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Immunohistochemieal Profile of Sclerosing Hepatic Carcinoma

Chanil Park, M D, and Young Nyun Park, M.D.
Department of Pathalogy, Y onsei University, College of Medicine

Sclerosing hepatic carcinoma (SHC) is composed of slender cords or small nests of tumor cells
with peripheral palisading, and abundant intervening sclerosis, The tumor seems to have the his-
tologic features of both hepatocellular carcinoma (HCC) and cholangiocarcinoma. To evaluate the
phenotypic expression of SHC and to investigate its cellular origin, immunohistochemical stu-
dies on three cases of SHC were performed. In all cases, the tumor cells showed positive staining
for cytokeratins AE1l, AE3 and 19, carcinoembryonic antigen (CEA) and epithelial membrane an-
tigen (EM A). The expressions of cytokeratins AEl and 19 were stronger in the palisading cells
than the interior of the cords and nests. Conversely, CEA and EM A were expressed mainly in
the inner portion. Alpha-fetoprotein was expressed in only one case, mainly in the palisading
cells. In summary, SHC has the histological as well as the immunohistochemical profiles inter-
mediate betwesn HCC and cholangiocarcinoma, and the immunohistochemical profile suggests
that SHC arises from primitive hepatoblast with a tendency of differentiation to the bile duct ep-
ithelium. {Korean J Pathol 1994; 28: 636~ 642)

Key Words: Sclerosing hepatic carcinoma, Hepatocellular carcinoma, Cholangiolocellular carci-
noma, Cytokeratin, Alpha-fetoprotein, Carcinoembryonic antigen
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cytokeratin AEl® cytokeratin AE3(BioGenex
Laboratories, San Ramon, CA, USA) % cyto-
keratin 19%, alpha-fetoprotin(AFP), carcino-
embryonic antigen(CEA), epithelial membra-
ne antigen(EMA), alpha-1-antichymotrypsin
(AACT) Dako Co., Santa Babara, CA, USA)el
ek e E AlBdlgleon] oldzalglel oae
LSAB kitiDako Co,, Santa Babara, CA, USA)5
o] & 3 2l it 3-amino-9-ethylcarbazole(Biomeda
Co., Fostar, CA, USA)= wtadsladc),

Cytokeratin AE1(MW 565, 50, 50°, 48, 40 kd)
+ acidic low molecular weight keratin poly-
peptides 4] Moll No, 10, 14,15, 16 % 1905 %3
&= ofFE dhalo)w, cytokeratin AEI(MW 65~
67, 64, 59, 58, 56, 54 kd)+ basic high molecular
weight polypeptides24 Moll No 1, 2, 3, 4, 5, 6,
7% 88 2% oFE Hallo]c,

4 2t

1. g

HAb g4k 305 2ol 7} WAt 17} od2lgdon] =
T A7 59349k #ale] e B.3I~8.8 pg/f
dl2 =5 A4 Yool Hdlgdes 2YFEIE v
e el glgdeh #3 AFPE 343 1<l 3,200

ng/dle Frh=lgin, 395 29«04 A4 HBsAg~t
k4 el sl=HTable 1).
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= gledeHFig 1),
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Fig. 1. Gross finding of sclerosing hepatic carcinoma.
The cut section shows a well defined, whitish
brown, fibrotic mass of a spreading growth
pattern with several satellite small nodules.
The surrounding liver reveals a relatively nor-
mal appearence without cirrhotic change.,

Table 1. Clinical data of the patients with sclerosing hepatic carcinoma

Case  Age/Sex T. hil Alk phos AST/ALT Ca Phos AFF HBsAg
1 54/F 0.7 mg% 62IU/1 18/201U/1 8.8 mg/dl J3me/dl 3200 ng/ml +
2 h2/M 05 mg% 65IU/1 211/2151U/1 83mg/dl 3.0 mg/dl - +
3 T2M 0.5 mgk N D 30/311U0/1 8.5 mg/dl 3.5 mg/dl : —
T. bil: Total bilirubin, Alk phos: akaline phosphatase Phos: Phosphorus, AFP: Alpha fetoprotein, NI N ot done

— 637 —



— ol b 2| EhE| =) H 28 W M6 E 1004

ﬁ&fﬁ i - e

1 ' —
v - A - L
r . . 3 . E i . L e 5
. . e . Tadn o R
chig L T -7 e 1
. |:'| > - - i = 5 .
4, N - - - .
- L r . 5
5 o . - Nl K 1 -. L i A
e i i - 2 ™ =,
i g nf P .e - =
I 4 - s
o i RS -y
o 0"
- & ] e
o 1 T =l y
) r. L] e _. 2
— . L
o L .

