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Subjects Follow Up o
Study (n) (Years) Findings

Coutinho et al. (meta-analysis) 95783 12 Progressive relationship between FPG & 2h
glucose & CVD- no threshold.

DECODE 25364 10 High 2h post-load glucose is associated with
increased risk of death, independent of FPG.

Helsinki Policeman Study 631 20 1h and 2h OGTT glucose predicted incidence
CHD better than FPG.

Honolulu Heart Program 8006 20 Increased risk gradient between 1h glucose CHD.

Chicago Heart Study 12220 22 1h post load hyperglycaemia- increased mortality
in both whites and blacks.

Balkau et al. (meta-analysis) 17000 20 2h post-challenge hyperglycaemia associated
with increased all-cause and CVD mortality.

Islington Diabetes Survey 223 obs* 2h glucose- better predictor of CHD than HbAlc

Hoorn Study 2363 8 2h glucose- better predicts mortality than HbAlc
& increases CVD mortality by 62%

Rancho Bernardo Study 1858 7 2h post-challenge glucose > doubles the risk fatal
CVD and heart disease in older adults.

Shaw et al. 9179 5-12 Isolated post-challenge hyperglycaemia risk of
mortality.

Diabetes Intervention Study 984 11 Postprandial but not fasting glucose is associated
with CVD & all cause mortality.

Framingham Offspring study 3370 4 2h glucose predicts CVD events better than
HbAlc.

Funagata Diabetes Study 2651 7 IGT- a risk factor for CVD but not IFG.

Cardiovascular Health Study 4515 8 Subjects with IGT- 22% increased risk of CVD
compared with NGT subjects.

NHANES 11 Mortality Study 3174 12-16 RR for death from CVD- 20% more in IGT
&~70% in previously undiagnosed T2 DM.

RIAD study 785 obs* 2h post-challenge hyperglycaemia but not FPG-

significant determinant of carotid IMT.

*observation studies. (ERZIEHTFE)
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Pre- Post- Pre- Post- Pre- Post-

Breakfast Breakfast Lunch Lunch Supper Supper

Monday X X

Tuesday X X

Wednesday X X

Thursday X X

Friday X X

Saturday X X

Sunday X X
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Wednesday X X

Thursday
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Saturday X X
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Clinical Suggestions of Paired Testing
of Blood Glucose for the Patients
with Type 2 Diabetes Mellitus

Po-Hsun Chen, and Wayne H-H Sheu

Division of Endocrinology & Metabolism, Department of Internal Medicine,
Taichung Veterans General Hospital, Taichung, Taiwan

Previous clinical practice used to focus on fasting/preprandial glucose and glycated hemoglobin (HbA1c) as
monitoring indicator in patients with type 2 diabetes mellitus. However, a number of studies have, through several
analysis information, demonstrated that postprandial blood glucose provide a strong linkage to cardiovascular
complication, both in diabetes and subjects with impaired glucose tolerance. Paired testing of blood glucose, derived
from self-monitoring of blood glucose (SMBQG), is a practical tool to help patients and their medical caregivers
monitoring the blood glucose following meals or one events (exercise, for example). Patients with type 2 DM can
take advantage of the paired testing to realize how their diet, lifestyle, or medicines can greatly influence the blood
glucose variation. In this article, we had thoroughly reviewed the importance and utility of self monitoring of blood
glucose and the practical application of the paired testing of blood glucose in how to improve postprandial glucose
control to ameliorate the overall risk of cardiovascular disease. The conclusions are as follows: if a detailed diet
/activity records and health care system are well established, better glucose control and medication safety could be
achieved by optimal paired testing followed by therapeutic modification of diet, lifestyle, or medicine used. ( J Intern
Med Taiwan 2010; 21: 330-336 )



