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Table 1 Patient characteristics

DT group 3 cm group 4 ¢cm group 5 cm group
n=73) (n=>51) (n=46) (n=237)
Age (years) 67 (43-80) 69 (50-84) 68 (36-84) 67 (48-80)
Sex (male/female) 47/26 34/17 37/9 29/8
Etiology (B/B+ C/C/NBNC) 8/0/62/3 4/1/40/6 4/0/35/7 2/1/27/7
Child-Pugh Classification (A/B) 52/21 41/10 38/8 27/10
AFP (ng/mlL) 19.0 (0.8-765) 16.1 (0.8-3110) 17.1 (2.0-9910) 19.0 (0.8-24950)
AFP-L3 (%) 05 (0-29.7) 05 (0-70.7) 0 (0-60.6) 05 (0-90.7)
DCP (mAU/mL) 23 (10-4255) 62 (10-6227) 91 (10-8000) 62 (14-14175)
Tumor differentiation (well/moderate/poor) 19/22/4%* 3/26/0 1/21/7 3/17/2
Therapy (HR/PT/TACE) 27/36/10 27/13/11* 29/7/10% 22/4/11%
Observation period (vears) 4.7 (0.8-187)* 2.8 (0.7-14.2) 1.9 (05-154) 30 (05-11.1)
Outcome (survive/death) 34/39 14/37 23/23 25/12

Continuous variables are quoted as median (range). DT, doubling time; AFP, alphafetoprotein; AFP-L3, lens culinaris
aggulutinin-reactive fraction of AFP; DCP, des-y-carboxy prothrombin; HR, hepatic resection; PT, percutaneous treatment
including ethanol injection therapy (PEIT), microwave coagulation therapy (PMCT), and radiofrequency ablation therapy (RFA);

TACE, transcatheter arterial chemoembolization; *, p<<0.001
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Fig. 1 Comparison between the corrected survival
in the doubling time (DT) group and the actual
survival in the 3 cm group.
There was no significant difference between the
corrected survival estimated lead time in the DT
group and the actual survival in the 3 cm group (p
=04541).
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Fig. 2 Comparison between the corrected survival

in the doubling time (DT) group and the actual
survival in the 4 cm group.
There was a significant difference between the
corrected survival estimated lead time in the DT
group and the actual survival in the 4 cm group (p
=0.023).
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Fig. 3 Comparison between the corrected survival

in the doubling time (DT) group and the actual
survival in the 5 cm group.
There was a significant difference between the
corrected survival estimated lead time in the DT
group and the actual survival in the 5 cm group (p
=0.008).
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Table 2 Nodules' characteristics

Malignant t(rfglsformation Malignant t(rax)xsformation p

Number of nodules 13 36

Size of nodules (mm) 20 (1240) 14 (8-40) 0.0260
Change of size (mm). 4 (0-8) 1(—8-13) 0.0153
Tl-weighted image (hypo/iso/hyper) 5/7/4 3/24/9 0.6592
T2-weighted image (hypo/iso/hyper) 1/9/3 4/31/1 0.1033
Hepatobiliary phase (hypo/slightly hypo) 9/4 32/4 0.1834
CTHA (isoattenuating/hypoattenuating) 3/10 4/32 0.3629
Presence of typical HCC at other site (yes/no) 3/10 13/23 05018
Frequency of MRI examination 4 (2-8) 4 (2-9) 0.6608
Observation periods (months) 5 (3-11) 6 (3-13) 0.0971

Continuous variables were expressed as median (range). Abbreviations: hypo, hypointensity; iso, isointensity: hyper,
hyperintensity; CTHA, CT during hepatic arteriography HCC; hepatocellular carcinoma; MRI, magnetic resonance imaging,
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Fig. 4 Cumulative incidences of wvascularized
nodules based on the maximum diameter.
The 6-month and 12-month cumulative incidence
of vascularized nodules with a maximum diameter
>15 mm was significantly higher than that of
vascularized nodules with a maximum diameter <
15 mm.
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Fig. 5. MR images of a 75-year-old man with hepatitis C-related cirrhosis
during a 15-month follow-up period.
a) The arterial phase of dynamic Gd-EOB-DTP-enhanced MRI at the start
of follow-up shows no nodules.
b) The hepatobiliary phase of Gd-EOB-DTP-enhanced MRI at the start of
follow-up shows a slightly hypointense nodule (arrow).
c) The arterial phase of dynamic Gd-EOB-DTP-enhanced MRI 9 months
after the start of follow-up shows no nodules.
d) The hepatobiliary phase of Gd-EOB-DTP-enhanced MRI 9 months
after the start of follow-up shows a markedly hypointense nodule {arrow).
¢) The arterial phase of dynamic Gd-EQOB-DTP-enhanced MRI 15 months
after the start of follow-up shows hyperattenuating foci in the nodule
(arrow).
fy The hepatobiliary phase of Gd-EOB-DTP-enhanced MRI 15 months
after the start of follow-up shows a markedly hypointense nodule (arrow).
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Table 3 Results of surveillance by double contrast US: B-mode US vs. double contras US%

