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Advance in research of risk factors for hepatitis B cirrhosis progressing to

primary hepatic carcinoma
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Abstract: Primary hepatic carcinoma (PHC) is the second leading cancer that caused death in the world. The morbidity of PHC
is increasing year by year, which threaten people's lives and health. Chronic hepatitis B is considered to be an independent risk
factor for PHC, and the incidence of PHC is higher in patients who have progressed to liver cirrhosis. We reviewed the domestic
and abroad literatures about the risk factors for hepatitis B cirrhosis progressing to PHC from the year of 1992 to 2018, and
concluded that HBV-DNA, HBsAg, HBeAg expression, antiviral treatment time, different antiviral drugs, degree of cirrhosis,
alanine transaminase and family history were related to the development of PHC from cirrhosis.
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J5 & M IF9E (primary hepatic carcinoma, PHC)
JERIRFHEOET- R OB [, 2012 4E4 K
Bk PHC 78.2 Jifal, o % Igeg & s Se B 5.6%
BT 74.6 77, HRIBIZET- B 9.1%, 2015 4, 4
BBk PHC 85.4 J1, BET-81 11 1. #EWIM, 25 2/3
B PHC HIE&GL 2 BIF %2 () % (hepatitis B
virus, HBV) A&, Hr 70% ~90%1) PHC & 17
IR, LR PHC 19 5 4 RBUR A%
K 5% ~30% . ZHFIREALIEE R PHC MY fa s
RS, RUUANINZR R RILFEERMEER, X
WA B FZACRS R IFA —F . AKX 1990—
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2018 4F[E N AN B AH A S B E T T2k, E
TR A RRIE . PO EEIR YT (antiviral therapy,
AVT) . JIFEEAL ™ E R . B NS A (alanine
aminotransferase, ALT) 7K -FIZE 0 s %f 2 1 A 4k
PR R PHC (5200

1 REFFEN AR LEREA PHC BRI

1.1 HBV-DNA &-F HBV Xf 15 F 5K A4 M4
BFTE 1990 4E 9 &K B, HBV #E A ARG, H DNA
518 FRRB LS, sIRIEHEREA | Rk mEH
SR, DTN L R sl s s S, S804
WAL, fEHE PHC &4 195 FRglmoK Rl
[HBV- DNA =10* copies/mL, H. 2 Y ] 3h 78
(1 ~2) logiy DNA copies/ml.] HBV-DNA % PHC %4
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B G B R & (HR=2.650, 95%CI: 1.061 ~6.617,
P=0.037)"", %5 LIN 2 7 BWFseas AR, mk
*F- HBV-DNA & & JIF ik £ 3 % A PHC () fE s A
% (OR=1.99, 95%CI: 1.46 ~3.66, P<0.001) ., Ti
SR B 22 fR (virlogical remission, VR, E HBV-DNA
EFRMER) BEK 10 4 PHC &R 2T L
VR I (27.78% vs. 62.24%: P=0.0139) 8 7
— W, BRAER (R) 224 [nucleos
(t) ide analogues, NAs] J&J7 Gk F BH 1 HBV-
DNA 575 SR 18 G 5F Bl U RAE, T
KA PHC (&% )

1.2 THA®@# /AR (HBsAg) K-F HBsAg & HBV
bR R Z—, FA R R B HBY & il FE B
A B HBV-DNA #b, AJ 4335 K5 1 HBsAg V.9 5 f
K7, HBsAg 7E HBV JEYY 5 1B F Ji v #545 Hh s
FRERBOVER] . CHIEN 28 [ $RiH, Z b
HBsAg /KFi (>1 000 1U/mL) B HBsAg 7K P
(<1000 IU/mL) B9k PHC WA & (HR=2.64,
95%CI: 1.38 ~5.07, P=0.003 5) . §fZEWEs (1 1
e R, LA b HBsAg=250 1U/MmL &
67.5% , HFHE{LE I PHC 4 HBsAg=250 TU/mL &
i 81.9% ; HBsAg=250 1U/mL 195 1976 A Ak 41 5
PHC LI, ZRA5I#E X (P<0.0D),
PEIR K1) HBsAg 5 PHC % & A= % U1 AH ¢ .
HBsAg /K-S W41 A 9 HBV-DNA % i 55 JH- 20 i
AN FRIRI A DNA (CCC-DNA) i, 2R 4efb s
B, RN HBV-DNA & &8 CCC-DNA &4
HEAIG, HBsAg ACHBAR, FHOCHFREE R s 2, (K
KV HBsAg IR BRI B AT 240, M, BN
A AT e SN 0 I R JE R R s Ak Bk
JHF

