
 

 

                                                                                                                                                                                                                                                                                                                                  
Global move away from ineffective behavioural therapies for ME/CFS 
 
Until recently Graded Exercise Therapy (GET) and Cognitive Behavioural Therapy (CBT) 
were proposed as the best treatments for Myalgic Encephalomyelitis /Chronic Fatigue 
Syndrome (ME/CFS). However, this has changed due to the now widely accepted finding 
that exertion aggravates the debilitating symptoms of ME/CFS - what we now know as 
Post Exertional Malaise.  

Originally GET and CBT were promoted for ME/CFS by a small group of mainly UK and 
European psychiatrists who considered ME/CFS to be a somatic perception disorder 
where patients perceived their symptoms and their disability in an exaggerated manner, 
leading to avoidance of activity. This paradigm dominated thinking about the disease for 
over 30 years.  

Recent key international trends see a move away from GET and CBT. This follows an 
extensive 2015 report from the Institute of Medicine (now the National Academy of 
Medicine, USA) which concluded that ME/CFS is a serious disease that deserves much 
more medical attention and social support and is not a psychiatric illness amenable to 
behavioural interventions. The 2020 National Institute for Health and Care Excellence 
(UK) evidence review’s findings are also consistent with this latest thinking on ME/CFS. 

Here in New Zealand, Professor Warren Tate’s research group at the University of Otago 
has been actively researching the biological basis of ME/CFS together with an 
international expert clinician, Dr Rosamund Vallings, of the Howick Health and Medical 
Centre.  

The research approach has been to study molecular changes in immune cells by 
precision (previously known as personalised) medicine. Multiple classes of molecules 
have been studied and many differences in physiology between ME/CFS patients and 
healthy age/gender matched controls, have been found; there are dysfunctions in the 
autonomic nervous system, immune regulation, inflammation, energy production, and a 
lowered general metabolism. Molecular signatures of ME/CFS have been deduced in 
the energy-producing machinery of cells, and in the DNA epigenetic code that controls 
the expression of all our information stored in our genes. These changes could directly 
explain some of the deficits in brain function. 
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