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NAW, B AKLS, ESX R % REWA DM KA
5 BT PON, H o LA 4 i % & dy PON &t & .
MHEHBYTFENY 3 kDa, B—FEF=ZARHE
WEEN. XN SHAN5 1. HATMBYEMFE
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i £ A A Y AR RGN . (2 R A AR
PURDCT (o LR IS A P10 A L o
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