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To the Editor,

Two years ago, many experts spoke out in favour of 
changing the nomenclature of the most common liver 
disease in the world, non-alcoholic fatty liver disease 
(NAFLD) (1). This was the subject of an editorial 
in the Acta Gastroenterologica Belgica Journal (1). 
Even though many researchers still mention that its 
pathophysiology remains poorly understood or that the 
exact mechanisms remain to be elucidated, it would be 
dishonest not to recognise a common factor, namely 
the metabolic context (metabolic syndrome, insulin 
resistance and possibly type 2 diabetes, overweight or 
obesity) in the pathogenesis of this liver disease (1). The 
term “MAFLD” for “metabolic dysfunction-associated 
fatty liver disease” therefore makes sense. It is indeed 
more logical to call something by what it is than by what 
it is not (1). The perceived stigma of patients using the 
term “alcoholic” in naming their disease also supports 
an adaptation of the nomenclature (2). Recently, the 
term “fatty” has also been suggested as potentially 
stigmatizing. However, it seems more common than 
the term “steatotic” which should be explained to the 
majority of patients by using the term “fatty liver” (2). 
We do not deny the history of the disease, which was first 
described in 1980 in patients with hepatocyte steatosis 
and cirrhosis, resembling alcohol-related liver disease 
(ALD), with little or no consumption of alcohol (for this 
reason, the disease was initially called “non-alcoholic”) 
(1), but we think it’s time to move forward and would 
like to draw attention to data from two recent interesting 
scientific articles (3,4), which, in our view, indirectly 
support the use of “MAFLD” nomenclature.

Firstly, in real life, many people are “bon vivants” and 
have a metabolic syndrome and regular consumption of 
beer, wine etc. The only exclusion criterion concerning 
excessive consumption of alcohol is based on the 
patient’s medical history... which can be questioned (5). 
Researchers have correctly demonstrated this by showing 
that 29% of “NAFLD” patients actually had a moderate to 
excessive alcohol consumption (3). This was demonstrated 
by analysing the patients’  ethylglucuronide  in hair (a 
metabolite of alcohol) and then confirmed by the patients 

themselves. This consumption of alcohol can of course 
have an impact on the evolution of the liver disease 
(3). Far be it from us to want to abandon the “ALD” 
designation, which remains entirely justified for a lot of 
patients. In current practice, the anamnesis can help us, 
but also the mean corpuscular volume or the aspartate 
aminotransferase (AST)/alanine aminotransferase (ALT) 
ratio. These data are included in an ALD/NAFLD index 
(ANI) which also takes into account the patient’s body 
mass index and gender, and which is designed to separate 
patients with ALD from NAFLD (6). However, there are 
also mixed “ALD + MAFLD” diseases (1).

Secondly, the role of the gut microbiota and more 
precisely the gut microbiome (a term that includes not only 
the microorganisms but also the metabolites it produces) 
is increasingly being recognized as a contributor to 
metabolic fatty liver disease (7). In summary, an in-
crease in Gram-negative bacteria and a decrease in 
Gram-positive bacteria is evidenced in MAFLD patients. 
Some bacterial metabolites can be considered bene-
ficial (short-chain fatty acids, indole derivatives,...) or 
deleterious (ethanol, phenylacetic acid,...) for the liver 
(7). Other possible mechanisms are changes in intestinal 
permeability, bacterial translocation and bile acid 
modulation (7). Researchers have elegantly shown that 
the gut microbiota of obese NAFLD patients produced 
significantly more ethanol than those of slim patients and 
that ethanol levels reaching the liver via the portal vein 
were up to 187 times higher than in the circulating blood 
(4). This endogenous ethanol production is therefore 
considered to be a potential player in the disease that can 
drive liver inflammation (4), although the exact role of 
this endogenous ethanol on the severity of liver disease 
remains to be determined.

In conclusion, for both semantic, practical and recent 
scientific reasons based on cohort data and translational 
data on new pathophysiological mechanisms, it seems 
logical to move towards a nomenclature that better 
reflects the patients and the disease. Fortunately, despite 
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the reluctance of some, the new term “MAFLD” is 
now supported by many hepatologists but also endo-
crinologists, pathologists, nutritionists,... worldwide (8).
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