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Spontaneous Unilateral Achilles Tendon Rupture With
Corticosteroid Use for Microscopic Polyangiitis
Jie Shen Foka, Tuck Yean Yonga, b, c, Jordan Yuanzhi Lia, b

Abstract
Achilles tendon rupture is increasingly reported in patients treated
with corticosteroid and fluoroquinolones. We report about a patient
who sustained a spontaneous non-traumatic Achilles tendon rupture while he was taking oral corticosteroid for the treatment of
microscopic polyangiitis (MPA). This patient’s tendon rupture was
treated with a non-surgical approach because of his age, immunocompromised state and delay in presentation. The rupture healed
gradually and his corticosteroid dose was weaned as the MPA improved.
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Introduction
Spontaneous non-traumatic rupture of the Achilles tendon is
rare but can be associated with long-term use of systemic
corticosteroids [1], fluoroquinolones or both [2-5]. The most
important risk factor for Achilles tendon rupture in young
age group is related to sporting activities particularly recreational sports involving sudden acceleration and jumping [6]. However, spontaneous non-traumatic rupture of the
Achilles tendon tends to occur in elderly patients. Rupture
of the Achilles tendon is a serious condition that may lead to
significant morbidity and often requires surgical treatment.
We report a case of spontaneous non-traumatic rupture
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of the Achilles tendon in a patient who is taking oral corticosteroids for the treatment of chronic kidney disease due
to biopsy proven microscopic polyangiitis (MPA). We have
also reviewed the literature on this topic.

Case Report
A 71-year-old man presented with a two-week history of fatigue, reduced appetite and urine output. He was found to be
in acute kidney injury with serum creatinine of 590 µmol/L
(reference range: 60 - 120 µmol/L). His medical history was
significant for hypertension and hyperlipidaemia for which
he was on amlodipine 10 mg daily and atorvastatin 20 mg
daily, respectively. Further investigations revealed urinary
red cell casts and positive anti-neutrophil cytoplasmic antibodies (ANCA) on immunofluoresence with high titre of
anti-myeloperoxidase (MPO) antibodies. Kidney biopsy
demonstrated pauci-immune focal proliferative necrotising
glomerulonephritis and crescent formation in keeping with
MPA. He was treated with oral cyclophosphamide (150 mg
daily) and pulse methyprednisolone (1 g daily for 3 days)
followed by oral prednisolone 60 mg daily, haemodialysis
and 10 sessions of plasma exchange. His condition stabilised
and renal function gradually improved. He became haemodialysis independent 14 days after admission. On discharged,
he was taking oral cyclophosphamide 150 mg daily and oral
prednisolone 60 mg daily, together with trimethoprim-sulfamethoxazole 160 - 800 mg three times a week, calcitriol 0.25
mcg daily, and erythropoietin 6,000 units weekly. He was
followed-up in the outpatient clinic. His renal function was
stable with serum creatinine of 165 µmol/L. The MPA was
in remission 3 months later and azathioprine 75 mg daily
was commenced to replace cyclophosphamide as part of his
maintenance immunosuppressive therapy. The prednisolone
dose was gradually tapering.
He represented with 10-day history of extreme pain of
the left ankle without trauma 8 months after initial presentation. The pain was exacerbated by walking and he was unable
to place the entire left foot downward. He was taking prednisolone 10 mg daily. On examination, there was absence of
plantar flexion on performing calf compression test. There
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was a tender palpable gap in the tendon proximal to its insertion. The ultrasound revealed a markedly disorganised left
Achilles’ tendon with heterogeneous appearance throughout,
suggesting full thickness retracted Achilles’ tendon rupture.
The tear commenced about 2 cm above the calcaneal insertion with markedly disorganised appearance extending over
approximately 7 cm from that point to retracted Achilles’
tendon ends. There was no evidence of active inflammatory
arthritis. He was seen by an orthopaedic surgeon and adopted
a non-surgical approach because of his age, immunocompromised status and delay in presentation. His prednisolone and
azathioprine were discontinued 4 months later after tapering. On follow-up, the rupture Achilles’ tendon has gradually
healed and there was no evidence of relapse of MPA.

Discussion
Spontaneous non-traumatic rupture of the Achilles tendon is
reported in association with rheumatoid arthritis [7], chronic
kidney disease on dialysis [8], gout [9] and renal transplantation [10, 11]. While a number of studies have highlighted
the important role of quinolones in Achilles tendinopathy
and complete tendon rupture [2-4], systemic corticosteroids
as a contributing factor needs to be considered as well. The
Achilles tendon rupture may occur on one or both sides.
Achilles’ tendon rupture in a patient with MPA was previously described with the use of fluoroquinolones [5]. From
our literature search, we believe this is the first case of Achilles’ tendon rupture in a patient with MPA associated with
the use of corticosteroid. The risk factors of Achilles’ tendon
rupture in our patient included being on corticosteroid, advanced renal failure, underlying connective tissue disease,
male gender and age above 60 years [12].
Long-term oral corticosteroids have been implicated in
causing Achilles tendon rupture. In one study, the annual incidence is estimated to be 1 in 600 patients on long-term
oral corticosteroids for chronic airway obstruction [1]. In
that study, no Achilles tendon rupture was reported among
patients with chronic airways obstruction not receiving oral
corticosteroids.
The mechanism of steroid-induced Achilles tendinopathy is not clearly understood. Suppressed repair mechanism
of partially injured tendons may extend to complete rupture
even after gentle locomotion [13]. Reduced tensile strength
of the tendon due to collagen fibrils dysplasia as a result of
steroid use has also been proposed [14]. Tendinopathy itself
is an ongoing degenerative process [6]. It is possible that disruption of normal healing process by steroids may add to the
already heavily diseased tendon, further contributing to its
eventual rupture.
Achilles tendon rupture should be considered in any individual on long-term systemic corticosteroid treatment who
presents with acute heel pain. The careful examination usu-

ally reveals the presence of a bulging muscle belly in the
proximal calf and a palpable gap in the Achilles tendon. Urgent referral for radiological investigation should be considered in this context to confirm the diagnosis.
Management options of Achilles’ tendon rupture include
both non-surgical and surgical approach. The former may
involve static cast immobilisation and early functional rehabilitation whereas the latter often involves open or miniinvasive technique. The selection of approach should be
individualised, depending upon the functional demand and
medical condition of the patient [6], though recent studies
suggest that surgical approach should probably be preferred
[15].
High-dose systemic corticosteroid therapy, in association with other risk factors such as quinolone antibiotics,
connective tissue disease, and severe renal impairment, predisposes to spontaneous Achilles tendon rupture. Clinicians
should ensure that corticosteroids are prescribed appropriately and to advised patients of the risks associated with their
use and to seek medical attention if suggestive symptoms
develop.
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