No. Sex Age Virus Location Size (mm) B-mode US CEUpShI;Suepffer c 0]3&1;2{6[.]8 Pﬁ;ﬁg i(;al
1 M 64 HCV S6 6x6 Not detected Defect Positive HCC
2 M 53 HCV S8 7x7 Not detected Defect Positive HCC
3 M 76 HCV S6 8% 8 Not detected Defect Positive HCC
4 F 72 HCV S7 8x7 Not detected Defect Positive HCC
5 M 68 HBV S5 8X8 Not detected Defect Positive HCC
6 M 72 HCV S2 9x8 Not detected Defect Positive HCC
7 M 71 HCV S3 10x9 Not detected Defect Positive HCC
8 M 70 HBV S8 10x10 Not detected Defect Positive HCC
9 M 63 HCV S2 10x7 Not detected Defect Positive HCC

10 F 75 HCV S6 11x11 Not detected Defect Positive HCC

11 M 67 HCV S6 11x10 Not detected Defect Positive HCC

12 M 73 HBV S7 12x11 Not detected Defect Positive HCC

13 M 74 HCV S5 12x11 Not detected Defect Positive HCC

14 F 69 HCV S2 12X10 Not detected Defect Positive HCC

15 M 70 HCV S6 12x11 Not detected Defect Positive HCC

16 M 76 HCV S8 13x12 Not detected Defect Positive HCC

CEUS, contrast-enhanced US; HBV, hepatitis B virus; HCC, hepatocellular carcinoma; HCV, hepatitis C virus; US, ultrasound.
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e

PRSI GHREIFNERIZIFN-B 2 B W= 285
Tdh B LT T %, Matsumoto 593, & +
FF#E R R OB FEI B KT BB 4 TFN ¢ &
IFN-B & THEL 72, IFN e -2b X IFN-g DV
SRR E RIS L X B h 5725 [FNo-
2b T ERKL/2D¥EEALD R ERLI=DIZRE L,
IFN-B TIiZERK1/2& AKTOM & A7E (L L 7=
ELTWwW3,

Muratab® {3, HepG2, Huh?7, JHH4D3%&
Dcell linet= 34 3% BEFEMHEIZI R - WO
ZAL - 7R b= 2 E%IFN- o« LIFN-B & DRE
THE U7z, ZOER, IFN-pOJ 43, HEFEHIE]
RhER. SHINDEHE, 7R -V Z55E, HLA dass
143 DFHL. Interferon-stimulated gene (ISG)
DEHEEETORTEIITH 7L LTS,

Damdinsuren 53 3F& Dcell linet EFEFL A
YURAETINDEEET, IFN-f D Ain vitroT
& in vivoT & K D A& EIE MRS AR IR R 4
RULZZZEERELTNS, L EDXSIZ, [FN-¢
LIFN-p DR TR, FHEMARIC 33 A
IFN-BDFEHERITTH B L THHRENZ,

DHBETEEERZE FEEL S ICIFN- o,
IFN-B % B F$2 Z L NEEETH B4, BALIS
DB EETIIFERTERNT L, BIREST
HORRPNVEEITH B Z L., fIEORTARF]
THHI Lk, IFN-pHE RSN BIIEEL
DREHERROND LU EOLIEEREEEZ,

ZZ TIRHCVEE EHE IS LTIRBIBERIC

* B OPERE IRt 2— (T105-8470 FRHMERXR/FI2T BoE2S)
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IFN- o Z ffi F L7=REFIIST Dy Tretrospective s
mETL7=,

}EZIE. 199018 X D20074E3H £ TORMIC,
BRI 2 —Ic AL, BB T-7-
¥1F OHCVEEE /N 389 & L7z, SEHTIZ.

