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Abstract: Objective To investigate the incidence rate of fluctuation of glutamic acid decarboxylase antibody ( GADA)
positivity and its clinical significance in general Chinese adults. Methods We searched the PUMCH-HM database for adult
participants who had two or more GADA tests from 2014 to 2019. The changing status of GADA positivity and its association with
diabetes were analyzed. Results A total of 5,736 participants were enrolled in this study. 50(0.9% ) participants tested positive
for GADA at least once, GADA positivity persisted in 12 participants and fluctuated in 38 ones. Of the 20 participants with positive
GADA in the first test, 40% became negative. The GADA titers of persistent positive participants (85.5 (35.5, 835.0) IU/ml)
were higher than those of fluctuant positive ones (12.9 (11.3, 15.0) [U/ml), with a statistically significant difference (P<
0.001). The participants with GADA positive once had significantly lower body mass index, low—density lipoprotein cholestein,
triglyceride and urine acid and higher high—density lipoprotein cholestein compared with those with persistent negative GADA,
showing statistically significant differences. No statistically significant differences were found in the clinical indicators between
persistent GADA positive group and fluctuant GADA positive group. Single factor and multivariable logistic regression analyses
revealed that GADA positivity was not a risk factor for presence of diabetes. Male, increasing age, higher body mass index, higher
triglyceride, lower high — density lipoprotein cholestein, lower urine acid and hypertension were independent risk factors for
presence of diabetes. Conclusion  GADA positivity in general Chinese adults is far more likely to become negative. No
significant differences are observed in the clinical indicators between persistent GADA positive group and fluctuant GADA positive
group. GADA positivity may be not an independent risk factor for presence of diabetes.
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