e 5HiA R FZEY 202148 8% 1M

JER TR 2 B A 5 W l4arE (2020 Rk)

(o 4T b7 & 2 2 AT AR R R i TR B 55 42 %L%ﬁ , TEAFRHIERF 2R FLER 2,
FREFRRFES, TH %%E%"—‘é‘ﬂ‘%@%ﬁ%‘j«‘}; )% b 2 e R e B R B A5 o 40)

e

TERAEFE (RARFE) S8R LR F 225 T R4S, BB AIE 2KRS5%, FEIT-FRH
Fm AR E LMY, BESFARZERBENRES., HRKRARBESAOBRRCAFLRETANFEG
FRH . FEwEE TESBRERWNIKLE. FE. BHERKS L 4 A B K ITFE RS AR FHFIRFIE. EERF4
R AEE P i BB K89 &, A2 b AT 0 E M0 A BT U89 B & 228 % BN, 35 s ARSE KRS &
KAMF T ARE IR S A (B Ae TR & FHRE B AR, 6 A 1R B IR A T ISR G B CF AL M) ;
MTFHBEMGEAR, 3AMAA L RFRER, 6~12 AMA MR CT S MRLAEE 1K, RS T E 517 F 5 K
W A TR AR, HESAARK, TREREMNABRBA 1 FRUA L, BhHR,;EEFTLORK- 2LE
& Bt — W .

KA. FERMIE, RFREWL, 1BMEZEUBTH, fRE, MW

Guideline for stratified screening and surveillance of primary liver cancer
(2020 Edition)

(Professional Committee for Prevention and Control of Hepatobiliary and Pancreatic Diseases of Chinese Preventive
Medicine Association; Committee of Hepatology of Chinese Rescarch Hospital Association; Society of Hepatology of
Chinese Medical Association; Prevention of Infection Related Cancer (PIRCA) Group, Specialist Committee of Cancer

Prevention and Control of Chinese Preventive Medicine Association)

Abstract

The age-adjusted incidence of primary liver cancer (PLC) has been declining in China. However, PLC cases in China
account for 55% globally. The disease burden is still high and the 5-year survival rate was not improved significantly
in the past two decades. This guideline outlines PLC screening in the risk populations, both in hospital and community.
Liver cirrhosis and chronic hepatitis B are the main causes of PLC in China. For better PLC surveillance and screening
in clinical practices, it is recommended to stratify population at the risk into 4 risk levels, namely, low-risk, intermediate-
risk, high-risk, and extremely high-risk. The life long surveillance is suggested for those at the risk of PLC. The interval
and tools for surveillance and screening are recommended based on the risk levels. Abdominal ultrasonography combined
with serum alpha-fetoprotein examination (routine surveillance) every 6 months is recommended for those at a high risk of
PLC. Routine surveillance every 3 months and enhanced CT/ MRI examination every 6—12 months are recommended for
those at an extremely high risk of PLC. The surveillance interval can be extended every lyear or longer for those at a low-
risk or at an intermediate-risk of PLC, because their annual incidence of PLC is very low. The cost-effectiveness of these
recommendations remains to be evaluated.
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Btk 5 A AEFESUEH 20002004 41 11.7% 182 5
1 20102014 4E 1 14.1%, A W2 & P, (HZ,
B2 R PER T W L2 B IR G R 5 ¥ (Barcelona
Clinical Staging of Liver Cancer, BCLC) 0 aii A #i/iT#%
B, HSHELSAFEER 69.0%-86.2%, FARUIERE
HH S AR 56.9%, Nk, BlepHb e
mfE NBE, GilEs BN %, RREBL. Rz
T m U S A AR o BT PR T

B R EYE B O 9B % & (American Association for
the Study of Liver Diseases, AASLD) | Bk ¥l it %5 %
2> (European Association for the Study of the Liver,
EASL) . ®EF#wh & - EEREE RO, XH
E 57 2 & 9% 5E M 2% (National Comprehensive Cancer
Network, NCCN) Bk g 3 B2 2 Fole K 9 4
2% (Asian-Pacific Association for the Study of the Liver,
APASL) WA RNFrssiatam b, IR & fa AR
SE SR AT Wil 0y 2 fpAE 22 5 1, 20194, E K
DPAMELZNS (EMRTIEE) T 7rHRkE Ok
s T EY |, BHS MR R T R R R AR
P I 9% R Fof JE AT 0 8 b v SR I 9 e i AT
et AR 7 A & (ultrasonography, US) B4 ifil &
¥ Jl5 % H (alpha-fetoprotein, AFP) [a] f& 6 4~ A 46 &
1, VR i f BRI M5 28 U, 2014 4E H &
RS EPES e AN T B, X TlhaEfsA
B2 AFP, R # BRI EE]R (des-y -carboxy abnormal
prothrombin, DCP) | HF I E 3 % i i (lens culinaris
agglutinin-reactive fraction of AFP, AFP-L3) gk & US
s s CT 8 MRI, 44 2 [R] iR T RPS % 05 55,
la] B 3~4 A A A 4 1 ok i Wl g7 2 M, BCLC A )
P48 5 60%~65%, W 3@ T &k BT RS W 0
10%~30%"", X 15 B 4y 2 W A 5 -5 WL S A R T IF
RS NPT

Bt & s e Al 5 I AR R A TR 2 it AT 1%
¥ fe AR IR TRl Z i gniEte. <4, A
I BUREE L I R, 95% UL E R AUIT R A
(hepatitis C virus, HCV) ##[4, 80%~90% 1L AT
Rypiwe (hepatitis B virus, HBV) #3684, XL
W T EOF I AR ABERVAS T, B, FAEmibi RS
MBS TR, Sl kR A%, DEMAENER S S
R E RS, PRESETRE 2, PAETDE
2% i TG S il Mk 2% A 25 I3 et I B 4 521 40

ERS#IA

AU E NIERIEE . IFRESNEE, BB A, B M
FHREEOIRO L K I HIE A . ARGl %
FRPEITE B - ficH5 A AGREE T ffokrifi "), BT T #5540
BEH, FHed (BEEELTR) AEEIFEA. A4
P B AR BE R NHE A, 0 AR A WD DRl U
HEE, ARER R ER o ABER 5y 2N NEE AL
GBI, BUMNEIRERGAS, Hib. RSN, &
TR S hl T AR, AR fE AR TR A S
WM RSB S () HE . fara AR bl AR, A elfe
ARG e AR A S Wil i B A TR, A
B, BEVRAE A — I, nEEATE RN, T
5 TRRER MRS R SRR, &4 YET R IR
PRSEERLRs, HilE A PR e XURS A B o 2 06 A5 5
R

P R B A UESE R A UL A4 GRADE %
51 (Mt JEEG . HlE SEEy) #frod (1) .

