 27
HEit2E L (P <<0.05), F//R miR-122 I &=
HepG2. 2. 15 4l i, SCHT 28 1 PCR il Western
Blot ¥l 45 5 /5, 525 A4 HepG2. 2. 15 40 Jifg
RhoA mRNA 1 RhoA % H A X 2 35 /K F (BRI R
1.0040. 03,0. 72+ 0. 06) %, miR-122 4 HepG
2.2.15 40 s RhoAmRNA Hl RhoA # [ #H %} £ ik
JKE R M 0. 3440, 03,0, 26 0. 02) B FH. i
V14RhoA 441 h RhoA mRNA Fl RhoA & [ 4H X%}
FIRKFEHKIR A 4.124£0.40,2.16+0. 22) B & |-
W, 2ZRWAESEIT %8 X (P <<0.05); KT
V14RhoA #H HepG2. 2. 15 4 g ' RhoA mRNA #i
RhoA & 1A % % 35 K F (KK A 4. 12 £ 0. 40,

2.1640. 22), miR-122+ V14RhoA 41 HepG2. 2. 15
A Hi P RhoA mRNA Fl RhoA & 1A % 28 34 7K F (&
WA 0.5940.04.,0.33+0.03) B & FH. Z R A5
FREN(P<<0.05), WK 2,

RhoA

& &
& FoF
% g >
y & &
oF
'\"\o
&

& 2 &40 HepG2. 2. 15 BB H RhoA EAKRIE

2.3 miR-122 55 RhoA 3 [K ¥ ] 56 2 FiI K 56 UE 45
Bl Y ME B KA microRNA. org F1 RNA-
hybrid # 1] % #, RhoA 3 K J& miR-122 1) ¥ & #0
Fr s RhoA mRNA 3'UTR 5 miR-122 7F $5 & X 3 ££
FERRIE B AN RS IR 3 S ifF — 25 B miR-122 &5
FLHEEE R RhoA 3'UTR, i i XU ' 2 i 417 45 3 PR AS:
W26 % B, 5 B P X B miR-NC 4 o, % miR-122
mimic fl RhoA 3'UTR WT & 41 5 ki 2t % 4 %) 40 iy
HR R X 2¢O 2 I G M I 3 R AR (P <C0. 05).,

1 RhoA 3' UTR 965
I N

208 231
RhoA 3' UTR WT  3' CUAACAGCCCUCCUCUGCACUCCC 5'

has-miR-122 §' GUUUGU-GGUAACAG - UGUGAGGU 3'

RhoA 3' UTR MUT 3' CUUUGUGGGCUCCUCUGGUGAGGC S
B 3 miR-122 5 RhoA BEEMELE &L m

2.4 SIS W HBsAg fil HbeAg /K F
g BRI A M S R BoR . 5 HAL A
Wit 3% 13§ W HBsAg 5 HBeAg ) K F (IR IR K
32.7643.18,121. 954+10. 41) 4, miR-122 2H 41 Jift
¥ 9% FI5 W HBsAg 5 HBeAg /KF (KK H 6. 05+
0.61.34. 71 3. 45) W EH MK, ZRA LI FE X
(P<C0.05); V14RhoA 4 HBsAg 5 HbeAg 7K (4
W 55.2845.49.176. 45+ 15. 69 B F & T2 H4A
R H 32. 76 £3. 18,121, 954+10. 41) , 2% %A G 1t
R X (P <0.05); A, miR-122 + V14RhoA 4
HBsAg 5 HbeAg /K F (KK A 17. 43 + 1. 66,
70.09+ 7.02) ¥ W F AL T VI14RhoA 4 (MR IK N
55.28+5.49,176.45+15. 69), R A G it ¥ = X
(P<20.05),
2.5 KAy LiEW HBY DNA & il K s
SR 9 B PCR RN 25 5 7R, miR-122 41 41 i
R gt LWE WP HBV DNA #£3K[(0.59+0.05) X107 ]
BEM T2 HH(3.8940.36) X 10" ], Z %A 51
27 X (P <<0. 05); VI4RhoA 4 HBV DNA #% ik
[(5.18£0.50) X10° ] Fm T2 FH4[(3.8 £
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0.36)X10" ], 22 5 A it 5 & L (P <<0. 05); miR-
1224 V14RhoA 20 HBV DNA #3A[ (3. 9240. 37) X
10° 1 FH K F V14RhoA #41[ (5. 1840.50) X 10° ], 2
SAGIEE L (P<0.05),

