Suppl. Table S1. Studies addressing the frequency of the c.1858C>T PTPN22 polymorphism in LADA diabetes
	c.1858C>T phenotype
	Reference

	Increased frequency of the 1858T carriers in Swedish LADA and T1DM patients (32.0% and 29.7%, respectively) compared to the type 2 diabetic patients and healthy controls (23.1% and 17.1% respectively). The age, sex and BMI-adjusted analysis revealed ORs of 1.7 (95% CI 1.1-2.7) and 2.3 (95% CI 1.8-3.1), respectively, for a risk of having LADA or type 1 diabetes, respectively, when compared with the control group in 1858T carriers. However, in their study, the frequency of 1858T carriers increased significantly, even in the type 2 diabetic patients, when compared to the control subjects.
	[15]

	1858T carriers were more common among Polish autoantibody-positive LADA subjects (26.8%) than in type 1 diabetic (17.4%) and control (13.2%) subjects.
	[21]

	1858TT homozygotes were more common among a small cohort of Ukrainian GADA-positive LADA subjects (21%) than in type 1 diabetic (6.5%), type 2 diabetic (5.3%) and control (0.8%) subjects; the 1858T allele frequency was unusually high at 43% in LADA, 22% in type 1 diabetic, 28% in type 2 diabetic and 14% in control subjects. Several years later, the same research group presented similar numbers in LADA subjects who were positive for at least two autoantibodies to islet antigens (22% of 1858TT homozygotes among Ukrainian GADA- and ICA-positive LADA subjects.
	[22-23]

	The 1858T allele was less frequent in Finnish GADA-positive LADA patients (14.5%) compared to T1DM subjects with an onset before 20 years of age (17.7%) and after 35 years of age (21.1%). The 1858T risk genotypes and alleles were more common in GADA-positive LADA than in GADA-positive type 2 diabetic subjects.
	[12]

	There was no association of 1858T with Estonian autoantibody-positive LADA patients, although they confirmed the risk of a heterozygous CT genotype for T1DM and rejected its risk for type 2 diabetes, with a frequency of 1858T allele reaching 13% in autoantibody-positive LADA, 26% in type 1 diabetic and 20% in control subjects.
	[13]

	There was only one CT heterozygote among 229 Chinese autoantibody-positive LADA patients; the 1858T allele was also completely absent in the control cohort.
	[20]

	Polish autoantibody-positive LADA patients were compared to type 1 diabetic patients who were stratified according to the age of onset of their diabetes (0-5, 6-15 and 16-25 years; they did not include any adult-onset T1DM patients). The frequencies of the allele 1858T and TT genotype increased proportionately to the age at diagnosis. The allelic frequencies increased from 13.5% through 17.2% and 25.0% to 23.8% in LADA patients. The frequency of the TT genotype increased from 3.9% through 6.0% and 8.2% to 11.3% in LADA patients. When HLA genotypes were analyzed in the same cohort, HLA DR3/DQB1*02 and DR4/DQB1*0302 decreased with age with the lowest frequencies in LADA patients, whereas the protective allele DQB1*0602 increased its frequency with the age of diabetes onset.
	[24]

	A meta-analysis of 1858T carriers in LADA concluded that the 1858T allele is associated with an odds ratio of relative risk of 1.52 (95%CI 1.29-1.79) and that absence of 1858T contributes by 4.88% to an absolute lowering of the risk of LADA. However, these authors did not treat the source data for uncertainties in the definition of LADA used by the authors of source studies.
	[25]

	The study focused on 1858T carriers in adult-onset diabetes, but did not stratify them according to the insulin dependence of the study subjects.
	[26]
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