1 HESENMEX

Rt b SN — T E 5 A DA, i AR
FEX BB AR AT A, B TR K
FHEEE AR Z S X, KB s, 7
iR, BRI RS IRAResE Y,

L1 #f & 1951 436 [ MM bh 2 IECHE T i A AORR
&, BEEAR. FEE, otk BrTReA N
RPEIEZ I LA O RETCERI A, SHBEETERRI A X
BT, TRARE nl AR SISV b ) PR, SUnTHRiR
RAX B e NI A% AREAS Rl A L2 PR A
EFR AR AR A 3 Bl ML PEffid -t L ahsk
AR T HURH TGRSR A, BAR ARG & S
PR A etk X B A M A H PR AR ARG BN
R, (AERRE, TS e,

12 W $5#ES:, Ao, FERRIFHERS . EHI
FE NFEHATAG A . BROGAAIREpRID, AT & e B H R
MG, H CT f/ 8 MRL @iy, DME
% 8L BCLC 0 3¢ A Wiy IR, ok hns i 0,
M AT e A L h Rl

13 jid 5 lmegts & S NI 2 Fh A
FH, BAEFE. SAATOBEGE, £ AUDA
Flirgie, 680 GIIFREILER 52 T AH 3 421 anli
FEMEIN, 27.5% B T HEMIRE G S5, Horv,

% 1 GRADE ZABIIEFIEREINREFELR

UEARER T [ T (iiea TEX
UEHEER )
R A AEH B (AT RO L L W (E, E— SO LA AT REROAR AT O (E R AT (5 . (2
HED 1 TEEL B ROTRBOURE R T/ RGP
R B TV REAE T (FFR 4, (T EA TR BL, P A A MFERTRENE, #E—20R
A REBCEZ AT RO R AT R . A SR BEPLAT IRIT AT, BT & BB s IR IR 5T . %of
FETHREAE AT (SRR EE AR, A HES BELE AT AR AR
(95 C it — BT A AT BE R AR A TR R A R ATE BE . ELIEAR X BRI PR TS . IRPl s e R AR
W%
SRIFETE 1 R R P i i PN R e N |
TR 2 B A B 5 BT R e (A B 3% s A AT =
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9.7% BHEEZ T Lo CT 8 MRI A, 0.4% 1%
THRAMAN Y, R US fi AFP % E# 1A A EW
SRH, LSS E D & (PR E

2 PEREFMENRE

WAE RS 2, e o AFaigsm. ICC R
CHC, TS5 4uledm i ICC /Yy & iR BL I fE B
ERFEEER, ARIE AT B 2 A
WA 255, ICC fERE ABEP R R & L7,
T [ - g Fn ICC A8 fhia S L diaE .. ki
| S R R E T 2172 (1] ) T g s Bl e e A
Al 2,5 83. 9%, ICC #9 11.0%™, = 4%
SetEm s AR brEYy, SO 5 e A 2o ar
PRI T 1T — A I DR R BERH 5 U 4 Y g et ),
R &k R R — A2 RERE, 255 @ MNE
AR, KRZEMEMEMI R, Eifh, A fbigd
R K S B AN i A 1 A 2855 (low-grade dysplastic
nodules, LGDN) | &2 BIA Ay 2655 (high-grade
dysplastic nodules, HGDN) | FLELHIf#E . FAAAT .
R R, Xt A2 LB TR ER
WA R P, AR E R or, IFRE (LR AR 5 gt
JEMIFRRE 1. 3. SAE BBk AR5 510 3.3%, 9.7%
F112.4%, LGDN (JmaiiRiy) dEEAme 1, 3.5
AR B S A 34 IR 2.6%. 30.2% il 36.6%, HGDN (#r
SRS ) WA 1. 3. 5 4R BRE ARG B,
46.2%. 61.5%F180.8%, Wb, ATt 5 BLAbE X /N G
FINAT A 20m) B A a8 P, R,
W <2em (O AP EERE AT S BOE TR, K LA
ABHLE SFEET SR, DL BUNE RS g
T B bR, BRI, o AP aiie 2 Mo RimiriA e,
St ARG MU & e AR R SIS SRR,

3 WITRRERERRAE

85%~95% W iF 4 e A FE PR AL 2 A b, T 2 sfilih
B AR A ARG . PR e T e BB BT
FEAIL PR R e W bril, A RBR LIS
B, SREEN, SERE, @5 A5G0 %
Hof 9 &R S VA R AT Al T, andiR 4 E b 4 2% 10
(international classification of diseases, ICD-10) #F1 &
YR AR, SCRH 2ol i d:, S ARt
SEhR RN AT RER —E R P,
31 AsmF Gt i ATABREESIRE 2018 45
g, #idE ICD-10, &BRIFEHI A% 792 031 5, AN
EwA bRt (age-standardized rates, ASR) 24 8.9/10 J7,
A7 Ja T i K ik 2 6 iz, Horp S50 ASR 24 13.4/10 5,
A7 Bk g e ik 5 S Ay Mk ASR 4 4.7/10 7,
o7 Jet Sk b e R 5 9 o B, A ERIFE R R e
WEFE5E 1, ASR 24 90.0/10 J5, #E1-#£3727 661 5 4,
ASR FET-34 8.1/10 J5, 7 Ja BPERase 13558 4 47,
o fir Jm BB AE T TR SR 2 17, frE otk
e SET SR 6 i, BRI R Eom I E K (55K
FEBE YRS b X9 R SR SR T IR, (HE

CHF R - 2D

10 455k R 2 FFHEa s W ATREI T & R 3R
HR R AIPET 2Ry BB AR T e Y,
GLOBOCAN 2018 58, A E ABEAF R ASR
R ER 2k 17.7/10 /5, ASR BT 2% 16.4/10 5, H)=
SBRE 9 1, 2014 4R ep EFERET R L) 364 800 i, Ja4iB
Wi Ipash 447, ZEC- 318800 {3, Ja SRRt 2 47
AR E AR T Gl 2 S ke 1/2, 3R
FREMI 2 ol X 251, A X ADE%EE
JRER A 200710 7, FEC-ER 175210 )5, @i iim kR
(16.13/10 ) Fper-2% (13.64/10 5) ™', Hui, FKE
PEEBHIIX AR (208510 J3) | FErE (16810 )5) ¥y
TepER (4 B4 18.23/10 J5HN 15.97/10 757 ) R4l (4
W2 15.31/10 51 13.52/10 5) ®, B &I TG 3R Es
I, SR R 9% 8 TR % 0% B FhoRn 8 4 HBV &
P ABHUR ST P, & E I ASR £E 2000—
2014 AR AEAE T 2.3%, Hop <40 AR BAE T
3.9%7, RN, B R R AE RSB ARG, S R b
X AP SR AR B 2000 4E11 59.67 i1 56.53 S AL R F]
2014 4E 1] 62.66 F161.20 %, L& 65.50 F160.60 HIiT
BF] 69.87 F1 66.07 % P
32 &% e EIRVEEN, EBEMNRELT G
iE #% & 4y 4F (disability-adjusted life-years, DALYs)
e, B 2 2 BY, 2017 4R £E op [ B A 8 MR
WA, R S BRIk A a4 (years of
life lost, YLLs) , % 7 { 5% DALYs @0 % 5% @, 7F
1990—2017 4, DALYs f1 YLLs #) & | J#a 3, 7F
AT B AR RSN BE, DALYs HhnT 43.5% (95%CI 2
31.2~60.3) , YLLs 30T 21.2% (95%CI 5 10.8~35.2) P71,
A AR TR B0 S H A =5 B B 2,

