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Abstract

Obstructive Jaundice in Patients with Hepatocellular Carcinoma
due to Extrahepatic Bile Duct Obstruction

- Focused on Cholangiographic Characteristics -

Seung Woo Park, M.D., Si Young Song, M.DD., Jae Bock Chung, M.D., Jin Kyung Kang, M.D.,
In Suh Park, M.D., Woo Jung Lee, M.D." and Byung Ro Kim, M.D.*

Department of Internal Medicine and “Surgervy, Yonsei University College of Medicine, Seoul, Korea

Background/Aims: Mechanisms of hepatoma-induced biliary obstruction include pedunculated
tumor extension, obturating hemorrhagic clot and tumor debris, direct invasion of the biliary system
by a tumor nodule, and metastatic lymph node compression of the major ducts in the porta hepatis.
usually, the diagnosis has been an unexpected finding at surgery or postmortem and preoperative
diagnosis is seldom made, it is very meaning to find out the characteristics to predict the
hepatoma-induced biliary obstruction. This study is conducted to elucidate the findings in patients
with hepatoma-induced obstructive jaundice. Methods: We reviewed clinical, radiological and
surgical findings in six cases of hepatocellular carcinoma who showed jaundice due to obstruction
of the extrahepatic bile duct and confirmed histologically from 1990 to 1993, and analyzed the
cholangiographic fingdings. Results: The mean age of the patients was 54.2 years and 4 were
males, 2 females. The common cholan-giographic findings of all cases were bulky intraluminal
filling defects, which expand the biliary tree by tumor itself. These defects somewhat resemble a
wine- glass appearance. The margins of defects were slighdy lobulated and somewhat irregular.
Defects occurred at various levels from the intrahepatic radicle to the distal common bile duct,
however most frequently located in the common hepatic duct. Total obstruction was demonstrated
in 2 cases, however stenosis was not noticed in all of our cases. Tissue diagnosis was made
preoperatively by cytologic examination of bile obtained during ERCP in 2 cases and remaining

4 cases diagnosed by operatively. Conclusions: We may suspect this disease on the findings of
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bulky filling defects expanding the extrahepatic bile duct especially in common hepatic duct level

resembling wine-glass, and which has lobulated and somewhat irregular surface on cholangiogram.

Additionally even though the preoperative histologic diagnosis is difficult, pathologic examination

of the extracted materials or bile, transpapillary biopsy during ERCP or peroral choledochoscopic

examinations are mandatory for the confirmative diagnosis. (Korean J Gastroenterol 1994; 27: 83

-95)

Key Words: Hepatocellular carcinoma, Extrahepatic bile duct, Obstructive jaundice, Chlangio-
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Fig. 1. Abdominal ultrasonogram of case | shows a 3.5 . &
cm hyperechoic round mass in the right lobe of Fig. 2. ERCP finding of case I. A small round filling
liver which invades the bile duct wall at the right defect is showing at the right hepatic duct (small
hepatic duct level. At the point of invasion, tiny arrows). Another huge bulky lobulated filling
hyperechoic mass(small arrows) is noted and defect is showing from the common hepatic duct
another huge hyperechoic oval mass(large arrows) to the proximal common bile duct(large arrows).
showing at the common hepatic and proximal The tumor expands the bile duct and the both
common bile duct which occupying the entire intrahepatic ducts are dilated secondarily due to

lumen., obstruction.
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Table 1. Laboratory findings

. G No. 1 No. 2 No. 3 No. 4 No. 5 No. 6
Findings
WBC(/mm’) 4,300 5,900 7,400 8,800 6,500 10,430
Hemoglobin(g/dl) 9.6 9.5 12.7 13.1 13.5 13.5
Platelet(/mms) 219,000 105,000 161,000 246,000 147,000 197,000
Albumin(g/dl) 3.6 34 3.8 3.0 3.6 32
Total bilirubin(mg/dl) 12.4 19.0 24.2 42.8 29.4 9.2
Alk. P(IU/L) 467 145 409 328 247 266
AST(U/L) 147 29 56 29 24 266
ALT(IU/L) 110 24 79 25 23 324
Prothrombin time(%) 89 100 85 91 98 76
AFP(IU/mL) 1,696 1,504 2,424 40 19,796 108
Viral markers

HBsAg + + + + + -

Anti-HBs - - - - - +

Anti-HBc + + + + + +

Anti-HCV - - - ND ND -

ND, Not done; Alk. P; alkaline phosphatase; +, positive; -, negative.
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Fig. 3. ERCP finding of case 2. A 2.5 X5.5cm oval filling
defect is showing in the proximal common bile

duct and common hepatic duct (large arrows) and
another 0.5 1.2cm filling defect(small arrows) is
noted in the distal common bile duct. The surface
of both masses show rather nodular and imregular
filling of contrast dye is noted on their surface.
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Fig. 4. ERCP finding of case 3. The common hepatic duct
level is obstructed by a huge ill-defined triangular
mass(arrows).
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Fig. 5. PTBD cholangiogram of case 3 taken 3 months
after operation. A huge bilobulated mass (arrows)
is showing from the distal common bile duct to
common hepatic duct and its surface is nodular
and irregular filling of contrast dye is noted on the
surface.
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Fig. 6. ENBD cholangiogram of case 4. A 2.0X0.9cm
oval mass(arrows) is showing at the common
hepatic duct and the right hepatic ducts is not
visualized due to complete obstruction by the
mass.
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Fig. 8. Microscopic findings of the surgically removed thrombus of case 5. The mass contains blood clots and necrotic
fragments of tumor(H&E; x 1)(A). Pleomorphic and bizzare nuclei and acidophilic cytoplasms are showing(H&E; *
400)(B).
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Fig. 9. ERCP finding of case 6 shows complete
obstruction at the bifurcation of both hepatic
ducts(large arrows) and tiny round filling defects
in the common bile duct(small arrows).
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Fig. 10. Duodenoscopic finding of case 6. Immediately
after endoscopic sphincterotomy large amount of
bile with multiple masses and dark black pigment
stones are gushed out suddenly into the duo-
denum. After aspiration of bile, 1.0cm yellowish-
brown lobulated mass is showing which has
glistening surface.
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Fig. 11. ERCP finding of case 6 shows a rectangular
filling defect at common hepatic duct(large
arrow) and airbiliarygrams(small arrow) in the
right intrahepatic ducts. The previously noted
multiple small filling defects in the distal
common bile duct are not shown at this
examination.
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CASE 4
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Fig. 12. Schematic illustrations of the pathogenesis of bile duct obstruction.
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