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4 TAM 5&%EFH

1992 4 Mantovani 25 ¥ 42 1 7 2 4 1Y« B 40
JSF AL TAM ELAE— 0 5L 90988 A e 98
FHEG XTI 0 M1 AL TAM 38 33 3005 1L-2  IFN-y
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Yo fIUFFAT AN ZE M n s , K e A1 B 20
Ptk U8 )t R A 7E R TLATL BHAERY TAM R 5
1 B 4 a A e U 510 e G D Ve Ak B0
FEAT IR LR /N 20 B AR 2 98( small lymphocyt-
ic lymphoma,SLL ) fth A5 ik, fARANSZI 7 HIESL,
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