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Abstract: To understand the relationship between the chronic hepatitis B virus infection and the primary
hepatocellular carcinoma (PHC), we adopted the method of retrospection and carried out analysis by
comparing the markers of Hepatitis B virus (HBV M) and the result of liver function testing of the 328
cases of PHC and 340 patients with the enteron tumor not suffered from PHC, all of whom were treated in
Wuhan general hospital of Guangzhou command of PLA from Jan, 2000 to July, 2003. The resuits showed
that the positive rate of HBsAg in patients with PHC (63.11%) was significantly higher than that in control
group with non-PHC (other enteron tumors) (11.47%). In the cases of PHC, the positive rate of the
combination of HBsAg, HBeAb and HBcAb was presented 37.2%, which was significantly higher than
that of the combination of HBsAg, HBeAg and HBcAb. According to the results of liver function, there
was no significant difference between the group which were the combination of HBsAg(+), HBeAb(+),
HBcAb(+) and the group which were the combination of HBsAg(+), HBeAg(+) and HBcAb(+) (7>0.05).
Hepatic injury in cases of PHC was significantly higher than that in control group of non-PHC (P<0.01).
So the chronic hepatitis B virus infection plays extremely important role in PHC’s etiology. The human
group who were positive with HBsAg, HBeAb and HBcAb is the PHC’s high-risk group.
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WE: HTHREBHIARRRERESRERENERNXR, ASCREEIRERFTEN 328 SR EHHERASL
YA B 340 1A BT 8 Y AR TS AL TE PR A B ZBURT SOR B R IS R 54 (HBV M) RAT ShEER 25 it
AT, SREFHEALHRATUR (HBsAg) FAMEE (63.11%) BERTIREA YRt
BA) (11.47%). FHEABE LR X REES “HBsAg. Hi-HBe MHi-HBc =EHRIZANARE” (372%) B
ER T “HBsAg. HBeAg Hifi-HBc ZHRIZAPAKE" (64%). FFIAERNL R, “HBsAg. HBeAg FHi-HBc
=EBNRENHAEA” 5 “HBsAg. HBeAg HFi-HBc =R ENFAMA” WREEEHER (P>0.05), i
EASEFEALE, HREAHFREEESTENESA (P<0.01). RSB 2 BT 4055 3 B 7e B R M AR
H¥hRE+SEEMER, “HBsAg. Hi-HBe Miffi-HBc = HHRIENHME” RERMEIENEREARE.
xR FERHME: BH AR KRS, RE%

PEASHES: R3T3 WHERIRED: A XEHS: 1003-5125 (2004) 06-0549-04

R YEAE (Primary hepatocellular carcinoma, R EBMMBRERNE —f7, HEEFHEH
PHC) REFANLKBRETENBEMEZ —. &  #. B 2R RIKZ (Hepatitis B virus, HBV) &
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HEER: ™WE1979-), &, WHLREA, WEHIRE; A NARAE 2L 25554,

RS BARO9SL), Z, WHERIRA, 832, TEFAFRINHESZSH LENER. SRNBERES.
Corresponding author.Tel:027-87331115,E-mail:cde32688@163.com



http://www.cqvip.com

pooo http://www.cqvip

550 v EH R B F F19%E

YuRALER, PHAERTEERRKX, ik 10
%H A DR HBY #HH#HEN, KEHAL REHPHBV
5 PHC ¥k AEFVIMEX, HAE PHC KAEFHIER
FR AR ML XY, A cH T MEX RN S E
B% 328 %l PHC WA L5 340 GlEAT =R A K Z AR
FIMEREY (Markers of hepatitis B virus, HBV
M) R Shaer i g Rk iT Rl tE Ay bk . SRRk
HITF:

1 #MHEF*

1.1 IEPR#E#
BLPT N 2 X R BE B 2000 4F 1 A ~2003 4F

7 AHAEA G 328 Bl PHC B8 ARGI4A, H+ 5
¥ 292 B, Ltk 36 G, FEt (54.07113.56) %,
W (18.6612.14) H. FrERUIMRIER S, WK
R, 2 BHE. CT RETMELKBERIRE, 2
4 PHC, M- RHBILTRGRBIESE, FadEAN
EILAE DA BEBFFHER PHC KR i2¥ivrit
BV, 3 BE 4 Ay 1% B ot R 9 e v 3 T o L b i b
s, BETEE. 5. BIE. HEE.
[ 3L 340 .
1.2 #M HBV M ByA3%

