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Abstract

Globally, primary liver cancer has a high incidence and mortality rate, and the number of inci-
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dence and deaths in China accounts for about more than half of the global number of cases, rank-
ing the 4th common malignant tumor and the 2 cause of tumor death in China. Although chemo-
therapy, immunotherapy and targeted therapy have greatly improved the survival prognosis of
hepatocellular carcinoma, there are still some patients with unsatisfactory therapeutic effects,
mainly due to the poor prevention of etiology and risk factors. Hepatocellular carcinoma is the
result of multifactorial long-term interactions, and the development of hepatocellular carcinoma
can be prevented and controlled by intervening in related risk factors. Therefore, this paper pro-
vides a comprehensive discussion on the recognized major risk factors of liver cancer, with a view
to providing a certain theoretical basis for clinical practice.
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1. 5|15

Jii kP I (primary liver cancer, PLC, T&TFR ) A2 U A 22 BRI AL R GOk i, i BRSO = 24
ffi: 4 s (hepatocellular carcinoma, HCC) A1 A IHE i ifa Ji (intrahepatic cholangiocarcinoma, ICC), H:
H HCC 2915 2 2R FTA JEUR M ) 75%~85% [1]. AR#E 2020 4 [ bR AL A SO R & A BRI RO
BI%h 90.6 Jifl, 5 BT A ET R FERERR B 4.7%, FET-HCN 83.0 Jifl, 4Bk 8.3% [1], X Ay
g RIS ™ E R . P A R R . PRI, SRS MR e AR e, K2 AR E OISR
SRR T FANS, IMERT RAETT. BT REFRNIS, REEREEBHKR
NHIL[2] [3] [4]- BRAERIBTFUARIE, MG a7 G 2 fF R Ky 30%~50% [5], 5 FE K]
K 70% [6], WAFREMEAR)S 10 EE R RMIL, £ 10%~15% [7]. JTEER, kX P & e AR i A &
BRI ek, (E SR 7 I (Ultrasound monitoring, US)AT R i 25 4 L35 27 2F-fiti (alpha fetoprotein,
AFP), R I EURMEAS L DUl R M, SRR BE S A RASE T e . Bk, 1A
KGRI, AT BT 100 T o8 B A AR TG B0 2
2. ZRIFFRRS

LR % 993 75 (hepatitis B virus, HBV) &M 15 B84 — Rl 20 XUEEPIR DNA i35, 7T LURS 3 kg
JHIE, SBUSVEF & HAF4El SOHREA, 38 e 0 & 22 R [8] [9]. HBV EGL et 52T, 4
BRHBV #5455 4H 2.92 10N, KA 24 KBS 10%~25%, - HLbEFAth PR 28 A0 DG (19 s i3 SE 4%
BAL[10] [11]. fEFREHE EE 218 80% & A 181 LB GL[12], &7/KF HBV DNA #&E /5~
(ST TR T, AR KRB, If3% HBV DNA > 2 x 10° U/mL 15, 51k HBV-DNA /KT & ML,
HCC KA R K480 10 5[13]. HBV A[FEH FEAHE KR AR, HibFE At AR, C. D ZHRAT
Jeg R AE A =T AL B Y, S X e = EE e C WA B, MAEVE /7 [E K D WAL £ UL[14]. %75 E DNA
BB TN I R AE M E ) THLH . HBV KR4 & 81 B3N, @i S8k
EIHARA, g F R EARR iR e B KA e, SRR, TGN 2 FE S S
7, HEIEN KA. L HA IR DNA (Covalently closed circular DNA, cccDNA)ZEAT4RfE HBV &L
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FrEAAE R RN, 209 8 mRNA (RSB (A, PR cccDNA J2iERRTE E1ARM HBV KK, 4
JFE e e o 2 T A ) HBV B i L RO B 1 T B . SR el R HEA T, (AR L Hink
PG HE I 25 [ 5K BT R 3R B0 T a4 (1] REEERh PR TEIATT, AMUAERRAE HBV IR e AT
SRRV, SR REE— 2D B Ak R85 5 4 P9 A PP R 26 XU, A B0 22 244 LR wT LA HBV &
i, (HARGEERR HBV, JFH T REREFEL, HBV MR 1 AR R R R = [15].
3. RERRFE

PR AL 98 795 25 (hepatitis C virus, HCV) Bt /2 i A 1) = B AR R 3R, 7ERRSE B K3 8 L. HCV
F B AL IR AL 3% VAL AE RN ELAL % AR Al 1T, 4R 279% A FTREAL AT 259% (1) 7] U K T HCV Je[16] .
18 PE HCV By ik RONIF AR YAt . BB IOMLER B R, PR A UK LU 3 J8 B v ) 10~20 £%5[17].
UbAl, 5y B E AL A At E B R RN . HCV B YL i i i Jik D] 71 A8 5 346 38 G 2 1 o v 45
SERRYATIE, SEUTIRKIAMRAE RN, AFAIRRE R SRR EA, MMy adR e En, 1
Y RPN AR AT RS . HCV M SCEUR ML E ZLALFEME] HCV 1% .0 8 11 51 i s B st A 4 9 1
AT, NS5B 5 2 B A 26 1 DL A & 40 NS3/4A 5 AR K& 1R[18]. WHot R, HCV IR L4
VAT T AT RS R S0 B 27 M 2 (sustained virological response, SVR), [Tl HCV A 56 - 1 & AE KU 1
BER[19], (HR O R B4l PRI B FREA 5 5, Ok SVR, KIFFBR
MM BIRELRKF, RA RS R &, 7 e A SR s A iR e A .

