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Summary 
Purpose:	This	white	paper	serves	as	a	companion	to	23andMe	customer	reports,	
offering	more	details	and	scientific	support	for	the	reported	findings.	We	hope	that	
the	paper	may	also	serve	the	scientific	community	to	elaborate	molecular	pathways	
and	contribute	to	the	understanding	of	basic	human	biology	and	disease.		
Methods:	Customers	submitted	saliva	for	DNA	extraction	and	testing	using	the	
23andMe	Personal	Genome	Service®	(PGS®).	The	23andMe	PGS®	uses	a	BeadChip	



Genetic	Associations	with	Traits	in	23andMe	Customers	

June	3,	2015							 23andMe	White	Paper	23‐08	 Page	2	of	18	

array	to	probe	over	half	a	million	genetic	variants	distributed	across	the	entire	
human	genome.	Trait	data	were	gathered	through	questions	presented	via	the	
23andMe	website.	Anonymized	trait	and	genotype	data	were	then	combined	to	
conduct	a	GWAS.	Associations	meeting	the	genome‐wide	significance	criterion	for	
each	trait	(p	<	5x10‐8)	are	incorporated	into	customer	reports.		
Findings:	We	report	the	following	trait	associations:	

 Cilantro	Aversion:	Two	genetic	loci	are	significantly	associated	with	aversion	
to	cilantro.	Both	loci	are	located	in	a	cluster	of	olfactory	receptor	genes	that	
have	been	linked	with	the	ability	to	detect	aldehyde	odorants.		

 Sweet	vs.	Salty/Savory	Taste	Preference:	Two	genetic	loci	that	are	significantly	
associated	with	the	preference	for	sweet‐tasting	foods.	These	loci	are	located	
within	the	FGF21	and	FTO	genes,	both	of	which	are	associated	with	
metabolism	and	body	mass	regulation.	

 Sensitivity	to	the	Sound	of	Chewing	(Misophonia):	One	genetic	locus	that	is	
significantly	associated	with	the	sensitivity	to	chewing	sounds.	This	locus	is	
located	near	the	TENM2	gene	that	plays	a	role	in	brain	development.	

Conclusions:	We	will	continue	to	perform	GWAS	on	a	variety	of	traits	and	use	data	
reported	in	this	white	paper	to	support	customer	reports.	We	will	continue	adding	
new	trait	associations	to	this	white	paper	as	more	23andMe	GWAS	results	become	
available.		
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Introduction 

The	23andMe	Personal	Genome	Service®	(PGS®)	uses	DNA	extracted	from	customer	
saliva	to	give	customers	access	to	their	genetic	information.	Customers	are	invited	
to	answer	questions	about	various	traits	and	health	conditions.	Their	anonymized	
survey	responses	and	genetic	data	are	combined	to	perform	a	genome‐wide	
association	study	(GWAS).	

By	combining	our	large	consented	customer	research	database,	web‐based	surveys,	
and	custom	GWAS	tools,	we	routinely	identify	genetic	associations	for	a	variety	of	
human	traits.	Some	of	these	analyses	have	been	used	to	replicate	associations	
reported	in	the	literature	and	to	publish	novel	associations	in	peer	reviewed	
journals	[1–13].		

This	white	paper	details	genetic	associations	that	we	have	identified	with	the	
participation	of	23andMe	customers.	It	is	intended	to	support	customer	reports	that	
provide	interpretations	of	personal	genetic	results.	We	will	update	this	white	paper	
over	time	as	we	add	more	customer	reports.		

Methods 

Single‐phenotype	GWAS	were	conducted	as	described	previously	[6].	Relevant	
details	and	changes	are	described	briefly	below.	

Study Participants 

Study	participants	were	23andMe	customers	who	had	been	genotyped	as	part	of	the	
23andMe	PGS®,	consented	to	research,	and	voluntarily	responded	to	web‐based	
surveys.	The	study	protocol	and	consent	form	were	approved	by	the	external	
Association	for	the	Accreditation	of	Human	Research	Protection	Programs‐
accredited	Institutional	Review	Board,	Ethical	and	Independent	Review	Services.		
All	study	participants	were	required	to	have	>	97%	European	ancestry,	as	
determined	by	analysis	of	local	ancestry	[14].	The	reference	population	data	for	
ancestry	analysis	were	derived	from	public	datasets	(the	Human	Genome	Diversity	
Project,	HapMap,	and	1000	Genomes)	and	from	23andMe	customers	who	have	
reported	having	four	grandparents	from	the	same	country.	At	present,	the	database	
has	the	highest	power	to	detect	associations	in	cohorts	of	European	ancestry.	
We	also	required	that	participants	were	unrelated	(sharing	a	smaller	percent	of	the	
genome	than	the	minimum	expected	for	first	cousins),	as	determined	by	a	segmental	
identity‐by‐descent	estimation	algorithm	[15].	

Sample collection, DNA extraction, and genotyping 
Participants	provided	their	saliva	using	a	specialized	collection	device,	and	mailed	
their	samples	to	a	CLIA‐certified	laboratory	contracted	by	23andMe.	DNA	extraction	
and	23andMe	BeadChip	genotyping	were	performed	by	the	contracted	laboratory	
[1,6].	All	samples	were	genotyped	on	one	of	four	versions	of	23andMe	BeadChips	
(produced	by	Illumina)	that	probe	over	half	a	million	single	nucleotide	
polymorphisms	(SNPs)	distributed	across	the	entire	human	genome.	
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Trait data collection 
Each	GWAS	presented	in	this	paper	is	based	on	the	response	to	one	or	more	
questions	presented	via	the	23andMe	website.	Each	question	is	designed	to	collect	
data	about	a	specific	trait	or	a	set	of	related	traits.	Questions	are	typically	multiple	
choice.	The	23andMe	self‐report	data	gathered	through	such	questions	is	
statistically	robust	and	replicable,	as	shown	by	a	number	of	collaborator	
publications	[3,6,9,11,16–18].	

