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BA(a) TRET AR ERE. BEA(a) A ST W E &
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FARAMYT BRI RO B R, ST S5 I A B ok O B3
BEBIAA FH BE ST RAYRIT R SIS BHE W
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(TX™ )« A] 5 FH” [ 534 ELi, LDLC /K1 . 25 48 =i ( 8. 14 0.
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PR DL BRI B B A E 2 N B A B xR T R RN
HARL, AT &E FH” 4H SR A 3 BRI 228 (6 HH 3 13%,
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