Fig. 2. Microscopic ﬂndmg of sclerosing he;natm carcinoma (SHC), A: SHC showing slender cords of neopalstic
cells and intense fibrosis. B: Neoplastic cells next to the fibrous stroma showing a palisading

arrangement,

Table 2, Immunohistochemical findings of sclerosing hepatic carcinoma

Case CK AE1* CK AE3  CKNo 19* AFF CEA EM A AACT
1 + + + -+ + + +
2 + + + - + + -
3 + + + - + + +

CK- Cytokeratin, AFP: Alpha-fetoprotein, CEA: Carcinoembryonic antigen, EMA: Epithelial membrane anti-

gen, AACT: Alpha-l-antichymotrypsin

*. Stronger expression in the tumor cells of outer palisading arrangement next to the fibrous stroma than in

those of inner portion of cords or nests.

A4 d4=dez i qzich 59 4730 49 &
Hol e ALFEY 2evt o slen FHNEEE 5
stof e Wi mgg wolch FUAEES I
7t FAYG AZAE olFe AFele rhabaleld §3
i dl3e MEEe] £3 HaAuldd FHn gdgid
(Fig. 2). =28k 32 A252 G233t =94
U osEd el £ 9ude 2ead #Hilm sliich
Q=8 v ol Pujd e $HT ¢+ 2l

3. HAXEEsE 4N

734 ZhabE Jellold Al Hde sy HE
EA 2 AAAF= Table 294 3

BE d|Ee] cytokeratin AElL, cytokeratin
AE3 o cytokeratin 19l st FE3al 433

waoch Cytokeratin AElele F5 F4 =49
ehababel M £} 74k efp4ubd-g 29l b AR
&4 g vgen] Fok AZEE bl el
o Mrel zlekd g wgcel Cytokeratin 19+ F
ok Zol 3 S 7z e slbAlu|s Fofs zhek
Hog dustgded, F4 kA g Zedde #
# 5|2 e} cytokeratin AElell =03 d4 == 8%
= wazael fastelct Cytokeratin AE1 = 19
t ZoZE F AEL Yo HA s AEF
ugled afabujed & = #lEe] HEEo|A ot T
7dahA waslgen Fo 3elMe oledh Aelrk ¥
Hage, Cytokeratin AE3e| i & FobdlEs}
F3Fulg AR o g e Esl 25 g4ddbs
£ ¥olon] Za JeiMe MAEEE e 23



Fig. 3. [mmunohistochemical stain of sclerosing hepatic carinoma. A: Cytokeratin AES sxpression in SHC and
non-neoplaztic hepatocytes, B Crtokeratin AE]l expression in SHOC and bile duets (arrow) in contrast to
the hepatocytes of the surrcuding liver, C: Cyrokerarin No, 15 expression o tumor cells of the outer pali-
safing arrangement stronger than the inner portion (LSAE]L

Fig. 4. Immunchistochemical stain for carcinoembryonic antigen (A) and epithelial membrane antigen (B)
showing postive reaction mainly in the inner portion of cords or nests. Far alpha-fetoprotein (G} turmar
cells of the outer palisading arrangement show positive reaction (LSAB).
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Tk 27b of 24 458 29 cH(Fig. 3).

CEAz} EMA+ #Adb4 7bslF 3d| 2 5ol 748}
Al HEElgen T2 Hxie] Wi gl FokdE
Eollq okdd ubg§ vecHFig 4). F3 F4 2123
o] 7h4| Zell = CEAS} EMAZ} =5 dbés]x ok
stot, 918 wlibell e gl g o} ofgl gkyd Hl
8 B

AFP+ #34 7loE F €4 AFP2 F2hkeid
Fell 1elMdgt wHdlg e, 2 H3ad S e 9
29 FUAEEA FaAsUcHFig 4). F25H e
Ttz A e M= AFP7E E A5 =] ghale),

AACT= A84 7t 3o 2Fold Eizog
ok WS g wglen, Fa3 Fue iz} chabg
Aol & 25 FFH oz skide]qic
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HEd ZiEe 2 = gz s @
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48 geld 2o gich =l £ dAFelME AR
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glof ¥ 1=l #bed o),