KB R E (ELISA) Aol 884 ifi 3% o i
6 INf&#R: HBsAg. §i-HBs.HBeAg. $i-HBe.HBcAg
FH-HBc. P —BREMHS, WZKRIME N HBY
M [,
13 eitAE

Y #3E & N\ Microsoft Access $iEFE, o
SPSS11.5 (Windows &) Gt #AF T 2B R
Gt tr, EBEL N XK Wilcoxon B

Gk L
2 #X

21 —ftER

AR ABERGIAFRT AL 668 Fl. RN
FEAREIE 328 B, HA FE 292 61, &7 89.02%,
I 36 B, o7 10.98%; IEATREN B RHIIL 340
o, HAp B 219 B, & 64.41%, LiE 121 4,
17 35.59% JABIAH 5 Rt A LL AL, XS fE R OR =
4.48, 95%CI (3.03~6.63), ( P<0.001), /%
EEEEN. ANEIE PHC #— MR,
B &4 PHC Mfa b Lo m 4.48 15,
22 PHC 5B HBV M #&EMLE R 97 thik

T Bl 4155 0 R A 0T A 7 Y % TR AR 89 FH
MR WL 1, FTAE4 HBsAg FHMEEEE, X
63.11%, XA X W¥, BEEHTHEL (P<
0.001). T¥Hi-HBs RIFHMEREIK, 5 3.05%, HE
EZRTIEESL (P <0.001), HAbLZIMiE R,
MrREdAREm TIEMEH (P <0.001),
23 PHC 485348840 HBV M (H & FRIEIEFR 7 bLak

% 2 7~ PHC 41“HBsAg. #i-HBe Ff1$i-HBc

=FRWFEARBEGIRESL, K 122 @], KA
XKL, BERTIEEA bR Mgy REd
FHE & BB %L ( P <0.001) . fTHE R “HBsAg . HBeAg
MHi-HBe =FHHRIE NPAMEE BIHE D>, & 21
B, FEERTIEFEA (P<0.001). FEHS
M4, “HBsAg. 3i-HBe MH-HBc =F W&k
H P4 5“HBsAg. HBeAg FlFi-HBc =# %
ERAMHAER, ENEERTES (P<
0.001),

R 1 HEHASENEA HBVM & BIH M ieds 2 i b &

Table 1 Comparison the individual positive markers of Hepatitis B virus’s distribution between the group of PHC and the group of

non-PHC

PHC group (n=328)

Non-PHC group (n=340)

5

Serum markers X
Positive cases Positive rate (%) Positive cases Positive rate (%)
HBsAg 207 63.11 39 11.47 191.355%
HBsAb 10 3.05 47 13.82 24.833%
HBeAg 23 7.01 2 0.59 19.124%
HbeAb 130 39.63 32 9.41 83.008"
HBcAg 9 2.74 1 029 6.795*
HBcAb 190 57.93 39 1147 159.925%

¥ p<0.01; * P<0.001
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Table 2 Comparison the combined positive markers of Hepatitis B virus’s distribution between the group of PHC and the group of

non-PHC
PHC @© Non-PHC @ s
Serum markers " X
Total cases Positive cases Rate (%) Total cases Positive cases  Rate (%)
HBsAg(+). HBeAg(+) and HBcAb(+) @ 328 21 6.4 340 2 0.6 16,975*
HBsAg(+). HBeAb(+) and HBcAb(+) @ 328 122 372 340 32 9.4 72.647"
Others’ 328 75 22.9 340 10 29 58.456"
X2 91.221% 27.864"

a at least One of HBsAg. HBeAg. HBeAb. HbcAg and HBcADb is positive but is neither & nor @: ¥ P<0.001, comparison between O and @ # p <0.001,

comparison between @ and @.

24 PHCHA5xMHAHBVMENEFIRERXFR

FHREREURIGR AT W W
AE (ALT) MBEHEZEE (AST) Mir#E, HIE
AT EY A 0~40mmol/L, Z5RIEH TR R
ERHE. K3 BRFE4AT“HBsAg. HBeAg
Pi-HBe =& BIFRIE AL 5 HBsAg. $1-HBe
MF-HBec =HBRILAMEA MIEFEAT A

BE MR B SR M(Pys~Pys) (P A% (D5
LIEFE)) ARETHIKRER, KA Wilcoxon BRI
%, HIERNER ALT 5 AST, FHEASIER
ALK, ERWHEENHR X, M“HBsAg.
HBeAg F$i-HBc = H¥RIE A ML 5 “HBsAg.
¥i-HBe F¥1-HBc =& RIEAMEMA LR, EF
BEEEHREN (P>005).

