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PAL o R U i 300 H I JUL 8 0 4% B % il IV B o7 9 2> , A IR B ) R
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R A S R AR L RE B . BRI AE Z W0 . VT RE FR T AORL
A R AR T o i T s A R T i B L AR L B I R O 1Y
R L I IR B 2R A T BB A R A5 L T EL I B T R R AR
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PLTF 8 ) 8 5 & ATP {975 =R LR IE A7 36 o 33X — 33 W 1k
W% FR R 48N 4 (O, conformance) 8% 40 fifg & AR Chiberna-
tion)

3.2 TNF-o BRBEER, MAL L TNF-o 14 A5 & .
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