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B, 747 1iE 18 kB, 18 A F VKERALBERTE
HOERELELTWS, ¥4 71Tk 18 KERIL
FEHIR T WA, 18 A F VKR LEEEFHE M
ETLTWS, LiFoTHATITIE, 18k FH
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P RENC AR R, B, BiKIC X BIER,
BF Mo LMfE, BV LAMEZET A, F7-
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