BAE3ecmbl T - 3{E LI D FFE <. SRk
23RN T U B E R (RFA) 4 1617
LRl Uiz,

ZDREIZIFN- 1R E1T - 7= fEFNL 7751, FE
BE5HNE31260TH -7z, IFN- g B EIERFIF L O°
VF /A R BRBRBIEGIERET 2 6 &R L=,
IFN# GG L FEREFN 5 € BRETF &1
U7z (F+1) . Sl P IMEIZIFNIR 55 T63a5 &

Tl A24—7z0O#%E5 - FFREICRALEETEOHE
12— O 5
_ &) (n=77) &L (n=312)
EEYE
T (PP (&, gEE) 63(43-77) 66(39-87)
Bk 2ol 46:31 201:111
iyt ey
AST(IU/L) 54(16-311) 54(13-201)
FEYILES (mg/dl) 1.0(0.3-2.5) 1.0(0.2-3.0)
TIVT X (gldL) 3.6(2.4-4.3) 3.6(2.4-4.5)
I/PFE(F5/mm?®) 10.0(2.0-27.2) 11.0(2.0-25.6)
ICG1551E& (%) 25(1-5) 26(2-78)
BEINEE
[EZ# (mm) 18(5-30) 18(8-30)
ZRE  ERE 63(81.8%) 267(85.6%)
2@ 11(14.3%) 35(11.2%)
3@ 3(3.9%) 10(3.2%)
AFP (mg/L) 22(3-1411) 22(1-4950)
PIVKA-II (AU/L) 19(11-635) 17.5(0-1520)
BEE kR 35(45.4%) 153(49.0%)
RFA 42(54.6%) 159(51.0%)

IFN-+RBV(9)

IFNBS %4 (68)

86

25 ~5E (28)

6» A (10)

~—— 6nR~1E(15)

15 ~2£ (13)



(25— 1OV (IFN) [k BHOV B PR AR A o (DB i)

JEHERE LD SEEFETH 572 (p=0.003), L2>L,
B i3 #5846 1 31, JEH5#201: 111&
£ 572 (p=0.58) . MK EILERE T,
AST. CUILLEVE, 7LT IVE, f/MRE
ICGRI5(A ¥ F¥ 7=V ) — VIS EHER) i &
IZZER A h 5Tz FEERICDOWTHER T &,
FEE D P IMEIZTR & BIZI8mmTEN &<,
HMREFNIZNT IO T81.8%. 85.6%LIFIE
A CTH o7z, EFE~—H—T%, AFPOHifE
ZFNZN22mg/dL, 22mg/dL, PIVKA-I
(Protein induced by vitamin K antagonist or
absence) 137 7LF N19AU/L, 17.5AU/LE FIRE T
o7z, IFNVEEREF OIIGEREE D)7 I AT Tk
3551 (45.4%), RFA42151(54.6%) . FEEH T
V3 BT B BR153%51 (49.0 %), RFA159%1 (51.0%) &
e Y
IFNVAERIZ1990 ~ 19944 D F AN DS T
582 (3.4%) &7 Ap 7253, 1995~ 19994
% 167 F15M41 (22.4%) . 2000 ~ 20044 T
1317011 F140451 (23.5%) . 2005 ~ 20074 D34 [
TIX94BIH2061 (21.3%) L —FE L7 LB TEA
INT Nz, IFNIRR D (RH) 245 L, IFN
+ Yy rOFFRBRE T b DiRfl
(11.7%) T, {681 (88.3%) IXIFNBEL 5
Td -7, IFNF 5 HARI36 » A LIN106, 6 % B
AETEDUTI560, 1454824 DU 136, 24854
PUT28%1., 54EE8 2311651 TH - 7=, IFN#5- 5
O v g fE 1 2. 14F (BEFH0. 14~ 11.74F) T\ 24
DL ks 58 PR 433901 (50.6%) % 67z,
IFN# 58 FER BB OE R OB X R TE:
Mann-Whitney# & T, & B F & ZKaplan-
MeieriE CIER L. BRZMAMOLBEREIRT
Log-rank test /T o7z, FEBEREICH 575
EERIZCox HffINY — FETILTRE L7z,

