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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 significant-
ly 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 lifelong surveillance is suggested for those at the risk of PLC. The intervals 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
The surveillance interval can be extended every 1 year or longer for those at a

those at an extremely high risk of PLC.

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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HBV g e 2 [8] 47 76 AR 38 1) 58 T AE S . — 3509 4]
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S T TN SO 20 g 0 XU Sy A 2 Y 1.9 £ (956 C
H5~7.5), BB g vE HBV EEYLt T 40 i g XU v]
HE R 60. 145 95%CI Hy 6. 4~561. )5 |5 T =
U RCK SRR 5 e 11 S5, AFBL 78 38 =T 9 = & X
PN LA OES % AR ST N N o i 1 TR
95 DR 2 Hp ) BT R R A I A TR T

L ZA g (aristolochic acid, AM) ETE T LA 8
B2 Ja S5 R R AR 2 rh B2 O 1 DL ) .
2012 4F AA B TARC %4 T KBUEY . 8 4 BT 40
0 g6 A9 22 PR AL RS AE 43 A 3 7 5 S Y R T 40 o o L
AN FRIETERAS I LB & T RCGE LR R E &
EBHIX EA 8%, ELRITRBE T AA BFES
JHF 40 6 3 DR =2 [ A7 7 790 ek 2 By 6 R0
4.4 MFRAREGET

Bt 5 97 A L 2 R T 9 928 1 T 7 4 o 008 4 o it
B BE R AR R A A O AR AR HBV T 301
Y0 LA e R T RS HBY i HCV &g 1)
i 25 55 M A AP0 B R YT, 5 3 HBV A HCV
5 T 20 938 EU K 2 7 T B TN RS W NAFLD 4
A A% Y PR T T 7 B 461 8 3 34 o o G T 4 M g i %
I, 18 I 1 R AR A 51 S 4 1 A5 LT 40 i
Ioeh 1A 9 DRI A 38 9 e A2 AR i

EEEL:EHEZCERXEHARENETEER
B(Al), BERE REEXEEREENENLZRTER
FHM(B1), HHESFE B 0 HBY B BB
Frim BB TR R EREE (A1),

EEELA-EMERSENFELRERELRE
MEZRY, B4 HBY HXHELEREMFAREDN
BERE(A),

5 MESRAEMNBRESE

IFAEAL e R U9 B 3R 97 BOR 3815 SVR Yy 18 1
HBV 8 HCV e 3 . 2 3 [ JIF 40 M 19 3 2 i 1
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BE . (A8 Ak & A= T 4 e 98 Ay JRUIRS: o DRI 9 A1 468 AN [
5o MR X — R 218 2 gn i e KU 48 £k (To-
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e R CH B e B P 0 43, 343 SVR [ B %
0 43 HAh 5 36 43 5 Wi M IF R 54 4y RIGITF 12
MDY R R 50 1 S B 92 4% 97 43 L B I /N 14K
5 WA K T T 366 43y THRIBEAE (R 2), K
fadl (<120 43, i 4l (120 ~ 240 43) Tl £ 4
(>>240 43)5 4% T 20 Mo g8 R BRI 0 0 o 1. 2%,
A 4R 15, 4%, 10 4F JiF 40 B 98 2R BRI R 43 0 ok
3%.10% 1 32%°1 . THRI A% 7 7 3 [ th 15 1) 42 47
(8 36 UE & U 288 TG L e R R s 4 0 T R Ak SR L 5 A I
21 95 R BRI 43 R 013 00 F 34 04, T A% A5 iy
28R 1 1 Carea under the ROC, AUC) 3k 0. 7078661
THRI #5589 355 2, B 7 JH 48 A 95 & A ) I A 4k iR
H b A 25 KU 4 2 ) 6 B RE X 43 BT An e
S AR v f N . B BB Ak R A0 s B4 DUR R AE 1Y
JHERSE b A8 L R A A 9 A RO B K (1D US & B
JIFMEZE 7 (1~ 2 em) 8% B 22 5 LGDN,HGDN, #f
5 R , LGDN, HGDN 3 J& Jy i 98 1Y 4F & A= 32 29 41
B R 10 Y6 F0 20 %6 (2) FFRE AL A5 I B R 9 19 BB
ST 200 e g A RIS B8 AN P W DR OG 1 BR 3 1S i 2 ~
3T (DAL (<1 em) s RILZIHR T
Y IT 806 97 J5 4 47 247 16 0% 75 48 & HBYV DNA
R I R R

