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HBV.HCV . HBV #1 HCV EfR&# 5 HCC K& X R R

PR Rk BRES BER HaE
(THERKEE-HEBEREGRHAE BT 530021)

WE BHH:#F HBV.HCV.HBVH HCVERBRRREH S A HCCREMEXR., A . ANFBEREARMERK 2 5%
BRALEHLZHREN HCCRA B HENRA AA(FERAR4) . BA(FEBREARMA . H o EEHRSH . EEFT
WAEEKE ERL 55 FRIWEESRRAR A B AEANBHA CHAUFESARES A4 DAGIBES KX
E# A, B A PCR ¥R BT A & M & & #9 HBVDNA,HCVRNA, 3 3f ¥ #1T HE. 4% : HBVDNA,HCVRNA,
HBVDNA+ HCVRNAM#E#4> Bh  A4169. 2% (54/78).20. 5% (16/78) ,16. 7% (13/78) ; B#52. 6% (41/78) 6.4 %
(5/78).5.1%(4/78) sC #H 18. 0% (14/78) .7. 7% (6/78) .3. 8% (3/78) s D £ 10. 3% (8/78) .2. 6 % (2/78) .1. 3% (1/78) ; Ff A
A CH,AAS BAHRMMAERLRERYALEITFELGY P <0.05,BHAE DA+ HBVDNA AR ERERBA
GitFEL(H P<0.01), &i:HBV.HCV.HBVH HCV M ERBBRREHN S BHEEARNTBEAEE BT XA K
o HBV B R R EHEFBHEEPBRIEE,.BRK P HCV.HBVH HCV W ER R L WBUREACREREZRN.
%4 HBV;HCV;HCC; BB EY

hEREHRES AR EFEE R735.7

AN INVESTIGATION IN THE RELATIONSHIP BETWEEN THE SUPERINFECTION OF

HBV, HCV AND THE OCCURRENCE OF HEPATOCELLULAR CARCINOMA

Chen Wugqging, Wu Jianlin, Chen Maowei, et al. (Department of Infectious Diseases, the First Affiliated
Hospital of Guangxi Medical University, Nanning 530021 China)

Abstract Objective: To make clear the relationship between superinfection of HBV, HCV and the occur-
rence of hepatocellular carcinoma in Guangxi, China. Methods: 78 hepatocellular carcinoma cases were se-
lected as the case group A and B from the areas with high and low morbidity of HCC respectively; 78
healthy persons were selected as the control group C and D from the same area as above respectively, with
matching the case and control group according to their sex, age of 5-year differences, living conditions,
customs etc. The serological HBVDNA, HCVRNA from the subjects were tested by quantity PCR. Result.
The positive rates of HBVDNA, HCVRNA, HBVDNA + HCVRNA in the group A, B, C and D were
69.2%(54/78), 20.5% (16/78), 16.7% (13/78); 52.6% (41/78), 6.4% (5/78), 5.1% (4/78); 18.0%
(14/78), 7. 7% (6/78), 3.8(3/78); 10.3%(8/78), 2.6%(2/78), 1.3%(1/78) respectively. There was
very significant difference between Group A and C, Group A and B in the positive rates of all above ( P <C
0. 05). There was also obviously significant difference between Group B and D in the positive rate of HB-
VDNA. Conclusion: The infection of HBV and HCV and HBV/HCV superinfection, as well as the replica-
tion of HBV and HCV might play an important role in the occurrence of HCC in endemic area of HCC in
Guangxi, China. In these, the infection and the replication of HBV play a most important role. The carci-
nogenesis of HBV infection and HBV/HCYV superinfection shall be closely observed.

Key words HBV; HCV;hepatocellular carcinoma; superinfection

ERE,ZHAAREENEFAREENERR, O3
*FRBEZERARBEES (No. 3996006 I TR ¥ ESIET REEEMNAATERERE. AR EHKERETH®
H %4 (No. BFHEE 0007009) ¥E B % AT % B A S BT 946 A0 FF 40 B A (HCC), B BFACIA Y
I lakakelakilalalaiaty HBV B3 &5 HCC i 4 B U140 . 306 180 5 0% AR 55 i 7
WAl B 1 :2006-03-01 CHAA - EMERHEY EKERAASERANEE, R


http://www.cqvip.com

D000 http://www.cqvip.com|

% M,% . HBV.HCV . HBV #l HCVE& &Rt 5 HCC K4 XZAHMHR + 531 »

BAFRFHHFEHCVIE HCC fEHiz® T HBV™Y, Wik B xt
HCVRR 5 HCCHEA X R, BRTBRE K - FEOY,
K THITRX HBV.HCV B# Ll & HBV 5 HCV HE AR
B3t HCCRAMK R RNE AREE KL X7 T ¢
HHAR . AEERRENT.

