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EEEAFRELI
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£E45) 10-03
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Y DB RRDBHER S 7o, KRB SO
ROMINIE AT TRV, REEOMA K
KRR LBz bz,
AEHI 1004
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BEEY . 515 FROI ORISR R b
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B C 2 TIZERLTED, 695 HFHOT 2/
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