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TFLAN 25.6/10 J7, LR AEAH 9.0/10 J71, S
Hoh8.6/10 J1M R R R KA 5 0 AE Y
15, Ho A BT 40 9 98 ( hepatocellular carcinoma, HCC) /5
Pt L 80% , ok It & Ak T Jf v die W LY 268, HCC
KA M fak: N RIRZ LB 4 9% B (hepatitis B
virus, HBV) AH 3¢ i JiF 6 {2 R ZEF . HBV 184
5 HCC MR AR IR FH VIR

— ZEHRRE

18 1k HBV Jg e — EUE 3R [ i AR R L Gl 2
— TR R A T — R B S B R SR T
i) ( hepatitis B surface antigen, HBsAg) i TE N
5% ~6% , 1%t HBV &Y i35 29 7000 J7'*, WAt
HBV BEH BB 2 B T IR, ek ARl — s
BT . HBV {228 AR 0 b 72 5 9 35 (19 £ J7 I R
Ak,

TS TE 40 MLy, HBV A A7 76 (9 L4 A B R
DNA (covalently closed circular DNA ,cccDNA) J/& HBV
T2 L TR BN I BR AR A S5 AT KA1 3%
YA cceDNA, f HBV k4622 2, 4 g
PAGPIRE IR A cceDNA BARIGHE AT &,
HEAMKE A B R v LR AR N 2 Fh ik 42X ceeDNA
J2E 1 D ST By 2 A 415 A P 5 RN P D 2 A2 K
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SEATE R R R B A N 2 A B 1Y E B A
X} cceDNA F it i K 3 W IR A7 26 22 {H cccDNA 1Y
Rl 75k A 2207 R R BRI itk . FEVRYT T
17, Il PR Al 2 3 4R o 3l o 23 2 B9 LA cceDNA
jﬁlﬂﬁﬂ@%ﬁﬂﬂi,ﬁnﬁ&ﬁaﬁmﬁ% cceDNA
WIS AL 22 B M R4y T2 L T SN w55, &
R 5 1) 58 iR A AR T
AR A 5T K B, £ BT 46 % 0 A SE BT (hepa-
titis B core related antigen, HBerAg) 5 cceDNA %148
X, BV AT VE N AR ceeDNA A 38 AR 2 A4 P9 55 75 1%
Ol TERN Z A A48 b5 W HBV DNA K HBsAg %
A6 I S B B T8 B G I IS, HBerAg A7 Ak T4 Jy o i B
AT A KT, PRI I X 3 0 W 9 R VA A
HEET R MER . 4 HBerAg i 3iF B 2 T
S B ST 6 P 2, HBerAg > 10kU/ml Y 145 HBV
DNA #% 4 (2000 ~ 199991U/ml) & # 5 7 HBV DNA
PWRBEWFEER LR, 2R 5 EE T,
HBV HETC &I Ay FE R A3 10 (A ~ ), B
SRR A I 30 A Fl i DAY OF FE R R A B, AN T
1) 55 DX RO Jib B L R AR AR R AR AR 25 5, IR
N%E’Ji’;zi BITABE S XZ %Y, EB ALY C
T 75 18 VR A 6 R Ak B i 20 SR
HBV 'ﬁME%Ifﬁﬁ’ﬂw\% HBV ﬁﬁﬂﬁaﬁ%ﬁ
JEH Z—, MHF R B RF &, HBV & & $ it 21 in 25
POH 58 2 2 E A5G, HBY 2% 4§ 1) 56 R 7E i
2295 E AR G 38 B P A JE KT, HBV DNA 5 &
A DNA B4 & A kA 7 IR o [ 9 3 AL 30
1 5 | 40 A P 38 W I A B AR AR e A A B
PE, NI 51 & — 32 91 4t H A7 5 300 JH S 35 DX 21 3R 3k e it
0S4 S R, S8 R E B & R R o v R
HBV % 4 £ K2 RNA W J5 , 36 B 24 9 3t % B 4225
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ARG AL, 2200 e 55 1Y R PR AH 07 DL R B g X
Sk, i R Al S % Sk I BE X (TERT) \KMT2B Al CC-
NE1 45 33 86037 15 3 9k B 76 98 0 &k A i Rt vh R 4%
TAER