2.6 KA Rho/ ROCK {5 5 & AH X% 1 %3k
b Western Blot e &5 R BR. 555 HAH 41l
ROCK-1.ROCK-2 # X} # ik K ¥ (R K K 0. 73 £
0.06.0.57+0.05) lL# . miR-122 41 4 i1 ROCK-1,
ROCK-2 AXF R IK K- (KK R 0. 18 +0. 01,0, 20+
0.02) .3 Fi#; VI4RhoA ZH 41t ROCK-1,ROCK-2
XS 2K R 1. 2140, 11,1, 8740, 15) it 2
2R A SR L (P<<0.05) ;5 V14RhoA
kWK 1,21 0. 11, 1. 77 = 0. 15) Ik #&,
miR-122+ V14RhoA 44 i ROCK-1.ROCK-2 #H X}
FIBKFE-K K K 0. 7340, 07.0. 6440, 05) B E T
WL, ERAFEIHE X (P<<0.05), WHE 4,

ROCK-1

GAPDH |4

& = <&
& 4\§. &
o
s_,x"‘
&
B 4 £ HEMI ROCK-1.ROCK-2 £ix

K ) e

HBV 218 M T & | 68 4k A1 240 M g 79 35 22 0K
A E S5 ARG HBY B EHM . HBY R # H
JF 98 0 KU R 2938 T 100 155 . H B Tz 5
REIK IR 5 K e ey . HBV Al #5580 4
A AL B 3.5 kb2, 4 kb.2.1 kb #10. 7 kb, {335 4
ANES DT HE . S PLC X, 43 51 BE 8 4 1
HBsAg.HBV DNA %4 (HBV DNA Pol) . Z # it
RZOHUFE M HBeAg N HBV X 5 H 4% (9 X &
(HBx); 3. 5 kb %% s ¥ 19 — 4> 7 4 B § 2% H 41
pgRNA # DNA 54 il £ 25 B0 B0k b, IFAE il
1 30 S i DNA AR AR , DL~ 100 8 6 1 IF Xk
A BRI AN b A I BB R . — HLRe I A
MiJs  HBV 0] g 57 & il i B 4 A A7 78 F 40 A% v,
JRUE Z A RS W H R B T HE R R L (H el o 1
D55 2 W HBV A7 88 J& — Sl PR AR , it 4b i ik
ZXZE R R A SR B IR R HBY M &R
GINED S

5 B -1 A0 0 T Y RH VR P R ok E e T R L
30 T JER DR 2 A O B R L R AT R B LRGBS A Y
miRNA S 20§ F % 75 55 5% 09 GBI 7, 9F LT
BB TE R T 40 i 8 1 AR B 3 DR R G b R PR AE

MY Y241 miRNA k5 HBV # 54K 1 B
B EAE R MY HBY & $l, Wi HBV 4= 4y
JAW . FANG % #5820 . miR-155 £k 518 2
AU R B0 T A IS 1k 52 1 A1 56, 9F B2 HBV &
Y rp G T Ak R 0E R Y A AR W bR B s FAN
SRS S B, HBV SR Y (4 T 40 M 9 £ 1 b
miR-185 /K F 8 3 ¥ T HBV A& YL 19 BT 40 g 7 i
F IR AR AN FE U T miR-185 38 i # A 1T 40
RN ETS # 5% 1 ELK1 A9 & 3k Moiii 4 i)
HBV £ bt 53 W G 8 W iE 5 HBV & il
PRATEDRAT 2" #5348 78 T miR-223-3p 5 iF 40
987 Ao 9 /N K B S B IR 4 A 2 A G, I A HBV
A G 40 LR AR 3 TR oK R AR, B AT, X T miR-122
£ HBV BYe b ik 58t B A R, © A5 fa Bl 5 R
FHIE 18P R R B E LT miR-122 ik T+
AR L5 A%, miR-122 78 HBV #H 5 AT 40 it 95 &
A E I R AL s miR122 fERS S HBV RSN 41
RNA RN T mRNA [ 5 B AR SF X I 45 4 %
X g HBV R & B F k.0 & A, i #0 6l HBV
R R R A HYY L A, IBIESE T miR-122 %
IRBE AT DGE R A R A B Gy Emi A S P53
WP ES HBV Z 6170, A BF 5T K I 45 S [ A
/N >miR-122 78 HBV B YL (1) JIF 98 8 5 4 21 b () R 3k
B SAK T HBV K B (9 T 9 8B 4120, H HepG
2.2.15 4 g b miR-122 B9 2 3K K AR F HepG2
4. HepG2. 2. 15 4 Ml 244 % HBV DNA %[N &
kLA HepG2 41 Y , {1 L 68 0% 78 (& 4h £ 2 &2 1l
HBV DNA, 34> HBsAg 1 HBeAg & 40 M1 35 3% |
HR P, HETE Wk RSN HBV & i BF 78 /Y B AR 45
RILS AR ST £ R oK L ad Rk miR-122 BB 0 B X
YA EE 7= 1V W HBsAg 5 HBeAg /K, 3 3l il
HBV DNA %Kik, X — 25 R i — P WIE UM T miR-
122 78 HBV B4 ) iF9E ] B8 & ¥  #l HBV DNA
S RKIRER .