GWAS  
Single‐phenotype	GWAS	were	conducted	as	previously	described	[6],	except	that	no	
phasing	or	SNP	imputation	were	done.	Associations	between	genotyped	SNPs	and	
traits	were	estimated	using	logistic	regression	assuming	additive	allelic	effects	for	
binary	traits	(to	calculate	an	odds	ratio	(OR))	and	linear	regression	for	quantitative	
traits	(to	calculate	a	regression	coefficient	β).	The	analysis	was	adjusted	for	age,	sex,	
and	the	top	five	principal	components	to	account	for	population	structure.	P	values	
were	computed	using	a	likelihood	ratio	test.	SNPs	were	excluded	from	the	GWAS	
analysis	if	any	of	the	following	criteria	were	met:	minor	allele	frequency	<	0.1%,	
Hardy‐Weinberg	equilibrium	test	[19]	p	<	10‐20	in	people	of	European	ancestry,	
evidence	of	laboratory	batch	effects,	or	genotype	call	rate	<	95%.	SNPs	were	also	
excluded	if	they	had	large	allele	frequency	discrepancies	compared	with	European	
1000	Genomes	reference	data,	identified	by	computing	a	2x2	table	of	allele	counts	of	
European	1000	Genomes	samples	and	2000	randomly	sampled	23andMe	customers	
with	European	ancestry,	and	identifying	SNPs	with	a	chi	squared	p	<	10‐15.	After	
GWAS	analysis,	p	values	were	adjusted	using	genomic	control	(a	factor	of	1.092	for	
cilantro	preference	data,	1.227	for	sweet	preference	data,	and	1.103	for	misophonia	
data)	to	correct	for	statistical	inflation	[20].	SNPs	with	an	association	p	<	5x10‐8	
were	considered	statistically	significant.	

Trait selection for reporting 
For	customer	reports,	we	gave	higher	priority	to	associations	that	had	larger	effect	
sizes,	identified	novel	phenotype	associations,	or	had	strong	evidence	for	underlying	
biological	mechanisms.		

Data presentation 
Association	p	values	for	all	genotyped	SNPs	across	all	chromosomes	are	illustrated	
in	a	Manhattan	plot.	Compelling	associations	will	have	clusters	of	significantly	
associated	SNPs	at	one	or	more	chromosomal	loci,	with	a	few	SNPs	with	highly	
statistically	significant	p	values	at	each	locus.	Data	quality	was	further	assessed	in	
the	Q‐Q	plot,	which	plots	observed	quantiles	of	GWAS	p	values	against	expected	
quantiles	of	p	values	under	a	null	distribution.	To	identify	index	SNPs,	all	SNPs	with	
association	p	<	10‐5	were	grouped	into	intervals	separated	by	gaps	of	at	least	250kb.	
The	SNP	with	the	lowest	statistically	significant	p	value	in	each	interval	was	
considered	to	be	the	index	SNP	for	that	region,	and	reported	in	Table	1.	SNP	
positions	are	specified	according	to	the	NCBI	Genome	Reference	Consortium	human	
genome	build	37	(GRCh37).	
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Associations identified by GWAS 

Cilantro taste aversion 
The	Coriandrum	sativum	plant	is	commonly	known	as	cilantro	or	coriander.	It	is	
used	as	an	ingredient	in	various	cuisines	around	the	world,	with	historical	
references	even	found	in	ancient	Roman	texts	[21–23].	However,	some	people	
describe	cilantro	taste	as	unpleasant	and	“soapy”,	and	the	prevalence	of	cilantro	
aversion	appears	to	vary	with	ancestry	[24].	The	key	chemical	components	
responsible	for	cilantro	aroma	are	thought	to	be	aldehydes:	unsaturated	aldehydes	
are	described	as	smelling	“fruity”	and	(E)‐2‐alkenals	are	described	as	“soapy”	[25–
27].	These	and	many	other	odorants	are	detected	by	specialized	odorant	receptors,	
products	of	a	family	of	about	400	functional	human	genes	[28].		

Genetic	differences	in	odorant	receptors	have	been	shown	to	affect	how	we	perceive	
tastes	and	smells	[1,29–35].	To	learn	more	about	potential	genetic	associations,	we	
assessed	participants’	perception	of	cilantro	taste	using	a	multiple‐choice	question	
with	3	answer	options	(in	parentheses):	

“Do	you	like	the	taste	of	fresh	(not	dried)	cilantro?”	(Yes/No/I’m	not	sure)	

A	total	of	56,360	participants	(74%)	answered	“Yes”	and	19,731	participants	(26%)	
answered	“No”.	Participants	who	answered	“I’m	not	sure”	were	excluded.	

We	identified	2	genomic	loci	that	passed	criteria	for	genome‐wide	association	
significance	(summarized	in	Figure	1,	detailed	data	in	Table	1).	Index	SNPs	for	these	
loci,	rs2741762	and	rs3930459,	lie	in	non‐coding	regions	within	a	cluster	of	56	
olfactory	receptor	genes	in	chromosomal	region	11p15.4	[36].	The	A	allele	of	
rs2741762	(p	=	2.1x10‐14,	OR	=	1.1)	and	the	C	allele	of	rs3930459	(p	=	4.2x10‐13,	OR	
=	1.1)	are	associated	with	higher	odds	of	disliking	the	taste	of	cilantro.		

We	previously	published	a	GWAS	on	cilantro	preference	using	a	smaller	cohort	of	
23andMe	customers.	In	that	study,	we	identified	a	SNP	(rs72921001)	within	100kb	
of	the	OR6A2	olfactory	receptor	gene	associated	with	perception	of	a	“soapy	taste”	
in	cilantro	[37].	The	data	described	here	represents	a	refinement	of	the	earlier	study	
methodology	with	a	larger	study	cohort.	The	new	GWAS	identified	SNPs	within	
10kb	of	the	OR10A2,	OR10A4,	OR10A6,	and	OR10A3	genes	and	within	100kb	of	the	
OR6A2	gene	(noted	in	the	previous	study).	OR6A2	is	orthologous	to	the	rat	I7	
receptor	gene	[38–42].	The	I7	receptor	detects	a	range	of	n‐aliphatic	aldehyde	
odorants,	including	aldehyde	components	of	cilantro	aroma	[27,36,39].		

Sweet versus salty/savory taste preference 
Human	taste	perception	depends	in	part	on	taste	receptors	in	buds	on	the	tongue	
[43–45].	Sweet	taste	preference	has	approximately	50%	heritability	[46,47],	
meaning	that	genetic	and	non‐genetic	factors	play	an	equal	role.	Studies	in	children	
and	adults	have	shown	that	early	childhood	experiences	and	long‐term	exposures	to	
dietary	sugar	or	salt	in	adulthood	influence	one’s	perception	and	preference	for	
sweeter	or	saltier	foods	[48–50].	Cultural	differences	in	taste	preferences	are	likely	
due	to	differences	in	the	way	sugar	and	salt	are	used	in	each	cultural	group’s	cuisine	
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[51–53].	In	addition,	there	is	evidence	for	interplay	between	taste	preference,	food	
intake,	and	metabolism,	all	of	which	have	genetic	components	[54–58].	

