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2agbede}, faob 278 Todorokife] ¥F3k =}
o] gt ohilF = FI0] RokeE FEIA
b= 4% (polypoid), st HA7E 29 F
eko 2 Hukg vln Lalel 9| A=z A 3
w4 214 ¥ (nodular), HW723E FH4HA g of
b B34 7)o, by dale] o7 F3 &4
(annular constriction) & k= A4 #1348 (scirr-
hous constricting) = &9k2| Fdo] A{a, 3
AsA sl Az P a4 AEH
(diffuse infiltrating) =& FF3lgiet. A F4&
A5 of el —~34 2 rded, AEE F40 A
glo] dde] Tokvzant TAH A= Y, A
ghazze] Fof A=A Nc} o Feod o|ekgh Hw(+),
Foke] 71 P22 2} Fokdzale] cho] v]LE o TEE
(+4), Aitzze] T AzAuctr Ford 4% 3
Ti4+4+4)2 &5t Soke] AWATE American
Joint Committes on Cancer (Beahrs and Myers)®'ei|
whet S-Fabe e, s a7 el AR 2=l
olabal )l gl A Ar| e A& o) 2 1o 7 (stage)E
ahe =

1. a3

1) ¢ o A 2ok gha] lalf 32404 794 A
alg 2 B9 56.64% ek =k 129, oA ge R
diul 1.5 1e]gieH(Table 1),

2) YaEA QA FHAE de] 96l(39.2%) 2 A
ol phgkm, B55%e] 8e(34.8%), £Fel 4ed(17.
4%), A shE-ake] 1a4(4.3%), 7& = AAbr} 1+4(4.3%)
slelcHTable 2). F4bo] Jel} JQ 8 7]3HE 13004
125 7= cekated o, o 4dte] 3-THelela, 4t 25
Tol%tt.

3) Ak - &3 total bilirubing 19«4 (95%) ol 4]
Zrpabg s, o] & 104 (50%) 7F 10 mg,/100 mle] 4 F
kst e, Bilirubin® & & A A4 FAlelA -3¢
o| #Ha} &3l "4 alkaline phosphatases= 18
of 3 1600 (BR. 9% ) ol 4 S7isted e, €3 GOT= GPT
1596 A Ak e, 22 1400 (93.3%) <14 40
mU/ml ¢]4 ztzt Frlslddet, F4 £4A7A=2 o FP
(a-fetoprotein) 3 CEA (carcinoembryonic antigen)

Table 1. Age & sex distribution

Age Male Female

Total (%)
32-139 1 2 3(15)
40 — 49 1 1 2 {10)
50 — 59 5 2 7(35)
60 — 69 2 3 5 (25)
70 —-79 3 B 3(15)
Total 12 8
Table 2, Chief complaints

MNo. of cases %
Jaundice 9 39.2
Pain E 34.5
Pruritis 4 17.4
Indigestion 1 4.3
Vomiting & diarrhea 1 4.3

Table 3. Laboratory findings

cases/MNo. tested %
Bilirubin {over 2mg/dl) 1920 95
Aklaline phosphatase 16/18 89

[over 120 mU/ml)

SGOT (over 40 mU/ml) 14/14 93
SGPT (over 40 mUj/ml) 14/15 93
a-FP  [over 10 pgfml) o010 0
CEA (over 5ngfml) i/ 9 33

£ Al¥3ldel, oFPv A 10We4 25 A4 4
fledx, CEAx 9ol Falslelon], 3904 Sng/
ml o] 4 Zr}aled a1, 5~66.9ng/mle]glck Table 3),
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504(25%), #H5-5b Tell(35%) ela vlab4d <hel 1s]
(5% e 2=k Fig. 5),
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ekl gl et
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Fig. 2. Polypeid carcinoma in
distal commaon bile duct.

Fig. 3. MNodular type of carcing-
ma in the common hepatic duct.
Ihere s mnodular elevation and
thickening of the bile duct,

1) Sk 0 Gabaadah 458 40l (21%) (Fig. 2)
AAdsle] 6ol (32%) (Fig. 3), 24 28 504 (26%)
(Fig. 4), 28z » |' P4 2l w3 e| 494](21%) (Fig. 5) ¢
+7] 7| Ee AER §HE 72
it7] ""'fl 357 1=|| gl 4l eH Table 4),

2) Ho|AE 212000 = F AghEe] Za]abs] £ E
Mol ov, 2oflofl A T o8 fiR dugdFe] 215
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=~ | Fig. 4. Scirrhous constricting
\ type of carcinoma in the commaon
bile duct. There is annular thicken-
ing of the wall and constriction of
| the lumen.