20214 8K H1W

EEERL 1 FENFESENNANERLAHD
HitRl, SERESAEAXETNSEARERET
(C1)o,

EEREL 2: REMELZRERZHIEXR; FiKi
BRWEERETHREY, BRSFNERAENEL
FEE (A1),

4 FHENRE

90% LA b IRl 244 0 BAw, G fk, HBV
e HCV BRYe P9 ARG MENE % (nonalcoholic
fatty liver disease, NAFLD; B8 & 2 4H 3 15 5 1k
9, ASHErE03H NAFLD) FodlbRmss, LA Eomdy
RS, i ERH MDY, FERKED
w g BN AR G AR R R AR

4.1 ARG 2B R s R AL A T an s Ak Aeat
Erh B E AR, 85%~95% Ay AT 40 fe Je B A BT wi {b
i B, 8k HBV AH 35 1T 18 16 838 T 9 4F 2k AR 324
3%~6%, % E T A e SR P, HCV TRl
AR T 9 S R R A 2%~4%", HBV Fi / 8¢ HCV 40 35 iT
L EE , DURFRTT E R 8RS % (sustained
virological response, SVR ) , Ho %k A T4 1 JARS T Z P,
—/~ 1 £ 9 BRI AL B 2079 FilFRE AL 88 Tl 5 10 4R AIBR
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HIFFE L 7x, NAFLD Fi [ & 49 YA fE 5538 10 45
R T AN & R Bk 16.3% 146%™, 5 HBV 1/
B HCV M i fbAaLE , 78R I £ 2B 3 A2 4
HR A A 20 o IRURG: AEE 2~3 5 P71, T b ok Je A T i i
MBS S A0S . PRBI. JelRl . 9 5 SR R b s S AH
KHFELm, FEFmfeEE s, FRREok. B, AIF
/S (<100 x 10°/L)  Fo 8§ bk i ke & 2k 2
MR . AR, sk AR
51718 ) 208 o Wi i b £ 000 7 A T P e

(liver stiffness measurement, LSM) #82% B, {24 JH
B, M, FFINORLL R o 1- PUl 2 A Fglik 2
iE 55 5 | AL RS £ T HE & Wi e vy RS, {ELZE 1
R E NG R R N

42 B HBV 2% 2BRVEHE N HBV &2 4
FEIE R, CHRERTAHRMNER Y, REEK
RIE HLOST 1823 il A1 B35 5 B 5 7 45 R B,
86.0% Y HBV diatijgede, 6.7% Y HBV F1 HCV 14 8
Y U fpgr iR, CHBUAFRFRPUR (hepatitis B surface
antigen, HBsAg) “AFAMERIRAEM: HBV Eegey, 4l
JE & A PSR R HBY e b, AR IS A fE 05 B

(relative risk, RR) 24 2.86 (95%CI % 1.59~4.13) B,
LA R R 2 i) HBV Beu B A7 o S A XS
—Ik} 22 472 3% G X R RS (16.12+2.89) 4R
IS, 72 HBsAg PAPE AR, ToF sk L & i
s R IRRA 0.62%, PR R T E A 0.65%;
{H7E HBsAg [HPEAREH , Tk o & s 2R
RN 15%, HFmaE g T gl Rk RR G
35 15.8%

VAT R e B )i (hepatitis B ¢ antigen, HBeAg)
K&, SMEIM HBYV DNA #8 . HBV JE [ 7 Fudf 56 3
DK 2 7 4 5 ) b e g B A o BT, R R R T v R
[x., 5 HBsAg i1 HBeAg [a]lt[A#: 4 #HEL, HBsAg [H
P£{H HBeAg 1%, HBsAg 5 HBeAg MM EE K& £
JF 40 M 388 1) RR 4 B 4 13.25 (95%CT 2y 6.67~26.33)
F128.05 (95%CT 2y 13.87~56.73) BT, [HAAE AR,
I anieds 2Bk 3R 5 HBV DNA /k FIfdkE 22k IE
#H %%, HBVDNA # & 4 10°~10° # Il /ml #, % ‘&
JFF & e s iy AURS b (hazard ratio, HR) fx &, i 24
HBVDNA>10° % DU /ml b}, HR {ERfA BT TR ™, *FT
HBeAg [, HBV-DNA 7E 2000~20 000U/ml %, HBV #%
ODAHFPE (hepatitis B core-related antigen, HBcrAg)
= 10KU/ml [&F, JIF 400 & A AR 2 3 hn ™, %1
HBeAg ['H ., HBVADNA<2000U/ml, {H HBsAg = 1000U/ml
&, M aniess kA S 4 HBsAg<1000U/ml 2 5 jin
13.7 48 (95%CT 43 48~397) ", Kk, ZEbumasiarrinte,
HBsAg, HBcrAg ¢ 5 HBV DNA T4, w fEA T
HBV 43 vt I g bray O ., {HAE 50 %
Ji, B¢ HBsAg k0 HBV Bdey, g k41
KBS 4 e . HBV FE R AR (Rl (078 S5 ol 2 22 5 iy
AR & ARG, 45 HBV i S X HAS 55 (OR A 3.77,
95%CT 5 2.57~5.52) . Ha# 7 1 [X. C1653T 25 5 (OR
2432.76,95%CI £32.09~3.64) 1 T1753V A8 35 (OR 24 2.35,
95%CT % 1.63~3.40) . Bl B2z TIX AL762T/ G1764A

ERS#IA

MWZEAS (OR 2k 3.79, 95%CI 2k 2.71~5.29) % AT4H
RN A O Ty B R e £ ol = R ». o = oy
Hgs i & it f b B AR B s 1,
EHURTEITIAR, B8 (BR) 24 [nucleos(t)ide
analogues, NAs] —£kbihiss2idy BK5F (entecavir,
ETV) . ‘5 SEEEE5 ks (tenofovir disoproxil
fumarate, TDF) K& SEi A2 #1ESEE (tenofovir
alafenamide fumarate, TAF) @M, EEHALT HBV
B R A TR AL RO A i s Y, o - TS
(IFN-o ) &5 —KbimEss, el FRKE 2 HBV &
Tt R R RS ™, (B2, JCit NAs & IFN-a &
706, AR SE 2 THBRIEM: HBV B et e A XU .