To	learn	more	about	potential	genetic	associations	with	taste	preferences,	we	
assessed	participants’	sweet	versus	salty/savory	food	preference	using	a	multiple‐
choice	question	with	4	answer	options	(in	parentheses):	

“When	you’re	in	the	mood	for	a	snack,	what	kind	of	snack	do	you	usually	reach	for?”	
(Sweet	/	Salty	or	savory	/	Both	/	Neither)	

A	total	of	54,901	participants	(46%)	answered	“Sweet”	and	64,049	participants	
(54%)	answered	“Salty	or	savory”.	Participants	who	answered	“Both”	or	“Neither”	
were	excluded.	

We	identified	29	genomic	loci	that	passed	criteria	for	genome‐wide	association	
significance	(summarized	in	Figure	2).	From	these	we	chose	two	index	SNPs	with	
the	lowest	p	values	to	be	incorporated	into	customer	reports	(detailed	data	in	Table	
1).	The	index	SNP	for	the	first	locus,	rs838133,	lies	within	an	intron	of	the	gene	
FGF21	in	chromosomal	region	19q13.33.	The	index	SNP	for	the	second	locus,	
rs1421085,	lies	within	an	intron	of	the	gene	FTO	in	chromosomal	region	16q12.2.	
The	A	allele	of	rs838133	(p	=	1.9x10‐49,	OR	=	1.1)	and	the	C	allele	of	rs1421085	(p	=	
3.6x10‐23,	OR	=	1.1)	are	associated	with	higher	odds	of	preferring	sweet	tasting	
foods.	 

The	FGF21	gene	encodes	a	hormone	that	regulates	glucose	and	lipid	metabolism.	
[59–62].	In	obese	individuals,	blood	levels	of	FGF21	are	elevated	and	are	predictive	
of	developing	diabetes	[63,64].	Because	of	its	function	as	a	metabolism	regulator,	
FGF21	has	been	proposed	as	a	therapeutic	target	for	metabolic	diseases	[65,66].	

The	FTO	locus	we	report	was	previously	found	to	be	associated	with	obesity	[67,68].	
This	locus	contains	long‐range	elements	that	regulate	the	expression	of	the	
neighboring	homeobox	gene	IRX3	[69,70].	In	turn,	IRX3	is	thought	to	play	an	
important	role	in	the	regulation	of	body	mass	and	metabolism	[69].		

Our	findings	are	consistent	with	those	of	Chu	et	al.,	who	identified	an	association	
between	the	same	FTO	and	FGF21	loci	(including	SNP	rs838133)	and	dietary	
macronutrient	intake	[71].	
	

Sensitivity to the sound of chewing 
“Misophonia”	is	a	very	recently	coined	term	to	describe	a	dislike	of	specific	sounds	
[72].	The	offending	sounds	include	the	sound	of	other	people	chewing	or	breathing	
(most	common),	finger	or	foot	tapping,	and	footsteps	[73].	Misophonia	is	different	
from	other	types	of	sound	sensitivity	(such	as	hypersensitivity	to	loud	sounds)	
because	it	has	a	strong	emotional	component	and	the	specificity	for	certain	human	
sounds	[74].	Two	studies	have	linked	misophonia	with	a	higher	frequency	of	
obsessive	compulsive	personality	disorder	[73,75].	However,	little	research	has	
been	published	on	misophonia,	and	the	underlying	biology	is	not	known.		
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To	learn	more	about	potential	genetic	associations	with	misophonia,	we	focused	on	
the	most	common	offensive	stimulus:	the	sound	of	chewing.	We	assessed	
participants’	aversion	to	the	sound	of	chewing	using	a	multiple‐choice	question	with	
3	answer	options	(in	parentheses):	

“Does	the	sound	of	other	people	chewing	fill	you	with	rage?”	(Yes/No/Not	Sure)	

A	total	of	17,606	participants	(22%)	answered	“Yes”	and	63,001	participants	(78%)	
answered	“No”.	Participants	who	answered	“Not	Sure”	were	excluded.	

We	identified	one	genomic	locus	that	passed	criteria	for	genome‐wide	association	
significance	(summarized	in	Figure	3,	detailed	data	in	Table	1).	The	index	SNP	for	
the	significant	locus,	rs2937573,	lies	near	the	gene	TENM2	in	chromosomal	region	
5q34.	The	G	allele	of	rs2937573	(p	=	2.0x10‐39,	OR	=	1.2)	is	associated	with	higher	
odds	of	being	sensitive	to	the	sound	of	chewing.	 

The	TENM2	gene	encodes	a	protein	that	is	involved	in	the	formation	of	neural	
connections	during	brain	development	[76–78].	One	researcher	has	proposed	that	
misophonia	“results	from	enhanced	functional	connections	between	the	auditory	
and	the	limbic	and	autonomic	nervous	systems”	[79].	The	involvement	of	TENM2	
supports	this	theory;	however,	further	investigation	is	needed	to	understand	the	
biology	of	misophonia.			
	

Figure	1.	Cilantro	aversion	GWAS	results	

	
Manhattan	plot	of	GWAS	results	for	the	cilantro	taste	trait.	Log‐scaled	p	values	(y‐axis)	are	plotted	
against	genomic	position	on	chromosomes	1‐22	and	X	(x‐axis).	Red	squares	represent	SNPs	with	p	<	
5x10‐8	(‐log	p	of	~7.3),	green	and	blue	squares	represent	SNPs	with	p	>	5x10‐8.	The	horizontal	grey	
line	represents	the	p	=	5x10‐8	cut‐off.	Labels	next	to	the	most	significant	index	SNP	locations	show	
the	names	of	the	nearest	genes.	
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Figure	2.	Sweet	vs.	salty	taste	preference	GWAS	results	

	
Manhattan	plot	of	GWAS	results	for	the	sweet	taste	preference	trait.	(See	legend	for	Figure	1.)	
	

