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[BE] a 4 35T BT 49% 5 (hepatitis B virus, HBV ) X L[] & H AR 7 5 B % M T 40 Bie & ( hepatocellular carcinoma, HCC) &
H RRBHEXE, 7k R RS R4E N (polymerase chain reaction, PCR) J5 ik, # Ml 22 4 Z, BI fF 4% 3 i $iT J7 ( hepatitis B
surface antigen, HBsAg) PHYEAY HCC 35 & 15 B8 2 TR 147 & ( chronic asymptomatic carrier, CAC) B & JF4H 415 HBV X
FF ,IEXF PCR P4 AT 2R 7, FET R 5 376 HBYV #54 4 T AR A2 HBV X B, 4 %22 | HCC S FEANA
15 ] CAC BARFRLch HBY X JEPURE %4 1 68. 18% F146. 67% ,5 GIIEA FERELL b 9 K KM HBY X 60 , 2 52
HGHTIE X (P <0.05) PB4 HBY #H % FA 4 HBV X JE# th R ER R ¥ B L(P>0.05) . HFHHA
Wt Z T HBY X EE K4 1 762T/1 T64A WRAF R 435K 93. 33% F1 2/7, Frg 4l 4 vh W AR 35 T H T A
(P=0.0043) KA1 762T F 1 T64A B R HEZRAT, ##k HCC BEFAHL Y HBV X REBGH XS, FRAL P EE
1762T/1764 A TEAS PR E  HBV X EE & 1762T/1764A W57 5 HCC I A AEnTgE B EE R &,
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Variation of hepatitis B virus X gene in liver tissues of
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[ Abstract] Objective:To study the association of hepatitis B virus( HBV)X gene and its mutation with hepatocellular carcinogenesis
(HCC) . Methods : HBY X gene in the liver tissues of 22 HCC patients whose hepatitis B surface antigen( HBsAg) was positive and 15
chronic asymptomatic carriers( CAC) patients were detected wih polymerase chain reaction( PCR) ;the PCR product was sequenced and
analyzed ;5 normal liver tissues with negative HBsAg acted as control. Results; The detection rate of HBV X gene in the carcinoma
tissues of 22 HCC patients and 15 CAC patients was 68. 18% and 46. 67% ,respectively. HBV X gene was not detected in the 5 normal
liver tissues. The difference was significant between them( P <0.05). The detection rate of HBV X gene in carcinoma tissues and CAC
liver tissues had no statistical difference( P >0.05). The double mutation rate of 1 762T/1 764 A in carcinoma tissues and CAC liver
tissues was 93.33% and 2/7 ,respectively. And the former was higher than the latter(P =0.004 3). There was no detection of mutation
of 1 762T or 1 764A alone. Conclusions: There is a high detection rate of HBV X gene and a high double mutation rate of 1762T/
1764 A in the carcinoma tissues of HCC patients. HBV X gene and double mutations may play an important role in the carcinogenesis of
HCC.
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JB % M BT 40 Mo 98 ( hepatocellular carcimoma,
HCC) & —Fp ™ & i 5 AR B , HFE T
RAEWHL R GBI s =, Bk
60% ity HCC 5 Z BIAF 48 & (HBV ) BRI A X,
HBV #H4H X FHEHE™ERNE D HBx &2 —M
KIEHNE T, e S M A SR 5 5 HHEPERE X
FIEFEE, ) ZEIER T SHRNE3 T, 5 55
VA, 75 HCC gt i g EEAEA Y . WA
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AR, 7E HCC BE L H £ 4 HBx HHE
TOHER) R A B AR, 7 HBx BB T 4
K HBx 2 [ 52 30 M F , B e JEL 7 42 o 4 34
P AR AL T R DI 6E, 5 HCC MTE B Y) AR
#0178 HBx SRS B WA R 1 762 {1
R LR A S i R B B AT SR8, DL K 1 764 1L
S o IR IS B G-A KA, ALK BT R
A HEEE R (PCR) , Kl HCC B8 RIS M BT R
SR EETEM & (chronic asymptomatic carrier, CAC) B3
RF4A 23 % 9 HBV X Bt [, X 2% WA J AL
1762 3 &1 764 {SriftAT 3 H M T 50, i — 2 5t
HBV X EHF R HAF 5 HCC K4 KERXR,
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1 MP5HE