43 H4em

431 12 M HCV B 3% HCV & Y % A4 JF 40 i % A
T HCV Frscmy a8 fb, 7EAB3E, 59% (95%CI 2%
3%~79%) EONFAiEsE A B HCV gy, JbRERHLIX A
28% (95%CT Ay 10%~55%) , [ P 2 fth Hb X 2 40%

(95%CT 2y 32%~49%) 5 AR R AL H 79% (95%CT
h 69%~86%) ", fE gk E, HCV # s Ye (0 &5 JF 21
e geE 4 58 0 BBl 1 1.7%~2.5%, HCV 4 3 HBV i &
i 6.7%"%, fE HCV e ez vh T 40 i s XUBS: 38 fin i)
BRI 48 B, FREOR. A N 5 BB R 5 5
HBV et o Ak i il 4 B 2 iR R
e R i HCV B 438 0 4 s K s S . — Tk e
HAFR T ZZE M o, B sk {0 HBsAg 1
PLHCV HrpR AT NS, % Az an s A OR 4 2.94

(95%CT 73 0.94~9.21) , {HAEFRERBYHEARES, I
AN AE TC 5K s AN BERI U OR 4 38.19 (95%CT
21.97~66.39) , HAG 9 5k S0 B A g e KOS
OR 3 72.48 (95%CI 5 21.92~239.73) PV #F% 21,
RO TETHE (PeglFN) siE ORI (direct-
acting antivial drugs, DAA) HRERAR HCV FH2E R {L
e ST M S A ) R B
432 MRS . NAFLD S48 Som IR %
el 3E E i £ 2sH, (Uk T HCV 8 HBV
ey, — IR E £ A0 652 GRS AR AL BR B IR 9E .
7R, TTURNREIIAR R 2y 2.9%, TR (ZEE= 80ml/d)
BT RE (b 5% A TP A s AU 2, 55 Al % PR
R, AP (L, HCV 8¢ HBV JFaifbit g
S T anfEds A OR (E 43 Bl 4 4.5(95%CT F5 1.4~14.8) |
15.3 (95%CI 3 4.3~54.4) F112.6 (95%CI 45 2.5~63.1) ,
T PR R A 18P HOV g% M HBV B % 2 A ih
FHEZEE OR &3k 53.9 (95%CT 43 7.0~415.7) P W4 .
HEL PR RO F o 56 S5 TP 2 TR A7 28 L 5 9 T s AR
3% P, —IEFE o0 B, MG IT AR B
PRUBS: B 4F W] T P 6%~7%, AH R BRIl & ) RS S 45
MZE 23 48 (95%CT 2y 14~70) B9,

NAFLD & H aif £ ER & 5 WL IR/, 1EAE K

hy B o M o 7 s IR Y, — I R N 4 A B S
#4113 J5 NAFLD s dEimRs e AT 22 (nonalcoholic
steatohepatitis, NASH) =H # 19 ¥ % & -~, NAFLD
B NASH 3 19 98 AU 3 3 38 A BE3S I T 3.51 fi%
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(95%CI 2k 1.72~7.16) , {E 3% A I 68 1L & 5 1T 48
fw s s, NAFLD 3 Eb 6l & ok 26.3%,
— Ik B BEPERA F1BF 58 (US 2 W74 NAFLD)
H, AAFSREFI AL ZE (alanine
aminotransferase, ALT) = 80U/L [y NASH FE&, k4
I 2R RS B o TRERL N T 4,41 6% (95%CT 2y 1.40~
13.96) "7, @y F9r NAFLD [alff o & HHE R PR
DAt NAFLD S 4 e A i b0 ARG, S A fpdE— 20
fi. NAFLD 8 ki g, o AR I A g i GRS Ll
B AR 1L.8~2.5 1%, 1E&Fhkrh 22 0T ailiess & mfn
TG ko R B %,

433 iy ARE ki dhE S 3 Bl (aflatoxin
Bl, AFBI) 854G b LArAEI . AR pfn e
] 58 50 A At b X 2 Mo vl A O R B2 DKL, ] e
W %t & (International Agency for Research on Cancer,
IARC) T 1987 “F4 HFIA 1 K Euwdy. AFBl A& 1)
BEZUEERAESI, BB/, AFB1 5 HBV
e 7 TR A7 AR ARBE A T AR % Y, — 500 Gl x BRI
90 . 7~, {6 HBsAg FAVE ABE A, fali AFB1 £ 75 0
IS g RS AR BREE N 1.9 £ (95%CT 4
5.0~7.5) , &% HBV g deitt, - aniwss KBS ol
WEn 33 60.1 4% (95% CI K 6.4~561.8) ™[5 E B
JF ek SRR RS S, AFBI 7R3 T 49 v & XA
HINESEKEFCH ZE PR, HAEKEITMigEmRK
rh R Bk Bt 1E AR I ss Y,

Tomgsps (aristolochic acid, AA) fFET WA E
KA B, AR E R A W 5. 2012
AE AA @ IARC F12h T 2808y . il i aniessny &
BRI RRAE S i, AR g s BAG AA R
PR A bb B TRk SE, IR IR E & X E ik
T8%!, HECTINF R EE T, AA BT ST AN KU
Z IAAFAE AR B e

4.4 Bz A6 T T BEEH L ILCRIT R ks
B, Sust it BEEERENE RSN, FHEAN
B HBV R 8UIT 4 MR & .35 T & - %, HBV
FHCV Beie A 5 M A B buR 6T, S%
HBV F1 HCV 85 /T A0 b G5 T W ), e
NAFLD &9 E(& e LT 3T 5 Lo G i 5 e, He T4 e
g RN, PSR A DR A AR B [ 4 5 el
JHF 20 e o TRt 3 i kA7 E

BEENL3: EXZAFXARFARENTEREA
(A1), B, RIFBEXEERFEENENERER
FiEm (B1) . EHESE BT EMHBY Bk, BB
S REEFENEERRE (A1),

BEEL4: ESHERSBENFELRFEL 4N
BERT, B4 HBY HXELRREMAMENE
EZREA (A1),

5 MESRARNIHASHE

PR AE R AU TT B 2R+ SVR HYHEHE: HBV
S HOV B, TR B IFaulssn £ 2w fe AR,

CHF R - 2D

51 A& T m g e & e EE AL
BRE-Fard 2 A aniess & fe A BE, (R fE % A e
Mg RS, R SR . MRt —FeE, 218
Z T aniess s de % (Toronto HCC risk index, THRI)
PN T AR, PR, FFEEfER R (B B sz % 0 4,
3RAE SVR IARAUFR 0 4y, HAbIFR 36 2, MEHGHEIF
R 54 5y ARG WHEVER AU R BRI R 4% 97 47)
DA B /N5 5 AR &, 9 T 1 366 4y THRI
R (F22) . fIRfELE (<120 4)) . FRfEZ (120~240 4)
FoEfadl (>240 43 ) 5 4 i B R B 1.2%,
4.4% F 15.4%, 10 4FFgniess 2R R 514 3%,
10% Fi132%"°", THRI K7 75 35 5] 1 153 A 47 A B8 IF
FEFE. hfnEfed b B, 5 FEFaium R
RS B4 0, 13% 1 34%, THIMER 2% T iR