Figure	3.	Sensitivity	to	Chewing	Sounds	GWAS	results	

	
Manhattan	plot	of	GWAS	results	for	the	chewing	sound	sensitivity	trait.	(See	legend	for	Figure	1.)	
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Table	1.	Significant	Associations	Reported	to	Customers	

Trait	 SNP	 Region Position Alleles	
(effect/no	
effect)	

EAF OR
(95%	CI)	

p value Gene	context

Cilantro	
aversion		

rs2741762	 11p15.4
	

6892866
	

A/G 0.62 1.102
(1.075	‐	1.130)	

2.1x10‐14	
	

OR10A2[]‐OR10A4

rs3930459	 11p15.4
	

7953958
	

C/T 0.41 1.095
(1.069	‐	1.122)	

4.2x10‐13	
	

OR10A6‐[]‐OR10A3

Sweet	
preference	

rs838133		 19q13.33 49259529
	

A/G 0.44 1.147
(1.136	–	1.157)	

1.9x10‐49 [FGF21]

rs1421085	 16q12.2 53800954
	

C/T 0.41 1.096
(1.076	–	1.117)	

3.6x10‐23 [FTO]

Sensitivity	
to	chewing	
sounds		

rs2937573		 5q34 166471198
	

G/A 0.43 1.189
(1.158	–	1.220)	

2.0x10‐39 []‐‐‐TENM2

Index	SNPs	for	regions	with	association	p	<	5x10‐8	are	reported.	Region	–	cytogenetic	band	position;	Position	–	SNP	position	according	to	the	NCBI	
Genome	Reference	Consortium	human	genome	build	37	(GRCh37);	Alleles	–	effect/no	effect	on	genomic	reference	strand;	EAF	–	effect	allele	frequency	
across	all	study	participants;	OR	–	odds	ratio	for	the	high‐risk	allele;	CI	–	95%	confidence	interval;	Gene	context	–	gene(s)	spanning	or	flanking	(<	1Mb	
away	from)	the	index	SNP:	brackets	indicate	the	position	of	the	SNP,	and	dashes	indicate	distance	to	a	flanking	gene	(‐		>1	kb;	‐‐		>10	kb;	‐‐‐	>100	kb).	

	

	
Table	2.	Demographic	characteristics	of	analyzed	data	

	 	 Sex	(%) Age	distribution	(%)
	 	 Males	 Females ≤	30 >	30	and	≤	45 >	45 and	≤	60 >	60

Cilantro	
aversion		

cases	 8309	(42.1%) 11422	(57.9%) 2158 (10.9%) 4645	(23.5%) 5273 (26.7%) 7655 (38.8%)
controls	 26121	(46.3%) 30239	(53.7%) 5983 (10.6%) 16325	(29.0%) 16771 (29.8%) 17281 (30.7%)

Sweet	
preference	

cases	 26420	(48.1%) 28481	(51.9%) 8459 (15.4%) 17181	(31.3%) 14677 (26.7%) 14584 (26.6%)
controls	 35108	(54.8%) 28941	(45.2%) 10277 (16.0%) 21054	(32.9%) 17299 (27.0%) 15419 (24.1%)

Sensitivity	
to	chewing	
sounds	

cases	 7222	(41.0%)	 10384	(59.0%)	 3321	(18.9%)	 6415	(36.4%)	 4666	(26.5%)	 3204	(18.2%)	

controls	 31009	(49.2%)	 31992	(50.8%)	 5995	(9.5%)	 13953	(22.1%)	 18407	(29.2%)	 24646	(39.1%)	

Numbers	(and	percentages)	of	individuals	in	the	analyzed	data	sets.	
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Definitions 
Allele	–	A	version	of	a	DNA	sequence	at	a	specific	genomic	location	(either	coding	or	
non‐coding).	An	individual’s	genotype	is	his/her	set	of	alleles	at	a	specific	genomic	
location.		
Ancestry	–	Characterization	of	an	individual	as	belonging	to	a	group	with	a	specific	
historical	geographic	location	and	ethnic	identity.	Determined	computationally	by	
comparing	the	individual’s	genome	to	reference	datasets	for	various	ancestry	
groups.	
Effect	Allele	Frequency	(EAF)	–	The	frequency	in	a	population	of	the	allele	
associated	with	higher	odds	of	having	a	specific	trait.	
Genome	Wide	Association	Study	(GWAS)	–	A	study	that	uses	an	array	of	SNPs	that	
span	the	genome	to	identify	loci	linked	with	a	particular	trait.	
Hardy	Weinberg	Equilibrium	(HWE)	–	An	idealized	state	where	the	allele	
frequencies	for	a	specific	gene	in	a	population	are	constant	from	generation	to	
generation.	HWE	may	be	disturbed	by	natural	selection,	genetic	drift,	mutation,	and	
other	factors	that	shift	allele	frequencies.	
Intron	–	A	region	of	DNA	within	a	gene	that	is	normally	removed	(spliced)	after	
transcription	and	before	translation	to	a	protein.	
Linkage	Disequilibrium	(LD)	–	A	non‐random	association	between	alleles	at	
different	locations	in	the	genome	indicating	shared	ancestral	origins	and	a	higher	
likelihood	of	being	inherited	together	after	recombination.		
Odds	Ratio	(OR)	–	A	ratio	of	the	odds	of	having	a	trait	given	one	SNP	genotype	to	
the	odds	of	having	the	same	trait	given	another	SNP	genotype,	equivalent	to	the	
effect	size	of	a	genetic	association	for	a	binary	trait.		
Quantile‐Quantile	(Q‐Q)	Plot	–	A	graphical	representation	of	the	quantiles	of	one	
data	set	plotted	against	the	quantiles	of	another	(reference)	data	set.	In	this	white	
paper	the	Q‐Q	plot	is	used	to	evaluate	whether	an	experimental	data	distribution	is	
significantly	different	from	a	theoretical	null	(no	SNP‐trait	association)	distribution.	
Regression	Coefficient	(β)	–	A	measure	of	the	strength	of	the	linear	relationship	
between	a	SNP	allele	and	a	trait,	used	to	estimate	the	effect	size	of	a	genetic	
association.		
Single	Nucleotide	Polymorphism	(SNP)	–	A	single‐nucleotide	variation	at	a	
specific	location	in	DNA	sequence	that	may	be	used	as	a	marker	for	a	specific	human	
trait	or	traits.	
Trait	–	An	easily	observable	characteristic	that	can	be	narrowly	defined	and	
identified	in	multiple	individuals.	In	this	white	paper	“trait”	is	identical	to	
“phenotype”.	

