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fik 5L
B®: TR %4 Jf K M 9% (primary hepatic carcinoma,PHC)
5 T AR gk A AT £ 0 % RBIE RAE B

Fik: 526 PHC BT hORIF L Z 24, AAEFLR
REFPIEEGME, BEHITFBHR. CTHMRIEE 134 %
FATER Y

R FHPHCABENR S T LM, 60-69 ¥ Fi
20 H B K FEE(73.1%. 38/52) ;6 LA B R A AT £
# 5 51.9%(27/52), £ F HBV & # 21 4] (40.4%), HCV
BH 34, HBVAHCV &R 3 6.5 A 84 (15.4%)
#-HBsfal, 178 CABRFRTFELSHAE &
AFP>4004 Hg/L & 48.1%(25/52), 4 B # % B HPC
LW 731%(38/52). 2 CTEE A FIFAELE L 51.9%
(27/52).52 Bl B E WG A I o4, 11 a0 1046, 1Ib
A 1841, 1114015 4.

g EFPHC 5 CABN AR FREX R T, &40
HBV. HCV &% & &5t A MRS AFP>400 He/L 449 5%
BlRIGET S RBAR, XZE2ZRRTA—Z AN, &
i — BB RART
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0 5l

JRRPERF R (PHC) &t FUE N B 2 DL B, 4k
PP R AR B, M B2 KA TR ERL. A1
ZAFE PHC MHATIRIR 04T, BT HL 5 2 B2 M 4 (HBY) |
R S T 8 (HCV) BRI KA.

1 RASE

1.1 A4+ 1999-2003 3 4 a AN B BT I (A9 2& 4 PHC
BES2H, HME39H, Ltk13l, Brzlm3 L,
B ST atk, 53R HRIER . 60-69 B F ik
AL 38 il 73. 1%, HEEPHC B RERY, 70-79
212, 80 % LLE 2 B GRS Ko # kA BT
B ARSI ERS, 1999 F151T 15 K ML

PRV G PR 3 BA AR HE . #JRIG PR 2 BAbRHME T 9 B, T a
1o, I bHJ18Hl, 1156, THFH 3 BTN
NIBIT . RGBT O ERIT .

1.2 sk AHEELITHEEB B, CTEMRI fo&, f#
PR X Ze v, TRCENI iR 85 1 (AFP) o B ARHTJR (CEA)
K, HATCB R =R, WA gk, FERERE A
., 'BIh. BERR LRI PR 2SR A

2 &

A 52 HIEFEPHC 1, HHBV EYE 21 4 (40. 4%) ,
HCV @4 3 4], HBV AIHCV B2 YL 3 ). HBV 5 HCV
R E AL 27 B, RS, 9%, HHIEENPHC Uk
WES . WAHEFEN KRR %Y. 56 8 #ilht -HBs i
PE, (15, 4%) , ¥WREN S HER, HdhH1 4
20 a WIFEEBE ., CWIAMR. B 1T H L. B
FEPEM A ML A & B, T HERR HBV, HCV B4, g %
MEFHERGEL.

21 52 HIEEE PHC HBV, HCV IS NELER

MmEs n %

[BM  HB.Ag ¥1-HBe #1-HBc 14 26.9
#1 -HB. 8 15.4
HB.Ag HBeAg 173, -HBc 5 9.6
HB.Ag #1-HBe ¥ -HBc ¥ -HCV 3 5.76
1 —HCV 3 5.76
HBsAg 11 -HBc 2 3.9

PR 17 32.7

A 52 fl, WM AT 44 4. CEA /I
{HI57E EHTEE, BRERN AFP<25 pg/L 741, 25-
100 pg/L 3% 16 #i;101-380 pg/L & 4 1, AFP>400 ug/L
25 @, H48.1%.

52 fi=£4E PHC B35 38 Bl B MM & i, 2
T3 1% HARWBIEEIEE CT 8 MRT LLR AFP lilll,
A 13 plUTIERSIZ. MREA TG 41 4], A%
234, BFAEMT7TH, et fl, &FEELE 27 4
i 56. 9%, KTHENCEGE, "TRESAA R, 5
FZEH AR HBV., HCV Y 5 2.

