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factor-kB, NF-xB) * /3% 1, 6, 8 (interleukinsl,
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The Clinical Usefulness of Glycated Albumin
in Patients with Diabetes Mellitus

Yi-Ting Yang, Feng-Chih Shen, and Jung-Fu Chen
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Kaohsiung Chang Gung Memorial Hospital, Kaohsiung, Taiwan

Taiwan Health Insurance had proved glycated albumin (GA) as a biomarker for glucose control in specific
conditions since year 2017, but for most clinicians, it is a relativeunfamiliar biomarker.Glycated hemoglobin (HbA1c)
is one of the criteria for the diagnosis of diabetes mellitus (DM) and is used as the gold standard for long-term glucose
monitoring. HbA1c reflects the mean plasma glucose during the past 2 to 3 months and is also correlated to the long-
term complications of DM. However, HbA1c does not reflect plasma glucose accurately under situations which may
interfere with the life span of hemoglobin, such as chronic kidney disease, pregnancy, hemorrhage, anemia. In such
situation, the GA is a better biomarker for glucose monitoring. In addition, because the glycation rate of albumin is
faster than hemoglobin and the half-life of albumin also shorter, GA change precedes HbA1c when plasma glucose
change rapidly during short period. Nevertheless, GA would showed false values in some situations that interfere
with albumin metabolism, such as liver cirrhosis, nephrotic syndrome and thyroid dysfunction. Moreover, although
there were many studies found out the association between GA and complication of DM, but unlike HbA1c, there
was no large prospective study to provide stronger evidence. As a result, in clinical practice, GA is anextra biomarker
for glucose monitor in specific patients, but cannot substitute HbA1c as a standard biomarker for diagnosis of DM
and glucose level monitoring. (J Intern Med Taiwan 2020; 31: 170-179)



