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74 year-old man, BW 65kgw, BMI 22.5, T2DM 20yrs
Insulin detemir 20U Qd, Gliclazide 160mg bid, Metformin 1000mg bid
HbA1C 11.3% (under NPH 20U hs)
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49 year-old woman, BH 158cm, BW 43kgw, T2DM 16yrs

Insulin Determir 24U Qd + Repaglinide 3mgtid + Acarbose 50mg tid

HbA1C 7.4 ~7.9%
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71 year-old man, BW 85kgw, BMI 30.5, T2DM 26 yrs
Regaglinide 2mg tid + Rosiglitazone 4mg Qd + Insulin glargine 20U hs
HbA1C 6.9, 7.1%
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44 year-old man, BW 70kgw, BMI 21.5, T2DM 7yrs
Glimepiride 4mg bid, Metformin 1000mg bid, Insulin glargine 24U hs
HbA1C 9.1-> 11.0%, FBG 86
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47 year-old man, BW 78, BMI 28.79, T2DM 12yrs
Biphasic Insulin aspart 30/70, 38-0-36-0
HbA1C 9.8 ~10.7%

Glucose - mg/dL
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57 year-old woman, BW 64kgw, BMI 27.3, T2DM 7 yrs
Biphasic Insulin aspart 30/70, 28U bid + Rosiglitazone 4mg Qd

HbA1C 9.8%
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54 year-old man, BW 75kgw, BMI 23.9, T2DM 14yrs

Biphasic Insulin aspart 30/70, 36-0-36-0

HbA1C 9.2%, FBG 117
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56 year-old man, BW 89kgw, BMI 35.4, T2DM 11yrs
HbA1C 9~11% under Biphasic Insulin aspart 30/70, bid
after change to 32-16-28, HbA1C 8.5~9.1%
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31 year-old man, BW 72, BMI 23, T1DM 15yrs
Insulin aspart 9-11U tid + Insulin glargine 19U hs
HbA1C 7.1 ~7.9%
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55 year-old man, BW 58, BMI 22.6, T2DM > 5 yrs
FBG 131, HbA1C 6.1%, diet control
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behaviors of individuals with type 2 diabetes: A randomized

Deriving the Optimum Diabetes Therapeutic
Strategy from CGMS (Continuous
Glucose Monitoring System) Data

Shi-Dou Lin

Division of Endocrinology and Metabolism, Department of Internal Medicine,
Changhua Christian Hospital, Changhua, Taiwan

Lowering the glycosylated hemoglobin (HbA1c) level has been associated with reduction in diabetic
complications. However, short-term glycemic variability, particularly postprandial hyperglycemia, has also been
suggested to increase the risk of complications. Thus, there is the notion that HbA1c alone may not adequately
reflect glycemic control. Historically, continuous glucose monitoring has allowed care providers and/or patients
to identify trends and rates of change in blood glucose levels and has helped to lower HbA1C levels while
reducing the severity and duration of hyperglycemic and hypoglycemic excursions. However, some studies have
shown lack of evidence favoring continuous glucose monitoring system (CGMS) over intensive self-monitoring
of blood glucose in improving the HbA1C among diabetic patients. CGMS continuously records patients' glucose
levels over 72 hours and the glycemic data are displayed graphically. However, there has been no standardized
approach for modifying treatment based on CGMS readings. In addition, patient driven endpoints, like quality
of life, compliance, empowerment, etc., were rarely investigated with glucose monitoring. However, in various
conditions CGMS may suggest strategies likely to improve postprandial glycemic excursion, including changing
bolus method in patients with insulin pump therapy, altering injection time in relation to meal to reduce the area
under the glycemic curve, or modifying exercise program to improve metabolic control. In type 2 DM patients
treated with insulin and/or oral hypoglycemic agents, CGMS readily identifies the limitation of basal insulin
and supports the rationale for multiple daily injections of premixed insulin. For type 1 DM patients too busy to
perform SMBG frequently, CGMS can help physicians tailor their treatment regimen. For patients under insulin
pump therapy, CGMS can be used to thoroughly trace glycemic changes or to fine tune basal insulin rate and
carbohydrate-insulin ratio. Up to now, no study has investigated how CGMS data may be used to determine the
choice of oral hypoglycemic agents for type 2 DM patients. However, CGMS may serve as a pedagogical tool to
encourage drug adherence or earlier acceptance of insulin treatment in case of "oral agent failure". The clinical
application of CGMS is still in its infancy. Large randomized controlled trials are much needed to determine its
efficacy both in terms of improving diabetes management and in terms of patient lifestyle. ( J Intern Med Taiwan
2010;21: 148-154)



