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H L2405 1% ~4% 77 Klaskin™ 78 1952 454838 T 55— 15 HLP
5 AP B R G P JR , AT HLP 63 B W B #8271, [E 4t
K SCHkBE 7R, HLP 5 AP 561 (9 L 3 AR T+, =ik 1.3 %
~3.8% ", M 2006 4EF] 2010 4ELEL 5T HLIX K BHL,2 416 5
&0 AP 1A 255 5] HLP, 2 5 10.36% ", g2t
TR BT FR, 7E 2012 & 2014 4E(A], 4t 50 b X HLP (5 & AP
19.1% , TR L, TR E &% 2 doe i R AT 2= DF 5T A
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