(area under the ROC, AUC) 2 0.707° THRI f&#d 2%
Mg, BfEEF e s fem b s g b, EE—
P o B 65, HIRE X o HH A Al & fe ABE
KRR A R oh, ELAS UL TR eI R fL 385, AR
MR RBE . © US X BUFIESS Y (1~2cm) 8¢
W 223 LGDN, HGDN, 9% i 7, LGDN., HGDN
BRI B AR R Az 32 55 B2k 10% 020%™, @ T
WAL A 0 o B, HF i S AL RS A o b
PRI BN 2~3 1% 7, OFFmIfEEE T (< lem)
AFEZ PUR R R TT SRTT RSN S8R
HBV DNA i3, T4k A= g 28 n

20214 8K H1W

®2 SRSHERERRIEHNERNSHSME

T B
P 5]
Es 0
EE 80
R
<45 % 0
45~60 % 50
>60 % 100
FFRE Lk 55 B
B & IR 0
K SVR RITABUAT 42 0
HAth R 36
BREMEIT 2 54
[EYiserd 97
IR 97
/MR
>200 x 10°/1, 0
(140~200) x 10/L 20
(80~139) x10%/L 70
<80 x 10°/L 89

fE: SVR NREIREENE .

ULAESK, 1E A T QA & AT A8 fL F B iy LSM 7R )T
240 et ARG 5 2 v A O (Ao W . B 9 ) — 0 I
PEWFL 7R, 2 HBV jgdeF i, LSM 2y 8.1~13kPa,
13.1~18.0kPa, 18.1~23.0kPa fil >23.0kPa [ %, % ‘E
HF AR AREE ) HR 53 B 3.07, 4.68, 5.55 F16.60°", 7E
TRE 4 X HCV Bedfe & vh, 24 LSM<12.0kPa I},
P Ay 5 47 ERURIRRICE 0.9%, T LSM &+
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12.0~24.0kPa 1 >24.0kPa [X_[a]i, FTaniErsm 5 42 251
R WMl 43 B ETHEE 9.5% Fn 45.1%, Wik, £
B IRRE PSR EE o, BRI RAL
W 5 T AT

5.2 HBV B %0 4 i0 % Kb o & 4% HBV Bl
A A s i & BRI, HAES A IR T,
— A=Y 6.2%~9.5% ) HBV & Husg Ut 0 A gmids .
SR 52 B HBV e 4u g o (ALT i AST £FEZIEH,
HBeAg [f1%, HBV DNA>10"U/ml; - BEREEEAfIA G
BRIESETHEI) , 10 4R)F98 2R AR h 1.7%7,
P G M X R R 52 DUk S ATT 0 HBV B
F R A MR a2, T RiEER. £,
ALT, HBeAg IR F1HBV DNA K F 5 ~2 %, &if
17 479 REACH-BP® (2 3) , 424 0~54y. 6~11 4>
F012~17 5353 BIAFHKAE . T fafE e, HAilsr4d (04)
Fifedsrdl (17 4y) BEAE 3, 5. 10 SENF ANk
He 3245 81124 0 F0 23.6%., 0 F1 47.4% L K 0 1 81.6%,
ERRE BRI RS L X, LPERl, 4§, HBeAg
REFIHBV DNA /kF 4 28y T AGED f&=# (3%
12 50) B Hepnfadl (= 10 45) 20 4R % A AT Sm e s
IR AAIRfEd (< 4 4) 19203 %, THEENRE,
I fE 20 % A AT 4R A XRS5 JC HBV JBegu i35 5 A B
CAaEA—F, Xt TILfed) HBY By, I
MEFIE a2 AR R T A s s 4.
BT 9 A~ riEPERA F1] 1815 B PE AT 3 .

H AR ETV sk TDF BujisiAIT 5 AR 4558, Mt T e HG4ERL .
PRSI M5 3 A58, Bt 25 201 PAGE-B 7Y

(F4) , ATiEhbuRsRT A HBY Bigufi g kAN
iR fERs e 7Y, PAGE-B 4 AEfE (0~9 4y) .
ife (10~ 17 4y) Fomfe (18~254y) 34 HE, X
BLBAFIFIGEAEBA S A B b, AR 5 Bk A==
L MIREE YR 0, PR A i b 3%~4%, F
5y oM fEE T 16%~17%, & E BRI IE T PAGE-B f%
TRIEEM A BE R RIAEA 2, 5 4R IFanids Tl iy AUC
2 0.777, £iit, PAGE-B W58 B\ A% T T-Hims
FTHRYT S )G, HPTERE I An i & 5 KRS ) SAGE-B
B P AR BURTE S AR SRR A LSM 2 4228,
it 154y, SAGE-B PE5 MK (< 547) . Wi (6~104))
FoEfe (= 114) 34MEE, RAEFMEEERE
He Ry B A 0, 4% 0 13.8%, Mz, BEEDUREER
YA HBV Bgu b, 5 R gnfiess B8 & ks
57%~8.4%, HHAVUhE AN EE, (HEMFHD
B, s EE S A T F 12 48 TV A e BA pE
FEA 97.5%~100%, #ERX e E o T 4H4E 2 Ik
U

e 5HiA
% 3 REACH-B EIZ# 5 E

A S (D)
P 5]

& 0

EE 2
AR

30~34 % 0

35~39 % 1

40~44 % 2

45~49 % 3

50~54 % 4

55~59 % 5

=60 % 6
HBeAg A7

R 0

FH 2
HBV DNA

<9999 #£I1 / ml 0

10 000~99 999 $£ 01 / ml 3

100 000~999 999 #£ 11 / ml 5

= 10° 4
ALT

<15U/L 0

15~44U/L 0

= 45U/L 2

H: HBeAg HZHIFF% e HUE;
B8 ALT AR ARAIEFELE,

HBV DNA > 7, /5 3 i I SE AT AR

R 4 PAGE-B ERISHE®RE

A S (D)
P 5]
& 0
£
R
16~29 % 0
30~39 % 2
40~49 % 4
50~59 % 6
60~69 % 8
=70 % 10
/MR
= 200 x 10°/L 0
(100~199) x 10/L 6
<100 x 10°/L, 9

