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ABSTRACT
Colchicine is used in the treatment of many diseases. It should be used very carefully as the treatment dose and toxic dose are
very close to each other and may lead to multiorgan failure. Although colchicine toxicity is usually seen in suicidal use, it may
also occur when used in therapeutic doses. In this report, we present a case of a 70-year-old patient who used colchicine due
to pericardial effusion over two months and died from multiorgan failure, to draw attention to colchicine toxicity due to using
it in therapeutic doses.
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INTRODUCTION
Colchicine is an alkaloid obtained from the plant Colchicum
autumnale and used in the treatment of many diseases. It is
indicated in diseases such as familial Mediterranean fever,
gouty arthritis, amyloidosis, Behçet’s disease, and primary
biliary cirrhosis (1). In addition, 2015 ESC guidelines stated
that colchicine can be used alone or in combination with
NSAIDs in the treatment of acute pericarditis (2).
The therapeutic index of colchicine is narrow, although it is
rare, death has been reported when it is taken above 0.8 mg/kg
(3). The most common side effects of colchicine use; are nausea,
vomiting, and diarrhea. More rarely, it can lead to a fatal clinical
manifestation of multiorgan failure, including bone marrow
suppression, cardiovascular collapse, pulmonary edema,
acute respiratory distress, acute renal failure, rhabdomyolysis,
metabolic acidosis, altered mental status, seizures, neuropathy,
and myopathy (4). A case of pancytopenia and polyneuropathy
associated with the use of colchicine at therapeutic doses in an
elderly patient with renal failure has been reported (5).
In this case, we aimed to present a patient who developed
multiorgan failure due to colchicine use due to pericardial
effusion.

CASE
A 70-year-old male patient was brought to the emergency room
by his relatives with complaints of abdominal pain, diarrhea,
deterioration in oral intake, and anorexia for 3-4 days. It is
stated that the general condition of the patient, who was able
to walk up to 4 days ago, deteriorated. In his medical history,
there were diagnoses of hypertension, diabetes, and right
heart failure due to lung disease. It was learned that he was
followed up for interstitial lung disease, used a drug containing
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pirfenidone, and received LTOT (long-term oxygen therapy) at
home. He has no history of smoking or alcohol use. There is no
feature in his family history.
In the physical examination of the patient, the general condition
was moderate, conscious, oriented, and cooperative, and the
Glasgow coma scale was 15 points. Bilateral lung sounds are
equal, rales are present in the lower zones. There is widespread
tenderness in the abdomen, but no defense or rebound was
detected. There was 2+ pitting edema in the bilateral lower
extremity. Body temperature was 37°C, BP was
 114/78 mmHg,
heart rate was 88/min, and SpO2 was 91 without oxygen. ECG:
sinus rhythm, v1-v6 t wave negativity was present. Neurological
examination revealed loss of muscle strength (3/5) in bilateral
lower extremities. The patient was started on controlled fluid
and oxygen therapy.
Laboratory values are as follows: Glucose 216 mg/dL, urea 116
mg/dL, creatine 2.89 mg/dL, sodium 135 mEq/L, potassium
3.3 mEq/L, calcium 6.8 mg/dL, uric acid 13.6 mg/dL, total
bilirubin 6.11 mg/dL, direct bilirubin 3.4 mg/dL, ALT 62
U/L, AST 151 U/L, CRP 66 mg/L, high sensitive troponin 526
ng/L, WBC 2.21 103/µL, HGB 12.9 g/dL, PLT 24 103/uL, PT
22.4 sec, INR 2.04, D-dimer 3.73 mg/L. Blood gas analysis
showed pH: 7.44 (7.31-7.41), pCO2: 30 (41-51) mmHg, pO2:
103 (30-40) mmHg, HCO3: 23 (23-29) mmol/L and SpO2: 97%
(70-95%). The thoracic CT showed increased cardiothoracic
ratio, pericardial effusion of 3 cm thickness between the
pericardial leaves, thin effusion between the pleural leaves in
both hemithoraces, fibroatelectasis changes surrounding the
effusion, and possible congestional ground-glass opacities.
No obvious pneumonic infiltration was observed. In the
abdominal CT, gas-stomach distension was observed in the
colonic loops, and no other pathology requiring emergency
surgery was detected. No erythrocytes, leukocytes, or parasites
were found in stool microscopy.
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Upon consultation with the general surgery clinic, the acute
abdomen was ruled out and it was determined that no
emergency surgery was needed. At the consultation with the
cardiology clinic, elevated troponin was reported to be due
to acute coronary syndromes since he had no chest pain. In
echocardiography, left ventricular walls were normokinetic,
and left ventricular ejection fraction was measured at 60%.
There was pericardial fluid surrounding the heart that was
measured as 1.3 cm adjacent to the posterior wall of the
left ventricle, 1 cm adjacent to the lateral wall, and 1.3 cm
adjacent to the right atrium, while no tamponade finding was
observed. It was reported that left cardiac chambers were wide,
2+ tricuspid regurgitation was detected and arterial pressure
was 60 mmHg. In the differential diagnosis of bicytopenia in
the patient; the history of malignancy, recent viral infection,
blood diseases, and rheumatological diseases were questioned,
but no finding to cause bicytopenia was found. There was no
other finding in favor of hemiparesis or acute cerebrovascular
disease in her neurological examination.
When the patient’s anamnesis was deepened, it was learned
that he came to the chest polyclinic for a check-up two months
ago and was referred to the cardiology outpatient clinic due
to pericardial effusion. 2×0.5 mg colchicine treatment for
pericardial effusion was started by cardiology. However, it was
not known by his relatives whether the patient received the
treatment regularly. Considering that the patient’s complaints
and changes in laboratory parameters might be related to
colchicine, internal medicine consultation was requested.
Emergency dialysis was not planned for the effects of
colchicine. Replacement therapy was decided for low platelet
count. The patient was admitted to the intensive care unit with
the diagnosis of colchicine-related multiorgan dysfunction. He
died on the 2nd day of his intensive care stay.

