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HE . BE 83T TR K G AR AL KR AT R &5 60 TR K omdasir 2 ey i, il
A AT SE BT 09 T4 W e R4 & 3L, ik R AW AT ik, IR 2015 F 2 A—2016 F
2 AfEAe b TR WG E R R L T Jem B IRAE IR 69 SR G AR S LT 09 B 50 4, 648 ]2
5] B) IR AE B 04 S 4h T AR UG AT RRAL & B AR A AT B, AT 8 40 T R A7 &4 HBsAg, HBsAb, HBeAg,
HBeAb, HBV DNA # 2 %, &R ML LA HBsAg., HBeAg 894 F K TR b FAILIL, 2 FA %
it ESL (P <0.05), B2L#% % HBsAb, HBeAb & HBV DNA #1482 % L4t F &L (P>0.05), it M
& LRI KT AR 6, HBsAg., HBeAg 4% AR BT AR, 12X I R Fok &R 13 2454 4T
e, A TR R A RFIE, PTAST IR 3 FRAK TR KGR E R ERMImEST, BRE Y 3AA
L& 1R TR SR ARSI AN, AR H IR
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Clinical significance of quantitative detection of hepatitis B virus
in hepatitis B cirrhosis patients with primary liver cancer*

Mei-rong Yang, Dong-mei Meng, Zheng-ya Fang
(Department of Infectious Disease, North China University of Science and Technology Affiliated Hospital,
Tangshan, Hebei 063000, China)

Abstract: Objective To investigate the clinical significance of quantification of hepatitis B virus in patients
with primary liver cancer. Methods Totally 59 patients with primary liver complicated by hepatitis B cirrhosis
as well as 82 patients with simple hepatitis B cirrhosis who were admitted into our hospital during February 2015
to February 2016 were enrolled in this study as observation group and control group, respectively. HBV markers
including HBsAg, HBsAb, HBeAg, HBeAb, and HBV DNA were measured. Results The content of HBsAg and
HBeAg in observation group was significantly decreased compapred with that in control group (P < 0.05). No obvious
differences in HBsAb, HBeAb and HBV DNA were identified in two groups (P > 0.05). Conclusion Content of
HBsAg and HBeAg may decrease along with the progression of hepatitis B cirrhosis, which may develop into liver
cancer, however. Hepatitis B cirrhosis patients should continue on anti-virus treatment for further prevention of liver
cancer.
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WeoR, 55 « LRV RIGIFEAIE R IR M A R 9& s 75 de Rl 1y e PR 2 L

JE g e I ( primary hepatic cancer, PHC ) B
PERERERSS MR, BATRGE B AR MR R, i
Bl BB RN 62.6 TN, RAH
59.8 T3 NP R IFHREIAET, K RAE 2B g b
RLBIES 5, WFEAss 3", FREAFE L AELY 35 71,
LA 32 T NIET IR, R FEIERL) 5 g
FRAEMSE 2 60 7, B E B AT R R Ay, ©
AWFFEAESE, R HE (hepatitis B virus, HBV)
SRR BRI A R R E GRS R
FAERAA 04% ~ 0.6% M8 1E LTI HEE G B
WA IR AR, AR SR IR G B i XU
25 ~ 375", Horh 809 JE AR IFRE AL rh R AR s
T RZBUS AN B E SIS AL T, &
TRITITIEEIR RIS RIFRCR , R i WGy 7
Xof 4 e SRR R B AR AR R S AR SR BRI
LBV G FHREA T A I P s B8 1) 2 BT e
FEARARYIE R AYEAL, LU SR 55 PR AL it Jie
I R ) SIS W B I PR 5

1 #ERSAEE

— R

VR 2015 4F 2 H—2016 4F 2 A fEAEJ BT K2
B i 15 e S S LT A2 g 5 Bt A B 1) & BRU 4R i At
IR R S 59 1], BRI A2 B i) .4l 2, 7Y
JHF 58 J5 A AL R85 82 A S Xt B o s 12 T 24 4%
4 2001 A E BT P I k2 LSBT T I
PERHEZWRAE " L2 B 5 & R R
oSy . HHRBE S SIRYYR A A BTy (18
P ZRIFRBTIGTER (2015 4R8I )) W2 Wik
HE T AT R E Y Bl 2 R S A S I Ak 5
JHm B, HESRG I AL u A TR RAVAE
RIFBERI LSS FHATR IR . B S et e
SR I A

