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KUPLO XOLPOLKTNPLOTIKG TNG EAA
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KUPLO XapaKTneLotka tng EAA

e eldKkOTNTA KOl TtoKLAopopdia
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If you are not properly educated,
you will be negq”r/lvelg selected.
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Aepdokutrapa tng EAA

B-Aepdokutrapa
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napovciacn Ag ota T Aspdokuttapa

« oLavTyovikol unodoxeic TcRs ~ HelpercDa+Teel
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gvepyornoinon twv T Aspdokuttapwv
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Spaoctikn aon NG KUTTAPLKNC AVooiag
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XYMIKH ANOZIA
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avaotoAn | «e§ovdetépwan»

HIKPOBLWV Kat HIKpoBLaKWV TOSVWV
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abs cuvdéovtal pe PKPOPLOKEC SOUEG
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necoAaBoupevn ano Abs
oy wvivornoinon kot payokuttapwan
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gEVEPyOMOLNGN TNG
KAQOWKNG 060U TOU GUUITANPWHATOG
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Aettoupyieg Abs og ELOIKEC AVATOULIKES OETELS
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EVEPYNTIKN Ko madntkni avooia

olvooomnoinon: n anoktnon
OnAadn MPOOoTATEVUTIKAG AVOOLOG
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