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Bile Lake: Complication of Transcatheter Hepatic Arterial
Infusion and Embolization Therapy (TAI, TAE)
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A 74-year-old man with hepatocellular carcinoma developed cholargitis and bile lake in the liver
after repeated TAI (anticancer drug-lipiodol suspension) and gelfoam TAE. Despite percutaneous
transhepatic drainage, he died of hepatic failure 34 months after the first TAl and TAE. We speculate
that cholangitis and bile lake were caused by chemical toxity of highly concentrated anticancer drug to
the bile duct and compression of the proximal bile duct by the tumor.
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Table 1
Date TAI TAE
1 1986 10,17 CPLS 9m{(CDDF 180mg) (+)
2 1988 6, 3 MAPLS 5m{(MMC 10mg, ADM l0mg) (+)
3 1989 3,29 MAPLS 10m{(MMC 20mg, ADM 10mg) (+)
4 1989 5,10 MAPLS 10m/(MMC 10mg, ADM 10mg) (+)
CPLS (CDDP-Phosphatidyl choline-Lipiodol-
Suspension)
MAPLS(MMC-ADM-Phosphatidyl choline-Lipiodol-
Suspension)
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Table 2 Laboratory Findings

SGOT SGPT ALP LDH T-Bil WBC AFP
au/L) JQu/Ly  Jdu/L)  dU/Ly  (mg/dD (ng/mi)
Pre TAI & TAE
first 17 9 163 381 0.5 7,400 26.5
second 42 37 531 423 0.5 10,000 472
third 195 274 2,674 522 0.7 7,900 284
fouth 159 160 3,150 523 0.6 15,200 26.9
Before bile lake
formation 228 163 3,110 859 0.8 14,200 49.6
Before death 414 242 7,340 1,116 3.6 31,700

Fig. 1A Inferior phrenic arteriogram. B Proper hepatic arteriogram. Inferior
phrenic artery and right hepatic artery are dilated and supply numerous fine

tumor vessels in the right lobe.

BEMR | SBEERFEER, bile lake Rk
Bids X OSBRI 0 X 7o #i#EFr R % Table 2 iR
3. 1EBoFSEERRER, —BtcmEy
) A /EA20me/dl Btk ¥ T LR LA, kE
CIEFAL L, L L 268 LI, EEREESED
EABESEL, 3OEMEREORED SELYR
Lz,

@ 1EEomEER T, FaE2ED2
cm KOWGEFRERD, EFF&IkL 08
BERBEXBT L., ToRERTRELY S
ZLih, BERI{aviIr—AETRTW,

(8)

fbbz TRHBBED, 180 AREL v [EEOH AL
X U'AFPfEin FREGEE AL Hh, BETEERE
BT S hic, £oBREE»BEAFFCL#EEIC
BRELID, EEREZEOLADHS D, 3EAE
oEFEREE MTbRE, L, BB~V
v K- A OFENRETH H THEEBESIRO
EnEzbhicicd, BiEX b1 H» AT
Hotony, 40 BOMEEEIRTE Nz, KR
L THRBESIIR S X O8Ik X b B mE o
#E RS R (Fig. 1A, B), MEkiczh FhB
EEREEY KT L, 28M#o CT ¢, FA

HARERSE #50% #1215



FiE fA 84 123

' ’ﬂ%-',l

&db
lllll
RS

Fig. 2A, B Flain CT 14 days after the 4th TAI and TAE. Round and oval low
density areas are noted in the right lobe of the liver.

Fig. 2C, D Postcontrast CT 30 days after the removal of percutaneous transhe-
patic drainage catheter. Low density areas have increased in size. Cornpression
of the proximal bile duct by the tumor (arrowhead) is noted.
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Fig. 3 Contrast medium injected from per-
cutaneous transhepatic drainage cathefer visual-
izes intrahepatic bile lake and dilated right he-
patic duct (arrowhead).

-
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Fig. 4 Autopsy specimen. Dilated bile duct and
multiple bile lakes are seen. The proximal por-
tion of the right hepatic duct (arrowhead) is
compressed by the tumor.
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Fig. 5 Histologic findings of bile lake. Necrotic
tissues containing bile and inflammatory cells are

noted. Necrotic liver cells around the bile lake
and several clods of bacteria are also seen.
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