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The clinical value of detection of autoantibodies in middle-age patients with diabetes mellitus ZHOU Xi-guo,YANG
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[Abstract] Objective To explore value of combined detection of glutamic acid decarboxylase antibody (GAD-
Ab) .islet cell antibody (ICA) , insulin antoantibody (IAA) and IA-2 antibody in middle-age patients with diabetes
mellitus(DM). Methods 212 middle-age patients with diabetes mellitus(DM) serum GAD-Ab,ICA,IAA and TA-2-
Ab were examined by Western blotting,and biochemical indicators as FPG,PBG and HbAlc were compared between
antibody positive group and antibody negative group. Results In middle-age patients with diabetes mellitus(DM) , the
positives rate of GAD,ICA,IAA,IA-2-Ab were 29.2 %,21.7%.,13.2%,11. 3%. There was no differences in FPG,
PBG and HbAlc of antibody positive group and antibody negative group. Conclusion The detection of GAD-Ab,

ICA,IAA and IA-2-Ab antibody in serum have the important clinical significance in middle-age patients with diabetes
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mellitus.
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