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Immunofixation Electrophoresis (IFE) 
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burns, decreased liver 

synthetic function, 
malnutrition, nephrotic 
syndrome, pregnancy 



Conclusions:
- Gamma gap is not a sufficient screening tool (you’d want high sensitivity for a screen)
- An elevated gamma gap warrants further testing for HCV and HIV but not MGUS
- Many patients with HIV and HCV did not have an elevated gamma gap
- HIV and HCV stage of treatment influence the gamma gap

Limitations:
- This study was performed in defined patient populations, so patients with comorbid conditions were

not assessed and there was no assessment of a mixed population (HIV, HCV, and MGUS)
- These were outpatients and none had autoimmune conditions, chronic inflammatory conditions, or

chronic infections
- When the gamma gap was test further in this study

- HIV: age > 18
- HCV: age > 6
- MGUS: age > 50



For MGUS use the following equation:


