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J) BOILA U BB T (4805 2 h B e sh T
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PR R WL BT 5 A0 B oAk BRI R A Bk
P Z B2 W IR B DUAK | B 5% i 1K-8) BA M, & 4 OGTT
ZERNE 1, 2R E WG e B R, — A
JP2 R IR LABCCS £:[F (NM_000352) £ 28 4f
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TR B TR AL R, DR B Lk T 3 T A
BTS00 Ak . 128 K0 38 P38 18 2R 1 I AR A
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%549 ( mmol/L) 5.13 10. 11 13.46 16. 09 12.10

g5 J %2 (wU/ml) 12.36 33.55 18.77 88.90 48.14
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TE 925 IR S 2 G R 2. 60~24. 90 wU/ml; C KIERIME S %5 Jy 1. 10~4. 40 ng/ml
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