Letter to Editor Rheumatologz

Reply to:

Could leptin-deficient mice be
good novel models for diabetic
Achilles tendinopathy?

Sirs,

We appreciate your interest in our work.
Your suggestion will stimulate us to fur-
ther efforts.

First question: obesity had been recog-
nised as the independent risk factor of
Achilles tendinopathy in human-beings.
The excess body weight of ob mice
should be taken into consideration in the
pathogenesis of Achilles tendinopathy.
Clinical researches (1, 2) show that struc-
ture disorder change of Achilles tendon
exists in diabetic patients, there is a ten-
dency towards spontaneous rupture. At
the same time, the leptin-deficient (ob/
ob) mouse is a new animal model of pe-
ripheral neuropathy of type 2 diabetes
and obesity (3, 4). Therefore, we believe
that the Achilles tendon of ob mice has
a similar pathologic structure change as
diabetes patients. Our research confirmed
our hypothesis (5).

We also think that mechanical factors
play a very important role in the devel-
opment of Achilles tendinopathy (6, 7).
Diabetes patients often suffer from obesi-
ty, therefore, pathological changes of the
Achilles tendon in ob mice were studied
in order to research Achilles tendinopa-
thy in diabetic patients. Therefore, we are
not merely setting up an animal model of
Achilles tendinitis.

Second question: could decompensated
leptin-signalling represent the changes of
leptin signalling during the development
of diabetic Achilles tendinopathy?
Leptin-deficient leads to a series of en-
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docrine function change, such as hyper-
glycemia, hypercholesteremia and insu-
lin resistance symptoms, in addition to
characterisation of manifestations and
pathogenetic mechanicsms of periph-
eral diabetic neuropathy (PDN) (8). At
present, our study just demonstrates that
there are structural abnormalities in the
Achilles tendon of diabetic model mice.
Perhaps leptin-resumption of ob mice de-
lays the onset of the Achilles tendon dis-
ease? This provides new thought for our
further research.

Moreover, leptin-signalling on neuropa-
thy for the prevention of diabetic Achilles
tendinopathy should consequently arouse
more interest (9, 10). Whether leptin de-
lays and protects the diabetes nerve and
tendons (9, 10), is subject to further study.
As Achilles tendinitis occurred in the
Achilles tendon resection model, the ques-
tion as to whether leptin delays Achilles
tendinitis developing caused by mechani-
cal factors is also a research  direction.
Finally, thank you again for your interest
in our work.
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