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[Abstract] Objective To investigate the prevalence, clinical features of latent autoimmune diabetes in adults
(LADA) from phenotypic type 2 diabetic patients in Foshan. Methods Serum from 526 phenotypic type 2 diabetic
patients were screened for glutamic acid decarboxylase autoantibody (GAD-AD), anti-islet cell autoantibody (ICA-Ab)
and anti-insulin autoantibody (IAA-Ab) through radioligand binding assay. The prevalence of LADA and its relation
with clinical features were analyzed. Results (1) The prevalence of LADA in phenotypic type 2 diabetic patients was
5.9% (31/526). The positive frequency of GAD-Ab, ICA-Ab and IAA-Ab was 5.2%, 2.3% and 0.9%, respectively.
(2) The prevalence of LADA from phenotypic type 2 diabetic patients with a duration of diabetic less than 1 year was
significantly higher than that of patients with a duration over 1 year (11.3% vs 4.6%, P<0.05). (3) The prevalence of
LADA was higher in patients with younger age at onset, lower body mass index and lower level of postprandial C pep-
tide and without diabetes family history. (4) 43.6% of LADA patients suffered from at least one kind of metabolic dis-
orders besides hyperglycemia, 16.1% of which were with MS. The metabolic disorders of prevalence from high to low
were as follows: hypertension, dyslipidemia, overweight/obesity. Conclusion (1) 5.9% of phenotypic type 2 diabetic
patients had LADA, which should be given early diagnosis of diabetic type and clinical intervention. (2) Approximate-
ly 2/5 patients with MS were found in LADA patients, indicating that overall screening and intervention of metabolic
disorder factors is important in LADA patients.
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