1.2 KA E

121 MELEA  SYM-810 B} [E] 4352 560 H1 %
Kafsn) (BB A MAa PR\ ), SER 2 S
GRS (qRT-PCR) X, LHBFRIFEEZ IR E
i & ( BiRHeA Y TR A R A F] ).
122 Zk  RKEN—REEZ W 5 8RAE, il
BOg R ki, JF5r s ifiE, JH TRFIA J7 %)
B AT O R BUE (hepatitis B surface antigen,

1.1

HBsAg). & I3 M HTK (hepatitis B surface antibody,
HBsAb ), & ff e BT J& (hepatitis B e antigen, HBeAg )
K ZF e 44 ( Hepatitis B e antibody, HBeAb ) 5 f A6
Z P57 DNA (hepatitis B virus DNA, HBV DNA ) #5
AR JRAS TR 3 ~ 5 ml, 3504088 LT 408
T 1.5 ml K& EP 4, (R4FT 2.0CUKAE#H, 1N
SEI, qRT-PCR A&
1.3 HIRFE

SR BN 5387 5k WA R A 1) — PR SRR DG
febn, SPHTZHAERS . PRI HBsAg. HBsAb, HBeAg.
HBeAb J2 HBV DNA (1) 2% 5, HBV DNA [ £ il {& <
1 000 [U/ml BJCiZeAarig , PRI TA HBV DNA<1 000 1U/ml
() B 40 5% 500 TU/ml 5 HBsAg>2 500 TU/ml Tk
M, FrLATA ) HBsAg & fAH >2 500 [U/ml DL Fff) i
HHPEE RN 2 500 TU/ml.
1.4 SIHEFEFE

B3 HTR FH SPSS 17.0 Geitkst:, TRkl
RIES A UBE = bR (xxs) Fom, K
DA IR oL T | oy e Y LR VR S @ T N Ve ST
(Py, Pyy) 1 3R, HBERH Mann—Whitney U #5565 ; 11
BOORIRE R, R X k. BT R4 S U
K, P <0.05 H2ZERA G L.

&R

W ZH— A TR LB
PR FEE (R I AA B b A S LA, 22 5 T4t t
RN (P>0.05), WA EAR k. Wk 1.
22 ZERRFEEEIEIREE

Mzl HBsAg. HBeAg MU & [LEK, ZRAGITE
B (P <0.05 ), AR A e 20 A T B Ak 2
WiZH HBsAb, HBeAb & HBV DNA f &AL, 2%
TG L (P>0.05). W 2,

2

2.1

F1 —MEREE
411 n Bl AR (%, Xxs)
HERELCIF A AR 59 49/10 59.74+9.57
AL AL AL 82 5725 57.06+9.19
X 18 3.370 1.681
P i 0.066 0.095
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%29 &

K2 ZEMRBEEEHERILE M (P, Py) ]

413 n HBsAg/ (1U/ml) HBeAg/COI HBsAb/ (mIU/ml)  HBeAb/ (Inh% ) HBV DNA/ (1U/ml )
JFRERIEZ L 59 723.94 (21254, 1389.14) 0.4 (0, 11.2) 0 (0, 0.3) 723 (49.6, 97.2)  2.09x 10’ (500, 4.11x10°)
PG TRE AL 4L 82 1680.04 (1129.18, 2500) 3.25 (0.1, 24.35) 0(0, 02) 51.65 (45.55, 99.58) 1.8x 10" (500, 1.62x 10°)
VA -6.296 -2.182 -0.402 -1.074 -1.525

