Supplementary Table I. Gene association to disease.
	Gene 
	Disease associations

	ABCC8
	Three patients reported with intermediate/ permanent DEND syndrome, transient neonatal diabetes and/or minor dystonia.1-4

	CNTN4
	Autism spectrum disorder.5,6 
Candidate gene for SCA16 in a Japanese family (most likely only ascertained to this family, not confirmed in the Japanese population).7,8
One patient with 3p deletion syndrome without neurological symptoms.9
One patient with bilateral optical nerve aplasia.10
Three patients with speech impairment, motor, and cognitive delay; two of these patients had seizures.11


	CTNNA3
	Late-onset Alzheimer’s disease in women.12 
Susceptibility to ADHD.13
Three patients from one family with essential tremor (rare in the general population).14,15 

	FHIT
	Tourette syndrome and autism.16 
Major depressive disorder.17 
Susceptibility for multiple sclerosis.18 

	GAP43
	Candidate gene for 3q13.2–q13.31 deletion syndrome.19

	KCNJ11
	Moderate intellectual disability (IQ 40-55), (intermediate) DEND, impaired visuomotor integration, autism, and ADHD in V59M mutations.3,21-23 Milder features in non-V59M mutations.21 The majority of the patients described with a mutation in KCNJ11 and a DCD diagnosis had non-V59M mutations.4 

	KLF7
	Candidate gene for 2q33.3q34 deletion.24
Candidate gene for mild mental impairment in children (IQ 55-60, 70-75).25
One patient with Rett-like features (bruxism and repetitive movements of the hand).26



	LSAMP
	Schizophrenia and bipolar disorder.27 
Candidate gene for Meniere's disease in one family.27,28

	PTPRN2
	Candidate gene for ADHD.29 

	RBFOX1
	Autism and ADHD.16 
Increased risk for generalized epilepsy.16,30


	SHANK3
	Autism.31
Schizophrenia, bipolar disorder, catatonia.32,33
Epilepsy.33
One patient with two de novo mutations (frameshift and missense) with ataxia, autism, delayed motor- and language development.34 
Haploinsufficiency causes Phelan-McDermid syndrome.35

	VIPR2
	Candidate gene for holoprosencephaly.36
Schizophrenia.37
One patient with autism, intellectual disability, and no speech.38 


Footnote. List of 12 DCD-associated genes and their disease associations. References, indicated with superscript numbers, can be found below. DEND: developmental delay, epilepsy and neonatal diabetes; SCA16: spinocerebellar ataxia type 16; ADHD: attention deficit hyperactivity disorder; IQ: intelligence quotient. 
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