Fig. 5. Diffusely infiltrating type
of carcinoma of the common
hepatic duct, An ill-defined tumor
makes diffuse thickening of the
bile duct.

11=d (55%) (Fig. 6), &5 < (moderate differentiated) skslelch, £34 46l (20%) = 25 E3h7F Fka (Fig

7} 30 (15%) (Fig. 7), 2o} H&s} b A9 (poorly  9), AHHE 7 F3 -HI-@F FEE o Harh e A

differentiated) 7} 624 (30%) (Fig. 8) $3=gic}, =2 F asb zhzb 240 (10%), 734 H83E 230l 2 o7
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#taick, = Kol -rr'%“ﬂ ubE s 5 F 4o & 2od| (10%) o] 2icH{ Fig. 10),
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Table 4. Pathologic findings

Polypoid MNodular Scirrhous Diffusely
constricting infiltrating

Differentiation

well 4 2 3 : 2

Moderate - 2 - —

Poor - 2 2 ' 2
Desmoplasia

* : 1 4 3 1

++ — 1 2 2

+++ — 1 — 1
Stage '

TIS 1 — - —

TI - - - -

T2 1 3 1 2

T3 - 1 3 1

T4 - - 1 1
Location

upper 2 2 1 2

middle 1 3 1 —

Lower 1 1 3 1

Diffuse — — - 1

Fig. 6. Well diﬁerunt]atad adenocarcinoma infiltrating duct wall with mudaritu dﬁrrluplasla I_H&E =100).
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Fig. 7. Moderately differentiated adenocarcioma with mild desmoplasia (H&E, x100].
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Fig. 8. Poorly diﬁﬂ'tﬁuatad adenocarcinoma with mild desmoplasia. Glan
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Fig. 10. Correlation between histologic differentiation
and gross appearance of carcimomas in extra-
hepatic bile duct.
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Fig. 11. Correlation between desmoplasia and gross

appearance of carcinomas in extrahepatic bile
duct.
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Fig. 12. Correlation between invasion and gross appea-
rance of carcinomas in extrahepatic bile duct.
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Fig. 13. Correlation between stages and gross appea-
rance of carcinomas in extrahepatic bile duct.
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Fig. 14. Correlation between location and gross appea-
rance of carcinomas in extrahepatic bile duct.
4 diffuse (middle + upper).
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Fig. 15. Correlation between size and gross appearance
of carcinomas in extrahepatic bile duct.
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Fig. 16. Correlation between serum total bilirubin levels
and gross appearance of carcinomas in extra-
hepatic bile duct.
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Fig. 17. Correlation between differentiation and stage
of carcinomas in extrahepatic bile duct,
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Pathologic Study on Carcinomas of
Extrahepatic Biliary Tract

Byung Tae Park, M.D, Eun Kyung Hong, M.D.
and Jung Dal Lee, M.D.

Department of Pathology, Collage of Medicine,
Hanyang Universily

The authors reviewed surgical materials from 20
patients with carcinoma of the extrahepatic biliary
system, and a correlation between macroscopic appear-
ance of the tumors with various clinical features and
histopathologic findings was made,

Macroscopically, the tumors were classified into four
types;, [1Four {21%) patients had pelypoid tumors, six
(32%) had nodular growths, five (26%) were scirrhous
constricting in type, and four (21%) had diffusely in-
filtrating type. Histologically all the tumors were
adenocarcinoma with focal squamous differentiation in
two cases,

The degree of differentiation of the tumors was classi-
fied into 3 types11 (55%) patients were well differentiat-
ed, 3(15%) were moderately well and 6(30%) were poorly
differentiated. All polypoid tumors were well differ-
entiated and had low stage. No correlation in the degree
of differentiation of the tumor with the stage was
present. No correlation in clinical symptoms, duration
of symptoms, laboratory findings with morphologic
findings of the tumors was noted.

Key Words: Carcinoma of extrahepatic biliary tract,
Adenocarcinoma, Bile duct cancer
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