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w2 >40.00 0.86 0.58 35 5.42 >60 27 100 >35.0 - 13.83  =92.99 112.60
il 3 12.53 7.88 3.02 108 1.62 >60 2590 >35.0 86.2 64.90 17.38 109.70
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