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Analysis of serum tumor marker concentrations in patients with type 2 diabetes
mellitus and diabetic kidney disease”
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Abstract: Objective To investigate the concentrations of 4 serum tumor markers (AFP,CEA,CA125 and
CA199) in patients with type 2 diabetes mellitus and diabetic kidney disease. Methods 207 patients with type
2 diabetes mellitus (T2DM group) and 45 patients with type 2 diabetic kidney disease (DKD group) were en-
rolled in the study,and 231 healthy subjects in the same period were selected as the control group. Abbott
12000 automatic biochemical analyzer was used to detect 4 tumor markers. The concentrations of 4 serum
tumor markers were compared between three groups. Patients with type 2 diabetes were regrouped according
to glycosylated hemoglobin (HbAlc) concentrations, and the concentrations of 4 tumor markers were com-
pared between subgroups. Spearman rank correlation was used to analyze the correlation between fasting plas-
ma glucose, HbAlc and four tumor markers. Results Serum CEA.CA125 and CA199 concentrations in
T2DM patients were significantly higher than those in the control group. Compared with the control group and
T2DM group, serum CA125 and CA199 concentrations in DKD patients were significantly increased. There
were statistically significant differences in CA125 and CA199 concentrations between groups of different
HbAlc concentration(P <C0. 05). There was a positive correlation between fasting plasma glucose, HbAlc and
CEA,CA125,and CA199 (P <C0.05). Conclusion Some serum tumor markers were elevated in patients with
type 2 diabetes mellitus and its diabetic kidney disease. Fasting plasma glucose, HbAlc were positively corre-
lated with CEA,CA125,CA199,and CA199 and CA125 concentrations increased significantly when blood glu-
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cose control was not ideal.
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(r,=0.09,P<C0.05), L% 3.

x1 &40 AFP.CEA.CA125.CA199 K FHI L B [M (P, ~Pos)]
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AFP(ng/mL) CEA(ng/mL) CA125(U/mL) CA199(U/mL)
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