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Short Communication
Fatty liver, also known as hepatic steatosis, was once thought to be 

a harmless condition. Recent studies, however, show that people with 
nonalcoholic hepatic steatosis acquire a wide range of clinical and 
pathological symptoms, which are referred to as nonalcoholic fatty liver 
disease. NAFLD symptoms are very similar to those found in alcoholic 
liver disease patients, ranging from moderate hepatic steatosis, 
steatohepatitis, fibrosis, cirrhosis, and, in rare cases, hepatocellular 
cancer. Obese people are more likely to have non-alcoholic hepatic 
steatosis. Recent research has found a clear link between hepatic 
steatosis and insulin resistance, which might explain why non-obese 
and even slim people develop hepatic steatosis.

In people with NAFLD, the frequency of additional metabolic 
disorders linked to insulin resistance, such as poor glucose tolerance, 
hypertriglyceridemia, and low levels of high-density lipoprotein 
cholesterol, is also significant. The mechanisms underlying the link 
between insulin resistance and obesity and hepatic steatosis are 
unknown. To explain these associations, it has been proposed that an 
excess of “portal” or intraperitoneal fat might enhance free fatty acid 
transit via the portal vein straight to the liver, resulting in hepatic 
insulin resistance and steatosis. In contrast, hepatic insulin resistance 
in males was previously linked to lower abdominal fat accumulation 
rather than intraperitoneal fat mass.

There’s still a chance that intraperitoneal fat mass affects hepatic 
very low-density lipoprotein-triglyceride secretion and hepatic fat 
storage in a preferred way. As a result, the links between regional obesity, 
insulin resistance, and hepatic steatosis are still being researched. Many 
alternative approaches can be used to determine fatty liver infiltration. 
Although direct measurement of hepatic fat with a biopsy is regarded the 
“gold standard,” its usage is limited owing to the hazards associated and 
the availability of a relatively small sample of tissue, which may not yield 
an accurate estimate in cases of inhomogeneous fat distribution. Non-
invasive methods such as ultrasound, computed tomography, magnetic 

resonance imaging, and 1 H magnetic resonance spectroscopy should 
be utilised instead.

Ultrasound, on the other hand, does not offer accurate quantitative 
data. Both CT and MRI are nonspecific imaging modalities that can 
be influenced by a variety of factors such as increased glycogen build-
up, edoema, inflammation, and so on. Localized 1 H MRS is the best 
approach for estimating hepatic fat in vivo on a regular, repeating, 
and highly specific basis. Methylene proton signals measured by 
spectroscopy are unique to mobile triglycerides and produce a distinct 
resonance peak. The 1 H MRS approach has been verified against 
direct triglyceride content assessment in liver biopsies in both animals 
and people, and has become the method of choice.

Furthermore, because MRS collects 1 H spectra from a vast 
volume of liver, it may offer a more accurate estimate of average 
hepatic fat than liver biopsy. Most researchers define hepatic steatosis 
as a triglyceride level of more than 5% of liver weight; however, normal 
values have yet to be found. Three normal participants had no liver fat 
on the 1 H MRS, while 20 healthy subjects had no liver fat on CT 
scanning. As a result, clinically significant hepatic steatosis might exist 
even with a triglyceride content of less than 5%. In this issue of JCEM, 
researchers publish their findings on hepatic fat, regional adiposity, 
and hepatic insulin sensitivity in 30 healthy men.

During the hyperinsulinemic phase of the clamp research, those 
with high liver fat showed lower inhibition of endogenous glucose 
production and blood free fatty acids than those with low liver fat. 
There were no significant variations in intra-abdominal and distal 
abdominal fat volume between the two groups. Hepatic glucose 
output suppression was shown to be substantially associated to 
hepatic fat content in regression studies, regardless of body mass 
index or sc abdominal fat volume; however, it only explained 16 
percent of the variation in hepatic fat content. The scientists found 
that fat accumulation in the liver is independent of intra-abdominal 
adiposity and overall obesity, and that insulin resistance in humans 
is caused by hepatic fat rather than adipose tissue triglyceride levels. 
However, these results must be regarded with care. 
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