Acknowledgements  
We	thank	the	customers	of	23andMe	for	answering	surveys	and	participating	in	this	
research.	We	also	thank	all	the	employees	of	23andMe,	who	together	have	made	this	
research	possible.	



Genetic	Associations	with	Traits	in	23andMe	Customers	

June	3,	2015							 23andMe	White	Paper	23‐08	 Page	11	of	18	

	

References 
	
1.		 Eriksson	N,	Macpherson	JM,	Tung	JY,	Hon	LS,	Naughton	B,	Saxonov	S,	et	al.	

Web‐Based,	Participant‐Driven	Studies	Yield	Novel	Genetic	Associations	for	
Common	Traits.	PLoS	Genet.	2010;6:	e1000993.	
doi:10.1371/journal.pgen.1000993	

2.		 Do	CB,	Tung	JY,	Dorfman	E,	Kiefer	AK,	Drabant	EM,	Francke	U,	et	al.	Web‐Based	
Genome‐Wide	Association	Study	Identifies	Two	Novel	Loci	and	a	Substantial	
Genetic	Component	for	Parkinson’s	Disease.	PLoS	Genet.	2011;7:	e1002141.	
doi:10.1371/journal.pgen.1002141	

3.		 Tung	JY,	Do	CB,	Hinds	DA,	Kiefer	AK,	Macpherson	JM,	Chowdry	AB,	et	al.	
Efficient	Replication	of	over	180	Genetic	Associations	with	Self‐Reported	
Medical	Data.	PLoS	ONE.	2011;6:	e23473.	doi:10.1371/journal.pone.0023473	

4.		 Eriksson	N,	Benton	GM,	Do	CB,	Kiefer	AK,	Mountain	JL,	Hinds	DA,	et	al.	Genetic	
variants	associated	with	breast	size	also	influence	breast	cancer	risk.	BMC	Med	
Genet.	2012;13:	53.	doi:10.1186/1471‐2350‐13‐53	

5.		 Eriksson	N,	Tung	JY,	Kiefer	AK,	Hinds	DA,	Francke	U,	Mountain	JL,	et	al.	Novel	
Associations	for	Hypothyroidism	Include	Known	Autoimmune	Risk	Loci.	PLoS	
ONE.	2012;7:	e34442.	doi:10.1371/journal.pone.0034442	

6.		 Hinds	DA,	McMahon	G,	Kiefer	AK,	Do	CB,	Eriksson	N,	Evans	DM,	et	al.	A	
genome‐wide	association	meta‐analysis	of	self‐reported	allergy	identifies	
shared	and	allergy‐specific	susceptibility	loci.	Nat	Genet.	2013;45:	907–911.	
doi:10.1038/ng.2686	

7.		 Kiefer	AK,	Tung	JY,	Do	CB,	Hinds	DA,	Mountain	JL,	Francke	U,	et	al.	Genome‐
Wide	Analysis	Points	to	Roles	for	Extracellular	Matrix	Remodeling,	the	Visual	
Cycle,	and	Neuronal	Development	in	Myopia.	PLoS	Genet.	2013;9:	e1003299.	
doi:10.1371/journal.pgen.1003299	

8.		 Nalls	MA,	Pankratz	N,	Lill	CM,	Do	CB,	Hernandez	DG,	Saad	M,	et	al.	Large‐scale	
meta‐analysis	of	genome‐wide	association	data	identifies	six	new	risk	loci	for	
Parkinson’s	disease.	Nat	Genet.	2014;46:	989–993.	doi:10.1038/ng.3043	

9.		 Ferreira	MAR,	Matheson	MC,	Tang	CS,	Granell	R,	Ang	W,	Hui	J,	et	al.	Genome‐
wide	association	analysis	identifies	11	risk	variants	associated	with	the	asthma	
with	hay	fever	phenotype.	J	Allergy	Clin	Immunol.	2014;133:	1564–1571.	
doi:10.1016/j.jaci.2013.10.030	



Genetic	Associations	with	Traits	in	23andMe	Customers	

June	3,	2015							 23andMe	White	Paper	23‐08	 Page	12	of	18	

10.		 Tung	JY,	Kiefer	AK,	Mullins	M,	Francke	U,	Eriksson	N.	Genome‐Wide	Association	
Analysis	Implicates	Elastic	Microfibrils	in	the	Development	of	Nonsyndromic	
Striae	Distensae.	J	Invest	Dermatol.	2013;133:	2628–2631.	
doi:10.1038/jid.2013.196	

11.		 Heilmann	S,	Kiefer	AK,	Fricker	N,	Drichel	D,	Hillmer	AM,	Herold	C,	et	al.	
Androgenetic	Alopecia:	Identification	of	Four	Genetic	Risk	Loci	and	Evidence	
for	the	Contribution	of	WNT	Signaling	to	Its	Etiology.	J	Invest	Dermatol.	
2013;133:	1489–1496.	doi:10.1038/jid.2013.43	

12.		 Hromatka	BS,	Tung	JY,	Kiefer	AK,	Do	CB,	Hinds	DA,	Eriksson	N.	Genetic	variants	
associated	with	motion	sickness	point	to	roles	for	inner	ear	development,	
neurological	processes	and	glucose	homeostasis.	Hum	Mol	Genet.	2015;	
ddv028.	doi:10.1093/hmg/ddv028	

13.		 Chang	ALS,	Raber	I,	Xu	J,	Li	R,	Spitale	R,	Chen	J,	et	al.	Assessment	of	the	Genetic	
Basis	of	Rosacea	by	Genome‐Wide	Association	Study.	J	Invest	Dermatol.	
2015;135:	1548–1555.	doi:10.1038/jid.2015.53	

14.		 Durand	EY,	Do	CB,	Mountain	JL,	Macpherson	JM.	Ancestry	Composition:	A	
Novel,	Efficient	Pipeline	for	Ancestry	Deconvolution.	bioRxiv.	2014;	010512.	
doi:10.1101/010512	

15.		 Henn	BM,	Hon	L,	Macpherson	JM,	Eriksson	N,	Saxonov	S,	Pe’er	I,	et	al.	Cryptic	
Distant	Relatives	Are	Common	in	Both	Isolated	and	Cosmopolitan	Genetic	
Samples.	PLoS	ONE.	2012;7:	e34267.	doi:10.1371/journal.pone.0034267	

