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REERE 1.197 6 hERRLEERE 2207 6 | PERIEEARBNRE 0.907 | 6
PEHBROAERE 0.878 7 LESE &2 F 2163 7 | PERSE 0.835 | 7
HEREEARE 0.792 8 RBEES#E 2114 | 8 |PEPEARE 0.824 | 8
PEFERFESHFERARRE| 0.777 9 hEmnERE 2032 9 (FH% 0.823 | 9
PERHEESRE 0.760 10 B DARE 1941 |10 || REPEHGHE 0.781 |10
FeERBERE 0. 759 1 hEEENRE 1922 |11 |HHEH 0.772 |11
RERERERE 0.758 12 REEEREEZE 1908 |12 | EMstR%E 0.770 |12
PELRNBEEE 0. 736 13 PEFBYRE 1873 |13 | HHAHAESEK 0.746 |13
BHEEREALE 0.726 14 TEAGERER 1721 |14 (| hH# 0.721 |14
PRSP FRESEE 0.715 | 3#M15 REFRE 1672 |15 | EHHPESR 0.719 |15
EfD4%& 0.715 | ##15 FREMENSRERERE | 1472 |16 | LRVEHRE 0.715 | 16
REREREERE 0. 687 17 RERRERE 1423 |17 |+ EEH 0.674 |17
BHBESR 0. 682 18 4HEFTRERE 1239 |18 | FAH 0.667 |18
L3:E5 33 0. 663 19 YEAREFE 1238 |19 [|hERRSEH 0.663 |19
BEAERELEE 0. 632 20 YEMES¥EE 1219 {20 |HEERIAEEE 0.629 |20