Mz, Bk R >0 % — BRI R R
T PR s 2L TR 2B A W i HBV &k e 38 % A I 4 i s 1
WS, Besh, PrmEsiRTT RS 25, 4n rtAl181T,
tL801, rtN236T %€ 2% &% 47 7E It 95 5= IfL 5 (low-level
viremia, LLV) 2&, {2 8T 4nis ) & A ) 7,



g 5HIR
53 FA AT AT Lu iR R e 4 E

53.1 HCV e 7 B tm s Rk 5 B (ERGIETT
{9 HCV Beifesr, [fijE HCV RNA. ALT L HCV 3£
B 10 AT 4 s o T R - 0 7, 78 HCV %
YGyT BE v, AR R LT 4 (R B L TP e 2 A 1)
TE R ZFE, PeglFN 5 DAA 7T Eak 4 SVR 8 HCV
e, AN S B el IS T, (HHEARERIR
B, THEA A EE Y, Wik, B g
At lamim EE, HardfomE Enn %565,
Rz RN AREE 4TI A e Nl

5.3.2 NAFLD #= i 8 I 9% B3 I dn I 58 b4 & %)
T NAFLD, 2R LBy B: i) NAFLD 55 i 41
MR TRA 5 W, & B HEARES KT HBV & HCV
ey, X B ) NAFLD 7E 3% 5@ AR b 19 S 2R
e 7, ifi NAFLD 1 NASH 2 5T 20 i s i JXURG: i
X b HBV 8 HCV J&k e 5 ik, XF3iE NAFLD AR
TR AEAE AR S, Kk, 7 NAFLD ro g fe
B ey 2R A EE, TP R EM 4 E 136 703 4
NAFLD/NASH #.3% % O ai e P 51 &%, H T1F
fili P £ 4 (L B2 BE () Fib-4 45%0 (484 < AST/ ifn /M i
$ < ALT) , #] %} NAFLD/NASH 3% b & 7 i 40 i
SRS B f T4 2, 5 Fib-4<1.30 (JCH] B.474k1b)
HBEHEL, Fib-4 24 1.30~2.67 (rhBETF£T41L) i Fib-
4>2.67 (EEMA4Ef / Fragfh) &8 2R AEn
HR 53 32 3.74 712525, b, fExeedigch EE
TS FLT e (L AR f, H AT G LSM & J0 64T 4
et B R e 8 3 SR S T R 20 2 g .
533 & Rk L ABF f£HBV & HCV jBde ANBEF, —
R AT 5 I b e T Ao e R R B % ™,
T G X S8 5t 22 472 & )5 RBET B 1T 362 268 A/
A, kA 374 GlFaniess, /F HBsAg FHPEEE
JFF 988 0 5 M A A e RGBS 2.54 8 B g ETT o

CHF R - 2D

Ho X G 2011 G- R0 7933 il Rt B4 B,
HBV FAP:AH £ 988 5 0 0 00 1T 40 e g ARG 38 i) OR
2k 276 (95%CT Y5 1.88~4.05) , {H 7 HBV [H . £k
— R S R AR, AN ss R S OR 24
41.34 (95%CT 45 23.69~72.12) U8 Rk, —h3E B
HFos g e s, ff HBV Sje s B ™ g HOV e 2
FES 9 B R A RS B 28 n, 350 kR B,

R HBV 8¢ HCV g4 2 i g s i 1 255 1A,
{8 kRS R & S gL R 4F B ek,
Pl %38 B H 2ER 114 fEPERRF (n=17 374) BI5HE,
MR TR . L MR, AEARBAES S A4
SR K 52 100 43 aMAP 868, A5 i Rl
I B T I A GBS T, VA /s (<50 49)
B, 3. SAEFaniEm 2Bk RN 0 F10.8%, H
Tax sl E i AR A KRR <0.2%, AR T
6 A~ H 1 vk i s Wl v U8 b g4 (50~60 45)
Fa a4l (60~100 4y) HEW 3 4 gnfws Bk 4
5Bk 1.5% F14.8%, 5 Al 2Rk L2551
8.1% F119.9%, {HIZFR kK BIKGEAHESE L 45%, &
FEL ALY 179%™, Kk, aMAP BRI} fa ABE
oAb s 5 182 Ut e o0 I s o R H 1w e 2
PP,

Bz, SRR ARG B8, fREttm
AR 2 W SRR AR 4 B B RG . TR A
FEIHER S 9 B0 S,

20214 8K H1W

6 MESKUIR

6.1 B3R US US iy FHARMERI{E, Ri&G. T &
1€, W 22 B 5 -4 T A 1 A S R O B 2 0 i 0,
US w] % R St e BUIT N oy e P 2, o B D oy ol
SRR o AR >2cm (T IFE g , AR A i S5 R A
US F ) TE R B, SHokYE, X T HEE <2em,

R5 MESRAHNIHASSRE

o IR

Hetr = g PEHE JFIEE I o 2 Y
WHELS WEREAH OfETZH HBY B (AL) ; QFURTIATIME HBsAg fAME, REACH-B ¥4r< 54 (RKHIWH
(<1%) SVR AY HBV B HCV MHEB M4 (A1) 5 @ALT,  F|AIT) , B PAGE-BIEn< 94 (B2)
/MR IE ¥ AR R (B1)
WHEH6 MEREAR OFR <402, RIUEERITSIURZIRTE LLV 8 QO HBsAg fHYE, REACH-B ¥4 6~11 4+ (%
(1%~3%) HBV B HCV M B EF& (BL) 5 FUWBIEIT R FUREIAST ) B PAGE-B 43 10~17 43 ( B2 );
SVR [ HBV 3% HCV MI26FiEfk (Bl) 3 @ ALT IE%  QFE{LAESE THRITES < 240 4> (B2)
AR B EATIE LS ALT RE 8 HAERR TR (C2)
WEELT FESRAE  OFRMBIRTRFIREZIEITS LLV B HBV 5 HCV (D HBsAg [B¥:, REACH-B $¥4y= 12 4> (&
(3%~6% ) MEHFE (A1) . @IBmTIEFE R EBRS  FUWEIAIT ) B PAGE-B ¥4 = 18 45 (B2);
WA RS (BL) . @B, R >40 %;  OFFF{LEE THRITE4 >240 4% (B2)
Lotk, i >50 % RIUWEFIRIT HBV/ HCV #%18
EF4 (B1)
WHERELS MEREEA OEFBBHFEEFIELE (1~2em) 205 H %N

BE(>6%)

LGND. HGND ( Al) ; @ HBV B HCV HI&ATiE k45
W (<lem) (Bl) ; QRBEZIRBHWIRIT. BT
J& LLV 89 HBV B HCV AH 3¢ FTHE 1k AL 48 PR B — 2 55
BAPERELShEGEKRER (BL)

TE: SVR AREREFFNE; HBV AZEAFRREE; HCV AWNERRE; ALT WASREELTM; HBsAg NZ AR REHLR;

LLV S9N MAE; THRI A 202 IR A AES;  LODN piRGUN A MR L5, HGDN Dy R g A gl 44 ;