4. HWBER

WS R LA RMENSUEIER, 1993 fE4 A P A0 41 (World Health Organization, WHO)JE JiE
FNRIE AT AR REUEY . € EEISRZFAY . BE . FEERMATEEY, £, iR
HuIX gk WL 35 835 F B (aflatoxin B1, AFBL)R& S 5P KA M FER A, m/KF AFBL [ Ik 2E
F AN LR p53 HISRAT, B I A2 KU [20] [21]. 46, ORI thE SRR R A KR
 BE R EVER . BTSN, AFBL B8R ol T R A S IE N Z) 6 £%, HBV Bge ] 5 XU
Y910 %, T I EAE R R RS G N2 54 #45[22]. RERE SRS, K ERE AT
G R R R ZA B N R BAh, ZIFEEHR . MG PR EERTT & AFBL X JHFR5 HBV Ik
PEF,  BRAR I8 JRURS: (1) 2804 it o
5. tRE

AT 2 AR 7 e 0 % AR R e b e o B RE T, DTS M JFF 05 328 R S P RGBT 4 e 25 S 1 2
SRIINLE], FEASE: 1) SRERITE RN R ETU DNA R EEA 20 2) 4t 3 PAS0 5Kk 2
WA E BbA 1 (CYP2EL)M/EEkiAE ST A (ROS)IF= A1 I, 1 T HrA LB A DNA & E ML)
03 T 2P INRI[L7] o AR AR DG s (R 70 & - R8I R OIESE, KIIREIBE3 IR, 4T 4
W 37.5 g) T LA 255 38 I JFHe ) A AR AR [23] o 0T [FIRE AR &, P e B P08 1) RS o 1 3 1 [24] . A
TN, KEYIEFH (>4 IR, LR R AR S0 T 3 4 6%, (5 53R A2 RSN N T 59%
[25]. IXT]RESE T A 5 L ERF AL 2 [ 0 REEEY), BRI AR S 27 35 CERAR
(aldehyde dehydrogenase, ALDH)H. A B & [ 5L K 2 457, ALDH2 &A= LR 2878 J5 B R s gy v, 20
ARELEFFIEA AR A 9 ST, TS CBERRSEAERTE, SRR, FRE ALDH2 JEHRAZ Y
17.9% [1] [26]. IR T 5 FFJa 5 A DXV FARARG, (ELYPAS P 50 XIS 75 46 24 23 41175 ok 4 s 21 5 JR 1O
FARREI[27].  H BT AS P 5 (alcoholic liver disease, ALD) % I WL il B, (B WA & L T
B FIA BRI ALD IIRFRLZY,  HEWWBEALE AN 5635 .
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6. MR4H

MR 5 AT ) — B AE UL AL R, B iy 23R 050 WA Jevt T MTR] R [R5 2 R U
Yy, XS AR 5 s FE B B Id DNA 854, SRR, e A AR KU n[28] .
REHFFEC AR, WM T ARG 0 70%, 10 BT IR0 5 A6 AT 88 XSG 1 i 40% . R AR 25 AT R A Rl
WRHAF BB . TF AR SR80S, TP R R A A RN KRS e vt o BRI IR S I SAE S 2T 4
WRESE, $45% HBV M HCV ISR IEI[29]. WS 5P e S0 T XU 0 L e PR SE N3 D). AT BT
R, TR 224 AT B A HT o8 XU, OO 30 4R 9N 55 AANTRAR B AAR B, =38 10 =6 e XU T B 42 22 531 [30]