1.1 FEARA 22 ] HBsAg PR HCC BEH A
TR K 15 B CAC FFEHLVAE B I8 B 2B s —
B BE B , 38128 B 2R S, HHERR & H B R F R
Yo, HpHEASE 12 6], 2010 f] 4548 36 ~72 %5,
CAC B 9 #, % 6 fi; F#4 19 ~35 %, 5 BIIEH
FFREH R R AN ES A AT E R RS (B3 1,
1 2 5] E 52 ~68 %, IfiLiE HBV b Aari 25 5%
BRI o BTA bR AR B 1A e s ik 2 v U P PR
R R R D] - 80 CUKE P IRTE,

1.2 #2444 FEHEE KW EH Amerson 24 &] ;PCR
P14 HE TagDNA R A8 .ANTPs \PCR J i 2%
IR B A T4 7] DL2000 DNA Marker 1
KEREYNF,

1.3 DNARKR RHLSGWE - A7 - RILEER
B ,DNA 2 BUS U/ 8T 84N 206 6 BE AU 2
DNA 4EBF, 4 DNA B - 20 C K117

1.4 PCR ¥ 3 A Primer Premier 5.0 5| ¥7i%it
B, &4 HBY X 2R/ F 51 4: 5 10514, HBV
X EH 755k I8 F PubMed GenBank ,ayr R:[H 5, ¢
B Sk X 04615, 5' 25| 4 (Sense) : 5'-AAC GAC
CGA CCT TGA GGC ATA CT-3'; 3’ ¥ 8| ¥
(Antisense) :5'-GAC CAA TTT ATG CCT ACA GCC
TCC-3', BI¥H Fi4 T/A R4, PCR ¥ 7=4)
3 115 bp, PCR R : KB F7K 39 wl,PCR X
MM S wl,dNTPs 0.5 wl,DNA £t 3 pl, BT
g 1914 1 pl, TagDNA RABF 0.5 wl; N Z& 44
95 CHASE 5 min, 7E 95 CAFM: 30 s 58 CiB A 30 s,
72 CIEAH 25 s, 4T 35 MEFR, 72 CHEfH 10 min,

1.5 dpals B20 pl PCR BN = H)ik E b
B & Ao B AT I, W IS 10 573514,
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1.6 #it®F % REABFK LKA PYH% L Fisher
BRI R,

2 #R
2.1 PCRE B =#H¥w ik PCR RN 2% IF

BeAE R L Yk S 5 DNA Marker XF 8, #5280 115
bp K/MNAY B & A BEEESR (LE 1)

1 2 3 4 5 6 7 8 9

1:Marker; 2~7: PCR LN 8: BAMEXT I 9: 25 A R
B 1 PCR R H ik

22 REMFALYT HBV X A Hask i 22 4
HCC # w44 HBV X H K&t 15 #
(68.18% ) ,15 5] CAC B & FF4H 4+ HBV X ¥ [H
Kt 7 1 (46. 67% ) o 5 1 IE & FF AL 41 40 35 Rk K
W HBV X R, ZR A5G IHFE L (Hc =771,
P<0.05); i ARG EHHLEYEERA
GiitEE L (P =0.0148) JEHN S E AR
PR R TG E (P >0.05) , #4 & 4
AXHERSERAEREEZERBF LG I B X
(P>0.05),
2.3 REEEFEL T 1762T/1 T64A R L #Y
#d 15 il HCC BE R4 4 HBV X LA HM &
1 762T/1 764A Wz 45 14 41 (93.33% ) ,7 #i] CAC
BEAFA L HBV X FER FHM: & AR 2 #(2/7)
REILTO2T o 1 764A A £ R, mHM
R AR R i T A T4 4U(P=0.004 3)
2.4 MAFLR PCREYIMFLERIE2,

30 40 50
666G AGG A6 ACTAG G TTAAT GATCTTTGTACTAGG AG GC

e

Bl 2 PCR =45 R (R R T R R E N 17627/1764A WAL 45)

