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In a recent study, Wattanathorn et al. identified that the
combined extract of purple waxy corn and ginger was effec-
tive in improving functional and structural changes in STZ-
diabetic rats submitted to chronic constriction of the sciatic
nerve, an effect that is potentially mediated by the antiox-
idant properties of these combined extracts. Although the
results have been quite interesting, we would like to present
a complementary conceptual perspective to improve the
interpretation of the findings considering the disease model
investigated. In the natural course of nontreated diabetes
mellitus, diabetic neuropathy represents a chronic metabolic
neuropathic disorder secondary to accumulated molecular
and microvascular damage that impairs nerve structure and
function [1, 2]. Fundamentally, diabetic neuropathy consists
of a nontraumatic condition with prolonged time-course in
which functional impairment overcomes the nerve structural
damage, especially in the early stages of neuropathy [1–3].
Thus, even when applied to diabetic animals, the model of
nerve constriction represents a traditionalmodel of traumatic
neuropathy and neuropathic pain [4, 5], which manifests
a completely different pathophysiologic mechanism com-
pared to diabetic neuropathy. In this trauma model, nerve
ligation causes variable degrees of injury, which is difficult
to measure directly and can range from neuropraxia (less
severe functional nerve lesion) to neurotmesis (extensive

and complex morphofunctional nerve lesion) [4, 5]. Fur-
thermore, the injured nerve fibers cause chromatolysis and
distal Wallerian degeneration, processes that are associated
with intense focal inflammation and fibrosis, which limits
axonal reparation [4, 5]. All of these structural changes are
typical of traumatic lesions, but less frequent in diabetic
neuropathy [1–3]. From this conceptual basis, the current
interpretation of the findings reflects a construct bias since
the results described cannot be used as an empirical basis
to explain the improvements in diabetic neuropathy. Thus,
a proper interpretation of the findings should consider the
effect of treatments on healing/repair of traumatic nerve
injury in diabetic animals, which recognizably presents an
impaired healing process [1, 3]. When reviewing animal
models of diabetic neuropathy, Klusáková and Dubový [5]
indicated that rats with partial sciatic nerve ligation present
minor pathogenesis of diabetic neuropathy, which is hardly
representative of the human condition. This argument is
reinforced by the short time course for neuropathy evolution,
which showed a significant impairment of sciatic function
index 24 hours after nerve ligation. This finding indicates
a typical acute effect of mechanical nerve injuries [4, 5],
which is not consistent with the chronic and progressive
clinical course of diabetic neuropathy [1–3]. Although the
relevance of the results is evident in traumatic nerve injury,
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it is wise to discuss the limitations of the model used and the
interpretation of the findings. Whereas diabetic neuropathy
is a condition of difficult clinical management that demands
high cost to health care, we are looking forward to further
studies by Wattanathorn et al. investigating whether the
extracts tested can also bring similar benefits in specific and
robustmodels, such as genetic or geneticallymodifiedmodels
[3, 5, 6] of diabetic neuropathy.

Conflict of Interests

The authors declare that there is no conflict of interests
regarding the publication of this paper.

References

[1] S. Tesfaye, A. J. Boulton, P. J. Dyck et al., “Diabetic neuropathies:
update on definitions, diagnostic criteria, estimation of severity,
and treatments,” Diabetes Care, vol. 33, no. 10, pp. 2285–2293,
2010.

[2] A. G. Smith and J. R. Singleton, “Diabetic neuropathy,” Contin-
uum, vol. 18, no. 1, pp. 60–84, 2012.

[3] A.-S. Wattiez, D. A. Barrière, A. Dupuis, and C. Courteix,
“Rodent models of painful diabetic neuropathy: what can
we learn from them?” Journal of Diabetes and Metabolism,
supplement 5, pp. 1–11, 2012.

[4] M. Colleoni and P. Sacerdote, “Murine models of human
neuropathic pain,” Biochimica et Biophysica Acta: Molecular
Basis of Disease, vol. 1802, no. 10, pp. 924–933, 2010.
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