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ABSTRACT

Colchicine, a medication commonly used
for the treatment of gout and other
inflammatory conditions, is known to cause
various  adverse  effects, including
myopathy. We present a case of colchicine-
induced myopathy in a 58-year-old male
with a history of gout. The patient
developed progressive muscle weakness
after initiating colchicine therapy. Prompt
discontinuation of colchicine resulted in
resolution of symptoms and normalization
of muscle enzyme levels. This case
underscores the importance of recognizing
colchicine-induced myopathy and prompt
discontinuation of the medication to prevent
further complications and report also
highlights the challenges and considerations
in managing a patient with multiple
comorbidities and the importance of close
follow-up and ongoing monitoring.

Keywords: Colchicine, Myopathy, Gout,
Adverse effects, Muscle weakness

INTRODUCTION

Colchicine is derived from the corms of
Colchicum autumnale and used
therapeutically for the treatment of various

diseases such as  gout,  familial
Mediterranean fever (FMF), and Behcet's
disease for a long time. [l Despite its

efficacy, colchicine is associated with
various  adverse  effects, including
gastrointestinal symptoms,
myelosuppression, and myopathy.

Colchicine-induced myopathy is a rare but
potentially ~ serious  adverse  effect
characterized by muscle weakness and
elevated creatine kinase levels. The onset of
colchicine-induced myopathy is commonly
related to chronic renal failure or associated
with the use of high doses and other
myotoxic medications ™. However, some
cases develop colchicine myopathy without
statin or renal insufficiency, which raises the
possibility of genetic predisposition 1.
Colchicine is known for its anti-
inflammatory  properties, which  are
primarily mediated through the inhibition of
microtubule assembly. Microtubules are
essential components of thecytoskeleton and
play a crucial role in muscle cell structure
and function. Inhibition of microtubule
assembly by colchicine disrupts muscle cell
function, leading to myopathy.

CASE REPORT
A 58 years old male patient was admitted
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under Nephrology department in a tertiary
care hospital presenting with complaints of
bilateral lower limb weakness for 1 week.
The patient had medical history of
Polyarticular  Gout, Chronic  Kidney
Disease, Hyperurecemia, Hypertension, and
Dyslipidemia. On examination the patient
was afebrile, conscious and oriented. The
patient  medication  history  include
T.Amlodipine 5mg, T.Sodium Bicarbonate
500mg, T.Sevelamir 400mg, T.Febuxostat
40mg, T.Atorvastatin 10mg for the above
mentioned comorbidities. The patient had
been prescribed Colchicine 0.5mg BD.
Given the temporal association between the

onset of symptoms and initiation of
colchicine  therapy, a diagnosis of
colchicine-induced myopathy was

suspected.  Colchicine was  promptly
discontinued, and the patient was started on
supportive therapy. Among the laboratory
tests performed Urea, Serum creatinine and
CPK was elevated. Nerve conduction study
showed sensory neuropathy affecting both
lower limbs. The patient was treated under
the expert guidance of Rheumatologist and
Nephrologist at the tertiary care hospital.
The condition was managed with T. Sodium
Bicarbonate 500mg, T. Amlodipine, T.
Methylprednisolone 4mg, Folicacid 5mg, T.
Sevelamir 400mg, T. Sulfalazine 500mg, T.
Febuxostat 40mg and T. Atorvastatin
10mg.Over the course in the hospital stay,
patient improved symptomatically, vitals
stable anddischarged with T. Amlodipine, T.
Methylprednisolone 4mg, Folic acid 5mg,
T. Sevelamir 400mg, T. Febuxostat 40mg
and T. Atorvastatin 10mg, T. Sodium
Bicarbonate 500mg, T. Sulfalazine 500mg
for 1 week.

DISCUSSION
Colchicine-induced myopathy is a rare but
potentially severe adverse effect of

colchicine therapy. The exact pathogenesis
of colchicine-induced myopathy is not fully
understood but is thought to involve
disruption of microtubule function in
muscle cells, leading to impaired cellular
transport and eventual muscle fiber necrosis.

Colchicine-associated myopathy risk
increased with the presence of other co-
morbid conditions like chronic renal failure,
hepatic failure, coadministration of drugs
like simvastatin, tacrolimus, cyclosporine,
erythromycin, and antifungal medications
. Colchicine is a known tubulo-toxin
because it inhibits microtubule
polymerization by binding to the a and
monomers of tubulin. The mechanism by
which colchicine causes myopathy is largely
unknown. However, it is known for causing
painless vacuole myopathy, affecting the
microtubular network, and transport causes
vacuolation(®®l,

The clinical presentation of colchicine-
induced myopathy typically includes
proximal muscle weakness, myalgias, and
elevated serum CK levels.
Electromyography and muscle biopsy may
demonstrate myopathic changes and
evidence of muscle fiber necrosis,
respectively, aiding in the diagnosis.
Management of colchicine-induced
myopathy involves prompt discontinuation
of colchicine therapy and supportive
measures, including physical rehabilitation.
Most patients ~ experience  gradual
improvement in symptoms and
normalization of serum CK levels following
cessation of colchicine.

The risk factors for developing colchicine-
induced myopathy are not well understood.
Some studies have suggested that advanced
age, renal impairment, and higher doses of
colchicine may be risk factors.

CONCLUSION

Colchicine-induced myopathy is a rare but
important adverse effect to consider in
patients receiving colchicine therapy,
particularly those presenting with muscle
weakness and elevated serum CK levels.
Prompt recognition and discontinuation of
colchicine are essential to prevent further
complications and facilitate recovery.
Healthcare providers should be vigilant for
the development of myopathy in patients
receiving colchicine therapy and consider
alternative  treatment  options  when
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appropriate. The report underscores the
importance of a multidisciplinary approach,
close follow-up, and ongoing monitoring in
such cases. It also provides insights into the
challenges and considerations in the
diagnosis and management of patients with
multiple comorbidities
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