1.3 TH e/ (HBeAg) £ikkA ZUWifRE
B, ZHFRFEEAL 8 A0 HBeAg MRS PHC B9 &
AP, FREE P (chronic hepatitis B,
CHB) BHZ HEEALRE, i CHB & & 2 Ak
% PHC WA C LB BCH4F, CHB B3 5 4F
WA 12% ~ 25% K R IHaEAL, HREfL G 5 4F
WZIHT 5% ~ 30% K JEH PHC ), KRBTk %
. M HBeAg (+) [1] HBeAg (-) #57p 8] &k
S 09D OR AR VG C g 191X BEAIF ST i HEA T [l o 1 A
7%, ZERER. 5 HBeAg (+) kL, HBeAg (-) /&
OB R ey PHC By faks R (OR=2.718, P=
0.000 1) . 1AW K, HBeAg (+) 5 HBeAg
(-) BYBFREfL B F AL, PHC &2 R 2R IS

HE Y (95%CI: 0.8 ~4.17, P=0.149)'", tiEAE
f—5 REVEAL-HBV 57" /R, 5 HBeAg (-)
tHEL, HBeAg (+) & JHHFREAL B35 U@ R PHC (1)
falINZE (HR=285, 95%CI: 149 ~546, P=00015) .
HAR—TfFsR o WSt 13 AR A
IZEEATRE S FAIN R A C: (1) WEXZR B AR
ES, HERG O A SO gu s A E, FeE DL
BEALRE 32, A /D B A B R I i e
(2) SFEUT AR RTEZ AVT AL, AVT AT
HBeAg M IMLTE 2755 46 o

2 AVT X ZBFRHE{L Z B8 PHC B2

21 AVT B IE NAs 2RI PR —2k2h, (H AR
S . RRERUR A P, AT BN
BT PHARIRTT I KU AR 17 DRI R DR S o A
], —2E4h X ALT K IEH 1 O AR R o I ik
PERVIREYS , A S EAT AVT, i [ i — St
5% 18X 1 468 44 O IFRE AR B HEA T IR 23 AT
KOBLOAVT £F 22 i) (0] 5 PHC KUK B K A G
(HR=0.60, 95%CI: 0.57 ~0.64, P<0.001), $&/RA]
{2 ALT 7KV 1E 14 JHH A A 5 3t 1o FR: 25 1 A It
3 AVT, SINN &5 190 (g [m] JE P A 58 AR S W A 8%
) AVT 1] BEAR & JH JH-B Ak 8 3 51 & PHC 119 XU
(OR=0.22, 95%CI: 0.01 ~0.43, P=0.038) . A,
ELE IR F2 (American Association for the Study
of Liver Diseases, AASLD) ') RRUNIFHEAN 5T 242>
( European Association for the Study of the Liver,
EASL)"2 Fief [ BFAEIF 98 244> (Korean Association
for the Study of the Liver, KASL) ‘2! {f7¢ X F
HBV-DNA FHPERHEACERE , A% ALT K-, B
KB} AVT,

22 #wmAatdy HEHICIHIRERZYA PR
a T#ZE (interferon o, IFNa) F1 NAs, E N 1
B NAs F5 5 Ff: FoKRE  (lamivudine, LAM) | Biffi
f F fie (adefovir dipivoxil , ADV) . #H It Rk E
(telbivudine, LAT) . BB+ (entecavir, ETV) Fl
iR EE  (tenofovir disoproxil fumarate, TDF)[®!
WESERI, CHB B AVT AT LAl e S, i
AT DRI LT AL 20, B2 AT AR 0T %
AE - (W PHC) BRI A RRILEE 9 SUN 45 0 fy[a]
JEME AT BN, & ADV TR RETR YT 48 AT R AR
PHV EA XK (HR=0.18, 95%CI: 0.07 ~045, P<
0.05) o LIM % 0 85K Al (%) BRI, e i
ETV B AL T 8 E TR MR A, EIFARE
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FEAK PHC KA MIMER . T4L % (interferons, IFN)
B—FEA T Z A AE R A e R T, R
Isaacs T 1957 AEMF G0 I I8 2 T IR G A B 7
I RIFFE s, R TEN JA77 X5 FEAE PHC 8 & A K
BORMET NAs. BONINO &5 %1 gy A 925 BilfR £ 2
JH 1 IR B, K sz MR a2 IFN BT I R
BUATHECON, I IFN AT AR 2 A Ak 8 0 J oy
PHC % XUBS o IFN AI 5 S5 8 1, A AR AR
TGF-B1 F1 TIMP-1 7K, #HIM Ak .