BRIt 2z 4b, Z W 5 X 2 1 (hepatitis B virus X
protein, HBx) 75 i 19 & 2B V6 6 55 2 S 361 Hh 245
HEEAEH ., B4 HBx B A I8 95 cccDNA 7% 5%,
HBV L5 s ;,’%é{zliééﬁ@ A5 ('structural maintenance
of chromosomes, Smc) Z4A4Y Sme 5/6 5 cccDNA 454
I H0 ) FRR MR {H 2 H T HBx Xt Sme 576 5 H
TW%M’EEH cccDNA (R 115 LA4ERE ", HBx 6 7]

1 BTG S HE A1 (forkhead box Al,FoxAl) A 11
%Lﬁiﬁ@'«%ﬁ@ﬁ% Al ¥ 2 (male - specific lethal
2,MS12) , E ARy MSL2 7& i 41 it v iz 2 Ak R At 28
#HH B mRNA ?ﬁiﬁ@@@ﬂﬁg%(apolioprotein B mR-
NA - editing enzyme catalytic polypeptide, APOBEC ) %
TRt APOBEC3B, i ik B3 AT cocDNA F2 5 1 1Y
H i, fe (T & 8 o Hk HBV DNA 5 i R
0 B G X B R 1 HBx IR R E Y
Wi,k DAL AR 5 T R 25 1 HBx I RREE R B 5 A
ASCASE 240 L 2 sy 7R 8 B 42 1) R 0 0 8 o T 240 i %o S0
HFREUERE " AT 2 RN, £ 5%
HBx 52 Wil 98 & A= 0 94 719 38 8%, 4 HBx TG 25 & Tk
ALTE 2 (sirtuin 2, SIRT2) Jii 81 L SIRT2 , M fii 34 in
HBV & il e HBV /S HCC #:46"™ . HBx il i
T NF - kB (nuclear transcription factor — kB ) i
AR E T R A MR K R B R AR BERE AR R
S100A9 7 H i 2] 7GR,

—EERE

18 PE HBV (B 00U A Z R mi P R an4F i
PR 2T 4 Ak K R A B2 BE OB DR 45 . M DR A
AT W BH S R A ST AE I DR 3R 22— B DR 1Y
AETE B 1 I 7K T 5 SR8 R0 RN R
(g R B v AT G

PR AT KB, #3/ RNA (microRNA , miRNA) |
KHEIE S RNA (long non — coding RNA, IncRNA) | [
4% 21 (interleukin - 21 ,IL —21) LR 2 5%
HFEN HBV B 82 i A A R RN R

& H B RNA 725> 7AW ee i — a1 b i+
LA HLAL SR I AR SR BF R B, B G 5 RNA S
JE 4wt RNA 7E50E & B B M FE R & 20007
AE4% 5 RNA (non — coding RNA , ncRNA ) 7] B K J& 43
24 200 ~ 1000000t /9 1 BEE 4 %5 RNA DL K 2 Fh <

200nt 14 %5 %% 3 % #% RNA (small non — coding RNA,
sncRNA)

miRNA J& sncRNA 1 3E % F 2 ) — 25, miRNA
YEHIRIAL 2 45 & 76 B PR RS AR mRNA Y 37 K i fiff
mRNA JUBk, kS 5E A e, XF HBV FHPE A
BF T8 H 20 B R AT miRNA 2635335 /90 52 |, 34 0
e 8 > miRNA 25 7 5 HBV X HCC,5 4~
miRNA 257 HBV &%, 84 7 4 miRNA 7 HBV
O HCC R A TS A, S, X s
HBV X H HCC miRNA A] i 2 5 T # 5%  RNA B
G0 15 3+, MAPK {5 % 38 2% 19 22 (1 B i e 1k, &6
& BEA L 2 A A0 B R 2R AR TR R T R AE T T
AGO2 ,TP53 , CCND1 A1 H At 11 4~ X% HCC % 4= A
HBV g YA 5 A5 i fr) 2 8]