AT AF R AR SR TG A 4G A T A AL T BE A LSM 1 iF
20 95 XU 23 J2 H I A0 (A 0 T S R . [ — 0 i B
PEBESE B . 7E HBV B35 b, LSM 2y 8. 1~13 kPa,
13.1~18 kPa,18. 1~23 kPa f1>23 kPa %, k
A A0 B g ) HR 43 5 3. 07, 4. 68, 5. 55 F
6. 6057, TERE A EHIX HCV B &, 24 LSM<
12. 0 kPa i, 4038 1) 5 4F BB R RAUA 0. 9%,
124 LSM 4t F 12. 0~24. 0 kPa fi1>>24. 0 kPa [X [ii]
BF L FF A0 M Y 5 AF R BRI ) A b E
9.5 M 45. 1261 R L, 7 r A T IR T 3501 48 1 JIF
I R E T A A RS R A
5.2 HBV B % & A 2 fe f R e 5 B

SR HBV B J2 20 M g 0 3 B0 R (H 76 3%
AR LT s — A AL 6. 2% ~9. 5% ) HBV
TR 5 T Oy AR g . S 32 ) HBY L 35
(ALT #1 AST #§4: 1F %, HBeAg fH 4, HBV DNA
=107 TU/mL; JIF ik 95 22 6 T\ JC B 2 R 0 8 4F 4E 10D
10 4R T B R R 1. 7%, &2k F 4wt
REEZHUR TR T HBV Y 2 & A BT 40 i 98 1 1

B oy 2 M T AR M AR L ALT  HBeAg RS
HBV DNA 7K 5 350, Bt 17 43 1) REACH-BYY
(F 3N 0~543.6~11 43 F1 12~17 4343 54
TARSE e A m fE . B AR AR 2 (O 43D i B o 41
(17 43) B TE 3.5.10 48 N I 40 M 9 & A= 32450 2 0
M1 23.6% .0 F4A7.4% LK 0 F1 81. 6% . TEREJT AR
Hhy DX = & X AR )L AE % L HBeAg IR ZS A1 HBV
DNA /K 4 NS Hk e 7 AGED BRI (3t 12 4907,
HE G (=10 43) 20 4F P & A 20 g 1 AU 2 A%
FE2H (<4 43O 1 20. 3 £, JUHEE M2 ARG H K4
JF 200 96 1 RV 5 6 HBV J e 119 3550 AR £ 2 3L A
— B X R R X TR G410 HBV J&YL & I I E A
5 6 A — 42 32 R ) 1) T 240 98 W0 2

R 2 ZACZ T AN R KRS 4 BB 2 8 R

AE B (53
T 51
z 0
5 80
AR ()
<45 0
45~60 50
=60 100
JHF- 58 Ak 5 R
19 B G e VAT 0
3k SVR 7 B % 0
Al 5 R s 36
Jig s JHF 54
R % 97
ZHEIF 4 97
/AR (LD
=>200X10° 0
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<80 X10° 89

T SVR. RREL0 12 ML

FLF WM 9 A FTREEBAS 1 815 18 M £ B R
B0k ETV s TDF HT96 2697 5 4F 45 A, 1
TALFE AR M BRI NSO 3 A S B 25 43
1 PAGE-B 88 (% 4, | FIFAE L #1697 )5 HBV
SR R E KR T A e Y fE K Y . PAGE-B 43
FAR A& (0~ 9 43 fE (10 ~ 17 43 Fl i & (18 ~
25 493 B H L AE & BLBN B FHBGGIE BA 5 CHE b 4
M3 1 5 4F R R A R AE VR o M AR fE F YN 0, PF 4y
HHFEFE RN 3% ~A% R AR fEE N 1600 ~17%,
[ A S8 U T PAGE-B #8176 7 91 A RE b A R
R, 5 A 40 M 8 B A B AUC Ry 0. 777 Rk,
PAGE-B 55 A BA XA T H FHUR T IRIT 5 ) s
PP A0 g 22 0 UL 1) SAGE-B A8 #7 40 45
PURFE 5 4F J5 19 LSM 2 A>3 8, it 15 41,
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SAGE-B 143 AR AE (<5 43) e (6~10 73) Fil = f&
(=11 49)3 L B3, 12 48 T 41 if s 22 AR A 303 3l
04V 13. 8%, B, RIBEFEPUE B R 9T 18 1
HBV B&Ye v .5 4 140 g8 82 B0 Bk A
5.7 ~8. 4% JUHIZ T Ky & fE 4l i) JB L (R(E 1545
S IR fE 4L R 3 5 AE R 12 4D 40 i g BH 7 T
MZRE I 97, 5% ~ 100 %0 » $ 7% 3 86 (8 3 n] 40 T 4 4F
2 YR I E BT M
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S H )
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<
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15~44 0
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1 :HBeAg. Z B F 4 E 41 )5 ; HBV DNA. Z T 2 19 06 & 02 0 1%
B s ALT. N & R 5% 4 i .

