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were referred from four centers and 383 (39%) were enrolled in the study. Except the sex 

and the time since diagnosis, three groups (TIDM=87, T2DM=97 and controls=199) were 

different in all other factors. Time Resolved Fluro-Immuno Assay (TRFIA) was used to 

measure GAD antibodies. Among 383 individuals, 50 (13.1%) were GADA positive. The 

mean and the median GADA values (nglml) in TIDM 204.5 and 14.0 and in T2DM 19.2 

and 7.7 and in non-diabetic controls were 33.8 and 9.4. 

The prevalence of GADA among TIDM individuals were 23.0% (95% Cl: 14.16-3 1.84), 

T2DM individuals 1 1.3% (95% Cl 4.77-17.23) and control population 9.5% (95% CI 5.46-

13.63). The value of GADA in these participants (who were positive for GADA) is 

significantly different with highest among T1DM and lowest among T2DM. There is no 

significant difference between gender and GAD positivity in all 3 groups. GADA +ve 

patients with T2DM were older and diagnosed later than TIDM patients. GADA values 

decreased with time since diagnosis in both type 1 and type 2 diabetics. 4% of variation in 

GADA values can be due to age in patients with TIDM. Antibodies to GAD are present in 

23.0 % of our patients when compared with 70% of patients with TIDM in Europe. High 

percentage of TIDM patients with positive family history (28%) may indicate 

masquerading LADA in T1DM group. In our results higher (9.5%) percentage of the 

healthy controls being GAD positive is intriguing. This may be due to lower sensitivity of 

the test. In addition, it may be due to higher background autoimmunity in our sample and 

population. 
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