IncRNA fﬂ%%ﬂiiLﬁrhEM’EFH@K@/J\ﬂo
1 51 e 3 £ 0 3 AF 5% 4 A T 20 9 HCC BB 35 1Y i R
IS FAR I P E B AL 28U Y IncRNA &35, R T
107 M5B M R IncRNA 9872 5 4 7E — 330
HF 908 T 41 9 (liver cancer stem cells, LCSC) AH ¢ B 58
kB, 3 SR B S A BORE B [ A CD13 T CDI133
HCC 40 (8 X LCSC #4A&) il D13 - CD133 ~HCC
MY IncRNA K3k, L35 ) 286 22 5 R BHY
IncRNA, B It 2 4 if &% B, IncTCF7 . IncBRM41 il
Inc — B - catmd2 7E4E+E LCSC A F o hfL 8] 7 4k
WEERMEM, IncRNA H{ HOTTIP J2 H17] (1 5%
FEAHC IncRNA 3l 1 TR BE U /5 4845 T HBV - HCC In-
cRNA K 3% % Bl HOTTIP #% . % %, HOTTIP W] &
FHNH HBsAg, Z BIUHF R e $iLJR (hepatitis B e anti-
gen, HBeAg) Hl HBV & il iy 5= A= 1>

IL-21 BAZ AT R 2 5% 5 HBV JE Y I T 20 i
JiT 98 % VI A 54, FH PCR — LDR J5 ¥ & I % PR,
IL — 21 R (Y A% 1 R 22 25 67 1 (AN — 3501 52 ) o
HBV J&YL K HBV AH ¢ /) I 40 i IF 98 1 & A . 43 5l
X2 HBV s (B3 T 40 T g £8 8 B fat B Xof iR
HPEATIF , K% BLGR5 N 1s2221903 1) IL - 21 LN £
BIFHIR  AG JEHAIMI . AA 5 GG FEPI AL 7518 7
HBV B e B35 il e v, AG 6 R 7R 2 (R 2 M HBV
TR AU [, 5 A R, 1s12508721 ot TT kA
RIE CT A1 CC LAY b8, 718 M HBV JE gL /35 il
HBV A5G 14 JH- 200 B i 28 2 v b i, TT i P A
SRR PE HBV SR YL K HBV A ¢ 609 BT 40 M BT 9 14 14
PEER

T s AL Z AP HBV EYL fg 3207 1 4 52 i 1A
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A WA BRI TGk (FA
PIBR I BB ST IF RS A ) T 3 Bk i € + 16 YT (TA-
CE) JHSHRYT HEImAYT S A Wik y7 45, JCie ok H AR
T 7 28 PUR B 8002 VA IT & I AH 56T i AR 3 10 Sk i
PURFIRIT AT LLRRAIR HCC & A4 2 i a] DL 2>
9 52 k2% . B B B0 7597 12 38 DL e 7
Sy FEAR L B D IS BR cccDNA B AR ¥R M7 7,
KLE HBV YL B T B A G T PR S IRIT .

R R R Rk i N FE (B RES ) /N N U R o e
I — LR AE I R L AR S T2 B 2T LR
WET, IARh 259 7E HBV IR Y7 b B A 3597 8%, (B A
JHF 986 % A 26 07 THT 2 A5 A7 A 22 = B AT A oK 58 4 W
if B — 1 4 [ P g sk BA S AF 9 R BL EAT T HR R, BB
—MFFE X4 2012 4E 1 H 1 H ~2014 4 12 H 31
HIFGAM B R (n = 11464) 85 DR E T
TR R (no= 12692) A48 ME 2 B R WA BOE
BHE ok [ w1 R (R ORI R 55 B . BB AR
REIE AT 2010 4E 1 1 H ~2016 4F 12 J 31
HEZBERT (n=1560) BT (n=1141) 38
J7PH) CHB BE M BEBe PG, 25 R Bow , 76 AR BA 5]
OB R T AR HCC 4R & A 46(0. 647100 A4 ) i
FMTEERFH(1.06/100 N4E) . 8 2K
E8RER, SRERFHALK, BinmHamn
HCC JXURS: F1 4 R FE 2R 5 A% i R oK 35 1 [ T X
HE IS Bt BA 31 43 590 6 A7 {050 1] 1 DG e s, B 45 i =5 40
R E AL HCC KU, XRS5 BB R+
I7 ELE BRI AR B IR )T M HCC & A KUK 78 LA BE
LAl B BLNAG PE R R B D B AR R A
B Be A1 Rt A9 3] T B0 HIE . 28T HCC B3 1) TS 5
2% XS0 BT REFE TR CHB R 5 5 i & A 7
T L AT A R R ST 3 R 2 = [ i LA
220 G R 7 i BT vhe i R fR 2A T £
A UEHE >R TE

