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OBJECTIVE: To investigate the relationship between serum glycatedalbumin (GA) levels and other metabolites
in type 2 diabetes mellitus (DM) and type 2 diabetic nephropathy (DN) and its clinical significance. METHODS:
From January 2016 to June 2017, 50 patients with type 2 diabetes admitted to our hospital were enrolled in
the diabetes group, and 50 patients with diabetic nephropathy (non-dialysis) were enrolled in the diabetic
nephropathy group. Fifty people with normal indicators were compared as the control group. At the same
time, 100 patients with hyperglycemia were selected according to the level of urinary microalbumin. The
patients were divided into normal urine microgroup 58 cases and urine microalbumin elevated group.
Forty-two patients were compared for GA and other metabolite levels between groups. Results: [There are
many indicators in this paper, but the results only explain GA and HbAlc. The statistical analysis of other
results should be briefly explained here. There were no significant differences in CHOL, HDL and LDL levels
between the three groups (P>0.05), but the HDL in the normal control group was significantly higher than
that in the DM and DN groups (P<0.05), and the LDL was significantly lower than the DM and DN groups
(P<0.05). . Compared with the control group, TG, BUN, GLU, CR, HbAlc, GA and other indicators in DM group
and DN group were significantly increased (P<0.05), and GLU, BUN, CR, TG, HbA1C and GA in DN group. Both
were significantly higher than the DM group (P<0.05). Conclusion: GA can provide important clinical evidence
for the diagnosis and treatment of diabetes and diabetic nephropathy.
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