1. EREF CORGERNITEERE(=2)

BRI E L UUMRI T Ui & RFAD T &
BTN TNB7280, IEFNBE EZITbkh 57
31260 DT, AR %47 5721466 & RFA%
7072156 B DNTHAIVER R R B L=,
FFUIBREE - RFA O BRI, IERZThTh
13.4%), 21.8%, 24£36.4%, 45.7%. 34-51.0%,
64.2%. 44-64.6%,73.2%. 5%-71.1%, 81.0%
T, RFABRHOBRBZHFRISEE TH -7
(Log-rank test p=0.033),

2. IFN#EOHFENC H/- T EERE(X3)
IFN#5- B ENHMERRELE L,
IFNFER 55 - REBH TOMEBERZ I, HEH%
BENENIT.5%, 91%. 25F-5:45341.2%, 33.3%.
3EF54357.5%, 41.1%. 45-1:4368.3%, 58.8%.

H2 A 57RO EBITRITOS D ikEEE:
ENFHIRTOEREDLEE
100

RFA(n=156)

80

BB (n=146)

[+
o
T

FHEB3E (%)
8
1

20

Log-rank test p=0.033

) L I !
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B3 A>4—JzA BREFREFICRE:

BRAELBOFEESE
100
IFNEIRE
(n=312)
80+
R 60[,
H
R
4
é a0
201
Log-rank test p=0.013
% 3 5 10

S5EERHT4.5%, 63.0% T, IFNE SR TIZBAS
MAIZEREBEMEL., MEIZIEFEEELALN
(Log-rank test p=0.013) .

3. FEERICHFS I ML ERD®RE
INICEU HERIGRER OB RIZF 5T
3 B R % Cox BN — FETILTREF L7z,
SEEBBMOER. BRICEST3ERIZ. (1
IFNO#E-& 1 (N5 — K H0.66, 95% S FEFR S
0.47-0.92, p=0.015) . (2) EELRH (O \F—Fi
1.44, 95% 12 FERE51.02-2.05, p=0.040), (3) ICG
1553-1820% Ll _E (N — N 0142, 95% {2 FEFR A
1.11-1.83, p=0.006) . (4) FFEIRIEE:HRFA
(N —TFHi1.33, 95% 18 FEFRR1.03-1.71, p=
0.031) DAZFHET bz, [FN-« D E (B 5
B ICXD FEREHICHUERR ) 2
MOB6IIE T B LR EShiz,
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E4 A4—71OVEBESERNCE -

FrEE#E=R
100 BR
IFNSE#RE
8ol NR
§ 60 IFN#kGEch
B
% — SVR
i
= 40
o3
20
Log-rank test p=0.0034
O i I 1 i
0 10

4. IFNREM R A /- FFEBRE (=)
IFNDEEZD RN A - B R E i 2IFN
HREFFDOREL B U TR U7z, IFNDWGESIR
. T AN ZHERR B (SVR © BIERTICIFN CHCV
RNARSHEALL7210618 88 1401, A1k 2er95h R
B (BR: IFNIGEHE T2 <L 86 » ABALT
IEHE) 6f5l, EEShEE(NR © AN ZIEHEER 2 DALT
EHE6 » AREE) 3761, BERSH TRz
(#5-h) 306i=43 1), IFNsK 6 H (HCV RNA
i CHPEIRIATRRIRS) 302618 ik L 7=,
SVR#F - BRE - HX)Rf - ARG - K5
B o OFEBRZIT NN, ET0%, 0%,
6.7%, 12.5%, 18.8%. 24-T3.6%, 286%, 370%,
25.3%,42.1%. 3%-T42.9%,42.9%,52.0 %,
32.6%,58.1%. 4%-T42.9%), 85.7 %, 66.9 %,
41.3%, 69.8%. 5SE COIEBEHRBIXZ TR
42.9%,857%, T1.1%, 46.7%, 76.6% T — 7.
2R TOBEHEZE I Logrank test Tp=0.0034T



A2 F—=Jz0V (IFN) [CRDOHCVEERRIRAE AR OB RN

ENHRENI-H, SVREE- IFN#RHETOEE
EAENER T 57z

IFN-pIC KA APERRIFER R EFHS
DE|EVLSHIBRER SN THEF. ZThETO
FEPREEICEI LT, IFN-a D7 —Z8/EE AL
T M2, %< Hiretrospective’n i Th 5,
LRV VRTTLIZEBWT, retrospective
WIZE Tl & 5 4% IFN- 12 KB CRIFFERIRE
HEROBFFRIFIZI RIS OOTRE Lz, KE
frE ETEEZERUERE 27O L. EE
DARGE LR - ablationl KA FEF R TIC
AR 5T BTN & DB A ESIFND
BENREEHVENIUTUESERESH D,
Z O W2 TR EE X 3em3E LA O /N RFE
L. ARNAEIZRFAD AIZERE L7,

