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ALT(5~40 U/L) 28 80 132 89 - 38 31 28 36 -
AST(8~40 U/L) 56 30 47 46 - 29 28 28 44 -
TBA(0~10 pumol/L) 14.2 31.3 32.6 61.1 - 51.8 22.8 46.3 16.8 -
GGT(7~50 U/L) 25 17 - 68 - - 62 - - -
TP(65~85 g/L) 51.3 44.7 - 374 - - 44.6 - - -
ALB(40~55 ¢/L) 32.6 29.7 29.5 26.2 - - 26.8 29 31.2 -
TG(0.56~1.7 mmol/L) 0.37 3.52 - 34.54 26.52 13.87 10.76 8.89 6.13 3.21
TC(3.1~5.7 mmol/L) 2.39 228 - 4.47 43 3.61 3.34 3.13 3.17 3.31
HDL-C(0.91~2.05 mmol/L) 0.8 0.42 - 1.98 0.2 0.63 0.35 0.69 0.42 0.62
LDL-C(1.57~3.76 mmol/L) 1.1 0.9 - 0.3 1.92 1.02 1.67 1.2 2.03 2.09
FPG(3.89~6.11 mmol/L) 2.94 10.21 10.0 11.60 - 10.07 7.69 10.70 497 6.09
Testosterone(1.75~7.81 ng/mL) - - - 1.24 - - - - - -
Cortisol(85.3~459.6 nmol/L) - - - 88.59 - - - - - -
ACTH(0~46 pg/mL) - - - 37.8 - - - - - -
TSH(0.49~4.91 mIU/L) 16.13 6.4 - 6.44 - 6.2 - 1.92 2.93 0.07
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