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BACKGROUND and OBJECTIVE: 
Myalgic encephalomyelitis/chronic fatigue syndrome (ME/CFS) is a complex, multisymptom illness 

involving persistent fatigue and immune dysfunction. Fc gamma receptors (FcRs) are key immune 
receptors required for an effective immune response. They function by binding the Fc region of 
immunoglobulin G (IgG) and transmitting stimulatory or inhibitory signal to immune cells. 

Polymorphisms of FcRs have been identified as genetic factors influencing susceptibility to disease. 

In this study, we investigate a possible association between FcRs polymorphisms and ME/CFS. 
 
METHODS: 

Polymorphisms of FcRIIIA and FcRIIC were determined in 39 patients with ME/CFS by polymerase 
chain reaction (PCR)-based allotyping methods with allele-specific primers and DNA sequencing.  
 

RESULTS: In the ME/CFS patients, the frequency of the FcRIIIA-158-F allele was 0.75, versus 0.57 

in the healthy population, and the frequency of the FcRIIIA-158-V allele was 0.24, versus 0.43 in the 

healthy population (P=0.0057). The genotype distribution of the FcRIIIA-158 F/F and FcRIIIA-158 
V/V was also significantly different from that of the healthy population (P=0.0175). In the case of 

FcRIIC, the Stop allele and Stop/Stop genotype were overrepresented in the ME/CFS patients (P 
<0.05).  
 
DISCUSSION and CONCLUSIONS:  

The findings of this study suggest an association of the FcRIIIA-158-F and FcRIIC-Stop alleles with 
ME/CFS immune dysfunction. Validation of these results in additional patient cohorts is needed to 
support this finding and to understand the association of these polymorphisms as risk factors in 
ME/CFS.  
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