HFEBERBEIFNGEER CERIKTL.
LA BN TE. IFNEEEF TIIFIEY 205
0.661ZE T35 Z & AVR S iz, AR AN,
SVRIEGI CHHEBRZEMET721E0, RE
DIFNEEMF 2T > TS CHRERL KN
BRI AL NIz,

20014E- LItk T h & TItCEU IS RIG R i
DIFN- IR DB, BRI - EFZFEE L
It & &R § Bprospective - retrospective®
Wb EE RO LTHRESH TS,
ZDHHEERL BB CIRIGRITVEOHR
BEDME & 1T - 7=Mazzaferro 5™, EfEA1L
SEHAR TIZIFNO A HEIC KD ZEI 028, 26
Do BB TERERENHGTEIIL
ERELTVS, e

EF5DIT -7 AP, BRHIEOHIE
MIENEES.74E, JEIFNE465F &, + 0 4a &8

BB 1E 5T 3, Retrospectiveff 28
DIRF LT Z, REGREEN AR b E
DWFRT — 2 NEREIN DI LTIk E LBk
BHHEDEELOND,
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Hepatocellular adenoma

Key words : #&
B LI

L&

PR e B BB 2 RS T AR D T E Mk BYEE

BThHbH H30%ILHFTHY, 10FEHL L
B A5AEFRERE &I Twnay, =X
b sy e ER LIROMBERERT v Falry
ERT TRy 7 AT7aA FORM, [HEMEE
¥ (von Bierke) < TIT 008 5 & F-H i f i 58
FEDEREATF & Vb Twna™,

Frrffa e 2B P EF 2T RICEEL, A
RIICEMEChRER LERZETHZ LA
%<, BRMICH RS 2 5A AR %
LIFLIERD 5. MRS ES R
ERDHZ LD, IEEFMRICEML
Ao EEMBS IR ) a—r vk
EH L CTRIRPIRERICES L TW5A, Ml
SR OB (HCO) W, &S
PIUCIEZFIIR, BB, SOEIRIIRIILTHD,
BIIRIE I 2 5 RFE S NERIEIEL T A
7y = E b THIICEET A28, HEEL T
W WIEENE N,

2002 4F1Z, hepatocyte nuclear factor 1a (HNF
la) % 23— N3 2% TCF1 #&{ZF % f—catenin %
I — F9 5 CINNBL#ZTERDFEENHS
M7 o 72, Zumcman—Rossi 5%, TCF13&
ZFDOERIZL Y HNFla ORELISGE S 5T
V2 T B R e L R i D 3 B 7 B A L S
BT, MR REMBORED D
w2 &, CINNBLEGFDERIZLY f-cat-
enin DML % 5830 5 FFHIRE bR A (3 f SR A <

8L 3E, hepatocyte nuclear factor 1a,

>
H

[ —catenin,

O

ﬁ?lﬂm
=

HWERN 22 LEMRLZ LIFLITE T2 &R
BHThbHEL BT, ZhOHBETOER
T &7 X WIFHRBRIED 9 b SER S % 9
BRI AIIER OLR, MBS RA
2L, Wbwhb telangiectatic focal nodular
hyperplasia (TENH) D&% /R~ 3 2 & #5512
L7z

1. & ¥

JFF R N B T > B SR 56 33 201 100 75 A2 1
ANDEETHAD, Ay re2a&h L&
RS2 BEMIC b TIRET A EF0%
ERIF30-40FIC b b TWwWAE?Y. —7,
I B U0 12 5 0V % FFA B B R D 5 A 221349 50
%, IIEBEFERICBITSENT8 25 % &M
TEEICHMRRELFE T 57

Bioulac—-Sage 5% ® 93 JEFI OFFATIZ BT
SEIEEIL 38 %, BT 1 5, RECETIE
DIRFAZFRIZIZIZ% THo72. ¥iZ, HNFla
DORIELHHE 2 > T 5 FF PR E O %41
35-50%TH Y, WHEBEVLEDLEEEN
272, HNFlo OiE AL %2 720 5 A E 12
15-19% TH ), BHEBREO LD HE &I
BHE <, HCCEUHRTH2HENE - 72
HNFla % B-catenin DEZFEE % b v
RIE &) ERNL30-35% TH h, M7V
T—VERENZ NEIID 5 7.