1 #RERZE

L1 BARME . EFBEEHRX (BRI T-%48.55/105)
AEEXAS5/10 A RERELELCHIREN RERR
PREMHCCHRAZ T8 HIENRH AARREBRX4)
MBAUFBMEAXA et EFHR S H A EAR . AE
IMEBKE. FRE S FHIMESRBEAN A
FIATBAEAMBHCANEREAXEFA4M DA
(FREEAXER A4, AH.78 4,58 63 6, & 15 fi, &
W 18~67 %, ¥ 41.5 % ;B4 .78 #1, 58 65 #, & 13 i, 4F
1 21~69 %, F1#43.2 % ;CH .78 61, 5B 63 B, % 15 B, 4F
1% 20~68 %, F139.5 ;DA .78 4,5 65 #,%& 13 # . 4F
W 22~65 % ,FH 41.2 %,

1.2 K@y BB R & M4 5 HBVDNA,HCVR-
NA E RN,

1.2.1 HBVDNA K ¥. R B PCR % & % % & s 4k 5b
DNA y BB A, & &% 0 # 454+ 8 HBVDNA &
B, RAERPCREZMEMNEHPLERKELIRERE
Wip =, R % E PE 4+ 74 7= PES700 BB 1 1%,
el R A A AR

1.2.2 HCVRNA R #. i 5 ¥ 3| ¥ RT-PCR # 17
HCVRNA W, XA A h B - FEXRELMBEYESE
LW RE SO, R B ERE.

1.3 WAL ¥E . £ 8B 4E A Fox. Base 87 4% B X4, A
% [F SPSS $k 44 7 #F #1 #9 SPSS/PC+ ZK it B, it
HEHBREREHELERRA YRE.

2 & R

HCC & . & X 5% 1 44 7 3¢ B8 44 HBVDNA . HCVRNA
1 HBVDNA+HCVRNA B RE 1~F 4,

#1 HCCHAXmHIHFxE4A HBVDNA fl HCVRNA
REZGREE» (U]

#5% n~n HBVDNA HCVRNA HBVDNA-+HCVRNA
A# 78 54(69.2) 16(20.5) 13(16.7)
C# 78 14(18.0) 6(7.7) 3(3.8)

¥ 20. 472 5.292 6. 964

P 0. 000 0.021 0. 008

#1875 : HBVDNA . HCVRNA . HBVDNA + HCV
RNAZE AGM CAUBERHIFHITFEELCP <0.05),

£2 HCCREARXMBBIHMMBAKELERLE 2 (O]

#HH% =n HBVDNA HCVRNA HBVDNA+HCVRNA
B# 78 41(52.6) 5(6.4) 4(5. 1)
DH 78 8(10.3) 2(2.6) 1(1. 3
¥ 32.402 1. 346 1. 86
0. 000 0. 246 0.173

#2875 -HBVDNAZE BAN CHUBER A Hit#¥

*£3 HCCHARSRKARX HCCHRMARK N RHLE

[n2]
#% n» HBVDNA HCVRNA HBVDNA-+HCVRNA
A# 78 54(69.2) 16(20.5) 13(16.7)
B4 78 41(52.6) 5(6.4) 4(5. 1)
XZ 4. 549 6. 658 5. 347
P 0. 033 0.01 0.021

# 38 7 : HBVDNA . HCVRNA |, HBVDNA + HCV
RNAZE AGAH BAREZRHHFRITEE L P <0.05),

F4 BREXSMEXBRABHER LB » O]

#% n~n HBVDNA HCVRNA HBVDNA+HCVRNA
C# 78 14(18.0) 6(7.7) 3(3.8)
D& 78 8(10.3) 2(2.6) 1(1. 3)
¥ 1. 905 2.108 1. 026
0.168 0.147 0. 311