3 itig

— 2618 Pk HBV Lt R3] HCC B J5L A H HI
AR, 8 EEE, ixt HBV {9 55 KA 3% i
.2 HBV EH %LU K& HBV RERAKERY S

HCC M AAH X, B, XRZWF5¥H#E R HBY X
HE L HAZF RS HCC M EAEFETMH L, HEXTF
HBV X B[ 5 HCC KA X RBIF Y4 THLEEAR
ERIERE,

3.1 HBx B AMEAL Tk SuZHe



HHEEFRFM2010F7 AF35 55T H

R AT EE 39 )% HBV BGRB8 9m
FIRFEE 4, 7 16/30 4 T4 AL F1 10/18 1] i 928 41
LU T4 HBx 1 3635, [) i 78 138 B 95 A8 A4 R ke
ZET MRS A B B SC T 40 M P A7 AF HBx i 3k,
AR R P,85% HCC BEMITRLS b S AR
FERY HBx 2 11 . ST T 22 ) HBsAg [H
HCC & ndH 4} 15 5] CAC IT4H4Y, HBV X £
(R (R H #8453 31 R 68. 18% Fi1 46. 67 % (U A4
FIEFALN, MEANSHETETERER LG
SR, 5 CEAIRE AR

3.2 HBVX A E#MEEE HBV X 3K 1 762T/
1 764A WAL fd X BN 4545 28 1 HBx /%) 130 &
131 {8 HE R 7l i SRR % 1b o TR B R (1762,
A-T,AAG-ATG, K-M) KB &R 7% AR
(1764, G-A, GTC-ATC, V-1), Kuang Z'°' # Liu
ST H B 1 762T/1 T64A B 5 HCC 1% 4
BEYIMFEFR, Marina 55 B9 R B, B RBAEPA
& HBV X #:[A 5 BCP X &8 X B & ¥ & W K45
XA IR 1 762T/1 764A SR . XA WEA T,
ETRERE T H BEIFREE BEEFRA
HCC B R, I H,1 762T/1 764A S5
FISRLE HCC B E P TERE T EEWERS
(P =0.004 3), RREATR" K, A8 H 25
B4 . 2 FFRFRE 4L B HCC B3, W % 1 28 1k,
1 762T/1 764A B’Jﬂiﬁfiﬁ(ﬁﬂﬁ% X BB ARAE I
SRR LXK (132 ~ 148 LS T) Z 40, 78 61 {if
AMERR S 137 A AR A T s a3z
WU X e AR T A E R FR S AE 1 809/
1 812 % HER A Y L ) 22 B/ 4 RIRATTE T,
AR HBx 25 [ 19 25 44 1 42 UF 988 9T i, A<
W A& B, 75 22 i) HBsAg [HM: HCC BFFFAL K
15 f5) CAC FFZH4H , HBx 4 iH 2 AH T, {8 B4R
W1 762T/1 764A WA R E i & A
B, MBA KRB 762T B0 1 764A FAMEAS, iff—
H7EH,1 762 T/1 764A 5757 HBV # W ITE
T AT BE S AR

3.3 HBx Za#ys4. % FEMROIRBIE T,
HBx & A AR TEAR SRR A Bk 2875, Hoare 2511
KM, 18 Bl B A 10 FIfEEE HBx M

SRR RAL, etk HBV [RGB E PR Ry 69% . -

£ HCC & A543 #8 %  HBV X HHEE M b 5%
UL# HBV DNA #4384y, 3 H M HCC B oEs
Hsk# HBV DNA A X R4 RESHAERKE
AR, Sl BRI 4R ) HBx 25 1 B0 ik ok S AR (A
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M B A4 B HBx 2 B YU s A S X BUERE ), K

IR I v ok S AR A EE SR B A ras A mye B4k

AEJI . H4KH) HBx FE A LY, 330 8 5 Rt i 2 1Y

BB T % 57 35 1 0 ) 440 PO 1 58 R % 1L Y RE

73, R AR 1 HBx 28 1 R S BTE Sh RE A AR R B

SR R, :
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