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HFE ZH 2R JF 55 4 204 HBsAg JHCV $iL R
F15 5 i H S A g4k 4 1 B A S PEAT SR
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[BE] BY WEEFAABEASF LR %REE(HBsAg) .7 AT #4858 (HCV) L
ERsSFAMAFSEIMELE. 73 RASEAALFFENFRUAARGZTARATH
HBsAg HCV BEF B AT THRIEAGH . AN FBAARESHAKTTART L0 0.
HR A E LR S HBV.HCV B 9 84161 (», =0.32, P=0.001) ; HBsAg 1 HCV §i
FAEMENRBTAO T ELHLER HBAy T EEMSHARL(79%), BT HAL(23% )T
TOV i BARAR(15%) SMBEARK(23%)AEEY. G HARFRRTROFBAL K
FHEBESTFEAEBLRNMMEASA RENRERFSRENRE, KPS HE DT < InE T
B AR

[x@iA) ZEMFERERE; FRFSHE: Faaism, aRmRby; FAamRR

Study on the correlations between HBsAg and hepatitis C virus expression as well as fibrotic staging in
hepatocellular carcinoma and pericarcinomatons tissues XUAN Shi-ying, XIN Yong-ning . CHEN
Hua , SHI Guang-jun, SUN Ying, ZHANG Jian. Department of Liver Disease, Qingdao Municipal
Hospital , Qingdan 266011, China

[Abstract] Objective To study the correlation between hepatitis B virus surface antigen{ HBsAg )
and hepatitis C virus{HCV) expression as well as fibrosis staging in hepatocellular carcinoma ( HCC) and
pericarcinomatous tissues, Methods The patterns of HBsAg and HCV in 100 cases of HCC and their
surrounding liver tissues were studied on paraffin-embeded sections with immunohistochemisery technique,
and liver tissues were also staged. Results HBV,HCV virus infection were positively correlated with the
fihrotic staging { ,= 0.32, P= 0.001 ). HBsAg and HCV were detected both in HCC and
pericarcinomatous tissues. The positive rate of HBsAg in Pericarcinomatous Tissues(79% ) was higher than
that of in HCC tssues (23% ). HCV expressions in HCC(15% ) and pericarcinomatous tissues {23% )
showed no significant differences. Conelusion The fibrotic degree in the tissues of liver cancer with
previgus virus infection was obvicusly higher than that without virus infection, Viral infection seemed to be
one of the reasons causing liver cancer while perennial virusemia would aggravate pathological changes of the
liver tissue.

[Key words] Tepatitis B virus surface antigen; Hepatitis C virus antigen; Fibrotic staging;
Immunchistachemistry ; Hepatocellutar carcinoma
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FF4m B (HCO) M X R E 2>, FFRHs,
s HBsAg HCV I E R X SHALAF 4t
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B27-78 %, FRUBNFHAAGALRHEE
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D, BEARRYFRBTHAERBMEIT, &
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Lab Version 437 ; B4 A HBsAg B G B . BT
AV RERA TP R R ERE
MEFA-SELY AR EW At LA
ARAEBRAE ; MFEE TR (HA) EFHEOLN).
AR R (PTED) IV B JE IV -C) 85 0 3 7 By o
M I e FEF R,

3. T 9% #H &7 p HBsAg. HCV NS3-NS4 £ il
HBsAg HCV NS3-NS4 5 i #% i 5] & v 9 458 1 .
HAASAE QM EELST R, R . Kb B
B2 . DAB RS . ¥, 45 H HBsAg.
HCV FHYE R B & A 400 A AEBHHE T B, HBsAg
K HCV NS3-NS4 tric# IR i Bl Mok
/o AR R AR N A,

4. My HALN.PIIP.IV-C i 4 i . 3% 4wl gt
GIEET R R BT RE.

5. TSI BT 25 « JIF &7 44k 4 BHi% IR 2000 4
OHSE 10 X2 ERET N RBITHEEKE
5

6. 8o e b R RIA N S T H T 4 b
ST HR R R E AR Spearman 412647 ; [H
HEMHERA Y BB, B HTREA
SPSS #AFSE R -

% R

L AFRES REFSHES P HBsAg HCV RE X

i OFF B8 8 41 B 0 0% B 4 p HBsAg (HCV $i s
B AR R E Y HBY M HCV E &
B R =R, ST R4 I E S K ST
Spearman M S #H{ 4 1.2), HEH Y HBsAg 1T
A% 23% AL HBsAg MR R 79% , E5H
FHEEN(Y =62.75,P<0.05) ; 414, HCV FH
PR 15% EE M HCOV gk 23% 28T
BB Ny =2.08,P>0.05).

