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Table 1 Comparison of prognostic factors
between treatment group and control group

Age No. of Tumor Tumor Diameter ™ Vascular
(M./S) (max.) {(+/=) Invasion
(+/-)
Treatment group’| 59.4 110 383+168 5/6 2/9
(11 cases) +80 < 20mmz, 2 cases)
20mm <, 9 cases
Control group** 55.4 3/18 31.1+160 16,6 022
(22 cases) +65 ( 20mmz, 7 cases)
20mm <, 15 cases

* patient with preoperative N-cws /Lipiodol arterial infusion therapy

%# patient without preoperative N-cws, /Lipiodol arterial infusion therapy

Frifam a3 2 HiTREA HREOERRAC S 2 2 HE

Bt 24% 85

5, Lo T, SBEOWOBERICRE—2%
bhBY, MRS ERES VA TR—
BEULBEL.

e, ZITWORBREBRE G, FUBHCRTS
BREOHE(TW) I owTil, BB LML o
Tiael, WESBRL T LT 51T EL
TEY, ZORRBCCRHAN EOBETIRE R,

CHhORBEFADERRFIROWT, HERTEY
EfRT5L3h5, BEX BEER NETRECHEE
Y EUCARMALE®R TS &7, Hi5Lo TW THE
B, :BEEE NERBETHERDOHALRARF
REMCH D REEERIL SR (Table 1),

P

N-cws/Lipiodol B0 Hkic>\ Tt T Ccicis
L7ch®, BREET % &, N-cws(BEIRIES KK)0.2~1.0
mg %, 60%Urografin (HA> =~V v 2) 0.4ml iI©
B L, Lipiodol (REKK)5~10ml whms <, 2%
DV VvIHERER L vBEXRTEML, nEEY
FRC BRI S, L0k 2 ~ 4 BRICHIRKE
fTL, L&, 4:BZ &1z N-cws 0.4mg ¥ EH KB5S
530TH5B,

Fig. 1 Clinical courses of treatment group and control group
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Fig. 2 Recurrence-free survival rates after cura-
tive hepatectomy for HCC (Kaplan-Meier
method)
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Table 2 Site-distribution of primary tumors and
intrahepatic recurrent tumors in patients with
recurrent diseases

Q' treatment group (3 cases)
A': control group (13 cases)
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Fig. 3 Comparisen of recurrence-free survival
rates between treatment group and control group
(Kaplan-Meier method)
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Fig. 4 Comparative survival rates between treat-
ment group and control group (Kaplan-Meier
method)
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Prognostic Influence of Preoperative Nocardia Rubra Cell Wall Skelton/ Lipiodol
Immunotherapy for Hepatocellular Carcinoma

Kazuo Watanabe, Takehide Asano*, Munemasa Ryu, Kaoru Sakamoto, Masahiro Yoshida, Yoshihiro Hujita,
Ichiro Honda, Satoshi Watanabe and Yoshihiro Kawakami
Division of Surgery, Chiba Cancer Center Hospital
*Second Department of Surgery, Chiba University, School of Medicine

The emergence of a new tumor after surgery for hepatocellular carcinoma may be due to either recurrence of
the residual tumor or multicentral tumorigenesis in a cancerprone liver. From this standpoint the effects of
preoperative N-cws/Lipiodol immunotherapy via the hepatic artery were evaluated. Patients who underwent
curative surgery for hepatocellular carcinoma were entered into this study. They consisted of 11 patients who
received no treatment at the initial presentation as the treatment group and 22 patients with various treatments
other than immunotherapy as a control group. In the treatment group N-cws/Lipiodol was given via the hepatic
artery preoperatively and N-cws was delivered intracutaneously after surgery. In the control group various
treatments were given with clinical consideration in each instance. In the treatment group seven of the eight
survivals were free of the tumor and the longest survival period was five years and two months after the treatment.
emergence of all tumors in this group occurred within one year. In the control group nine of the 12 survivals were
free of the tumor and the longest survival period was three years and two months. In four of the 13 patients who
developed a tumor after surgery the tumor appeared two years or longer after surgery. In the treatment group no
tumor developed two years or later postoperatively and therefore the four-years- or -longer survival rate improved
significantly. The suggested mechanism is that activation of tumor immunity via this immunotherapy suppresses
new tumorigenesis in the cancer-prone liver.
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