* 4 PAGE-B#EI % 5 (E
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M B AR > 40 B — SR TR TR 20
W PR S5 DR 3R A 22 B I BV R G 385 T A T 240 i e 1)

WU . A B0 A 9T R BT 2, 4 reATSIT
rtL.80T, rtN236 T 5 48 5y 47 7 A% 5 7 Ifil AiE (low-level
viremia, LLV) 45, th 23 38 M F 400 it g 1) 2% A RURS:
5.3 MA@ R o &
5.3.1 HCV BYe#H b fFan e W 02 fER &R
S HCV &Y % o, i HCV RNA,ALT L &
HCV JEB A 1b J2 i 40 i g8 (9 20 ~7 9000 B 07
12 HCV B IR o7 B b 4 W R0 2F 4 10 2 2 2 i
Y f g & R E N R . PegIEN 3 DAA VR Y7 )5 3R
153 SVR 18 1E HCV e 5835, JH- 20 M i XU B2 mT 1) dgd
TR A IS BB YD T B G HE I R AR R T
PRI 00 2 4 0 A 0 i 0 i) A8 3 H i O A
AE DU 6 2 25 4 bR o 0 4% D T ) Ak 22 HE AT T A M g
Wi
5.3.2  NAFLD FU S 9 88 T 40 i 6 RURS: 43 )2

XFF NAFLD, Jt HJ2 4E 8 4k B BL ) NAFLD f#
A M O A S M, 4% 1 LR B KT HBY
s HCV &Y, X FEFEh NAFLD 783538 A #f h
B EER R AU L i NAFLD fit NASH 5 2 41 i
) KRS B e HBV 8 HCOV Jg e 2 11K, X BF f5
NAFLD A B JF & i & A B R A % 5. Wk, 78
NAFLD X} JH- 20 f g 04 fe B B2 4 )22 A% 0y d 2,
— I R R 4 18 136 703 fi) NAFLD/NASH %
Z 0 1 IE M BA B R . B VAR AR 4 AR R 1Y
Fib-4 $5 % (4 % X AST/1fi /MNRIT 5 </ALT ) , af it
NAFLD/NASH f#55 h & A& i 40 M g i XU B2 i 47
A2, 5 Fib-4<<1. 3 B 47 41k & M H . Fib-4
g 1.30~2. 67 (AT £F 44k F1 Fib-4>2. 67 (F Ji
JH&F 2 A6/ I8 k) B8 8 & A 40 i 9 i) HR 4393
3.74 1 25,280 L, 7 X 4 R 3 rp B AR O A
212 AL R0 AR AL . B FT R B = LSM 45 T A1 £F 4k 1k 45
o X TR P i A 0 S Sy S 4 M ) 43 2 TE AR
5.3.3 JEAMGEL AR 78 HBV 5{ HCV &g A\ #E
W — G R T A TR 20 SR S S T A0 e g & AR A
G000 TS TR E TS M X 2 R 22 472 & R K
ST 362 268 N/4F ek A 374 {9 JIF 40 M g . 7 HB-
sAg PAVE R v T S35 S0 1 hn - 28 s XU 2. 54
R0 X TR E VT IR X R 2011 5 BF & A 7 933 44l
3E JF 98 % BE BT B HBV B VB RR T 98 52 1 50 1
4 B 5 XL B4 I OR R 2. 76 (95% CI 2 1. 88 ~
4.05) HAE HBV B A — 0o 5 0 s iy AR s
JHF 40 i 985 XU 19 OR Ry 41, 34 (95% CI Sl 23. 69 ~
72,127 R, — HOE JE AR R s HBV g
e g HOV e 3500 76 45 [y B BFF 40 i g6 XU
oz S 3 1 7 g AR R T

