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WBC 8800/n¢ T.P, 6.64/d¢
O a O RBC 474 x10%/f GoT 16U
(m Hb 15. 0/u¢ GFT 5U
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3 71.6 0.4 1.8 0.6 25.6
4 23.2 0 13.4 1.0 62.1
5 19.8 14. 4 8.3 3.0 54.2
6 20.4 0.2 1.5 0.3 77.4
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