DISCUSSION
Colchicine intoxication is not frequent, although it is
encountered as suicidal use. It is critical since it may cause
life-threatening intoxication as a result of gastrointestinal,
hematological, and cardiogenic effects. Therapeutic and toxic
doses of colchicine are very close to each other and toxication
findings may manifest as acute, subacute, and chronic periods.
It is further important since it may affect multiple organs. The
amount of intake, the severity of intoxication, and mortality
are closely associated (6).
Toxications with colchicine overdose occur at three stages.
The first stage is seen within 24 hours of the drug intake
with gastrointestinal side effects including nausea, vomiting,
diarrhea, and abdominal pain (7). Side effects seen in this
study are warning for discontinuation of the drug (8). The
second stage is seen after 24-72 hours with fatal complications
and multiorgan damage (6). At this stage; respiratory system
disorders, cardiovascular disorders, metabolic abnormalities,
hematological findings due to bone marrow suppression,
and neuromuscular system findings such as myopathy
and neuropathy may be observed. Granulocytopenia,
thrombocytopenia, and reticulocytopenia may be seen in all three
stages. The third stage occurs 7-10 days after the drug intake, and
recovery in organ functions and alopecia are observed (9).
The side effects seen at stages 2 and 3 may occur at therapeutic
doses in the case of overdose intake. In a case series by
Altiparmak et al. (10) four patients who used colchicine at
therapeutic doses developed neuromyopathy. Similarly, in our

patient, there was weakness in the lower extremity that increased
especially in the last 4 days in favour of neuromyopathy.
In a study by Mullins et al. (11) in 2011, colchicine toxicity was
commonly seen in hospitalized patients who used colchicine
at therapeutic doses and it was found that this situation
contributed to about one-third of deaths. In these deaths, it
was thought that impaired renal function of the patients or
the use of medications such as P-gp inhibitors and CYP3A4
inhibitors increased the toxicity. In our patient, no information
could be obtained regarding the use of colchicine, which was
initiated as 1 mg/day due to pericardial effusion, at more than
the therapeutic dose. In addition, although it is not possible to
clearly say that renal dysfunction (Cr: 2.89 mg/dL, GFR 20 ml/
min) is due to colchicine toxicity, the GFR value at the time
of diagnosis of pericardial effusion and right heart failure (2
months ago) (84 ml/min) appears to be normal. This supports
the idea that renal function is impaired after starting to use
colchicineThe patient had no history of using drugs that are
known to increase toxicity with colchicine. However, no
toxicity report was found in the literature regarding colchicine
and pirfenidone, which were prescribed due to interstitial
lung disease. This issue needs to be investigated in order to
contribute to the literature on whether there is an increased
toxicity effect due to the concomitant use of pirfenidone and
colchin.
In a case report presented by Yoon et al. (12) a 46-year-old
patient with diabetic nephropathy who used colchicine at
a therapeutic dose was shown to develop neuropathy and
pancytopenia. Dağ et al. (7) presented a case of a 74-yearold patient with an impaired renal function who used
colchicine at a therapeutic dose and developed multiorgan
failure with polyneuropathy and pancytopenia. Similarly, our
patient developed multiorgan failure with renal dysfunction,
polyneuropathy, and bicytopenia.
Colchicine intoxication may be potentially life-threatening
because of its high toxicity and lack of specific antidotal
treatment. Colchicine and its metabolites are excreted from the
kidneys and liver and its elimination half-life varies between 20
and 40 hours. Since colchicine spreads to tissues rapidly and
has a high affinity to the intracellular regions, hemodialysis
and plasma exchange are not effective in toxicity (13). In line
with the knowledge from the literature, hemodialysis was not
deemed necessary for our patient.
It should be kept in mind that colchicine toxicity may also be
seen at therapeutic doses in patients with renal and hepatic
failure, and especially in geriatric patients and one should be
more careful in these patients. This case report was written
to draw attention to the fact that although rare, colchicine
which is widely used in many diseases may have serious side
effects. These side effects may be due to overdose intake of
colchicine as well as may occur at therapeutic doses. These
side effects are affected by the age of the patients receiving
colchicine, comorbidities, and the drugs used. Patients should
be instructed that colchicine should be immediately stopped in
the case of side effects

CONCLUSION
Although it is frequently missed in the emergency department
due to the intensity, the drugs used by the patients should be
questioned during the anamnesis and it should be kept in mind
that such patients may have colchicine intoxication.
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