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To the Editor: We thank G. W. Lambert, M. P. Schlaich and
M. D. Esler for their interest [1] in our paper [2]. As
indicated by the title, our main interest was to examine the
relationship between brain-derived neurotrophic factor
(BDNF) and blood glucose. Because patients with type 2
diabetes have an increased prevalence of major depressive
disorder (MDD) and MDD is associated with decreased
blood levels of BDNF we controlled our analyses for
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current intake of antidepressive medication as a marker of
MDD. We agree with Lambert and colleagues that we
probably underestimated the prevalence of MDD in our
study sample. Furthermore, if this is the case, it most
probably applies to both the NGT group (5 of 103) and the
diabetes group (5 of 96), thus introducing a systematic, but
equal, underestimation of MDD. Nonetheless, these
patients were not specifically investigated, and a dedicated
study on the population of patients with MDD is needed.
In addition, we evaluated the arterial–venous (Av) differences in BDNF concentration across the brain in healthy
young men, which revealed an output from the brain at rest
(arterial concentration−venous concentration [means±SEM]:
648±122−1242±259=−594±254 pg/ml) that was inhibited
after 2 h of hyperglycaemic clamp (774±160−772±334
pg/ml=2±303 pg/ml). For the purpose of measuring Av
concentration differences we used the right internal jugular
vein, well aware of the work from Australia [3] demonstrating
asymmetry in venous drainage from the brain. Accordingly,
we cannot confirm whether the determined Av differences
represent the release of BDNF from deeper structures of the
brain, as demonstrated for catecholamines in hypertensive
patients by the Australian group. The vein was visualised by
ultrasound; we can state only that none of the veins used for
catheterisation were small, although some were collapsed at
the time of catheterisation and the procedure was helped by
performing a Valsalva manoeuvre. Whether there exists a
difference between release of BDNF from deeper structures
in the brain probably drained by a small (and most often the
left) vein or from the cerebral cortex, drained most often by
the larger right vein, was not evaluated. However, as the
right vein was catheterised, it is most likely that the samples
predominately contained blood draining from the hemi-
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spheres. We do not routinely perform a technetium scan of
brain circulation prior to catheterisation, although such an
evaluation has been made [4], inspired by the work from
Australia.
We can only agree that an evaluation of the role of
BDNF in blood glucose regulation, and its potential role in
MDD in particular, requires a more detailed evaluation, and
we hope that our preliminary results provide some
inspiration for this research.
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