R4 HBV 5t HCV g 2 JH- 240 M g 1 3= 250

{H eh Al 75 3RS 3009 I 40 s L 0 AE BT R
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(<50 40) % . 3.5 AR IF g0 i g RAUR A A 0 Al
0. 8%, Hi Fix 28 B 4 P JIF 4 M98 4F R 2 <<0. 2%
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CRPUBEFIRIT I PAGE-B ¥4 10~17 4>
(B2);(2) fF i fb i % THRI $F 48 << 240 43
(B2)

(1) HBsAg [ #£, REACH-B $¥£ 4> > 12 4%
R 16 97) 8t PAGE-B 34> =18 4
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FIRE S L2535 <2 cm, 2R ] Gd-EOB-DT-
PA 37558 MRI A6 25, U L RF 57 5 43 512 96. 000
196, 620 ; MRI 1 3 49 £ xF HGDN H A5 5 R
(94,7 %) FIRE S E (99, 3%0) , 1] 458 v Afy s 1) 7 90 - 4
Jf g A HGDNS 45 2% 35 % 407 i) JiF 8 Ak 30 47 1 i
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B P, sk MRI R R 8600, W] | m F US
(27.9%) 5 1 B BA P (49 be 6 B AR F US (43 51 8
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. HAZ =2 em . CT 5 MRI 2 Wi i 2 60U 4
1, masE MRT 275 Re B US K 25 78 Sy T 4% e
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6.3 AFP.DCP,AFP-L3

20 22 70 A R T o 0T T 400 i g L A 2
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it 968 B AN AT IF T . AFP UK SF 5 i R /N 5%
T4 Rk T Bk 240 B e R i T8 e R Il v
AFP W& FH . I BA<2 em.2~5 cm A5 cm
(9 9 s AFP IF % (<220 ng/mL) # HL ] 50 % ~
70%.30% ~50% f1 20% ~30%°, @ik L F . AFP
W T AN i g ) R BCRE Sl 250% ~ 6500, KRS E N
80% ~94 %Y . B, 2010 4£ AASLD, 2018 4 EA-
SL BT AFP 15N IF 40 2 W i a5 48 bn . (1
J& . AFP 5 US Bt A K2, ol $2 = 40 i g 12 W i) R
BORE . H 32 TUAF Y 4L 25 K 4 B (13 367 ) KB,
Hoph US & B 40 il 09 R AR T US K& AFP
(RR 5 0.88,95% CI i 0.83~0.93)M% | — I35 %}
1 487 BIHBV J&YL 2 (1) 0F 58 8w . A AFP Y50, sk
FE & TS HTFF 40 B o O HE K A 3 0 A A I ) 5 o
T BRI 25 36 A B b X . AFP A iy T 200 i g 1 0 iy
TR X, F B fE P 86 97 IR, AFP AT
P55 HBV AH 6 I 40 i J6 & 28 1) 5309 790 4% L 4n 2R B s
FEIRIT R BEME B & 1 AFP ZKSFF L D] 107 4245 1T 41 ity
AR, B, US B AFP A] 2 & 1 109 i 200 it g
(10 SR ABORE R R A B 9 M 6 1) JIFRE Ak BB B

DCP W Fr 44k R K Gk = i sl A5 50 11 75 5 19 &
[ Jii (protein induced by vitamin K absence or antag-
onist [ ,PIVKA-T),1984 4F 1 YK 4R JB 76 JIF 41 itd g
HIMHE RT3 ANRIE B FE AT o L I R
{4 40 mAU/mL B, PIVKA- I 2 b I 41 i 95 12 W
R R 66 %0 K57 R 89%Y . PIVKA-I #E A A
IR N AN R LA B A [R] g PR b s 328 I 440 s )
BRI T AFP, I E £ 0 #F R B OR,
PIVKA- I 75 X 43 T 40 il J8 55 %0 BR 22 (6] 9 1F 8 2 e
AFP & 6. 2% ~20. 7%, PIVKA-Il I AFP ({7
BCHL AN FH [F] P 2 22 18] TG AH SC . 78 AFP B M 1 T
20 i g B R, PIVKA-TT 32 W0 40 i g 1) AUC
0.86, I, AFP 5 PIVKA-II B H . wT £ & X i 46
i g L B A 1 %