2. % H ]
HNFle #fzF & =X by > oR#EHIES
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BETER, BRET BRI 517 5 BEEK - $IES E 45
FRUORH
HNmaﬁﬁ%ﬁﬁﬁ\\\\$ = RIEAEIR A<
N e ez s 1 730060t
CYPIBlAZTFEH¥ }//' TR AN D 1 22 BRI L

(-catenin DEHAL
(15-19 %)

FHCZ . BEBROTBRES
(MEHEEDTERL) .
HCCEBDONAY R TN —7F

It
i

0
:]’llij
VL[ gem (CRP, SAATSYE) || WEEHIIT O CRP, SAA B4
}7; (35-45 %) MERRRE
a
]
/%
%’,
f SRR
(10-20 %)

1 FHERREOEEGTFER LA - RS EO4FE (Rebouissou S, et al: ] Hepatol 48:

163-170, 2008. X bigzs)

4% CYPIBl BT OAMMBERICBIT A%
B OFHRREOFENOB S ERH s Tw»
59 INLBERFOERIZIZA MO T U7
Yra s viRBAEV I HENERSL IR, A
BB 72 &SI O BRI IR AE O SS4E BB A3
mysdobigans (&)

3. " =&

a. HNF1a &M HHQERIE

HNF1le iZiFfife 02 bicB5 L, RiEEAL
T5Z & THMBEOBFERE, FEX
DOERFR, WHEZIETELEINTVEY. D7
%W, HNFla G IRPRE OB E I 72
BREFEMERfES Z L LERBEANFH L L TH
%. B2, HNFla ANEMEZLOFFHERE T
liver fatty acid binding protein (L-FABP) »3/K 18
LTHBY, 2o & biFMaREDRRITEMEIC
5L CwbeEZLNTWAY

b. [B-—catenin JETEFTHIIERIE

Wat/B—catenin R IIMg 5L - HEE - B4,

Fresfig o s, LR -RMERLT, MREE L

BB LTWwA2 T/ B-catenin i HCC
T D EE(20-34 %) ITIEFH L SN TV B &
GETThorEVDRTWEY, Z0kw, f-
catenin {E PR EOREIIREREL B
T 5% EOMBFNEE LY, BIZZ20Mo
FHRREBRIE I TR b2 S 7T HENE WS
L THA.

c. REMATHRERE

BENZEETEEVSHLNIZE N TH W
FHHRERRIE D 9 © T IZEE & S A
12 & % serum amyloid A protein (SAA) % CRP ®
HBHRBHONBEREDPFELET D, INODOEED
BEIEBEN ICERONEE, nEOERKE
HoTHBY, BERNICHILEZED DOFEZW.
F72, 2O A TOFMBREICIZERR 7 Vv
TI-NVEHERBDBLBENEL LY, IhH0F
BRTFHRIEZ M) FFRREORAEICES L
TWAZ EREREINTW A,




156 A BARESR  FEBBRERERE Y ) —X No. 14

2 FFmlaREDSES
a: ERAE (SonoVue JEA 10 BE) 2B W TIEE O&EF

EHRAREFT R (SonoVue) (LHK™ X 1 84%)
BERZHD 5.

b: BARELIAE (SonoVue FEA 22 B1R) IZB W Th T MICABO MBI N TRz o -1y -V 2 BT 21584

R 5.

4. 2 EENZ

a. 2 W

eI BEEF THY, FNITALPR y-
GTP ®» L& % BBl L FHBIGRD 5. AFP R
DCPIZHCCEZAPEL WA E Y LA/ L v,
1) IBEBERRE

— MR AR RN 1, I o S I i g
B2 25 5. HNFla AEMHHHETLBIE O X 9
WZIEEHBENICIEE RS 24 K TATWBHE
WCIEBTa—nNy =V E2EBT APENDINOY
SRR a— 8y - F2 L, KEMIHIZR
JETE L AHND X HICHERICHILE M) e
=BT a—Fy = &RT. BICHILED
EHLAKILEE LTV ABREIZT I — X5 4

IV NI B -y -2 BT 5.

