Aspartate Transaminase (AST) Test

® Assesses AST levels, which can indicate liver or heart issues when elevated.

Aspartate aminotransferase (AST) is predominantly located within hepatocytes,
myocardial tissues, skeletal musculature, the cerebral region, and the renal system. It
serves as a nonspecific biomarker indicative of hepatocellular injury. AST, classified as an
enzyme, is a protein that catalyzes specific biochemical reactions within the human
organism. Its primary presence is noted in the hepatic tissue; however, it is also distributed
in the cardiac, muscular, and various other biological tissues.' Typically, individuals exhibit
low concentrations of AST in the bloodstream. In instances where hepatocytes or other
AST-containing cells sustain damage, there is a release of AST into the circulatory system,
which may result in elevated serum levels of this enzyme.’

Aspartate aminotransferase (AST, EC 2.6.1.1) manifests in human biological tissues as two
distinct isoenzymes: one situated within the cytoplasm (c-AST) and the other within the
mitochondria (m-AST). The primary sources of AST are striated muscle, myocardial
tissue, and hepatic cells. An increasing volume of research indicates that the assessment of
AST isoenzymes in human serum proves advantageous in evaluating the extent of damage
to some of these organs. In the context of hepatic disorders, this diagnostic test is employed
to evaluate liver necrosis and ascertain prognostic information.” Furthermore, it may aid
in the identification of individuals suffering from active alcoholic liver disease. In cases of
acute myocardial infarction, the quantification of AST isoenzymes yields diagnostic data
that diverges from that acquired through the evaluation of total creatine kinase and lactate
dehydrogenase, along with their respective isoenzymes.4

Liver function enzymes, specifically aspartate aminotransferase (AST) and alanine
aminotransferase (ALT), exemplify emerging biomarkers associated with cardiovascular
disease (CVD) risk. The ratio of AST to ALT has been demonstrated to correlate with the
severity of various chronic hepatic disorders, encompassing both alcoholic and non-
alcoholic liver diseases, autoimmune liver diseases, and hepatitis C.> Prior investigations
have established that cardiovascular disease represents the principal cause of mortality in
individuals with non-alcoholic fatty liver disease (NAFLD), with escalated rates of
mortality correlating with increased liver-related fatalities over extended follow-up
durations ranging from 10 to 20 years.® The detection and identification of hepatic disease

within the community setting are considerably constrained. Liver disease frequently
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remains asymptomatic until the advanced stages of cirrhosis manifest.”® Nevertheless,
employing the enzymes in a simplistic ratio (AST/ALT) or integrating them into
composite panel marker tests has been demonstrated to possess diagnostic accuracy for
significant liver pathology. Moreover, these indicators of liver injury enhance the
prediction of forthcoming clinical events, including cardiovascular outcomes, in patients
diagnosed with liver disease.”'® However, it remains uncertain whether the AST/ALT
ratio can augment the prediction of cardiovascular outcomes in a generalized primary care
demographic. These rudimentary hepatic markers are commonly accessible within
primary care frameworks, presenting potential utility in risk prediction models grounded

in primary care.
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