% 3 A S EAR HBV M K5 813 M(Pys~Prs)IR R
Table3 Relationship between the combined positive markers of Hepatitis B virus and hepatic injury M(P,s~ Ps) in cases of PHC

and in control group of non-PHC

Serum ALT AST
markers PHC @ non-PHC @ v PHC @© Non-PHC @ v
HBsAg(+). HBeAg(+) " "
and HBeAB(+)® 90.00 (50.50~115.00) 13.00 (8.00~18.00)  -2.277 84.00(67.00~199.50)  21.50 (21.00~26.00) -2.276
HB a:Ad’i(l;);AﬁjA@%m 84.50 (51.50~155.71) 21.50 (12.00~39.25)  -6.106" 93.00 (50.00~188.00)  28.00 (19.00~59.25) -5.400*
Others 74.00 (40.00~123.00) 18.00 (11.50~44.00)  -3.553% 73.00(45.00~130.00)  21.50 (16.75~42.25) -3.840"
v -0.021 -1.393 -0.948 -0.477

M(P35~P7s), Median (quartile): * P <0.05 (Wilcoxon test): * P <0.01 (Wilcoxon test): a comparison between (D and @): b comparison between & and

@.

3tk

PHC 2HEEE NKEHEME 2 —, RILEATE
MBS EE N, HRFAEFEENFINETEE
E. DHRKEREM. KK RATRZEFAHESE
HBV 5 PHC MR EFE YL,

AREELS R T HBsAg 7 PHC & F I
YR 63%, HAHXSCERIREBE{R, UhBH Z A
EHRESE —EMMX ER. PHC BEF BHEELH
BIHE S TZt. AXMMEBHARENIRS
HBsAg HAA XM, SBHkE HBV BEfG, BH#
Bk Gk R 45R A0 HBsAg 2 8 ORI bEm

NG gitk, DBRAEYESETE, Lt HBV
YL S, H4ALA HBV hIECHUAT £ Hiik,
AERAREERET. B ES B PHC.

PHC %% “HBsAg. #i-HBe M#i-HBc =%
BREE AR TEE AR R B B 5 T AR X
% HBVM #X MK H R, AHERT PHC &+
“HBsAg. HBeAg M¥i-HBc =HHRIEAHEE
FIfE &, AN “HBsAg. 31-HBe M¥i-HBc =%
HREEHRETE S PHC MR AR AFY) ., ZFER
—RA BT KK R, 1812 APRg T 2 R
B REETE. BTHEKERAHE LRER
HIBRE, 5B E AT A R TBY 1877 15 7
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Mt A REFEEKHNEENERME. £33
B, & KLHEH LA EE K HBV M iR,
MARLLZ T, “HBsAg. HBeAg M#fi-HBc = HWFE
B AP B E R R RNER, ARMR, IRK
AERAE, FFEDIRRETE, SHPEEWHRRE
7r, MERARMERSEARTE IR, SHAE PHC
WARRRHETKFAE. Hik, “HBsAg. #i
-HBe M$ji-HBc =& ¥R 1A N AN 2E & PHC By
EEARE, EAFTIREN.

MHEEBEENRESRRE, HEANR
EEERERTIEMEYH, X—S22BEEN,
{B“HBsAg.HBeAg f#i-HBc = &R IE A FHMEH"
5“HBsAg. $i-HBe F#i-HBc =FWFRE N
H W REREREHEER . RYTRGER
5 HBV M HEEHEBRR, HHHTHERE—SH®
i

#HE PHC WkRERKEEERR 5~10 15,
B EMRARTFRZEF AR EX, HASH
RIIRIER I, HBsAg PAEER 2 BAME &% PHC
AR RS R 12.1~24.7 15 . Rk, #%) HBV i
RQUR, UIRTH AR, MsRx 5 AT TR
YRR, AR HBV MER4EE, L8k

X, PHC w&fE ABEInasn i &t K K R E
#, "\EAMIX PHC AL, MEBEIRRI. B2
Wi, FVRITEREX TRBIETT PHC RAEBNMER
AR

CE A
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