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Hepatocellular Carcinoma with Obstructive Jaundice Confirmed
by Percutaneous Transhepatic Qholdnﬁuwow(PTCS)
and Peroral Cholangiokcopy(POCS)

Sa Joon Hong, M.D., Young Soo Moon, M.D., Kwang Jae Lee, M.D.
Young Soo Kim, M.D, Ki Baik Hahm, M.D,, Jin Hong Kim, M.D.
and Sung Won Che, M.D.

Department of Gastroenterology, Ajou University School of Medicine, Suwon, Korea

Jaundice associated with hepatocellular carcinoma usually occurs in the later
stages due to the advanced underlying liver cirrhosis or tumor infiltration of the
liver parenchyme. In the rare cases, obstructive jaundice presents as the ininitial
manifestation of hepatocellular carcinoma. The possible mechanisms of bile duct
obstruction associated with hepatocellular carcimoma include extrinsic compression
of bile duct by extensive tumor infiltration of the liver or enlarged lymph node,
direct tumor invasion of the biliary duct system, and bile duct obstruction by
tumor thrombus, necrotic debris, or blood clots.

We experienced three cases with hepatocellular carcinoma in whom obstructive
jaundice were caused by intraductal involvement of the tumor, which were con-
firmed by percutaneous transhepatic cholangios¢opy(PTCS) and peroral cholangio-
scopy(POCS). PTCS and POCS finding showed multiple, irreguarly shaped, yellow-
ish soft tissue(chicken fat) and blood clots and round protruded mass in the ble
duct. Biopsy specimens revealed pathologically hepatocelluar carcinoma. (Korean J
Gastrointest Endosc 16: 681~ 689, 1996)

Key Words: Hepatocellular carcinoma, Obstructive jaundice, Percutaneous Trans-
hepatic Cholangioscopy(PTCS), Peroral Cholangioscopy(POCS)
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Fig. 1-A. Percutaneous transhepatic cholangiogram shows filling defects in both intrahepatic

ducts, CHD and CBD.
Fig. 1-B. Cholangiogram during PTCS shows amorphous filling defect in CBD after water irriga-

tion of bile duct.
Fig. 1-C. After complete removal of chicken fat in CBD, round protruded masses are seen at

both intrahepatic ducts.

Fig. 1-D. Abdominal CT reveals soft tissue density in caudate lobe of liver.
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Fig. 2-A. ERC demonstrates complete obstruction at the level of CHD with normal pancreato-

gram.

Fig. 2-B, C. Cholangiogram after deep cannulation(B) and during peroral cholangioscopy(C) dem-
onstrates a protruded mass lesion in CHD with non-visualization of right hepatic duct.
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Fig. 2-D. Abdmonal CT scan reveals suspicious hy;ﬁodense lesion in right posterosuperior

segment of the liver,
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Fig. 3-A, B, C. PTC(A, B) and cholangiogram during PTCS show filling defects in the both in-
trahepatic duct and CHD.

Fig. 3-D. Abdominal CT scan reveals suspicious hvpodense lesion in right posterosuperior
segment of the liver.
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Fig. 1-E, F, G. Cholangioscopic findings reveal round protruded mass with smooth surface at
both intrahepatic ducts(E), and ‘chicken fat’ with amorphous yellowish debris in CBD
F, G).

Fig. 1-H. Pathologic finding of the material
hepatocellular carcinoma.

Fig. 2-E, F, G. Cholangioscopic findings reveal black and yellowish pedunculated mass(G) with
amorphous yellowish-green debris(E, F) in CHD.

Fig. 2-H. Pathologic finding of the material from common hepatic duct reveals hepatocellular
crcinoma.

Fig. 3-E, F, G. Cholangioscopic findings reveal black and yellowish pedunculated mass(E,F) with
amorphous yellowish debris(G) in CHD.

Fig. 3-H. Cholangioscopic biopsy showed hepatocellular carcinoma.

from the bile duct shows trabecular type
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