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(DPAREDATFTRRRKEER, KRBEEAKR
HEKEA TITE, BERIHFEE2S ~ 30 keal/kg HH . KM
EIRBILR BRI E Y 60% , 7 1R 20% , Jg R 20% . it
RBHEIN R R 8 B P4 12 BHATF 4R 6 B,
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R THEA(AUC) BB AUC(AUC,, ) FZs i AUC(AUC,)
S HE 3 RET-E; Ed ARESS AUC(AUG,) = AUC,,,
—AUC, TR AUC, 18383 F 3 AT E RS IR Tk
=[ AUC,/(AUC; + AUC,)] x 100% , R 5§ il ¥F A L 8k =
[AUC,/(AUC, + AUC,) ] x100% , fifEIXE RN 0.

3. et A0 FE N A SPSS 18. 0 A4 #HAT A4 #. THE
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# R

1. %% AUC 55 HbAlc B93% 7 : IUWE B 2% F T AL AR I Bk 1
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IR, AR A B & HbAlc 55 AUC. % jH AUC REJ5 AUC
i HbAlc 5 3 AUC(AUC,,,) BE# % (r =0. 649,P <0.01),
R HbAlc fER Bt & R EAF MEN REIFH; HbAle 5
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£ 1 KK HbAlc KFEABRE—MBER(x+5)

P SERS BMI2 B RRRR TC TG LDL-C HDL-C HbAlc
(%) (kg/m?) (4E) ( mmol/L) ( mmol/L) (mmol/L) ( mmol/L) (%)
A 39 57.10£7.68 24.40 +£3.66 8.91 +£7.49 4.04 £0.72 1.94 £1.65 2.30+0.64 1.16 £0.35 6.13+£2.10
B 36 58.10£13.50 25.90 +2.78 8.61 £6.07 4.89 +0.81 1.83 £0.53 3.20£0.58 1.21+0.57 6.83 +0.31
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(%) (mmol/L x d) (mmol/L xd) (mmol/L x d) (%) (%)
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