PR T VA 7 6 T B & A= Oy T A O R
Bt 0 HBV Y R 28 5 KA W P0s B 1R U7 Ja B
FF G G PR VA Abs i, 0T A1 22 0K B TR AE AR N o8 &2 0
B, SAREY HBV # AL, KK F 9 5 I E (low -
level viremia, LLV ) & 3 76 JF 9 & A 5 0 A8 KUES 45 A
Fhigs o — W nlE v A S A ST AN A T 875 4] iE HBV
BRI RE ST R R AT, B 2
25 J5y A0 ) R B S iR B 22 & (sustained virological re-
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sponse,SVR) 55 LLV, %I B 58 X £ # 19 HCC &4
KBS AT L4 2 B0, T e R 3 2 A& B A IR 4L, LLV
P58 HCC KUR A

WSR2 HBY DNA 7K ik F A [ 3k 2% u i
T AL TEAS [] B Be B 006 15 06 97 X B U0 BR R IS 1Y
HBV AH 5 JF 9 505 B9 00 £ 77 1 (disease — free sur-
vival, DFS) FLEAK 4 77 0] (overall survival,, 0S) (151
AT TN . SR BN, mIEL HBV DNA /K ¥ & i
A H % DFS 1 0S MISE A G K K 2, HBV DNA =
20001U/ml (9 &, HUAE B3R 97 5 K 1Y DFS i
0S W& M, XF T HBV DNA <20001U/ml 8% JG %
R 9 B BUR FEIRIT AEAE K DFS A OS J5 T JF &R
BRI B AL LUV BE 5PN EIE T 2 8 10 56
ZIFRBAR T, 2020 A — 350 8] 4 BA 81 BF 5%
WAy T A B ST R B B IR T AT R
LLV #& 1 0S, (B4 % 19 DFS J3F LW & w7,
P 5% 253 e B, 5 7K F HBV DNA 5 50 AT g
BEPG R EAR K, YURBEIRIT XA B E UG
A R, N AE AN HBV M 56 HCC B3 1 F AR 5
BT . BRICZ AL, 55— 30K RLAS A 5 F 5 45 SR
TC e HE L 15 KT S 430 100 PR B 1 iR T 1
AT DL S HGEAT A AR YT HBV AHC HCC B3 1Y
KA1, Hor sk S A B Ir B e

BRI R A S WG 5 2 07 A& A
Al 56 R H 5 5 B B R AT B B TR T I aE
5% . FrLAXT HBV A& R UL, X iy B & 90 B
W DL R IR TT R AR AT AT TS SR o BB SR

L =]

12 P HBV 8% 5y 5 T 40 M S0 1 = SRS 32 5 kAR
IR E N0 A=A fil R . A SN S 18
FUARHURBEIR ST 3 A5 1] B AR 1 AH OC PR 3R % i
FgE s B 52 )99 55 AL 38 J7 1T, ceeDNA J2& 2 JIF
93 5 JCIE NI T AR AR R IR B G F 5 3 1 DA ke oy
HO S 98 A AL BUR B IR TT O &, LR BRI K
HBV, BR cccDNA Ak 5200 2 96 2 19 I R iS4 15 #%
PR AR JRE AN EIS HBY L H A DL K& HBV
DNA 515 FEEHA A% 555, 15 £ 77 M microRNA |
IncRNA |IL - 21 B 17 R 2 & M5 T4k — H A&
TR, PURBEIRIT T, — 7 H LA cccDNA i 4 45
M SE IEAE AT, 00— T 3 E 3 (259 i LAk
ARNE S B AR R I, AR SO X 3 AN TF

S0 DR Z AN T A3 AT AR R SRR SR 0 B o 2 R N i
FRE CTE
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