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Palpitations Developed Following Treatment with 
Colchicines

Kolşisin ile Tedavi Sonrası Gelişen Palpitasyon

ÖZET
Torsade de pointes, elektrokardiyogramda (EKG) QT aralığının 
uzaması ile görülen bir polimorfik ventriküler taşikardi türüdür. 
Halsizlik ve çarpıntı şikayeti ile hastanemize başvuran 40 yaşındaki 
erkek hastada kalıtımsal Akdeniz ateşi (KAA) öyküsü olduğu ve 
kolşisin ile tedavi edildiği bilgisi edinilmiştir. Hastada EKG çekilirken 
çarpıntı evresi gelişmiş ve disritmi EKG’de kayıt edilmiştir. Hastanın 
kan değerlerinde kalsiyum seviyesi normal ancak magnezyum 
seviyesi normal değerden (0.3) düşük bulunmuştur. Hipomagnezemi 
durumunun kolşisin tedavisi nedeniyle geliştiği ve bunun torsade de 
pointes’e neden olduğu düşünülmüştür. Kolşisin KAA hastalığının 
tedavisinde, hastalık aktivitesini azalttığı ve amiloidozu önlendiği 
için tercih edilen ilaçtır. Kolşisin overdozu kardiyak aritmilere neden 
olduğu için yüksek mortalite riski taşımaktadır. Kolşisin toksisitesi 
durumunda hastada hipokalsemi, hipofosfatemi, hiponatremi ve 
hipomagnezemi gibi elektrolik bozuklukları görülebilir. Magnezyum 
yetersizliği supraventriküler taşikardi ve torsade de pointes gibi 
kardiyak aritmiler kendisi gösteren klinik tablolar sergileyebilir. 
KAA eşliğinde görülen çarpıntı ve torsade de pointes’in, kolşisin 
kullanımına bağlı gelişen hipomagnezemi ile ilişkili olabilileceği 
akılda tutulmalıdır.
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SUMMARY
Torsade de pointes is a form of polymorphic ventricular tachycardia 
occurring in a setting of prolonged QT interval as represented on sur-
face electrocardiogram (ECG). A 40-year-old man with the chief com-
plaint of generalized weakness and increased heart rate (palpitation) 
was brought to hospital. The patient was known to have familial Medi-
terranean fever (FMF) and was receiving treatment (colchicines) for 
his condition. During acquiring the ECG, an episode of palpitation oc-
curred and dysrythmia was observed in patient’s ECG. The blood level 
of Ca was normal but Mg level was lower than the normal range (0.3) 
in this patient, indicating a hypomagnesemia possibly caused by col-
chicines, which, in turn, might result in torsade de pointes. Colchicines 
is the choice drug for the treatment of FMF. Colchicines can reduce dis-
ease activity and prevent amyeloidosis. Colchicines overdose carries a 
high mortality risk (because of resulting cardiac arrhythmias). Electro-
lyte abnormalities that may be observed in patients with colchicines 
toxicity include hypocalcemia, hypophosphatemia, hyponatremia 
and hypomagnesemia. Mg deficiency produces a variety of clinical 
manifestations, including cardiac arrhythmias, such assupraventricu-
lar tachycardia and torsade de pointes. So in patients with FMF palpi-
tation and torsade de pointes may occur due to Colchicines induced 
hypomagnesaemia. Therefore, patients who experience palpitations 
and who have a history of FMF may develop torsade de pointes result-
ing from colchicines induced hypomagnesemia.
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Introduction
Familial Mediterranean fever (FMF) is an autosomal reces-
sive hereditary disease which primarily affects the people 
from Mediterranean areas.[1] Colchicin, which is an alkaloid 
obtained from colchicum autumnal,[2] is mostly used for the 
treatment of FMF.[3] It has been documented that colchicin 

therapy in FMF patients results in an improvement of quality 
of life and of laboratory test results.[2] Some electrolyte ab-
normalities may occur as a result of colchicin toxicity. Some 
of those are hypophosphatemia, hyponatremia, hypocale-
mia and hypomagnesaemia.[4-8]

Hereby, we introduce a middle-aged man with the history of 
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FMF who developed torsades de pointes, which was treated 
with magnesium supplement.

