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DB P H TR R 3 Mk A 0. 0186 /h/mmol &) # 4 /L. F 479 & 4 1. 83;S-HbALc & A2 BLELH) £ 48 K L 49 3 hm 2 X 1%
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Researth on HbAlc in vitro metabolic kinetics
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Abstract; Objective To explore regularities of HbAlc and glucose concentration dynamic changes,establishing theoretical ba-
sis in HbAlc reflects the status of controlling blood glucose. Methods Red blood cells were incubated in physiological saline solu-
tion(PSS) with different concentrations of glucose,to measure the changes in different time for the L-HbAlc and S-HbAlc level,
and to drawing glucose concentration vs T-HbAlc% curve. Observed in L-HbAlc(1—24 h) level and S-HbAlc(1—148 h) level
changes, Calculated their formation rate of the primary reaction, the equilibrium constant of L.-HbAlc synthesis reaction and L-
L-HbAlc

level increased with increasing concentration of glucose, attained the maximum in 4 — 8 hours, stabilized in 8-20 hours. first two

HbA1lc turn to SSHbAlc conversion ratio. Equilibrium constant is the ratio synthesis rate and degradation rate. Results

hours after begin incubated, .-HbAlc level increased linearly,average rising rate was 0. 033 % /h/mmol glucose/L;L-HbAlc level
will reduc in PSS without glucose till L-HbAlc level return to pre-incubated, average decreasing rate was 0. 018% /h/mmol glu-
cose/L. Equilibrium constant was 1. 833 S-HbAlc level increased linearly with increasing concentration of glucose, average rising
rate was 0. 003 % /h/mmol glucose /L;S-HbAlc level in PSS without glucose was no significant change in 24 hours. Conclusion

Through preliminary study on HbAlc in vitro metabolic kinetics, understanding of stable glycemic control in 2 type diabetes pa-
tients who HbAlc difference is due to fasting - postprandial glycemic disparity. It also can be calculated dramatic changes and the

lag time for HbAlc attain balance after treatment.
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1.2 25K H A Tosoh 24 Al HLC-723G8 %14 [ 84
Ak 1 21 8 1 43 B A 2 B 3] 5 26 [ Abbott 24 ®] AEROSET
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HbAlc & B % 2 L s 7155 70 5 80 90 R I B Y 26 s L L
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