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 Dear Editor;

 Paroxetine is one of the serotonin reuptake inhibitors 

used frequently in treatments of anxiety and depressive 

disorders. We aimed to report a case that had elevated 

Creatine Kinase (CK) levels during paroxetine treatment, 

which decreased back after discontinuation of paroxetine. 

This case may provide further insight on paroxetine side 

effects, drug interactions, and mechanism of action at 

intracellular level. 

 Since 2007, this patient, with an undifferentiated 

connective tissue disease, had been followed by the 

rheumatology outpatient unit of our hospital without any 

abnormalities in creatine kinase (CK) levels. The patient 

had major depressive episodes previously, and treated 

with paroxetine for 6 months. She herself had begun to 

take paroxetine 20 mg/day in June 2013, because of her 

previous experience. Initially, in July 2013, blood CK levels 

of 714 U/l was observed and first suspect colchicine was 

discontinued. However, serum CK levels remained at 506 

U/l in August 2013. Since than, paroxetine was considered 

to be the reason of the increased CK. The patient was 

consulted to psychiatry outpatient unit, to cease the 

paroxetine. After discontinuation of paroxetine, it was 

observed that CK values reduced to 311 U/l in September 

2013 and then 146 U/l in the next month. Due to this 

temporal relationship, it is possible to suggest that 

increase of CK levels might be related with paroxetine. It 

is also possible that this side effect might be due to a 

specific vulnerability of this patient who also has a 

connective tissue disease.

 Normal ranges of CK are between 0-25 U/L and further 

analysis is required when it is higher than 150 U/L. The 

CK is the enzyme of the reaction that converts creatine to 

create phosphocreatine. Thus, it plays an important role 

in high energy consuming organs, such as the brain. 

Decreases in CK activity leads to cell death by disturbed 

energy balance in the cell, and by adjusting energy 

metabolism, antidepressants may hinder cell death in the 

brain (1,2). In most clinical cases, CK levels may increase 

due to muscle damages or heart attacks. Specific subtypes 

might be determined to further explore the origin of the 

damage. Paroxetine might affect CK indirectly through 

signal transduction and/or gene expression. Considering 

that disorder of energy metabolism may have role in 

depression pathophysiology (3,4), increases in CK activity 

caused by antidepressants may give an idea about the 

mechanisms of effect of antidepressants (5). 
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