AHT AT, miRNA 38 1 78 15 80 3% (X ) % 08 & 17
MIRAEH . 8T #E— 88 miR-122 {0fa## HBV
DNA & il () 5 F HUH 28 5250 45 0 & 3, HBV gt 4
B B 40 40 K HepG2. 2. 15 40 i RhoA mR-
NA 5 RhoA & W x A FRE FIH, A miR-
122 A filg 38 5 # 1i 4 4% RhoA S K m HBV 9 &
AR, AW B 2 W ] miR-122 5 RhoA
mRNA 3"UTR 7645 5 X 30 A7 76 0% 5 1 4h . DL &R
i 5 LRt — L UE T E O R, BEAh.
7E HepG2. 2. 15 4 rh i 3238 miR-122 J5 & RhoA
mRNA 5 RhoA £ 113 1k KB 5 F 94 .l b 4,
i 635 miR-122 BEM% i 13 ¥ (] T 4 RhoA JE[H (1) %
ik A4l HBV DNA & #il. RhoA & FI/E4 Rho
FHEH ) — /N GTPase & [, 76 fil AR 4 41, ik
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JEAL 2 I A5G T A0 B AE N Y T A L 2Uh ¥ Kk
AN RhoA H S5 LR 40/ H i 72 . an gl i A= K
kXA 1Y SR ST I VAN NE A 87§ - S DA S B 51 T
R ERE U4 25" . ROCK /& RhoA HEMW T
WESON T 4045 ROCK-1 Al ROCK-2 # 37 &Y, 7 4%
It RhoA HEHWIEALAE )5 . 0 5 Nl — R 5 B 1L
o E IR AL RN oE T A R A i AT oA . T L,
Rho/ROCK {55 M 540 A K . b BB M &
B EE YN GZIR AR 10 I8 5 AN [5) Rl 28 10 52 98 & A=
KIRA K, S IE RS 5 2 Fh I8 A 9 i S HoAth —
SO L AL G A 28 1 A A PR L R L O
KA RN AR AR B 5T, HepG2. 2. 15 41 Jifg
RhoA #H H /8 A TG R A . ROCK-1 1 ROCK-2 #
X 23R KA Y A T ad ik miR-122 J5 & B4 il
1 RhoA & H & H T ii#4rF ROCK-1 il ROCK-2 #f
XoF 235 7KV IG5 Ul BH A28 A2 32 B3 A 4 D 5 v g
2 miR-122 #8# HBV DNA & #l 5 £k W 1/EH
HLA

ZE ik AR B FE 45 R R miR-122 REW% 3 i 4
] 8 RhoA 3 [H Rk E M HBV DNA & il 5%
Ik FE W K% Rho/ROCK 15 5 38 1% 187 (14 BH bt
YEF L 3% miRNA 3877 HBV JE e $2 4t 7 38 4K 4
(A AS T FE AL AR Z K - 36 A7 T 5256 5 53 L 61 X
miR-122 FEHLIK N X HBV & ] 5 2 1k 04 61 AL 1 75
JG SR ARGE .
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