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() APiao . 0.01% ( ), 0.5 mol/L Tris-HCI, pH 6.8)
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AB (18 umol/L) 36 1.38+1.25 1.40+1.26 1.96£1.57** 2.44+2 .24%*
AB (10 umol/L) 39 1.65+1.31 1.81+1.12 2.07+1.31* 2.08+1.24
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