3 FFRELERREX ZRFRFRE RS PHC BI200

HRAE I S IRZL 2K . s & r . B K. I
P R R I D s 1), ATORE FHEASEAE 3R child—pugh
A (B8 B9 (b)) #c g () . AR
Bl AL PHC (1) 95 RUSS: 22 [ (14 6 R B A E TS -
SHIM % ' X} 356 fiil#:5Z ETV iGY7 1 CHB & %
ARRIEA T BB A, 25 5 s e A - A AR 2 R R R
PHC (XU 2 4 (HR=5.9, 95%CI: 3.1 ~11.3,
P<0.01) . HEE LA 5Bk, R EEIT
E, NG R/ g . RS RTRESE . —I
ANRS CO12 CirVir AU BFFE 20 e f i, 1 /Al <
150 x 10°%/L /& PHC RAEMERI R (HR=496, 95%CI:
1.93~12.79, P=0.001) ', 5 KIM 23 AUBFoc4s
FARMIE (HR=0.993, 95%CI: 0.987 ~0.999, P=
0.034) o [HIt, st T fige A Ak 7™ 5 R B A F00 £
F PHC & XU X AL 28 8 i9I2h . BB ke 45 ¢
AR

4  ALT 7KFE3FZ FFBFRE4L R B PHC BRI

ALT F255040 T AMpa i, /5545 T H-4n i
iR, ALT VBN S WA REH FTGE bR, TE40K
ZH0 . R e Wb, SRR A
& B A, ALT S8 o] A0 PHC (1) & 0
MLE ALT 7K T 5 46 7 S 40 B 36 sl 98 0 5 1R 1 1
X} HBV BYHPE RN AFTE . HeAh, XS 2% 4
MR RIE A A, fEdE PHC ROk 7 AR
B, ALT 7K~ > 45 U/L J& 2 PP fk s 3 & 4= PHC
HIfai 2 Dol i ALT K SE4HR2E 1F 8 1 2 A
LB, 54ERTT PHC RADRERLE TR 2,

5 ZKIREXZHAHENFEREA PHC BIRNT

PHC [k K S 2 R P AR I ER5 5, 2
ZWNR. ZHBOMREEIRER B, B PHC BAA
SEB, (HEA W A SRR AL R R gt A% 2 Jl:

LI % 0 gr5e kI, A HBV YLkl (EIACHEH:
HH—7J7 HBsAg FHE) 1) 2 A AL 8 3 & 78 PHC
Y & KU B4 (OR=2.45, 95%CI: 1.22 ~4.95,
P=0.012) , [F]B% BH JHF- 4 s 506 B S I s A 2
HG &R PHC WG N ZE (OR=2.06, P<0.05), &
N7 X ST R TR AR i A . KR TESE L) AR
WF5E K BUFRR 200 58 0 O IF R AL E Jé S PHC 11 1&
K2 (OR=2.268, P=0.014)., HEIANIIEE AT HE
HUTFHEEAX P, A K 0 85 0T Re
PHC A 1t 1% 5 8Pk, LR AR I 1A% ) o R R 4K
2, MEMBE-SBoEYIRE, BESEERE; 5%
W 8 PHC R 288 T R SR N =4 X,
WAL, AT K B A A I G 18t % 22 25 P AT DNA
16 2 LR ()38t % Z 38252 PHC & 8%k () F 2 [
f%,f [41]O

6 4 iE

=A

Z FF JIF 1 Ak 3 2 Sy PHC 1Y 1 B PR & £ 4%
HBV-DNA 7K, HBsAg /K. HBeAg #ikIRZ
AVT BF[E] . JUimee iy . JHaifb ™ EFEE . ALT 7K
R AE . EIRPFSEH, BR BONINO 4§ %)
BRICHLER 4§ ' W50 A ATHETEBASI 5258, K
ZHOR B B BRBEE , ADBCHHR I BR
LIN & ") CHIEN 4§ ") [yif5e 2 s, K&
B B RUORIFSE : IXEEFTE R 0 SR B BT X FSY
GERTAE SN . A HBeAg ik 5 2 JFFJFREAL,
HEREA PHC M5 R AFSE T, AN IR B9 5 15t AH
MIZEIE, X AT RES B REIATIE X G R A A fe s P
FHHE A O, FIRERAIEGEAE CHB (B rhfk
117 SR BB AL HT, FEACR A /D, Hah
WA EEMERZ 2 TR, BRI, RRATTE AWk
it . REEARR A 9E, NG TR PHC /Y
TRy T AR AL
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