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R 1R BT S5 2 A6 A 25 R

S5 2017-02-15 2017-02-16 2017-02-17 2017-02-20 EZ A
1L g I3
A (mmol/L) 2.82 2.70 2.50 3.00 3.5~5.3
40 ( mmol/L) 135.50 138.70 138.20 138.50 137 ~ 147
£ (mmol/L) 95.90 99.80 97.70 98.10 99 ~110
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