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The studies devoted to contributions
of postprandial (PPG) and fasting/
basal glucose to overall hyperglyce-

mia remain limited to non–insulin-using
diabetic patients, and most reports indi-
cate that PPGmakes the highest contribu-
tion in patients with satisfactory control
(1). Recently, Riddle et al. (2) have chal-
lenged this concept and extended the
analysis to type 2 diabetic patients treated
with different insulin regimens. From a
general point of view, this study contains
both expected and unexpected results.
The analysis after treatment intensifica-
tion with insulin confirms that the con-
tribution of basal hyperglycemia drops
from;80% to,50%. However, the basal
glucose contribution to overall hyper-
glycemia remains higher in patients with
the smallest improvement in HbA1c and
still accounts for about one-third of the
additional hyperglycemic exposure (2).
Our opinion is that these findings are
not surprising because it has been dem-
onstrated that a substantial percentage
of patients did not attain the objectives
with a treat-to-target basal insulin regi-
men (3). As a consequence, no one can

deny that more attention should be paid
to both basal and prandial hyperglycemia
in order to achieve optimal glycemic con-
trol. Such an approach is also in agree-
ment with the data obtained at the 3rd
year of the Treating To Target in Type 2
Diabetes (4-T) study (4). Another point
of the article by Riddle et al. (2) concerns
the PPG contributions to overall hypergly-
cemia,which appearmuch lower (20–24%)
than those observed in our previous land-
mark study (1). In addition, despite a
tendency toward a greater contribution
of postprandial hyperglycemia at lower
ranges and of basal hyperglycemia at
higher ranges of HbA1c at baseline, these
authors do not confirm that contribu-
tions of postprandial and basal hyper-
glycemia are steadily decreasing or
increasing, respectively, with worsening
diabetic control (1). These results, obtained
from a 7-point self-measured glycemic
profile, highlight the difficulty of reaching
a consensus in terms of calculation of
prandial and basal contributions and
seem to indicate that the calculation
used by Riddle et al. (2) has probably un-
der and overestimated the postprandial
and basal contributions, respectively. For
instance, postprandial excursions should
be quantified by measuring each post-
prandial increment in excess of pre-
prandial values at breakfast, lunch, and
dinner, rather than by taking a single
fasting value as reference. As a conse-
quence, the continuous glucose monitor-
ing is at present a unique tool that permits
the capture of the entire glycemic profile
over 24 h and more specifically during
postprandial periods (5). For instance,
the use of a discontinuous glucose profile
with determination of 2-h postmeal glu-
cose values has certainly failed to record
the peak value of postmeal excursions,
which usually occurs 60 to 90 min after
the beginning of the meal (5). Without
sufficient considerations to the above ar-
guments, it is not surprising that the
contributions of postprandial and basal
hyperglycemia were under or overesti-
mated, respectively. However, the study
by Riddle et al. has the merit to point out

again that the remnant hyperglycemia,
which is frequently observed with insulin
regimens using basal strategies or pre-
mixed insulins, should be combated by
subtly combining basal with prandial in-
sulins.

LOUIS MONNIER, MD

From the Laboratory of Human Nutrition and
Atherosclerosis, Institute of Clinical Research,
University of Montpellier I, Montpellier, France.

Corresponding author: Louis Monnier, louis.monnier@
inserm.fr.

DOI: 10.2337/dc11-1857
© 2012 by the American Diabetes Association.

Readers may use this article as long as the work is
properly cited, the use is educational and not for
profit, and the work is not altered. See http://
creativecommons.org/licenses/by-nc-nd/3.0/ for
details.

Acknowledgments—No potential conflicts of
interest relevant to this article were reported.

c c c c c c c c c c c c c c c c c c c c c c c c

References
1. Monnier L, Lapinski H, Colette C. Contri-

butions of fasting and postprandial plasma
glucose increments to the overall diurnal
hyperglycemia of type 2 diabetic patients:
variations with increasing levels of HbA(1c).
Diabetes Care 2003;26:881–885

2. Riddle M, Umpierrez G, DiGenio A, Zhou R,
Rosenstock J. Contributions of basal and
postprandial hyperglycemia over a wide
range of A1C levels before and after treat-
ment intensification in type 2 diabetes. Di-
abetes Care 2011;34:2508–2514

3. Riddle MC, Rosenstock J, Gerich J; Insulin
Glargine 4002 Study Investigators. The
Treat-To-Target Trial: randomized addi-
tion of glargine or human NPH insulin to
oral therapy of type 2 diabetic patients. Di-
abetes Care 2003;26:3080–3086

4. Holman RR, Farmer AJ, Davies MJ, et al.;
4-T Study Group. Three-year efficacy of
complex insulin regimens in type 2 dia-
betes. N Engl J Med 2009;361:1736–1747

5. Monnier L, Colette C, Dunseath GJ, Owens
DR. The loss of postprandial glycemic con-
trol precedes stepwise deterioration of
fasting with worsening diabetes. Diabetes
Care 2007;30:263–269

e2 DIABETES CARE, VOLUME 35, JANUARY 2012 care.diabetesjournals.org

O N L I N E L E T T E R S
D

ow
nloaded from

 http://ada.silverchair.com
/care/article-pdf/35/1/e2/648245/e2.pdf by guest on 10 April 2024

mailto:louis.monnier@<?tjl=20mm?><?tjl?>inserm.fr
mailto:louis.monnier@<?tjl=20mm?><?tjl?>inserm.fr