Case Report
A 40-year-old man with the chief complaint of generalized 
weakness and increased heart rate (palpitation) was brought 
to the hospital. The patient was known to have FMF and re-
ceiving treatment (colchicines, 2 mg/day). By the morning 
of the first day before admission, he had multiple episodes 
of palpitation. These episodes did not take more than a few 
seconds. Due to the repetition of the palpitations, he was 
taken to the emergency room. At initial visit, he was relaxed 
and had stable vital signs.

In the physical examination, his heart and lung sounds were 
normal. His abdomen was soft and no distention and ten-
derness were observed. His neurological examinations in-
cluding cranial nerves were all normal. An ECG evaluation 
was requested, and during the acquisition of ECG, another 
episode of palpitation occurred and a dysrythmia was ob-
served in patient’s electrocardiogram (Fig. 1). Both the palpi-
tation and the dysrhythmia were self-limited.

ECG of the patient was consistent with non-sustained torsade 
de pointes. Plasma electrolyte levels were measured. Blood 
level of Mg was 0.3 mg/dl in test results (normal range is 1.5-2 
mg/ml). The patient was treated with 2 mg Mg (50%) infusion 
over 60 minutes and responded well to the treatment.
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Figure 1. Patient’s electrocardiogram.
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Discussion
FMF is an autosomal recessive hereditary disease which 
mostly affects people living in Mediterranean margin and 
characterized by this symptoms of recurrent attacks of fe-
ver and peritonitis, arthritis, pleuritis and erysipelas like skin 
disease.[1] Colchicin is the drug of choice for the treatment of 
FMF and gout, additionally it has been reported that it can 
be useful in primary biliary cirrhosis and alcoholic cirrhosis.
[9,10] It has been recommended for recurrent attacks of FMF, 
scleroderma, amyloidosis and Behcet’s disease.[5]

Colchicin is mostly administered orally and is absorbed rap-
idly from GI tract.[11,12] Colchicin is formulated in tablets of 0.5 
mg or 0.6 mg. IV formulation also exists containing 0.5 mg/
ml solution.[11]

The side effects of colchicines are dose dependent. Route of 
administration also plays a role in presenting of side effects. 
80% of patients treated with the full therapeutic doses of 
colchicines experience GI side effects.[13]

Cardiovascular collapse is one of the most important causes 
of morbidity and mortality in patients with high blood levels 
of colchicines. Hypovolemia and electrolyte abnormalities 
caused by GI disturbances can remarkably affect the cardiac 
performance in patients.[14] 

Different studies have reported that cardiac arrhythmia such 
as sinus tachycardia, bradycardia, sinus arrest, ventricular 
fibrillation and complete atrioventricular blocks may occur 
in condition of colchicines overdoseage.[2,15,16] Torsede de 
pointes is a polymorphic ventricular tachycardia which can 
be caused by long QT syndrome. QT prolongation can result 
from various conditions including drugs, electrolyte deple-
tion (like.g potassium or magnesium) and heart disease.[17,18] 

Several electrolyte disturbances may also occur in patients 
with colchicines toxicity including hypocalcemia, hypo-
phosphatemia, hyponatremia and hypomagnesemia. These 
abnormalities in electrolyte levels may be so severe that can 
affect the initial clinical presentation.[14]

Both hypokalemia and hypomagnesemia are known to 
cause arrhythmias.[12] Torsade de pointes is a form of ventric-
ular tachycardia that is often occurs due to pro-arrhythmic 
characteristics of many cardiac and non-cardiac drugs.[18] 
Heart disease and electrolyte abnormalities, including hypo-
magnesemia, hypokalemia and colchicines toxicity can be 
among the most important causes of torsade de pointes in 
patients with FMF disease.

