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Immunological Reaction in Hepatocellular Carcinoma by PEIT
—Effect of Combined Use of Local Injection of Lentinan

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

Fifteen cases of hepatocellular carcinoma (HCC) were treated by percutaneous
ethanol injection therapy (PEIT) and the immunological responses of peripheral
blood natural killer (NK) activity and lymphocyte subsets were examined. PEIT
was done twice, first with ethanol alone, and then with combined use of ethanol
and Lentinan. NK activity and lymphocyte subsets were examined three times;
before, one day and seven days after PEIT. NK activity was significantly
decreased from 26.1+13.0% to 15.94+11.1% on the day following PEIT. With
combined use of ethanol and Lentinan, NK activity was 21.5+14.4 % before injec-
tion, 21.84+16.9% on the folldwing day, and 30.3+14.5 % seven days after injec-
tion.

Regarding lymphocyte subsets, OKT 4 increased significantly after combined
use of ethanol and Lentinan, while no apparent changes were noted following
ethanol injection alone. From the above results, it was concluded that Lentinan
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injection may be useful in the enhancement of the systemic immunological reaction

against HCC.

(® Lymphocyte subsets
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Fig. 1. Changes of WBC after PEIT with and without Lentinan
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Table 1. Changes of NK activity and T cell subsets in PEIT with and without Lentinan

Lentinan (=) Lentinan (+)
Bef. 1day 7days Bef. 1day 7days
NK 26.1+£13.0 15.9+£11.1* ' 21.1+17.1 21.5+14.4 21.8+16.9 30.3+14. 5%
OKT 3 69.3+ 9.1 70.3+ 8.8 69.5+10.7 68.5+10.9 71.9410.9 72.3+£10.7
OKT 4 45.5+ 6.9 46.7+ 9.9 4.1+ 8.8 44.7+ 8.9 50.3+11.4% | 49.3+11.1%
OKT 8 26.2+ 8.7 24.4+ 7.4 24.7+ 8.0 25.4+ 8.3 22.4+ 6.5 24.44+ 7.4
4/8 1.9+ 0.8 2.1+ 0.9 2.1+ 1.0 2.0+ 0.9 2.5+ 1.1% 2.3+ 1.0

* p<0.05
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