INBESEE 1553 5 : 437~444 (1989) 437

FHREOLTY / —IVEABREOERL, BRI

WAE—RE, &I WF, Koo @A, IEFOEE, WAk s, ki i,
HE —, P8 B

FECHT 5Ty /—LEEEE (PEIT) OFA®ICOVT, Fv b DAB f[FEG L
BRAIICOVTREBBIRE 21707, 7, T/ —LBECLIEGRERDE(L
ERFT 50, NKEH, VonBgy 72y ML NK ilaRE v —H—DZ{LZ2E
Bl &, T/ LSS, LeFFow OK4R 2EEARICHEL REkICRE
THREEUBLL. D) T/ —LEEBEE 2 BRICERLSBBRICHK > TWW D, T4
/—LIERBBEIHEINYT, DREBBNHTH 7. 2) T4/ —LERBETIE NK
EMEDET, OKT 4; 4/8 ki, Leu7- CD16* MRaITHA L7=. 3) LiF+ 2 OK-
432 DEMBETE NK FH0HEM, OKTS oiEmbirsbhsz. 4) OK-432 B#EFET
Leu7- CD16" #MAa(EHML, T4/ —L& OKAR OHAR/ETH ABEDOHRREB:.

CEHEIEEE 8 A10HERA)

Percutaneous Ethanol Injection Therapy(PEIT)—Experimental and Clinical
Studies

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

The usefulness of percutaneous ethanol injection therapy (PEIT) under ultra-
sonic guidance was examined in both experimental and clinical liver cancer, and
its influence on the host immune response was also investigated. Natural killer
(NK) activity, NK cell surface markers and T cell subsets were compared in
PEIT and intratumoral injection of Lentinan and OK-432. 1. Pathological examina-
tion of DAB-induced rat liver cancer revealed that ethanol induced complet
necrosis as early as 2 days afrer injection, but the area of necrosis was localized
and limited in extent. 2. Decrease in NK activity, increase in the OKT 4 and
4/8 ratio and decrease in Leu7- CD16* were noted in PEIT. 3. Intratumoral injec-
tion of Lentinan and OK-432 induced increases in NK activity and OKT 8. 4. OK—
432 increased Leu7- CD16* and combined injection of ethanol and OK-432 prevented
decrease in Leu7-CD16*. (Accepted on August 10, 1989) Kawasaki Igakkaishi 15(3) :
437—444, 1989
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Table 1. Clinical backgrounds of the
hepatocellular carcinoma (HCC) pa-
tients treated by intratumoral injec-
tion of ethanol, Lentinan and OK-432
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Fig. 1. Cut surface of DAB-induced rat liver
cancer of untreated control (left) and
2 days after ethanol injection (right)
(HE stain).

Fig. 2. Microscopic findings of rat liver
tumor 2 days after ethanol injection.
a. Necrosis of the tumor cell is seen
adjacent to non-necrotic viable cells
(HE, x100). b. Necrotic tumor cells
and neutrophil infiltration is shown.
Thrombus formation is also noted (ar-
row) (HE, x200). e. Aggregation of
fibrins is observed near the necrotic
area (HE, x400).
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Fig. 3. Ultrasonograph of HCC before (left)
and after (right) PEIT. Isoechoic tumor
(arrowheads) changed to hyperechoic
area (arrow) just after PEIT.

Fig. 4. Liver biopsy of the tumor before
(a) and after (b) PEIT. Tumor cells
became completely necrotic without
cell infiltration (HE, x400).
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Fig. 5. Changes of NK activity and T cell subsets
after ethanol injection
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Fig. 6. Changes of NK activity and T cell subsets

after intratumoral injection of Lentinan
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Table 2. Comparison of immunological reaction in HCC with various
intratumoral injection by ethanol and biological response modifiers

(Lentinan and OK-432)

NK activity| OKT 3 |OKT4 | OKT8 | 4/8 | WBC |Lymph
Ethanol ‘ n.c. f * 1 n.c. n.c.
(n=10)
Lentinan * n.c. n.c. f ‘ n.c. n.c.
(n=5)
OK - 432 * ‘ ‘ ‘ n.c. f n.c.
(n=4)

n.c.= no change *slight f significant
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Fig. 8. Changes of surface marker of NK cells by two color
flowcytometry in intratumoral injection of OK-432
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Fig. 9. Serial changes of NK cell ratio in 65-year-old female
of HCC by intratumoral injection of OK-432 and ethanol.
Leu7-CD16* increased in OK-432 injection and both Leu7-
CD16* and Leu7+CD16* decreased in ethanol injection.
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Fig. 10. Serial changes of NK cell ratio in 66-year-old female 7+ CD 16* A
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