52 filZ4 PHC B AR E RIERH 12, ¥ WmE
VNI OESE . K. ARE MR, HuOohEimat, K
SR, ADHRTE, FMEARL. PR 6 no, R
LR AR d ABE. FEABE TR (R 2).
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=2 52fIBF PHCHABRER

AEER n % AEER n %

Bk 13 25 I 3 5.77
RETRE 10 19.23 =B 2 3.85
G rERE 10 19.23 = h 2 3.85
IR 5 9.6 Bk 2 3.85
EBaR 4 7.7 HNEE 1 1.92

52 HIZZEPHC, HigH 15 HIEEHE, HFFN
BRI A B, TTEBKETIER3 B, BEKESEEE
3, FAE R BEARERE S 2 B, BRI 1 fl.

3 e
MR R EEWREERE —, 2R, KT
B, BERMESE =i, TEEEANRMBE. BAHFR
BRI, wmEmAEE MR EZEHEEZMRERE, 7
WEEEP P RS, NEFLRE, aiEE0
POKIG R IRIE PHC RAEM = KEBUBR &, A4 EZE PHC
Wb, HCV 5 HBV e 4 51. 9%, FAFFEZEPHC k&£
tr, HBV FTHCV &GN B AR R E. HBV 5 HCV &4
EARITIZEBNAERS, WATWRY 59 FE
IR, BHEHUBV 5 HCV B SBMETF4 . FFREL.
e DIAR oG, D B H AR B B R B HBY 55 HOV W 4T AR
Wigdr, XP&E PHC BT A B ZIGIKE L. JRR M
BFHT0-90% FAFEL AR HBV., HOV BB R 5
FFAELL AT AFP> 400 pg/L PUHIE T A8, X =
B ERAE—E ML, Fd— PRt

FEF 440 et A — A R TR T 58 90 R i R TR e R
TE A B I L PR R 0E S 0. HBY 314 PHC (R4 WL 4
AT, HIiNAASHmEsEANSUREEE S SRR
B EA R LB RFEER X EH (HBX) £2— N2
RERE, WAEN — AN AR S YR A S5 S
BAR, SCH HBV SR I A A7 A S85d Fas A SRR TS
BN RY . SAEMRERR, K245 HBV XK
HCC 3,277 325 FU JF 40 Mo 3% €544 o ¥ HBV-DNA J5 51, 91 5%
KHL, HBYV DNA 34 7F HBV B B B k4. ol
v o0 M DNA [k ok, JELes A m] 5[ L AR R E
He. BENLEE G 0¥ P 51 R0 G AR A R AR 4 A RO R 27
HBV DNA 384 s Z N AT Re & R A5, HBV Al g2
—FRIEE B IR AR SRR Y. F ¥, HBV DNA 3%
G e T8 0 e Ak DR BT I g R R kv D 5 L 1 4 s
A% HBVX 8% Pre-S BB A E MM P kG, 7T HEEH
Fl i R E 51 Ras Mye 58 i A B 55 Y p53

FIRTE, SEEEAESL HOV B 2SN — B
FomkE, 5HBV AR, HCV Z2—F RNA i, HE
R4 3+ A4 3095 3 DNA A, HCV #0008 AR AN BB
FIEEEUEER, HCVIEE — ikl Bl e T g Al
5| 40 M . HOV J8d 5 1R I E AL, 3 A JH 41 i S 20
AR T (R4 S BCHCC. ARG HBY %t PHC (R A TTRER
BRI /R .

I ZEE G HBV — M HEA R & A PHC 1 e b D
R, FYEFRRMEPIC FAH 8 #I(15. 4%) #T -HBs FH
PE, UEBH HBV IG5 I35 Go s 1t AN 2 70 45— 199 1) R
973 B TV SRR I 9 0 4 R L I g P AR R
JE 51 PHC BINLHIG Rt — B IR AW 0 1K 93 98 41 477
I3 5 HA Bl U7 WL 52

AFP AR — TREURET AE 1A 1 PHC LG AR 4, 18
H B AWM R LA S B RS A EES T, I
FEARER, TRURHHE. Talh. Gudts, rTESN, 4
RATRSMS, —HEE, ATRIL60-70% i PHC™. Hy
ANV PHC BEEATR AL, RS, T
MR AR, TR RS T .

BEE 7 THADEMER TREERNAELE, MW
DRI 7K S 6of g BEAT 12 W RV 9T BT 97 1E B 79 S0 1t R
WME R p53 HERF . 16Fs KEHERK. c—mye FEF ., N-
ras #F . C-fus Z5HFSHEAIRLE. KREZEDIAHKS.
AT Ay P 928 1) 5 A2 T e o 397 %) LB R SR, T EE R
FHR2 WU By 7 r0de s, s PHC ARG A E 2
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