16.		 Li	R,	Brockschmidt	FF,	Kiefer	AK,	Stefansson	H,	Nyholt	DR,	Song	K,	et	al.	Six	
Novel	Susceptibility	Loci	for	Early‐Onset	Androgenetic	Alopecia	and	Their	
Unexpected	Association	with	Common	Diseases.	PLoS	Genet.	2012;8:	
e1002746.	doi:10.1371/journal.pgen.1002746	

17.		 Pichler	I,	Del	Greco	M.	F,	Gögele	M,	Lill	CM,	Bertram	L,	Do	CB,	et	al.	Serum	Iron	
Levels	and	the	Risk	of	Parkinson	Disease:	A	Mendelian	Randomization	Study.	
PLoS	Med.	2013;10:	e1001462.	doi:10.1371/journal.pmed.1001462	

18.		 Rietveld	CA,	Conley	D,	Eriksson	N,	Esko	T,	Medland	SE,	Vinkhuyzen	AAE,	et	al.	
Replicability	and	robustness	of	genome‐wide‐association	studies	for	behavioral	
traits.	Psychol	Sci.	2014;25:	1975–1986.	doi:10.1177/0956797614545132	

19.		 Wigginton	JE,	Cutler	DJ,	Abecasis	GR.	A	Note	on	Exact	Tests	of	Hardy‐Weinberg	
Equilibrium.	Am	J	Hum	Genet.	2005;76:	887–893.		

20.		 Devlin	B,	Roeder	K.	Genomic	control	for	association	studies.	Biometrics.	
1999;55:	997–1004.		



Genetic	Associations	with	Traits	in	23andMe	Customers	

June	3,	2015							 23andMe	White	Paper	23‐08	 Page	13	of	18	

21.		 Zohary	D,	Hopf	M.	Domestication	of	Plants	in	the	Old	World:	The	Origin	and	
Spread	of	Cultivated	Plants	in	West	Asia,	Europe,	and	the	Nile	Valley.	3	edition.	
Oxford	New	York:	Oxford	University	Press;	2001.		

22.		 Bostock	J,	Riley	HT.	The	Natural	History	of	Pliny.	BiblioLife;	2009.		

23.		 Faas	P.	Around	the	Roman	Table:	Food	and	Feasting	in	Ancient	Rome.	1	edition.	
New	York,	N.Y.:	Palgrave	Macmillan;	2002.		

24.		 Mauer	L,	El‐Sohemy	A.	Prevalence	of	cilantro	(Coriandrum	sativum)	disliking	
among	different	ethnocultural	groups.	Flavour.	2012;1:	8.	doi:10.1186/2044‐
7248‐1‐8	

25.		 Keith	R.	Cadwallader,	Daniel	Benitez,	Sompoche	Pojjanapimol,	Orasa	
Suriyaphan,	Tanoj	Singh.	Characteristic	Aroma	Components	of	the	Cilantro	
Mimics.	Natural	Flavors	and	Fragrances.	American	Chemical	Society;	2005.	pp.	
117–128.	Available:	http://dx.doi.org/10.1021/bk‐2005‐0908.ch008	

26.		 Eyres	G,	Dufour	J‐P,	Hallifax	G,	Sotheeswaran	S,	Marriott	PJ.	Identification	of	
character‐impact	odorants	in	coriander	and	wild	coriander	leaves	using	gas	
chromatography‐olfactometry	(GCO)	and	comprehensive	two‐dimensional	gas	
chromatography‐time‐of‐flight	mass	spectrometry	(GC	x	GC‐TOFMS).	J	Sep	Sci.	
2005;28:	1061–1074.		

27.		 Quynh	CTT,	Kubota	K.	Aroma	Constituents	and	Enzyme	Activities	of	Japanese	
Long	Coriander	Leaves	(Culantro,	Eryngium	foetidum	L.).	Food	Sci	Technol	Res.	
2012;18:	287–294.	doi:10.3136/fstr.18.287	

28.		 Glusman	G,	Bahar	A,	Sharon	D,	Pilpel	Y,	White	J,	Lancet	D.	The	olfactory	
receptor	gene	superfamily:	data	mining,	classification,	and	nomenclature.	
Mamm	Genome	Off	J	Int	Mamm	Genome	Soc.	2000;11:	1016–1023.		

29.		 Reed	DR,	Knaapila	A.	Genetics	of	Taste	and	Smell:	Poisons	and	Pleasures.	Prog	
Mol	Biol	Transl	Sci.	2010;94:	213–240.	doi:10.1016/B978‐0‐12‐375003‐
7.00008‐X	

30.		 Kim	U,	Jorgenson	E,	Coon	H,	Leppert	M,	Risch	N,	Drayna	D.	Positional	cloning	of	
the	human	quantitative	trait	locus	underlying	taste	sensitivity	to	
phenylthiocarbamide.	Science.	2003;299:	1221–1225.	
doi:10.1126/science.1080190	

31.		 Keller	A,	Zhuang	H,	Chi	Q,	Vosshall	LB,	Matsunami	H.	Genetic	variation	in	a	
human	odorant	receptor	alters	odour	perception.	Nature.	2007;449:	468–472.	
doi:10.1038/nature06162	



Genetic	Associations	with	Traits	in	23andMe	Customers	

June	3,	2015							 23andMe	White	Paper	23‐08	 Page	14	of	18	

32.		 Mainland	JD,	Keller	A,	Li	YR,	Zhou	T,	Trimmer	C,	Snyder	LL,	et	al.	The	missense	
of	smell:	functional	variability	in	the	human	odorant	receptor	repertoire.	Nat	
Neurosci.	2014;17:	114–120.	doi:10.1038/nn.3598	

33.		 McRae	JF,	Jaeger	SR,	Bava	CM,	Beresford	MK,	Hunter	D,	Jia	Y,	et	al.	Identification	
of	Regions	Associated	with	Variation	in	Sensitivity	to	Food‐Related	Odors	in	
the	Human	Genome.	Curr	Biol.	2013;23:	1596–1600.	
doi:10.1016/j.cub.2013.07.031	

34.		 Jaeger	SR,	McRae	JF,	Bava	CM,	Beresford	MK,	Hunter	D,	Jia	Y,	et	al.	A	Mendelian	
Trait	for	Olfactory	Sensitivity	Affects	Odor	Experience	and	Food	Selection.	Curr	
Biol.	2013;23:	1601–1605.	doi:10.1016/j.cub.2013.07.030	