Cvtokeratin® 52 T Ababa =24 Moll "
& olafl A7l FUdE ol B3l cytokeratind
19% 2 polypeptide® #l¥sgav, glie nE
A3 25 cytokerating] S4el wel FFEbgoh
Eg cytokeratin® ZH 4bdel (€3 $4 =& 4
7l [[8ez aldslsd, 25 4baa fe)ale |
Hap [[de] =& zof FHFHo AHa 4T
Moll#] cytokeratin 83 18& ¥4 8, cytokera-
tin 73 193 $@sla o, Thi Sh3abasH e}
chdalal b 2= cytokeratin 7, 8, 18 o 19§ =ze
i ¢ gl welbA cytokeratin 73 19+
HoaEE A3 2 HFAelnd FHAN Za Rl
oz} 2ol ztetdl EFof 2IoHz woza] g
Ao g wEA 5 qloh £33 o FEA4 gl
cytokeratin AE13} cytokeratin AE3E o] &8}
ez ghated 4g 4| #Ebd cytokeratin AE1 &
etk ulH Zoll Huk EA =2, eytokeratin AE3E
Fha| 2o} chabala]a Eoll ] 2% 3| Elch

FTAATELE daz 2 7| xe] ExAe Fb
Abad a2 zhElEla sl Johnson '8 32e 2
b Z ot 1008 gH3bdagEF S di4=22 cyto-
keratin AE1® CAM 52(Moll No. 8, 18, 19)
et o z= ey g 404 A A 2F
T Ol%olA CAM 520 kol olE #2g %

£ =7} cytokeratin AElel| #4458 29l 44
vhadabE|gbEe] Aoles A dl7b cytokeratin AEL
 CAM 524 ksl Heoeg def Fux Z|HAE
7} #Z+ cytokerating] S4& Jeldicdr ¥ nEhg
th. dH Van Evken®'™& ZhdlEelFE 34402
cytokeratin E 8ol o gt dFel4] zHA EGEF2] F
b g Al g e cytokerating] T =&
197 Edslctn Baushge, £ delds 3ol
4 alebE mFr) eytokeratin AE3e] akdvba&
Ao cytokeratin AEL3} 1905 &3 2]
Ggssl e Hee ok ubEE ved a4
7datEe] b 2H 2 cytokeratinst halabsiAEy
2] cytokeration& =5 za &8 ok 4 gld

w334 HE cytokeratingl 79 19+ 454 A9
off el % FhHlE Y b gl aA] 2 ey ofd S
il ZbE 1ej(hepatic acinar zone 1)2] k4| Lo
Ax dabEle™ F4Add F4(focal nodular
hyperplasia)e] df4 oo @34l AT =+
A gl gk Lo HE a4 gl ool
< cytokeratin obal 2] shel-2 Zhe] dhdai Aol s ¥
= cytokeratin $HI Fabsich & 3 b4 27
chalal d4 a5 7ol ahdlEe] waal zhesEs}
CAM 5.2, cytokeratin AE]l % cytokeratin 8, 18,
195 W33 814 1058%el& cytokeratin 197}
A4 s, 94l 24574 = cytokeratin AE1IE %
Hx2] e Agisle|gtde 7|eleg Az
FHductal plate)& §41 T—9F2e] FH 2 F=
o |4 el Gehtn A Fel= cyvtokeratin 83 18
+ ¥ Eickrl 94 12573 e A3y aftge] o
efvh asgabe] shabg ¥4lEbd, A3 cytokeratin®
ot ol & B5dle] 94l 147 Hels cytokeratin
19, z2jir 9l4l 2057+l cytokeratin 7 #44
2 5§ 49 glesd EFe|eln dHE Fok
ZF el cytokeratin 8, 18 % 192} vimentin
& wHiht Fo fasl geldel M= cytokeratin
8, 180] w# sl cytokeratin 198 ##o] vj$ o
ofdl AMe e dEgted o|#f + 9o AR
2 Ao e ob2] 23 Ao glov AYE
=0 od27la) Wylee E4EF F o THZAY =
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FHYHFig 5).

AFP+ dHlolal 704 Zoll4d AAdale 2 e} &
ok- e el (oncofetal protein)e E4 k4] F 913 2]
T0~90% 4 L# =7 «f-F12, 2p4x 7|5llE 5
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# ol ofdlA B c}S EMAE Ao it cf
gt gbFel ) depfalal abd L abEel e A
Auk = o g okelA el F3 Fe] g4
Ev 54 beE 2ol ghpbada)H 2ol 2kgk o
4 4§ weldm deia glop® 2 odFe] A4
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A Febge MEFY o B4 ) He)
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