SonoVue % Fl 7235 8258 F HMRAE CIEBRMA T
B RZ RO, FURE TR BIFEE & FE
EOBENREROL LEOHERD A (K 2).
75— N 7T —BEPMAL TIREE IO mE
REENIMESHE I NS,

2) CT scan

FFAmBaBRiE 1L, JEBR O Ak & D THELL L
ToMMkR T BT 5 720 B CT Tid¥s—I2i3iz
SRIUE 7 R T HEDSL VY, BT 24 <
EUWE, o H IR O AL TIZERBIX
fEZRT. F72, HLOHBILER ) a—7

s B

2EBEUCHEICRBERINECET 5. &F
CTIZBWTIE, BRMICBVTEEZNRZRR
O, ZOEZNWREITHCCIZHTEZEL, M
NRAB L OBIIHICBNTHBEENS. HIE
2 H L ER AL % B v TR 80 % DHE B T I E RN
RiIEEEFKCH—-CRDOONE. £, B
25 % DS A S, BIRME TlL SRR R H 7%
CPRMTHEEZ I NS,

3) MRI

TLERABRIIBWTIHE~BES T TkA &
FEETAH T2ERABIIBVWTEISE~-B5RES
ZIRTD, YLUBEFTEERETAEENEVLD
THY, T/, TIERGERAKRICAE—TH5D
Z &L,

HNF1a AEEFARREEO X 5 (< IEEH R
WICERIER % % < &L BEa12id, T1HHAEG
TEEFTZET4. B, ZORFORHEICIE
gradient echo 7% % F\* 7z chemical shift imaging
PEHTH Y, T1RHARICHI) S in—phase im-
age [2THE{E%, opposed image |2 TIKES %
£795.

155 MRUIZB W T E AR ICBIIRM I T
B3N, PR BEHECIEEMRERLRDLR
Vo L2 LA s, SOEMETHIIIRE Tl EIR
HIZBUT 258 ERRIR & PIIRAE D & BB
P COBET H5ELRRERT I EDD 5.
ZDIED, KEEFRBRECRE LT, T2
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SRR BT B EEIBER OBV EE T I
THAHIEPREINTBY, g, EL
THEAREE A KL TWAEEZ HLNTWA.

JAE, Y EE R bR MRIBE SR < B
RHICHWSLNTWAY, HFHEREICET 5
WME T v FHREZHIIBT 5 E23R
GERAREE L VRESZRL, FNH & 05|
WEHTHALLEDOHRED DB, 5HBOELS
EFOERE ERFVPLELBEbNS.

4) BEFMmMEES

B RAE I B\ TG 280 & Ll 2\l d - T
B R A, FNHIZHA X ) hypervascular
ZHREZET 5. FIIRBEERBESCAV S ¥~ b
nElXA LN

b. SEAIESHT '

&1L HCC, FNH, Mm% # igHilE fibro-
lamellar HCC, #=RMERFHE R EH% 8§ N &5
BLEZZ6N5.

5. BELTFR

TR L EE SR L 2 b o, {412
WRTHHD, FSVEVHORIETHNLZDY

HELZZD T2 EHA RNy -2 LD
72O—EDOFRIIHEL TR, BEORL
M, FEREAE I BEERLOERED S 2 D
DIZKT A3ALTH A, Bioulac—Sage 52 ILF
HEREDOBED ) LARVEVHEZRE LT
LEEEETIRATIEZ T, BEOMA, W
RPBBLNZIER O S BEEEEA 5cm % 8
REBERNBIMLOERY S 5 X 9 R5EE1Z I35
Ik ZE T 5. EEXEIS5cm ULT OEH
T HNF1a AEHEF AR IE O %413 MRI 7% &
TEMWICEBBLEL, d LEBEZE»S5cm %
R DX ITHR LA SARTIR, FEIRE
AT X BB EET 5. SRR E
DG E B EREEET 5. NEHOTIBReE
BAZ & 018 s N7 MRk oM CEMIR L & B
H3d B B-catenin DIEEPHER S N4,
R HCC A FAET 5 et % 2 UE 1T R E IR
BEZE L, HCCAFELBEITIEE B I
FHE9EIRE, TACE, RFAZL ETHET L. EE
HHEDOMEY T B—catenin DIEMEAHERR S iz H
> 7-8560E, MRI %2 & CEMICRREIET 2
TEPRLEFLWELTWA,
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