2.HBsAg EATHWA KRBT HE PN TH:
HBsAg 17 F HF 40 B % 1 68 40 1 A0 M 22 4, L PH e
4R 2 5518 AR (R 1.2),

3. HCV NS3-NS4 {E T 4R S B SRH 81Hh  53
fg :HCV NS3-NS4 2 87E /D Ak g/ b 1k 40 i B
BH M ok S A, B (7 T B 4 A ) 9 4 P A
RS EE L, BT REEA(E 3.4),
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Bl R AT A 20 Py HBsAg 58 PR 15
(sl SP B, < 200)

Fl WEASR.EBFHATD HBsAg HCV SR HiE S HHH 5

I ik - . n - "
50.81 52 S3 4 g B A
HBsAg Btk . HCV BEM 6 2 2 1 1 27.2
B — 0 5 B KE 1 73 6 9 33 25
HBsAg BIHE .HCV B BHTE 7 0 2 2 3 50.6
HBsAg Fl#: HCV 4B EE 66 6 7 31 22 48.1
HBsAg A JHCV LS R 21 1 2 3 15 64.8
& Tt 100 9 13 37 41
:He=10.74,P=0.03; {EE WM L%, P <0.01; Spearman 4838457, r, =0.32,P =01.001
&2 FREES JHEFHL P TTRaAg JICV PR LS M 1E A48 (b 47 S48 K F th 3
EIE | P HAHE%) HA{pg/L) PMP{pg/L) LN(zg/L) IV -Clug/L)
1. HBsAg P HCV H IR BT 6 6 366.55+176.32 121.01 £ 26.32 144.93+46.89%  (72.53%62.21
2. HBsAg FA%E HCY HRMA K 7 7 479.10£129.15  136.78+51.98 200.69 + 41. 68 191.80 % 36. 67
3. HBsAg A HCV HR 1 66 66 428.36+124.36 135.95+41.05 180.93 + 40.79 187.25+45.22
4. HBsAg W HCV $yJ& BH-H: 21 21 660,88 £ 86.49°  166.50 £ 58.69 224.95+33,58%  270.14 + 69,23%
IE % % 18 30 69.72+23.51° 98.79+20.51% 99.09+15.23" 49.38+15.41°

x SHUSHAESE, >4.07,P<0.005; ¢ 'j#B 3.8 4 |1h4,0=5.82.6.99,P<0.01; & GHESHLE, ¢ >4.86,P<0.01; & 5
LI E . g=6.14.6.24,P<0.01; v S#H 2. 3 #H,q=3.56.3.00,P<0,05, FFEES BEHAR P Hosng HCV HEE X5 HA
Spearman HH F AT, 7, = 0.60,1~7.43, P =0.00: FF AL BB AT HBsAg HCV $i K F#3K 5 P P Spearman $§E 23, . =0.09, 1=
0.87,P=0.38; FFEAL WHLAP HBsAg HCV H %Kik 5 LN Spearman M X H7, . = 0.45,¢=5.02, P = 0.00; B WAL MFHAF
IBsAg JICV T E #3155 V-C Spearman #3447, r, =0.46,:=5.17,P=0.00
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B2 A B 4R 4 A HBsAg R 135
(iEd Tk SP B, % 200)

PR R s S, L B T I 90 M 0 T g 2 M 4% PR B O
HEE A RIMRTREL S
B3 W4T 4E 2R M HCV NS3-NS4 A RE
(¥ ik SP ik, x 200)

FRPR I 2 45 3 0, T i T 200 5 2 ) 0 R
B B A T L
E4 JFaMiTE AN HOV NSNS [ £
(S frs 1k SP ¥, X 200)

it ®
T TR B 2 4 29 9 55 1 47  HBsAg HCV 1
R &k ST H M f A B MR TR, &5
WER EEH S HPsAg BIREE Y 79% 8 HA
HBsAg FHPEZEN 23% , BFAEERY 87% (R EH4

aﬁﬁ%@mwﬁgmmﬁwuwwﬁmxmﬁ%
T HCV 4 4 (28 % ) ¥ HIBYV \HCV IR & BRI 48

QL% R EREANEESC MRE&. AR

R, PIFNOE I 9 T B nf 7 A 4 BB 55 1R

KHE —EER . HBYV TEEEHHMGER, W
HCV TR H R EE SR F AR TH Y 8#/5
HBV HCV /£ 4 K5 4h i B b W A e T R T e R
—B, HBsAg fEBHA L BXREFHAM, THEE
FEE S ENEEEHE L XK HCC ZRAHT
HBsAg RiEE R K. A AR HBV BRETME
HCCABMEZNE, AN B EE P HCV AR
BB E B8 HCV S A gE 0 B HCC KEM R
Bz — BARLTERRE ;R & B BT R
E,fF HCC W ELE, SENITTRER—
e KRR R EABES TR ERR.
BRI HBV 1 HCV B& R Ym—B B R
FERAEHFHAARFERERABNAELE
HCC BRI EE F R,