35.		 Knaapila	A,	Hwang	L‐D,	Lysenko	A,	Duke	FF,	Fesi	B,	Khoshnevisan	A,	et	al.	
Genetic	Analysis	of	Chemosensory	Traits	in	Human	Twins.	Chem	Senses.	2012;	
bjs070.	doi:10.1093/chemse/bjs070	

36.		 Malnic	B,	Godfrey	PA,	Buck	LB.	The	human	olfactory	receptor	gene	family.	Proc	
Natl	Acad	Sci	U	S	A.	2004;101:	2584–2589.	doi:10.1073/pnas.0307882100	

37.		 Eriksson	N,	Wu	S,	Do	CB,	Kiefer	AK,	Tung	JY,	Mountain	JL,	et	al.	A	genetic	
variant	near	olfactory	receptor	genes	influences	cilantro	preference.	Flavour.	
2012;1:	22.	doi:10.1186/2044‐7248‐1‐22	

38.		 Kurland	MD,	Newcomer	MB,	Peterlin	Z,	Ryan	K,	Firestein	S,	Batista	VS.	
Discrimination	of	Saturated	Aldehydes	by	the	Rat	I7	Olfactory	Receptor.	
Biochemistry	(Mosc).	2010;49:	6302–6304.	doi:10.1021/bi100976w	

39.		 Araneda	RC,	Kini	AD,	Firestein	S.	The	molecular	receptive	range	of	an	odorant	
receptor.	Nat	Neurosci.	2000;3:	1248–1255.	doi:10.1038/81774	

40.		 Araneda	RC,	Peterlin	Z,	Zhang	X,	Chesler	A,	Firestein	S.	A	pharmacological	
profile	of	the	aldehyde	receptor	repertoire	in	rat	olfactory	epithelium.	J	Physiol.	
2004;555:	743–756.	doi:10.1113/jphysiol.2003.058040	

41.		 Krautwurst	D,	Yau	KW,	Reed	RR.	Identification	of	ligands	for	olfactory	
receptors	by	functional	expression	of	a	receptor	library.	Cell.	1998;95:	917–
926.		

42.		 Li	Y,	Peterlin	Z,	Ho	J,	Yarnitzky	T,	Liu	MT,	Fichman	M,	et	al.	Aldehyde	
Recognition	and	Discrimination	by	Mammalian	Odorant	Receptors	via	
Functional	Group‐Specific	Hydration	Chemistry.	ACS	Chem	Biol.	2014;	
doi:10.1021/cb400290u	

43.		 Li	X,	Staszewski	L,	Xu	H,	Durick	K,	Zoller	M,	Adler	E.	Human	receptors	for	sweet	
and	umami	taste.	Proc	Natl	Acad	Sci.	2002;99:	4692–4696.	
doi:10.1073/pnas.072090199	



Genetic	Associations	with	Traits	in	23andMe	Customers	

June	3,	2015							 23andMe	White	Paper	23‐08	 Page	15	of	18	

44.		 Chandrashekar	J,	Hoon	MA,	Ryba	NJP,	Zuker	CS.	The	receptors	and	cells	for	
mammalian	taste.	Nature.	2006;444:	288–294.	doi:10.1038/nature05401	

45.		 Garcia‐Bailo	B,	Toguri	C,	Eny	KM,	El‐Sohemy	A.	Genetic	variation	in	taste	and	its	
influence	on	food	selection.	Omics	J	Integr	Biol.	2009;13:	69–80.	
doi:10.1089/omi.2008.0031	

46.		 Keskitalo	K,	Tuorila	H,	Spector	TD,	Cherkas	LF,	Knaapila	A,	Silventoinen	K,	et	al.	
Same	genetic	components	underlie	different	measures	of	sweet	taste	
preference.	Am	J	Clin	Nutr.	2007;86:	1663–1669.		

47.		 Keskitalo	K,	Knaapila	A,	Kallela	M,	Palotie	A,	Wessman	M,	Sammalisto	S,	et	al.	
Sweet	taste	preferences	are	partly	genetically	determined:	identification	of	a	
trait	locus	on	chromosome	16.	Am	J	Clin	Nutr.	2007;86:	55–63.		

48.		 Beauchamp	GK,	Moran	M.	Dietary	experience	and	sweet	taste	preference	in	
human	infants.	Appetite.	1982;3:	139–152.	doi:10.1016/S0195‐
6663(82)80007‐X	

49.		 Beauchamp	GK,	Moran	M.	Acceptance	of	sweet	and	salty	tastes	in	2‐year‐old	
children.	Appetite.	1984;5:	291–305.	doi:10.1016/S0195‐6663(84)80002‐1	

50.		 Bertino	M,	Beauchamp	GK,	Engelman	K.	Increasing	dietary	salt	alters	salt	taste	
preference.	Physiol	Behav.	1986;38:	203–213.	doi:10.1016/0031‐
9384(86)90155‐1	

51.		 Bertino	M,	Beauchamp	GK,	Jen	KC.	Rated	taste	perception	in	two	cultural	
groups.	Chem	Senses.	1983;8:	3–15.	doi:10.1093/chemse/8.1.3	

52.		 Prescott	J.	Comparisons	of	taste	perceptions	and	preferences	of	Japanese	and	
Australian	consumers:	overview	and	implications	for	cross‐cultural	sensory	
research.	Food	Qual	Prefer.	1998;9:	393–402.	doi:10.1016/S0950‐
3293(98)00021‐4	

53.		 Lanfer	A,	Bammann	K,	Knof	K,	Buchecker	K,	Russo	P,	Veidebaum	T,	et	al.	
Predictors	and	correlates	of	taste	preferences	in	European	children:	The	
IDEFICS	study.	Food	Quality	and	Preference.	Food	Quality	and	Preference;	
2013.	Available:	http://dx.doi.org/10.1016/j.foodqual.2012.09.006	

54.		 Sclafani	A.	Carbohydrate	taste,	appetite,	and	obesity:	An	overview.	Neurosci	
Biobehav	Rev.	1987;11:	131–153.	doi:10.1016/S0149‐7634(87)80019‐2	

