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114 AL HHE AR S I (1 S IR RAFAEAS S, FIFH SPSS. Graph
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Yk B4 T T e R . R AR L R TS (14 T
fabr, EATLMZER . EAREEY R T IKEE, @ R
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Y S bR I Rk, LI 2k 5 R 400 ) S A )
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N FF 2 8 VA T AR A 280 S o A F 7 45 R th R
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