NAFLD/NASH
biomarkers
Non-alcoholic fatty liver disease (NAFLD) is seen
as the hepatic manifestation of metabolic
syndrome and it is highly associated with obesity,
insulin resistance and type 2 diabetes. NAFLD is
one of the main causes of chronic liver diseases
with a global prevalence of 25-30%, why this
disease has been gaining more attention the last
decade. Mercodia offers a range of easy-to-use
ELISAs for potential NAFLD biomarkers, both for
human and animal samples with a high
lot-to-lot consistency and accuracy.

Mercodia Biomarker Assays for
NAFLD/NASH

“Observations of elevated fasting
concentrations of plasma glucagon levels
in humans should therefore direct attention
to thefunctional status of the liver”.
- Nicolai Wewer Albrechtsen,

There are many challenges with diagnosis and
staging of NALFD and there is an urgent need for
approved biomarkers in addition to the reference
standard that currently exists, which is liver biopsy.
Mercodia offers a range of easy-to-use ELISAs for
potential NAFLD biomarkers, both for human and
animal samples with a high lot-to-lot consistency
and accuracy.

Diabetologia, 2018

A need for biomarkers

Biomarker

Connection to NASH/NAFLD

Insulin

Main driver of disease progression.
Insulin resistance (IR) is associated with
NAFLD independent from diabetes and obesity.
Measurements of HOMA-IR and insulin is an
often-used parameter in NAFLD/NASH to monitor
disease and effects of treatment.
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Marker for oxidative stress, an important

Has been found trapped inside lysosomes of
Kupfer cells in the liver.
Could be a mechanistic link between NASH and
atherosclerosis.
Incretins

Reduced secretion of GLP-1 has been found in
non-diabetic NAFLD and NASH patients.
A 10% body weight reduction is associated with
improved hepatic steatosis, making GLP-1 analog
for weight loss a potential drug candidate for
NAFLD and NASH.
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Product Name

Sample

Range

Volume
Insulin
10-1113-01/10

Insulin ELISA

25 µL

3-200 mU/L

10-1132-01

Ultrasensitive Insulin ELISA

25 µL

0.15-20 mU/L

10-1247-01/10

Mouse Insulin ELISA

10 µL

0.2-6.5 µg/L

10-1249-01

Mouse Ultrasensitive Insulin ELISA

25 µL

0.025-1.5 µg/L

10-1200-01

Porcine Insulin ELISA

25 µL

2.3-173 mU/L

10-1250-01/10

Rat Insulin ELISA

10 µL

0.15-5.5 µg/L

10-1251-01

Rat Ultrasensitive Insulin ELISA

25 µL

0.02-1 µg/L

10-1291-01

Lispro NL-ELISA

10 µL

1 - 500 mU/L

10-1271-01

Glucagon ELISA

25 µL

1.5-130 pmol/L

10-1281-01

Glucagon ELISA -10 µL

10 µL

2-180 pmol/L

Oxidized LDL ELISA

25 µL

1.4-21.3 pmol/L

10-1278-01

Total GLP-1 NL ELISA

25 µL

0.9-940 pmol/L

10-1258-01

Total GIP NL-ELISA

25 µL

2.7-1000 pmol/L

Glucagon

Oxidized LDL
10-1143-01
Incretins
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