Conclusion
We conclude that patients with FMF and are treated with 
colchicines may experience palpitations and present with 

torsade de pointes in the emergency department. Their 
magnesium level in blood should be evaluated because of 
the likelihood of hypomagnesaemia, which can cause tors-
ade de pointes, and they should be treated accordingly.

References 
1. Odabas AR, Cetinkaya R, Selcuk Y, Bilen H. Familial Mediter-

ranean fever. South Med J 2002;95:1400-3.
2. Ozçakar ZB, Yalçinkaya F, Yüksel S, Acar B, Gökmen D, Ekim 

M. Possible effect of subclinical inflammation on daily life in 
familial Mediterranean fever. Clin Rheumatol 2006;25:149-52.

3. Stahl N, Weinberger A, Benjamin D, Pinkhas J. Fatal colchicine 
poisoning in a boy with familial Mediterranean fever. Am J 
Med Sci 1979;278:77-81.

4. Baldwin LR, Talbert RL, Samples R. Accidental overdose of in-
sufflated colchicine. Drug Saf 1990;5:305-12.

5. Frayha RA, Tabbara Z, Berbir N. Acute colchicine poisoning 
presenting as symptomatic hypocalcaemia Br J Rheumatol 
1984;23:292-5.

6. Wallace SL, Omokoku B, Ertel NH. Colchicine plasma levels. 
Implications as to pharmacology and mechanism of action. 
Am J Med 1970;48:443-8.

7. Murray SS, Kramlinger KG, McMichan JC, Mohr DN. Acute tox-
icity after excessive ingestion of colchicine. Mayo Clin Proc 
1983;58:528-32.

8. Sauder P, Kopferschmitt J, Jaeger A, Mantz JM. Haemodynam-
ic studies in eight cases of acute colchicine poisoning. Hum 
Toxicol 1983;2:169-73.

9. Kaplan MM, Alling DW, Zimmerman HJ, Wolfe HJ, Sepersky 
RA, Hirsch GS, et al. A prospective trial of colchicine for pri-
mary biliary cirrhosis. N Engl J Med 1986;315:1448-54.

10. Kershenobich D, Vargas F, Garcia-Tsao G, Perez Tamayo R, 
Gent M, Rojkind M. Colchicine in the treatment of cirrhosis of 
the liver. N Engl J Med 1988;318:1709-13.

11. Putterman C, Ben-Chetrit E, Caraco Y, Levy M. Colchicine in-
toxication: clinical pharmacology, risk factors, features, and 
management. Semin Arthritis Rheum 1991;21:143-55.

12. Achtert G, Scherrmann JM, Christen MO. Pharmacokinetics/
bioavailability of colchicine in healthy male volunteers. Eur J 
Drug Metab Pharmacokinet 1989;14:317-22.

13. Wallace SL, Singer JZ. Review: systemic toxicity associated 
with the intravenous administration of colchicine-guidelines 
for use. J Rheumatol 1988;15:495-9.

14. Milne ST, Meek PD. Fatal colchicine overdose: report of a case 
and review of the literature. Am J Emerg Med 1998;16:603-8.

15. Hobson CH, Rankin AP. A fatal colchicine overdose. Anaesth 
Intensive Care 1986;14:453-5.

16. Wells SR, Anderson DL, Thompson J. Colchicine toxicity: a 
case report. Vet Hum Toxicol 1989;31:313-6.

17. Eckhardt L, Brugada P, Morgan J, Breithardt G. Ventricular 
tachycardia. In: Camm AJ, Luscher TF, Serruys PW, editors. The 
ESC textbook of cardiovascular medline. Oxford: Blackwell; 
2006. p. 949–72.

18. Yoshida T, Hibino T, Kako N, Murai S, Oguri M, Kato K, et al. A 
pathophysiologic study of tako-tsubo cardiomyopathy with 
F-18 fluorodeoxyglucose positron emission tomography. Eur 
Heart J 2007;28:2598-604. 

176