7. AEERE1EBE R 1 AT

T A AR AR 3 7 ORISR 980, A9 14 i 5 14 973 (Non-alcoholic fatty liver disease, NAFLD) %14
IEAETRIEIG N, H AT 2R N SR 2L 25%, o [ 0 3 6%~27%, By B 21 4 3 T A 1] . NAFLD
PRI R A S 2 AR oA SR R 2, A AR 7T e A s vy B AR . IgiE i
YIRS, ] 5| R E R S R A R . H NAFLD R B ) R 28 1R 43 F-BL AT AN
e, R S EERE R 5. NAFLD B35 R AR I 0 XU s T — M NBE[31] . Sl i — TR
RIZER TR, 75 NAFLD AHC R B3 A 2 BUEF A EIFRELL, 294 70%~80%. FHAE{L] NAFLD
SR P RO 2 i = T AL NAFLD 3. AAWHEER M, AL NAFLD &3 & 10
B RIRFEN 15.0%, 1M IEHFELL ) NAFLD B35 10 4F 23 AW RN 2.7% [32], B 5 LiR45 8 —5L.
WEAR A PRI 25 1 0 NAFLD B85 (1) s A XU, L3t i D JF e 1 XU A2 R R 3 B 1 2.77 £5[33],
P27 B MR A PRI ) NAFLD A\ B T T e 22 D¢ 22, NAFLD AH G B K 2 30 R 18
BAEIR, KB AEAE C R TR, BAERER, &I OMERRE, ARz, B, 5 H AR
DAH AR L, XS TRIT MR, T B MR T & .

8. PEFRTH

il PRI 2> BEI0 R R K U, BRI R 4, EEHB S @RS R MUE. PR RIEST. =
S LA R i 8 FAE AR IR (5 5 I S G OR[34] . TSR, M PRIVE 5 I 1 R R AEAH DG, BT
A AE T LA G G R R (B AR T AL %), O P B R AR R U3 2~3 1%, EL 55 P RO AR T XU
e TR [35] o Mol B R ARTAN 7 A BT P SN AR AR PR A A e — s BT o B PRI A 2
JHE AR SE O G B R 3R o BE PR AEERAG , HACE I (Y fE B MR [36]. Bedh, PRI AN N 1 1T
JERAORA, T H AR AT B I BUS K EEER N R . IEWAE BT IRY, —HXUIGYT 1 b R
—ERIGIT LY, AT FRARATE B [37] {E BT OR BB HE R 8 TR ) 155 DL B ™ B RE P 5 s g 2
[ I o

9. BmpE

BEAE AT TEUESE, e N PR B AR 2 1 0 188 B A8 U, ROy —ARIEiR. SR, — L8R
WY, /AR L FE(BMI > 30 ka/m?) 25 i fE FEFHRE (1 XURE . 76 7 9 2 18 L [/ 4Eh, B4R %(BMI)
VPO RESG AN — /N B, PP PR SEO0 IRURL A 2 1 1 20%~30% [38]0 AHLIT A 14 15 4 A TR L R AT 6L, 4 )
VEDuId LRGN A AT B R UIE B O AT bR it o PRy, BMIL SR AR ] RETCVAHERA 7 AT IE e O £ EE AR
A E AN TR T A AR, AR TR BMI B LG R AR IS 0L, BT K (>100 om) A9 R R e XU
B NG 2 £5[39]. 734k, BRI EPIC BABIS RS R, FEEEE REHE. MR L it 5 e A AL 1
IAHSE . NEREBCA 2 R O R R 2K . LS B B2 LR R 72 4 B, W RE S i 3R
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Pt MEMTHGE R (LR VEAR A T AR R 7 s MR SE . BB E IR R SE AR . HRT
3 KR TE CUE SRS T AR B, AELBAE X A8 4 T AR SR FE 45 R I A — 2

10. HiE=E

SR SRR AERARSC, AR SV O H W by 2~3:1), X ATRE SR M ZE T &
SPERIWRA A A KRS R 2R SRR A K, (H A VEXS R AR S SE e A 3R SRR, T SV SE IR ARl KT 70
% IO T IR AR de o T A W R a8 4% 5y L e R, A — R JE AT L R e
FUTE— 0% J e S 10 3.9 %, £ — DS BE R, W 2 4N DA SR B 03 A A2 R 3 XURS 19 1 5.6 £ [40] o
BRI ST R ME B KT, TGN i A A R [41] . BRAN, tHATARSCHT FER I, K I
PR AN — SR LI R K TN SRR e PR XSS 2 8 [42] o 1R 7K 52 B T A LA S th 2 38 0 R AR R 1R X
B, HUOKTGHGBE, RANEILRBR, 27 - BNER. R TR ARSI S fa s 1k
FIREIEIN. SR, TAAAENMRZES, AR AT AR R A5 2 55 K BB S AN A

11. IpEFMRE

HAT, HBV Al HCV 5|2 e B e RE T, X455 T3 AT B A2 )L ST e v b it-Jl A0
RIS (U 07 S T s b, (E i T s, BEROR . JERELLR. NAFLD SEACHHEZIR
TAT T DU 3, T IR AR R AR AT, R T RERCY A BRI K 20 R . BE5) H AT S A0
JiFgeE f 5 R RN ASZ A, SRh TR v S AR 5 ), R KRB UM A HBV E 85 fx HCV, ™
e REEY, SCEARAVEIM, AR, SHEREE. & iash 2 WP e A AP A
Bl PO R R R 3R, PRI RS HER 12, A it — D PR IR E R B SO FRIBE T, g N R
A B R DTk -

&5k
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