— T Ei s,
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2~3cm, 4~5Scm FiI >5cm TR, US 120 R 8584 51
2k 39%~65%. 76%. 84% F1 90%*, HFE £ W B L
Al LUEERA NI IR AL Rz, 38 T LATRBIRAS 5 imeE 2
9 A o A8 78 s A &5 7 PN B s 80 00 28tk T
it , I BT % B SRR ORI o A7 P2 i ot
R US 127 T 988 04 R i i Fke e © %1, (B, US
KoHZRRELELRY ., FHEAMBEEEECm, B8
F R, A R US R Ry A2 1
2., US {52 9 i A0 -5 W 5 22 T HL,

6.2 % He#ae CT. MRI ZHEZjE CT fi MRI &2
JHgeE R e R 25 W e R T, (HB i dkm . MELAAE
A RERN M. SIS R S R R, TR
1 BSR OT- Al BT 7 g b o B P PAAI, PRI BE AT
Bk 5 bR I CT SR 4RAE ™, MRI 4141
e, SRR R L AIELIERR — 4 (gadolinium
ethoxybenzyl diethylenetriamine pentaacetic acid, Gd-
EOB-DTPA) Hgsmiditi, wl o 5w BT Erism =
o Ay e ™, IR ALSE TS < 2om, R Gd-EOB-
DTPA H§3% MRIAGAY, HAUSHEE . R 5 3 96.0%
F196.6% MRI 55 3454 HGDN AT = RBUE (94.7%)
FRE S B (99.3%) w2 ofi i 52 ol B S0 T 4 g A
HGDN®™, Ayt 407 BUFFREILREST 1 At (4~6 4
A 1k) Sor, R 43 GliTmEE 4, H9E MRI
K #h 86%, W1 & T US (27.9%) 5 ififi FHAAERY
EEAAIHA B AR T US (533124 3.0% F15.6%) ;. 74.4% (32/43)
(R4 0 R R (45 <2em) B Bk, 5
US #Lk, (EAR & T 4 A fa b p i fb & vh, Gd-
EOB-DTPA Hg55 MRT W5, T 4% i 5 5L 10T 20 s 119
B =R (B, Bz 2em P, CT 5 MRIZH;
(1) RAGEARL Y, 558 MRI & &R US B A& 1R
TR m FE AT T, B R ZEEAR .

6.3 AFP. DCP. AFP-L3 20 fi£g 70 448, BT
W i L Gk 2, AFP (1) R Al ik 72%~87%,

BB & B F i S e, A1 9 2 W7 b 451 A oy 14
i, AFP 2 W i 4n e ds oo o (A A B 1 . AFP K oF
Sk Mo, o R, HFRaniesfn g he
Ak Bihg s IS AFP 4Tk B, e R <2em,

2~5cm 1 >5cm () fF %8 1, AFP 1F % (<20pg/L)
Eb 51 25 50%~70%. 30%~50% FI1 20%~30%"", &k |
&, AFP W T 4nfe s i) RE8UE A 25%65%, Fr
> 80%~94%" KM, 2010 4E AASLD. 2018 4F EASL
EA TR AFP 154 I 4R 2 Wi i 4 & e br. (HAL,

AFP 5 US A 4ads, Wi m ranimsismm Rk,

B 32 WiRFIE A Z 22 o (13 367 i) KRB,
Bk US Kk B Al R AT US B AFP (RR 4
0.88, 95%CT Yy 0.83~0.93) U9, —I5i %] 1487 {5 HBV Jgk
BB INTF R, (U AFP W, wiAe & B R0 anfieds
FRIEA BB B A AT Rl FEAR P IR A SR T2 06 1 B
Hilx, AFP {4 I 40 Wile T B A 2 ™, 6
I, fEPURFIGITIN /S, AFP w4 HBV fHSCH 40l
R AR RIS, R PURERTT ARRER HE I AFP
AP TR, TR A5 T g s RS B, Rk, US B4

ERS#IA

AFP ] 12 & FT e A 0 R, R mil A Bt
RACHIFRE (LB P,

DCP W fréfi 38 K i Z 0 sefE bisl 1 iE S E D
Jii (protein induced by vitamin K absence or antagonist
I, PIVKA- 1) , 1984 4§ il /6 AT 40 4 1
Hh e, B3R EES N R, THEA
40mAU/ml [, PIVKA- T2 W T 240 A i W R 0% A
66%, Hi 5 A 89%, PIVKA-TI AE A [F] Wb ok /I,
ASTRINFELA B AS [ 99 Rl e, 16 W8T T 4 A s RO E h # 4R
T AFP, FRE £ H O B R, PIVKA-T (X 55 i
A 55 B8 2 il A IR 3R Ek AFP 8 6.2%~20.7%",
PIVKA- 11 i1 AFP FFE BHL IS ARTR], PI3E 2 [A] ToAH 0%
P, {E AFP FAVERURT- dulass B3 vf, PIVKA- THZHTAT
MR AUC 4 0.86, [HIt., AFP 5 PIVKA- I ERA,
A H e T A AR A LR

AFP-L3 & AFP B Bt etk A8 PR 5F0
Frsift B8 AFP E3pisr 2 AFP-L1, S H AFP £
B 5y A AFP-L3, LA 4T R, AFP-L3 iZWTIT4nkE
FER AR R AR 5 B 50 A 48.3% (45.9%~50.7%)
F192.9% (91.6%~94.0%) ®, 3£ F ¢k B, 4 8 A
AFP_ AFP-L3. DCP3 fifil {Ehs S ) GALAD
B, L W TR 0 SRR R SR 40 S 85.6%,
93.3%, X BTG SEPER AUC KT 0.9, HiZsR
AR B B e T s

6.4 F Ak F & G AFE S NS E A rEYE
AR a-L-m @B EE. ME%ED. FHRED.
Glypican-3, MRy E 90 o, @/RERER 73, i
%A 27 0 Dickkopfl 45, f Tk S Wb e o Ath B
e, AR fEaltSMERT S0 B e by, BRI TR
bR BT

6.5 #7649 fo i A WA EY

65.1 # > RNA (microRNA, miRNA) miRNA 2
—Fh 2025 TR AR SRS RNA, fEfL )G
ACEAEE B A KR A, B AL R 2EE miRNA
EMEIA h R e i, HoA G e b n b H §i
o ZFESN RN, SWTIF Al R R R R Y
>80% Hy B— miRNA, 35 miR-130b, miR-150, miR-
182, miR-215 F1 miR-96, - HEZE 48, 7 BCLC 0 #j
R e, miRNA 20 A 46 12 U 2R 450 B Fdky
SRR A a] 45 BIE F 86.1% Fo 76.8%°" i 7 f miRNA
(miR-122 . miR-192, miR-21, miR-223_, miR-26a,
miR-27a 1 miR-801) £ B is s, HX 4
988 HE 2 RN IE 5 A BRI TE B3R 0k 941%™, miRNA {5
A—MEbrEY, FENFEERBEEERE, 1
BRERMHA, ZAuOMm R I AU
0.5.2 BARFER G TEA RS MR S A AR
E, EHEIEER RN, 7635 M DNA (circulating
tumor DNA, ctDNA) | #hlafh, hyg4H 3¢ W & 1k,
&30 & DNA (circulating cell-free DNA, cfDNA) |
KBRS RNA 245 B2 1 oiDNA A 3¢ 25 R A ke 3z
%l 40 pl5. pl6. APC. SPINT2. SFRPI. pl6INK4a.



