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OPINION
Achilles tendinopathy is a clinical syndrome marked by 
discomfort, swelling, and decreased performance. It is one of the 
most common ankle and foot overuse injuries. The two primary 
types of Achilles tendinopathy are insertional and noninsertional 
tendinopathy, which are defined according to anatomical location. 
Achilles tendinopathy has a complex aetiology that includes both 
intrinsic and extrinsic causes. The tendon had a poor healing 
response and was showing signs of degeneration. There are three 
distinct and continuous stages to a failed healing response (reactive 
tendinopathy, tendon disrepair, and degenerative tendinopathy). 
The clinical signs of Achilles tendon discomfort, edoema, and 
reduced physical function are frequent in sports and everyday life. 
Many words, such as tendinitis, tendinosis, and paratenonitis, 
have been used to characterise the illnesses in the past. Recent 
histological studies have discovered that these illnesses are the result 
of a failed healing response, which can lead to degenerative tendon 
alterations. There are three distinct and continuous stages to a 
failed healing response (reactive tendinopathy, tendon disrepair, 
and degenerative tendinopathy). The two primary types of Achilles 
tendinopathy are insertional (at the calcaneus-Achilles tendon 
junction) and noninsertional (between 2 cm and 6 cm proximal to 
the insertion of the Achilles tendon into the calcaneus).

Achilles tendinopathy is one of the most common overuse injuries 
in the ankle and foot. Individuals who engage in strenuous 
activities such as running and leaping are more likely to develop this 
condition. It is estimated that 9% of recreational runners would 
be affected, and up to 5% of elite athletes will have their careers 
cut short. Achilles tendonopathy was observed in 5.6 percent of 
nonathletes in an epidemiologic study of 1394 people (4 percent 
insertional, 3.6 percent noninsertional, and 1.9 percent both 
forms). Chronic Achilles tendinopathy affects older persons more 
frequently than younger people. Only 25% of the 470 patients 
with Achilles tendinopathy in Kvist's study were young athletes, 
and 10% of the patients were under the age of 14. Furthermore, 
insertional tendinopathy is more common in those who are more 
active, but noninsertional tendon damage is more common in 
people who are older, less active, and overweight. Intrinsic and 
extrinsic variables, either alone or in combination, are risk factors 
for Achilles tendinopathy.

Intrinsic factors include biomechanical abnormalities of the lower 

extremity, such as leg length discrepancy, hyperpronation, forefoot 
varus deformity, pes cavus, and limited mobility of the subtalar 
joint, as well as systemic conditions such as ageing, inflammatory 
arthropathies, corticosteroid use, diabetes, hypertension, obesity, 
gout, hyperostotic conditions, lipidaemias, and aromatase. 
Excessive mechanical overload and training errors like increased 
interval training, abrupt scheduling changes, excessive hill 
training, training on hard or sloping surfaces, increased mileage, 
increased repetitive loading, poor shock absorption, and wedging 
from uneven wear are examples of extrinsic factors. The Achilles 
tendon is made up of the soleus muscle and the two bellies of the 
gastrocnemius muscle, and it attaches distally to the calcaneus. 
Because the majority of tendons are avascular, they appear as 
a fibrillar and generally spherical white and elastic structure. 
Tenoblasts and tenocytes, two types of cells, make up 90%-95% of 
the cellular component of the tendon. A normal Achilles tendon 
has well-organized cells. Chondrocytes at the entheses and a few 
synovial cells in the synovial tendon sheath make up the remaining 
5%-10% of cells. Glycosaminoglycans, glycoproteins, and 
proteoglycans make up the extracellular matrix between collagen 
fibres and tenocytes, and their high hydrophilicity contributes to 
the tendon's suppleness. Collagen fibres make up 90 percent of the 
tendon protein and 70 percent to 80 percent of the tendon's dry 
weight. The most common type of collagen is Type I, which makes 
about 95 percent of tendon collagen and has most of its collagen 
fibres aligned longitudinally. The natural blood supply to the 
tendon varies depending on age and location. The muscle-tendon 
junction, the bone-tendon junction, and the length of the tendon 
all provide blood supply to the Achilles tendon. The surrounding 
paratenon provides blood circulation to the middle region of the 
tendon (the most important blood supply to the tendon). The 
most abundant blood supply zone in the tendon is at the tendon 
insertion, but the most intensively vascularized zone in adults over 
30 years is at the tendon origin.

The tibial nerve and its branches provide the tendon with 
nerves from the overlying superficial nerves or neighbouring 
deep nerves. Nerves and blood vessels travel together. Afferent 
receptors are located on the surface or in the tendon in four 
different forms. Ruffini corpuscles act as pressure receptors; 
Vater-Pacinian corpuscles work as movement receptors; Golgi 
tendon organs act as mechanoreceptors; and free nerve endings 
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act as pain receptors. Tendon repair is divided into three stages. 
The first phase of inflammation lasts a few days. Within the 
first 24 hours, erythrocytes and inflammatory cells travel to the 

injury site. Increased arterial permeability, angiogenesis, tenocyte 
proliferation, and collagen fibre formation all result in the release 
of vasoactive and chemotactic factors.