PAE 0.000 0.029 0.688 0.283 0.127

3 iq'i/k\, Mz N 4y 75 300k DNA ( covalently closed circular

P 2000 AEHEF DA A G0, . E R LS
KA N AR SR BT 50%, [ PHC FET 11
N 559%" TRk MR IR BRSO R E , e
AR R . MR RER R . AN A, R
WA 5 R i R 3 2 T B F SEREAR, iz et e
Aib 1 T R G T, B G Ak e R R AR T K,
BFMEIT T BN R AROR . KRR T HIAN:
Blgs, RAEREARRAGYNATT . T ARV B RIS W
GHHOARE R, (R — K EEhT
RAEFAER MU 2T JCE T ARG T, Bk
Ui, W 5 AEA AR RN, RS HEAE —RiaYT
B, W R HZ 5 ok, YaifE Rk ik Ak
BREZ N FIC A2 RNGY, JCHSEXS
JHFAE A 55 2 e N HRE 1 7 2 AN B2 WX i 1 PHC AR
BRI EE,

H HT A9 12 W7 B — i i i R 2 1 Calpha
fetoprotein, AFP ) MJFIEZ &K, X PHC Hfa A
TE— M EE 6 S A IfAT 1 U AFP FUIFIE B Y. (H
VTAEA K B AFP RS R b 22, it ELAF I
B EXF2 Wk HAR/N T 2 em (9 PHC FAAEIRME, 16
PHC R m A L# ", HBsAg /& LM%
BERTFE AR TP AR, — ECS R
HBV B EZHE bR . AR, 7181 AR
S5 kR TR B, HBsAg 7K F-23 Fifi 26 5 175 1) fon
MM TR 5 [FE, ARG 1, HBsAg K
VRt 12 AU AR AL . S 2 R T 2 T
K", ifii HBeAg F1 HBV DNA WU A] LAz Bt 2, 0 JFF 46
R ERETER PSS TG BRAR L, PRARHF ST 443+ 2 U i
S5 AR AL I 2 S R PR IR SR 3 1 AU SRS B ks
YrsE Ak, R ME R s WE . AT
PRALIG RS R 5, DA 8 2 e i £ 3 1) U
. M5 AR E R

fRZUEHE 7~ , HBsAg 1Y & RE W% 52 e H T 40

DNA, cccDNA ) BYACEFIEHE ™, 1 FE AR L BT 25
NG 2 RIFTJEFE . cceDNA J2 i i HBV 4 il
M, 2B & Wl R e ds Y, B
HBV R0y F 2R EK, [ HFTH HH HBV DNA
R RS HE R T & . ARG, PRI & e R
() HBsAg & AR T i IFRE (b s, T RESE i T
BERL I A0AE IR W MR ANMG, Bl A R AE TG 3h
R HEAT, MOk Z 1 A M IR, IF SR B
JEE, IEF AT S AR E K2z,
JHfeIEE 240 M P 4222, (5 I P AR 200 6 i i — 25k
NI EL A 00 T 22 52 1 AR, B AIK HBsAg 7K
SR AL B S HBsAg B i IR RS R E
ISR ISR, I ari, R R
W &R AT AR, ZE B BT BURBUR BRI . A
¥ 25 2 R A A6 T % i S8 5 19 HBeAg B9 5
T Al I B . e PR IL J R A5 2 R R J%
Jerh i IR B, REHUEE RN HBeAg &4 A K I
T, B 251, HBeAb iz ity
B, (AR RS AR A 151k, RO ETINEE , 1M FLj
AR S R ARG i " Xk 2R 48 P RE AL
Heiit, HBeAg WA ANRIR BT 1L E W], Nt
It R IR RErE

LE LR, LI & P % HBsAg. HBeAg
() S B AIC TR Al TR AL AR, X B 2 I A Ji
B FA T BRSO RIAYT, HE SRR 5 A
R F ED 3N HEA | IRCTRIFFRIF ARG E
K, #YIWEE HBsAg. HBeAg &84k, 4B
HBsAg FFEEH R, JLHIZ AT FR%, H HBeAg & &
BB BEE I LR, A NS AFP FIsZ Q4K
e RN R ARG 38, DAIITHE i £ SRR DGR D
PRI B B2 W I K A TRT7, SERITIT L
Ko 5 AR, SR E TSR IA
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