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Table 1. Classification of HCC according to the

growth pattern

MNon-cirrhotic :

Cirrhotic

|. Expanding

2. Focal spreading

3. Spreading

4. Mixed expanding and spreading

|. Expanding

2. Focal spreading

3. Spreading

4. Mixed expanding and spreading

5. Cirrhotomimetic

c. el viukselgly R2g F, S 2 HAz)
Eae o] iz 3e] (5~1.0cm 27)e] A
2 o|lfeld gl olefgt A5 ddert
o3 dAE #AE FA7HHE(Fig 6)22 Agstalch
Al EE A =g g EFE A T 0|84
e HAM 337 FF52 24 £t de] HolA E
Ay 5 slent eleist £33 A9 o Sl
ke IR ) 4=

ozt e i B EAelEel whet A 32

=3

gejalzt st BRe] dAEE 2Asiges,

? Fig. 1. LC, etpanding type of
HCC showing a lobulated cut
b surface with a capsule. Inset :
higher magnification of cut
surface.

Fig. 2. LC, foecal spreading
type of HCC showing an area
(arrow) of tumor spreading be-
vond the capsule.
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Fig. 3. Non-LC, spreading type
of HCC showing an irregular
tumor boundary and a rela-
tively homogeneous cut sur-
face with setellite tumor nod-
ules.

Fig. 4. LC, spreading tyvpe of
HCC extending as if it were
replacing the cirrhotic pseudo-
lobules.
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Fig. 5. Non-LC, mixed type of
HCC consisting of two ex-
panding and one focal spread-
ing (arrow) nodules.

Fig. 6. Cirrhotomimetic type
of HCC showing numerous
small tumor nodules scatter-
ing throughout the cirrhotic
liver.
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Table 2. Classification of HCC according to gross
anatomical features

47 10cmel 49 wlwd 2 278 AEgEE 9 Dross type o of Cases
R EENCE S S Non-LC 21( 429)
Expanding 70 14.3)
Focal spreading 20 4.1)
3. HCC Z3j2| 45 Seige Spreading i 184)
Mixed 3 61}
F37F 264 EehE AR Al non-LC9 6/21 LC 28( 57.1)
< (286%) 2k LCT2] 17/28+0 (60.7%) 3 ¥ 234 Expanding 13( 26.5)
(469%)91 o), S5 LCTe AYL ¥y (12 Focal spreading s 122)
13, 923%) #Ju+g ztw 9l whee] non-LCFe) Epcoading r1as)
e e = Mixed 0f 0.0)
Foel M Tel F 3¢ (42.9%)e] A% s]ube] Fhatw Cirrhotomimetic 2( 4.1)
et F28 ddde] |44 =+ A1 735 sl Total 49(100.0)
o glE FE BF 3240(653%)%em, LCTelAl+ LC: Cirrhotic liver, { ) : Percent
Table 3. Accompanying gross anatomical features in HCC
Gross type Total No Capsule _ Cut surface Smaller
of Cases Lobulated Homogenous nodule
Non-LC 21 6(28.6) 9(42.9) 12(57.1) 7(33.3)
Expanding 7 3(42.9) 2 g5 1
Focal spreading 2 1 0 2 1
Spreading g 0 5 4 4
Mixed 3 2 2 1 |
LC 28 1T60.7) 23(82.1) 5(17.9) 6i21.4)
Expanding 13 12(92.3) 10 3 1
Focal spreading 6 L 4 2 2
Spreading T 0 7 0 3
Mixed 0 ] 0 0 0
Cirrhotomimetic 2 0 2 0 0
Total 49 32(65.3) 17(34.7) 13(26.5)

23146.9)

LC: Cirrhotic liver, { ): Percent
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Table 4. Age and serum HBsAg and AFP of patients with HCC

Total No Age Serum
Gross type - -
of Cases Range Mean HBsAg(+) AFP{>>300 IU/ml)
Non - LC 21 52.5 11{52.4) 14(66.7)
Expanding 7 38 -63 027 4 4
Focal spreading 2 2-04 p30 | 1
Spreading 9 72 5.3 4 T
Mixed 3 60 55.3 2 2
LC 28 50.7 19(67.8) 14(50.0)
Expanding 13 33-60 49.7 8 4
Focal spreading’ B 46 - G0 55.8 4 2
Spreading 7 48-53 50.1 5 6
Mixed 0 - - 0 0
Cirrhotomimetic 2 31 -57 44.0 2 2
28(57.1)

Total 49

515 30(61.2)

LC: Cirrhotic liver, { ) : Percent
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Fig. 7. Classification of HCC according to the gross anatomical morphology.
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=Abstract=

Gross Anatomical Typing of
Hepatocellular Carcinoma
—Classification of 49 lobectomized
hepatocellular carcinomas—

Young Nyun Park, M.D., Eun Kyung Han, M.D.
and Chanil Park, M.D.

Departunt of Pathology, Yonsel University College of
Medicene

Forty-nine lobectomized hepatocellular carcino-
mas(HCC) were classified according to the gross an-
atomical features. Because the presence of cirrhosis
in the remaining liver has a good clinico-pathologi-
cal implication, cases of HCC were divided into non-
cirrhotic(non-LC) and cirrhotic(LC) groups. In both
groups, the tumors themselves belonged to either
expanding, focal spreading, spreading or mixed type.
Another special type, which has been called a
‘diffuse type is added in the LC group with the
name of “circhotomimetic tyvpe” Among 49 cases, 21
belonged to the non-LC group and 28 to the LC
group. Most common was expanding typei20 cases,
40.8%), which was followed by spreading(32.7%),
focal spreading(16.3%), mixed(6.1%) and cirrhotomi-
meticid.1%) types. Expanding tvpe of the LC group
was the single most commeon type(ld cases, 26.5%)
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The accordance rate of gross typing was 0.94. Tumor
masses of the LC group showed a greater tendency
of having a fibrous capsule(60.7%) and a lobulated
cut surface(82.1%), in contrast to those of the non-

LC group (28.6% and 42.9% respectively) The pa-
tient's age and the HBsAg seropositivity were not

different between the groups and between the types.
Increased serum level of AFP was particularly fre-
quent in the spreading tvpe(8l.3%) of both groups
and in the cirrhotomimetic type(100%).

Key Words: Hepatoma, Hepatocellular carcinoma,
Cirrhosis



