Table S1: Reports of various polymorphisms in vitiligo patients and controls
	Cytokine (* mark indicates significant association)
	Sample Type/

Sample Size: Patients (Controls) &

Ethnicity
	Genotype-Phenotype correlation
	Salient feature of polymorphism 


	Interleukin 1 (IL1)

	*IL1B 

promoter -511 C/T (rs16944)

[1]
	PBC/

448 (785)

Indian (Gujarat)
	Increased IL1B in vitiligo patients, AV and females.
	 TT  genotype

showed significantly increased IL1B

	ILRN

intron 2  VNTR (rs2234663)
[2]
	PBC/

48 (50)  Turkish
	-


	These tandem VNTR might act as putative binding sites for transcription factors.

[4]

	ILRN

 (rs2234663)
[3] 
	PBC/

31 (79)   Korean
	-
	

	Interleukin 4 (IL4)

	*IL4
intron 3 VNTR (rs2243250)

promoter -590 (rs2243250)

[5]
	PBC/Serum

1101  (1141)   Indian (Gujarat & North India)
	Increased what in Gujarat  (low prevalence in North India)

	The three tandem repeat alleles enhance IL4 transcription [6].

-590 (rs2243250) C to T transitionis associated

with enhanced promoter strength

	IL4 

promoter -590 (rs2243250)

*IL4R exon (rs1801275) (Q155R)

[7]
	Whole blood/

96 (87) 
Arab
	N/A
	Q551R : The R576 allele was associated

with higher levels of expression of CD23 by interleukin-4

than the wild-type allele [8]

	IL4 

promoter -590 C/T (rs2243250)

[2]
	PBC/

48 (50)   Turkish
	Increased susceptibility to vitiligo
	

	 Interleukin 6  (IL6)

	 promoter -174 C/G (rs1800795)

[9]
	PBC/

105 (211)  Turkish
	N/A
	Regulatory effect on its transcript as well as protein levels with respect to G allele [10]

	 Interleukin 10 (IL10)

	*promoter -1082 (rs1800896)

[9]
	Serum/

105 (211)   Turkish
	N/A
	-1082 GG, -819 CC &

-592 CC promoter alleles are associated with higher IL10 production.

[12]

	*promoter -1082 C/G (rs1800896)

* -819 C/T (rs1800871)
* -592C/A (rs1800872)
[11]
	Whole blood/

83 (101)

 Arab
	N/A


	

	Interferon-γ  (IFNG)

	intron 1 +874 A/T 

(rs2430561)

* CA microsatellite

(rs3138557)

[13]
	PBC/

517 (881)  Indian

(Gujarat)
	N/A
	Allele 2, with 12 CA repeats is associated with in vitro constitutive high IFN-γ production [13].

Presence of IFNG (+874A/T) polymorphism creates a putative NF-kB binding site showing preferential binding to the T allele corresponding to increased IFN-γ production [15].

	
	
	increased IFN-γ & ICAM-1, higher in females
	

	intron 1 +874 A/T 

(rs2430561)

[14]
	PBC/

176 (545)   Iranian  
	N/A
	

	
	Tumor Necrosis Factor-β (TNFB)

	
	* intron 1 +252

G/A (rs909253)

 [16]
	Whole blood/

123(200)

Saudi
	Marginally increased expression
	 rs909253 and rs1041981 are found to influence TNFB
expression in vitro [18]

	
	* intron 1 +252 A/G(rs909253);

IVS1 +90 A/G
exon 3 C/A (rs1041981) [17]
	Whole blood

524 (592)

Indian

(Gujarat)
	Increased TNF-β and ICAM-1
	

	Tumor Necrosis Factor-α (TNFA)

	* promoter -308 G/A

(rs1800629)

[16]
	Whole blood/

123 (200)

Saudi
	N/A
	The promoter polymorphisms at positions: -238, -308, -857,

and -1031 may lead to a higher rate of TNFA gene transcription whereas -863 leads to decrease in the TNFA.

	*promoter -308 G/A

(rs1800629)

[19]
	Whole blood/

198 (395)

North eastern Mexican population
	N/A
	

	*promoter -308 G/A

(rs1800629)

 [20]
	Whole blood/

977 (990)

Indian

(Gujarat)
	Increased TNF-α transcript protein
	

	* -238 G/A (rs361525), 

-857 C/T (rs1799724),

*-1031 (rs1799964)

[20]
	Whole blood

524 (592)

Indian

(Gujarat)
	-238: Increased susceptibility
	

	
	
	-857: Increased susceptibility
	

	
	
	-1031: Decreased susceptibility to vitiligo
	

	*promoter -308 G/A

(rs1800629)

[14]
	PBC/

176 (545)

Iranian 
	N/A
	

	promoter -308 G/A

(rs1800629)

[21]
	Whole blood/ 

61 (123)

Turkish 
	N/A
	

	Cytotoxic T-lymphocyte-associated protein 4 (CTLA4)

	
	exon 1 +49 (rs231775)

* 3’UTR CT60 (rs3087243)

[22]
	PBC/ 437(746)  Indian (Gujarat) 
	N/A
	Increased sCTLA-4 ⁄ flCTLA-4 mRNA ratio with +49AG and CT60GG genotypes in vitiligo patients suggests that G allele confers lower sCTLA-4 transcript levels. [22, 23]

	
	
	
	GG genotype shows higher phenotypic occurrence
	

	
	*exon 1 +49 (rs231775)

[2]
	PBC/

48 (50)  Turkish
	Susceptibility increased in patients with GG genotype, while reduced in AA phenotype
	

	
	3’UTR CT60 (rs3087243)

exon 1 +49 (rs231775)

(rs1863800) (rs11571302)

(rs11571297)

(rs10932037)

[24]
	PBC/ saliva/

712(none)   Caucasian
	N/A
	

	
	3’UTR (rs3087243)

(rs11571302)

(rs11571297)

exon 1 +49 (rs231775)

[25]
	Whole blood/

100 (140)  UK
	N/A
	

	
	exon3, 106 bp allele

[26]
	Whole blood/

74 (173) British
	Susceptibility observed only for patients who have other autoimmune disease condition
	

	C-C Chemocine Receptor 5 (CCR5)

	32 bp deletion
[2]
	PBC/

48 (50)  Turkish
	N/A
	32 base pair deletion (CCR5-delta32) that introduces a premature stop-codon into the CCR5 locus [27]
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