AFP-L3 J& AFP A B A 28 S Ak 08 PR %
U AL 5 3% AFP £ 243 8 AFP-L1. iF @ 8 &
AFP £ %43 h AFP-L3, ZE# 43 1 .78 . AFP-L3
12 W7 T A0 g 1 A A SRR R SR 43 B 48. 3%
(45.9% ~50. 7%) H1 92. 9% (91. 6% ~94. 0 %),
SLF ) AR AT AFPLAFP-L3.DCP 3 F i i r ik
Wik ) GALAD BLRL, 12 W 30 I g 10 B0 v 5 4
Sy B R 85. 6%.93. 3%, IX B BT 9 5 18 1k T s
AUC KF 0.9, HIZ W RN 32 9% R K B0 B8 16 97 1Y
R
6.4 HibwFZEamIH

JHF 248 I 98 2 1 bR AR 3R B G - o L SR 1 1 L I
HEEE B R E A L Glypican-3, #4K 52 8 11 90, &5

JRIERE 73 G T 27 A Dickkopfl 4. B TiX
L2 Wy b 75 ) 7 A 0 P i e B A =0 1 T R R
Horh o B s BRI T AE S g bR A Y 0
e,
6.5 #FWmFEDKRIYH
6.5.1 f#/ RNA(microRNA,miRNA) miRNA &
—FPE 20~25 DA% R A A AE i i RNA, 75 #% 5%
Ja KR H R S R Rk . R A WA A A ZE 1) miR-
NA TE A6 P b R PR3 R B LTS 2 A 2 ) 1 1
FHHT R . 25253 7 . 12 W 240 e 9 1) 5% B0 2 A Ry
SREEH >>80% Y B — miRNA, 424 miR-130b, miR-
150 . miR-182 . miR-215 F1 miR-96, Ji 3 & %219 /&, 7
BCLC 0 (7 59 - miRNA 414 4500 1 2 W
TR RRE S B e W )3k B 86. 126 1 76. 8261,
B 7 ff miRNA(miR-122 ., miR-192 . miR-21 ,miR-223,
miR-26a.miR-27a Fl miR-801) £H Ji% [ JT 956 12 7 3 571
. H X FE & HE M IE W ANBENIE#f XS
94. 1%, miRNA 1B —FoBr 4R &4 . 4776 1 &
0] R E AR A AT A T RAEAS | 22 v i R 6 HiE
R AN E .
6.5.2 WAKIERE  WRAATE A AR RoRG o R 2 i AR
P B 50 » A5 455 916 B0 ik 928 40 MY L 9 26 M9 DNA Ceircu-
lating tumor DNA, ctDNA) | 4} 35 {4 | il 983 #H 5 BT 3
1k . 1E ¥ Ui B DNA (circulating cell-free DNA, cfD-
NA) K HEIEH S RNA 1 ot DNA F G
e A%, i 40 pl5. pl6é, APC, SPINT2, SFRP1,
pl6INK4a, TFPI2.GSTP1 fl RASSF1A 5 Jif 4 Jii J
RHEFERAE XK., B8 B, of[DNA H L1k, 762 i
J 98 7 T B e R R R S S b RN i
Sy WURIATT I 28 5 2 YTAR 20 . R R 5 A 11 B
AR o ANTE B T ) 7 A R

M2 B AFP Ah, 4035 AFP-L3 fl PIVKA I LA K
HAt 1MV 25 AR AR BT R AE N A R AR A
By 2 4 5t EDRN $2 H 1Y i 9 br 25 90 & B8 0156 30E 1)
5 NIl IR B Bt 14 38 43 PE AR A RE K HAE O BT e
2 W2 W AR AR .

WHFEEN 9:[EAB US X & M iF AFP 2 AT 92 15l
B—Z&TE (A1),

WA= 10: 1075 AFP Bk & AFP-L3 & PIVKA-TI
", TiRES R ENKEHZE(B2),

EEER 1:FERSEKR A8 H,Gd-EOB-DT-
PA 18328 MRI 712 /5 XJ BT #& 1L 38 & 45 75 \LGND #0 HG-
ND HIEFIgE ), EE RS ERHENKEZER(B),

EEEL 2. G EREFMFRELEREY,
TR EMEREKES (EARERES KN MEE
R, MRZGEREDFEEETERIE, AEFEATEN
HESEM(C),
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TEAT JH-9e8 AU B AR v o 228 W I B o )
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B B ) B 25 22 43 A SR o W D AT g 2 v A U
LW (OR Hy 2.08,95%CI 2y 1. 80~2. 37) FHF 5 AR
VEFR(OR K 2.24,95%CI 2 1. 99~2.52), 5 9w &
G AR EAT X (OR S 1.90,95% CI g 1. 67 ~
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