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Therapeutic Effect of Transcatheter Arterial Embolization (TAE)
—Pathological Aspects of Resected Specimens—

Shinichiro Yamamoto, Kenji Ohmoto, Seiji Ideguchi, Ryosuke Yamamoto,
Keiko Takatori, Tsuneyo Ohumi, Kazunari Hino and Yutaka Hirano

More than ten years have passed since transcatheter arterial embolization
(TAE) came into common use as an effective method of hepatocellular carci-
noma (HCC) therapy. We have experienced almost 200 cases of TAE for HCC
and published several papers concerning TAE from various standpoints. In this
report we described the histopathological aspects of TAE-treated liver tumors
and gave some consideration to the effect and limitations of TAE. Although the
embolization effect of TAE is said to be related to the form of HCC (encapsulated
or not), we also found that a difference in the embolized state of gelatin sponge
within the tumor vessel might decide the TAE effect. Comparison of Lipiodol
infusion alone and Lip-TAE was done using resected specimens of the liver.
Histopathologically, there was no necrosis in the specimens following treatment
with Lipiodol alone. It is widely accepted that intraarterial infusion of Lipiodol-

anticancer drug emulsion with or without gelatin sponge has a good necrotic
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effect on HCC. However, the precise mechanism of the release of the anticancer
drug from the Lipiodol emulsion has not yet been completely clarified and
pathological evidence should be collected and studied. (Accepted on March 30, 1989)
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Fig. 1. Light microscopic observation of
gelatin sponge (a) and Lipiodol emul-
sion (b). a. Hematoxylin ( x 200),b. Azo-
carmin G (x100).
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Fig. 2 a. Gelatin sponge embolized in the
artery of the liver, which obstructs
arterial lumen (HE, x 200). b. Extensive
necrosis of the liver tumor by TAE.
Some viable tumor cell still remain
subcapsullarly (HE, x100).
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Fig. 3 a. A large tumor locates in the right
lobe before TAE. b. CT scan 9 months
after TAE. The liver tumor became
markedly reduced in size.
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Fig. 4. Serial section of tumor vesse "afte.
TAE. Main vessel was obstructed by
dense embolus containing gelatin sponge,
fibrin and red blood cell and only fibrin
obstructed the peripheral artery (A)
and even without gelatin sponge fibrin
thrombus continues to the periphery
(C) (HE, x100).
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Fig. 5. Serial section of embolized artery.
Dense gelatin sponge aggregate are
noted in the artery (A). No fibrin
thrombus was accompanied to the pe-
riphery (B, C), which induced little em-
bolization effects (HE, x100).
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Fig. 6. A 20-year-old HCC infused by
Lipiodol 5ml alone.
a. Plain film after Lipiodolization. HCC
(arrow) is visible as radio-opaque
mass.

b. Resected liver 20 days after Lipiodoli-
zation.

¢. There was no necrosis of the tumor.
Lipiodol droplets are noted in the
sinusoidal space (arrow) (HE, x200).




WA IZ A - FFEIIRERMN (TAE) BRI O T 213

B X vh M BB H SMANCS (stylene
maleic anhydride copolymer+neocarcin
statin) # 9 €% F— (Lp) s L EEA~
DRFEMECTENET S HEVHFE I, D0
TT7FV7 <Ay (ADM) & Lp BB®KD
BERED: RN ER I, 1985 tHL h, Lp+
ADM+ 55+ vAXE v % H\ 5 Lp-TAE
BIY e L<SHWBRD LI e o,

Lp DFFE#MEA O BiE % FREAREIC K
ZiTolc. ML oWm&ic XuE, EAZ
hie Lp ik HCC ooifuid, MBHIR<FLEL, Lp
DR WA X b, AHBREI RS
BERRCEBENCERTELT05. EL
7o Lp RICBEK E L TEHEh 5 ADM 230K

Fig. 7. A 57-year-old HCC was embolized
with gelatin sponge, 4ml of Lipiodol,
10 mg of adriamycin.

a. CT scan after Lp-TAE. Dense ac-
cumulation of Lipiodol was noted as
high density mass (arrow).

b. Resected liver 33 days after Lp-TAE.

. Complete necrosis of the tumor was

noted and no viable tumor cell remain
subcapsullarly (HE, x 200).
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Table 1. Survival rate of HCC after TAE reported in Japan

WL b EET D LENS survival rate (%)
N N cases
WELTwa. TAE XS 1yr |2yrs|3yrs|4dyrs|byrs
W7 7y ARy I LG Wak M.S. (1989) 739 |51 |24 |12 8 6
. akayama M.S.
! T
T?ﬁiTi)&:?kb Kurume M. S.  (1989) 237 | 70.1 | 35.5 | 22.8 | 11.6 | 7.5
KNTY EF F—v
) . TAE 104 |45.2|16.3| 3.8
BB B U ¢ OSake Univ (1988) {{ " T AR 100 | 535 | 36.5 | 32.1
Fhh T, €55 YA Shikoku Gann  (1986) 68 |62 |43 |30
L v’. % TAE g  Loranomon (1988) 140 33.5 24.2
Ry DRIEL Nara M. S (1989) [{T05 A5 208 6.8
BE, BAShicEsF v - LP-TAE 267 19.1
AR VONEBMERNTE Tokyo W.M.S. (1989) 68 | 56 9
DI 5 IR CILE S R Kawasaki M. S. (1986) 43|44 |42
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