ERS#IA

TEFPI2, GSTP1 F1RASSF1A S #Rlwss & ARk J Al e,
o or, cfDNA WL, W& mEA mR
BOEFRE R, H SR/, B s IRTaTY M& %
FIFE U, H R IE AR R A S, AEEH T
o 1 s A R0

Bz, B AFP 4b, 3% AFP-L3 1 PIVKA-T L) &
HAb i 5 2 AbrES . RGN A FbREY ,
¥ EE L5 EDRN 2 H Y Bivsd b i dd 2 B RN B8 TIE 1)
5 A ERBY BRI TE s BEAG U, A RER LA AR T A
Rl ER N 0E T A

EEEN9: I US BEEIIFE AFP 2AFE K
H—%ITE (A1),

# #&#F & WL 10: Im iF AFP BX & AFP-L3 &
PIVKA- |l #ill, FIiESRHARFEMEEHE (B2) .

BEEEL11: FERSEKRABH, GId-EOB-
DTPA &5 MRI ATi2 5 X AT AL I8 £ 4545, LGND 70
HGND M£Eslge S, BEERSFEHFENKEE
(B1),

BEEER 12 REFEREFNENDZFRED,
Tt RBEMIEREKE, (EAERES MMM EER,
M Z AT SEREIE, FEEATENRE
Sum (C1) o

7 BERATY

A IR ARER, 25 WA BT s
LRYE, BEIRHEREER, X 47 DiffFs (4 15 158 i
FEEfe ) ST, Yl B 2248 m R0
FELWIER (OR 4 2.08, 95%CT Yy 1.80~2.37) FufsEti
763 (OR 224, 95%CI %3 1.99~2.52) , S5F@mEH
HATERA Y (OR K 1.90, 95%CT H1.67~2.17) , %
ML EE T 3 4 BBALAFA 50.8%, 1fed ki g
T 27.9%M B —Th g 17 820 {5 HBV g4 BhF|
WoR, AFPIEA US Il 6 4~ H 1k, WA EE 1.
2 SEAEAFER Sy BIA 88.1% F1 77.5%, ifd VIR AR
FHY L AEAELERCL O Mk, Blesb e Wl B AR A
BEM oy BTG %2, EiREim B B A R R A
Wi B

7.1 BAFAS FETHmBENE B AR, AT
PR AER . OB AR AT 4niassEny & A4 fa bl 2 i
o A IER R E R R R fa B A 200, 72
PUREEVEIT AR, ARG R B B HBV 8¢ HCV i %
AR RS 25 R . NS G AAEFE{L, HBV
e Yo 3 J A o AR FE BG BE >1.5%, Sk AE =R
>0.2%, AEA WM., © W E bR B 20 a2
e THIER, BESBR G AR YT i ss
irE, QWM BEFRARET, HERT R
S A NI AR & " 1, —I5 8900 {348 495 75 ML T
WA (HBV B 15%, HCV Bt 80%, 1A B4 5%)
MIRTIEPEBR IR 9 2o, 46 A~ A 1 1k US Bt AFP I
MATE, BT A% 10 45, 8.6% b B 5k R4 T 40 e
., Horh 47.3% B9FE (b B g R A F aniess 1,

CHF R - 2D

R AL 948 Pk HBV 8t HCV e i, AR & AR R
fiX, FeBlEf APURaaTT e gl & A RS FEARR
70%M7, SEARF MR EE, A2, £ HBV
AR RE A S T, BURENETT 5 T anliss o & A 310
Bk 1.5%~2.5%7% ¥ Singal % U gy bE oy 47 T 446
il Child A/B Ze iFfgi ft 555, US & AFP 5 6 4~ H
Lk, Wb 3.5 4, fEXEiFmfbEg s, HimaE
KHEA 2.8%, 3, SAE BRUK A3y Bk 5.7% F0 9.1%,
HeoRFE S 73.2%, B—HZh.omiiEor, %%
CANE R B H ETV 8 TDF J@97 J5, Al S AR RSE 24
SAEMAM], TG/ HFRE AL A W An s AR Kk AR Ry Bl
0.49% F10.47%, (BRI EE A, TFanigmeEkx
HEERINA 3.22% 1 1.57%, &5 K%K, B2hUR=6EIT
# HBV fHoC R (B, sk AR e Tk
M ERE . mPURENETT A, 377 SVR 1y HBV T
e, COPEA WL M, Fk, et
AU & e ABE. (R4 9 Tok I RE fb i
B2l KEEA. BENL IS 2 IR R .

R R, RAREHIFRE (Child-Pugh B 5
C2R) AR amMasm i KBS o MY, (B, dTixee
BB AR DhRe il SO R R RE . AREE IR
WiatEiRIT, Bk, AASLD f5r#fize, BRdbixREH
BEMIATHTREME, WRABG IR, A BEt
rFEr b, Ak, BEEFELEaeT HARIE S,
R P RIGREM B F LR 3 M AU L F 4, fERR
I RE AL S h el R 6 . SRR
HBV e fb B 5 kUL, SA8buRzERITE, W
AL BUFRE faidb sl “FfRrs” , sh& e, -+
BRARG T 905 B R e R (AR T 32 U ') IR AR T R 1Y
BB P A LTI, BRA I R RE Sk AR B Y
P B BIRTG .
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72 AR ABREFEmE i I A RE A — 2

My AASLD, EASL. LI-RADS, NCCN, APASL 5
FALA N K DR A AN (R MRS TG (2019 48
WO Y e, TEma ARRRR 6 AN AWMLk, HA
R Fa B ESE AT T B, ST fe ARt
PR 3~4 A~ AWM 1 &, e ARG A 1k, B
S LU TR R A MR b B, TRIkE 4 A
o124 A1 vk, SEREOR, 344 BB anieE kA4
RIEMALR LT =R, H2, [ 4 A HEN 1 ki
HBE T, RRITE R A AT T e 2 1Y,

WA 2 B BRPERF R 4047 T 52 823 il B 12 W1 4 41
Mads A IR E TR, 2WaiAeE o6, 12, 24, 36 4
AW 1 vk US, WEIFARLIEMAA R, w5241
A EEIETY 45 B 24.3% (95% CT 2 23.7%~24.9%) .

26.9% (95% CI 2 25.7%~28.2%) . 22.9% (95% CI %
21. 8%~24. 1%) . 21. 3% (95% CI 2 19. 9%~22.8%)

F 18.3% (95% CT F 17.8%~18.8%) , Mthksk &, Ml
A6 AH 1 RIS, w2 ata T s ekl
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