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Retnakaran et al. (1) claim in their re-
cent article that liraglutide preserves
b-cell function in type 2 diabetes. We
doubt whether their methodology and
results prove that liraglutide indepen-
dent of its effect on glucose and
weight is b-cell protective. In their
study, after stopping all antidiabetes
medication in the prerandomization
phase, glucose control was improved
by intensified insulin therapy. How-
ever, insulin secretion did not improve
during this treatment in the placebo
group (see Fig. 1A in ref. 1) and only
slightly in the liraglutide group. This
indicates that in the prerandomization
period insulin treatment was not ef-
fective in improving b-cell function in
this study and subsequent antihyper-
glycemic effects of the study medica-
tion might have contributed to the
results. This is underlined by an im-
provement of glucose control only af-
ter initiation of liraglutide treatment
(see Fig. 2A in ref. 1). In addition, after

the initiation of liraglutide, BMI and
waist circumference markedly de-
creased. Hence, the increase in the
b-cell secretory capacity could have
been due to weight reduction and/or
lowering of blood glucose and not to
an effect of liraglutide (2). Most regret-
fully, no data for BMI are reported after
the medication has been stopped.
The fact that the insulin secretory
capacity was much lower 2 weeks after
stopping liraglutide treatment when
compared with baseline further ar-
gues against a b-cell2preserving ther-
apeutic potential of liraglutide. Much
rather this effect may have been
caused by direct or indirect mobiliza-
tion of the so-called b-cell reserve as
can be achieved with arginine, for ex-
ample (3,4). The results of another
study (5), which has shown no differ-
ence regarding the effect of blood glu-
cose reduction on an improvement
in b-cell function by means of insulin,
exenatide, and pioglitazone, also argue

against a specific effect of incretin mi-
metics on b-cell function.
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3. Sjöstrand M, Carlson K, Arnqvist HJ, et al.
Assessment of beta-cell function in young pa-
tients with type 2 diabetes: arginine-stimulated
insulin secretion may reflect beta-cell reserve. J
Intern Med 2014;275:39–48
4. Fonseca VA. Defining and characterizing the
progression of type 2 diabetes. Diabetes Care
2009;32(Suppl. 2):S151–S156
5. XuW, Bi Y, Sun Z, et al. Comparison of the effects
on glycaemic control and b-cell function in newly di-
agnosed type 2 diabetes patients of treatment with
exenatide, insulin or pioglitazone: a multicentre ran-
domizedparallel-group trial (theCONFIDENCE study).
J Intern Med. 16 July 2014 [Epub ahead of print]

1Profil, Neuss, Germany
2Institute for Health Economics and Clinical Epidemiology, Medical Faculty of the University of Cologne, Cologne, Germany

Corresponding author: Sabine Arnolds, sabine.arnolds@profil.com.

© 2015 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.

Sabine Arnolds1 and Peter T. Sawicki2

Diabetes Care Volume 38, February 2015 e25

e-LETTER
S
–
C
O
M
M
EN

TS
A
N
D
R
ESP

O
N
SES

D
ow

nloaded from
 http://diabetesjournals.org/care/article-pdf/38/2/e25/622684/dc142418.pdf by guest on 15 Septem

ber 2024

http://crossmark.crossref.org/dialog/?doi=10.2337/dc14-2418&domain=pdf&date_stamp=2014-12-27
mailto:sabine.arnolds@profil.com