# 4 8 /& : HBVDNA . HCVRNA | HBVDNA + HCV
RNAZE CHAM DAWBREZERHERITERE L (P >0.05).,

3 i #

3.1 HBVRPREHCCHEXE : HCCHELERE—1T%2H
E.Z25BHAB. AIX HBVH HCCHXEEHETT S
FEMR . WEZAMWXEFAARNKTFHEENE Z2HER
MAXBEYY . AR TR % X4 HBVDNA M
R 69.2% (54/78), fFF W K & X 44 HBVDNA HH# X X
52. 6% (41/78) , BB 4L HBVDNA K R 58 B & F
AP <C0.001); [FBf 8 H R X IE¥ A B4 HBVDNA
Pt N 14.0%, R E AR A# HBsAg i [ ## &
10. 32 % - #K F 8, UL8A) P8 HBV B R R E 4 S5 8
MERFEEVXE ,HBV BRRNARESIEF KX HCC
MEERR, SEARBELER B,

3.2 HCVERS5 HCCHXA: R EHER XX
BHRE#TTEENMREREXNA . HBY WEAR . RN E
EBAFBOAXABRAFEEREFRS AR RE XM
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ERFERRBUFEES EEHRERS ERFERR
Bt E AR EREL L TFRE AL EEERHFEL
REXRFELAREZRUIIMIBUBEREEBEAHRR. g
REVBHEBKRHBE 1/3 ERAFBREETES HCV R
X BARMBERE HCV B R 2B HBV BB LS H
HCCE4AEMB—TEERRER®  HASHNHTRERD
RU HCV EBEFEFX HCCRBPREBERAY . 2R
RER . HCCHERXHH+ HCVRNA FH#E#E N 20.5%,
HARXER AP HCVRYE N 7. 7% . /% #14A HCVRNA
BH 4 % B B 85 F 3 B2 ( P <C0.05); M £ HCC (& & X % 1
t HCV RN 5. 0% (RRXEH A+ HCV ARt
HiX 2. 6% AHRNLERTURFE RELERFBHE R R
fiA& X HCC % A HCV H#EH R E ¥ A HCV BRREY
BEH . FHHAR HCVRREHF FTRE 1992 £ 11 A
HCV AZEMHHR AR 1L.7% A WRELER. S BFE
BRSSP HCVIBR REH 5 HCCHEA WA E TN
RKE. RNV —RROLER EREXABERAHENEK
HREEAR . HIBEFANKETFEH K HBV & HCV
XKEREAR®,

3.3 HBV R HCVERBHES HCCHXR AHRERE
Bl . HCC # & X% %12 HBVDNA f1 HCVRNA & i B #4: %
HESRREEEFERISHTXRA,HFIH16.726(13/78)
M 3.8% (3/78)( P <C0.005); HCC B % K % #l4 HBV M
HCV & &Yt # R HCC i % X HCC % #l+ HBV
EFHCVERBBLAARLEERMAZ T %FEX (P
0.05);EFEHFBEAXING RATHAE B RN,
HBsAg (+) R#f-HCV(+)#h HCC EERmBE R . ORH
S+51% 10. 22 1 2. 68; WAt X B HBV fl HCV E & & #5]
& HCC B4 f OR {3 HE X 6.48,i%80 HBV 55 HCV & &
Byt HCCH A LA B ENREAWMFER.

HBVE HCVHWERRBRP FEL HCVRNA X H T B
NHERRLNE,HEE HBVA HCVIERRBRE REH .,
AR HBVS HCVERTM IR ERRLEEH RS
HMHCVBRMEHMTHBLEENBRES . B, PR
ik % HBV g9 R % 77 LIE T HBV &9 HBx 2 EH & K &
WOSERMESE EEREE R XTI LA, HBxAg 5%
HEPS3 BEHAMEER. 8 PSS EHRARE . L EHE
K. EWHIEE. 35 HBxAg —BRAHE . MR HBV W&
B, _HEKPHEAERAANMSBARZREARERRLSH
HCC R &40, HBV R DNARK#H . LI EIHREM
DNA ¥4 2 482 9 DNA i FBUF 41 s DNA 24 =%
WHME; M HCV &2 RNA 5# . RNA R & B4R
HLHENBENBAR. ARREEAN HCVH CEAL

HCCHWBBHREEZERA . HCVR CEA T MH ps3 A
RETHEME.# HCV B M A p53 Kk k%4, i H ps3
WREKRBRAMBBOEER ras BUREM. 1A ANIAK,
BT HCVCEARME HBV SR AMBRKER, Bk, &
BERN HCV S| B MBRHAGERLL HBYV BB E, W H
FooE B RS BORILH R AT 88 A A e A 0 S b W 4E
AU, i TR S HCV H HCC AR A %, B
MLFE BT A R B HCV B3, $5] & HBV & HCV &
BRRE HCCEURFHERERE - S RATE.
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