B 47 4 4k A% 45 18 1o G 2 R 5 PR T o
MEERZ, HA B FEEEER G 8. AR
34 U 7 o e o D 0 9 3 R ORI R MR8 R . AT
SCERHRIE , HA BETT LR M BT B &7 2 38 AR 50, T
LR it HE 4 e e i AR L 5 M S 1 B P LB I AR
i ] AR Y . LN 4B M Ak E R o A — FRAE R
EMgEAEES, REREYN -MEERSS. LN
K 8B K2 ik I R ) 37 & A0 4 48 R A R R Eb
MU OHSmEEEREMARX., SHRFEAmE
LN B E, SEA TR —" . EEFER
#, i T SaEH G, 52 N-C Mal e, 8
LR AR T HE A I8 R 38 45, M7 08 P AT 42 BOAF gL
BHMEN-CAFEZE LA, PIIP % 5T I
R Ah 2 5 v i TR 2 B AR A, RS Mk S e AT A 4L
HRIFEE, MEFELANERE, TS RARER
AE TR A B I AR, DB AR A AR 4 RS B el A
K& PIOP.

A3 7 B, B 4 B 4R 8UET #E 4k 2 B Bk R
HBV . HCV BA&RR P &R, #ii HCV.HBV &
TR A, T L T A AT 4 Ak KR
7 HBV HCV B&BEEH R, R HCV HBV &
Bk TREREH S, FRAR EBEHHAPR
HBsAg HCV HEEES HALN.IV-C B IEMH X
FF4E 24 HAL R ¥4 7 78 10 0 0 B k4B, T 4
A BB FRELEER, RITHPRE
W Ap Sl M EES RSB EHE
STEFEERLERE EVRERR S WHE
WS . — RS NEREFERS AN, 5—
T K I AR B OO AE 2 00 B I AR A LR A, S BN
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SHEATER, It m g F AR, WEET
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—R“E A" R 0 & F 4 HPLC-PDA th# 447
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KEd ERE

200541 H 29 ARBEM IR PEERE - B“HA
B HEMREERD)FEES., FRAENEHLILBE,
HEABCES PR AW GETRITRERSE , SRL
43 AHE. FEE SHER,Z ABTBEHE Wt L7H
SR MBERES AL THEMMER, AT A29-30H,
KERF QL ARERLITE -ERSEHRL2. 808
HEREEH D2 AARHE--FHRT. BEERIEERER
RO LR . OT ML S, BN R R,
EFE EIE R ERREEE. CNBYEY. B
iR, ABREMERER S ERESN, R ERE" P
BALKEYFERRBUNIZHE7.67%(42/43), 5@
FEHAERE EANPENEALE. METHENL
FRMEFRFAE AR PR R PE a0 R TRt
FHEMACHE AR T HEREE. A REHAITEH
HERERIEFE P 3 FURRH AEFR "2 RINAE
b DRBREE G- HRETBEEEFMAZR S
AHREIE FESBERBAE, ZMAW SR Y
#.OFENRERELEN IR D IHRAE AN H
HE R OER"MATEMMEE, BORAERA
o 4 A% o BE B B 8 (HPLC PDA) MRl BE R Er ol &

fEE AT 350001 HM, EEERBWRBEEN b O (TR HE
KA ;BRI RO (2D

Py B P R S R AT IR R W (W T R S R
FRER ). FESARBE AN BB AN Waters2695 Y,
R R EEERW(PDA). B &G - CiE.HE
Merck RP-1884.6 mm X 250 mm; #i 21 0. 02 mol/LBERE —
EH R RE(70:30); WEL.0 ml/min, R R 20 o 8
25T ;P H I 210~ 600 nm, AEFHHFE gZ A RS, MA
0.1 molf/LEBES ml, FRBRABREY, THFHENRESR
S min . ELS min, WK EFEH A NaOH W pHEZE 12 &
EAAO mlZBMER 2R BEEAIXXBRIBARE
IL, F70CKBHT SRBERWE 0.0 mol/LATELEE2 mliE
MIGE0.2 peolE L B HE, R R ENDNG R A EE
MRK CEMECE EEBHENPE. 0% @
EMERE,HATENRME A S S, KRERIE
ET*ABER " A BEAR HEL HEERESEENIG
FEAMERERIUESR FRFERENEYTIEFHR
BELFARETIATREBARN AREEZM, B
BREAR PEMN RSV EREER EEETRE,
HFBBEHREN. RASRAaBET _REE SN
HAUEHAW AT RFENE AN FEYPERLN
W, HiEE .
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