55.		 Mattes	RD.	Fat	taste	and	lipid	metabolism	in	humans.	Physiol	Behav.	2005;86:	
691–697.	doi:10.1016/j.physbeh.2005.08.058	

56.		 Margolskee	RF.	Molecular	Mechanisms	of	Bitter	and	Sweet	Taste	Transduction.	
J	Biol	Chem.	2002;277:	1–4.	doi:10.1074/jbc.R100054200	



Genetic	Associations	with	Traits	in	23andMe	Customers	

June	3,	2015							 23andMe	White	Paper	23‐08	 Page	16	of	18	

57.		 Mace	OJ,	Affleck	J,	Patel	N,	Kellett	GL.	Sweet	taste	receptors	in	rat	small	
intestine	stimulate	glucose	absorption	through	apical	GLUT2.	J	Physiol.	
2007;582:	379–392.	doi:10.1113/jphysiol.2007.130906	

58.		 Eny	KM,	Wolever	TMS,	Fontaine‐Bisson	B,	El‐Sohemy	A.	Genetic	variant	in	the	
glucose	transporter	type	2	is	associated	with	higher	intakes	of	sugars	in	two	
distinct	populations.	Physiol	Genomics.	2008;33:	355–360.	
doi:10.1152/physiolgenomics.00148.2007	

59.		 Kharitonenkov	A,	Shiyanova	TL,	Koester	A,	Ford	AM,	Micanovic	R,	Galbreath	EJ,	
et	al.	FGF‐21	as	a	novel	metabolic	regulator.	J	Clin	Invest.	2005;115:	1627–
1635.	doi:10.1172/JCI23606	

60.		 Fisher		ffolliott	M,	Chui	PC,	Antonellis	PJ,	Bina	HA,	Kharitonenkov	A,	Flier	JS,	et	
al.	Obesity	Is	a	Fibroblast	Growth	Factor	21	(FGF21)‐Resistant	State.	Diabetes.	
2010;59:	2781–2789.	doi:10.2337/db10‐0193	

61.		 Woo	YC,	Xu	A,	Wang	Y,	Lam	KSL.	Fibroblast	Growth	Factor	21	as	an	emerging	
metabolic	regulator:	clinical	perspectives.	Clin	Endocrinol	(Oxf).	2013;78:	489–
496.	doi:10.1111/cen.12095	

62.		 Emanuelli	B,	Vienberg	SG,	Smyth	G,	Cheng	C,	Stanford	KI,	Arumugam	M,	et	al.	
Interplay	between	FGF21	and	insulin	action	in	the	liver	regulates	metabolism.	J	
Clin	Invest.	2014;124:	515–527.	doi:10.1172/JCI67353	

63.		 Zhang	X,	Yeung	DCY,	Karpisek	M,	Stejskal	D,	Zhou	Z‐G,	Liu	F,	et	al.	Serum	FGF21	
Levels	Are	Increased	in	Obesity	and	Are	Independently	Associated	With	the	
Metabolic	Syndrome	in	Humans.	Diabetes.	2008;57:	1246–1253.	
doi:10.2337/db07‐1476	

64.		 Chen	C,	Cheung	BMY,	Tso	AWK,	Wang	Y,	Law	LSC,	Ong	KL,	et	al.	High	Plasma	
Level	of	Fibroblast	Growth	Factor	21	Is	an	Independent	Predictor	of	Type	2	
Diabetes	A	5.4‐year	population‐based	prospective	study	in	Chinese	subjects.	
Diabetes	Care.	2011;34:	2113–2115.	doi:10.2337/dc11‐0294	

65.		 Zhao	Y,	Dunbar	JD,	Kharitonenkov	A.	FGF21	as	a	Therapeutic	Reagent.	In:	MD	
MK,	editor.	Endocrine	FGFs	and	Klothos.	Springer	US;	2012.	pp.	214–228.	
Available:	http://link.springer.com/chapter/10.1007/978‐1‐4614‐0887‐1_14	

66.		 Iglesias	P,	Selgas	R,	Romero	S,	Díez	JJ.	MECHANISMS	IN	ENDOCRINOLOGY:	
Biological	role,	clinical	significance,	and	therapeutic	possibilities	of	the	recently	
discovered	metabolic	hormone	fibroblastic	growth	factor	21.	Eur	J	Endocrinol.	
2012;167:	301–309.	doi:10.1530/EJE‐12‐0357	

67.		 Fawcett	KA,	Barroso	I.	The	genetics	of	obesity:	FTO	leads	the	way.	Trends	
Genet.	2010;26:	266–274.	doi:10.1016/j.tig.2010.02.006	



Genetic	Associations	with	Traits	in	23andMe	Customers	

June	3,	2015							 23andMe	White	Paper	23‐08	 Page	17	of	18	

68.		 Hess	ME,	Brüning	JC.	The	fat	mass	and	obesity‐associated	(FTO)	gene:	Obesity	
and	beyond?	Biochim	Biophys	Acta	BBA	‐	Mol	Basis	Dis.	2014;1842:	2039–
2047.	doi:10.1016/j.bbadis.2014.01.017	

69.		 Smemo	S,	Tena	JJ,	Kim	K‐H,	Gamazon	ER,	Sakabe	NJ,	Gómez‐Marín	C,	et	al.	
Obesity‐associated	variants	within	FTO	form	long‐range	functional	connections	
with	IRX3.	Nature.	2014;507:	371–375.	doi:10.1038/nature13138	

70.		 Ragvin	A,	Moro	E,	Fredman	D,	Navratilova	P,	Drivenes	Ø,	Engström	PG,	et	al.	
Long‐range	gene	regulation	links	genomic	type	2	diabetes	and	obesity	risk	
regions	to	HHEX,	SOX4,	and	IRX3.	Proc	Natl	Acad	Sci.	2010;107:	775–780.	
doi:10.1073/pnas.0911591107	

71.		 Chu	AY,	Workalemahu	T,	Paynter	NP,	Rose	LM,	Giulianini	F,	Tanaka	T,	et	al.	
Novel	locus	including	FGF21	is	associated	with	dietary	macronutrient	intake.	
Hum	Mol	Genet.	2013;	ddt032.	doi:10.1093/hmg/ddt032	

72.		 Jastreboff	PJ,	Jastreboff	MM.	Tinnitus	retraining	therapy	for	patients	with	
tinnitus	and	decreased	sound	tolerance.	Otolaryngol	Clin	North	Am.	2003;36:	
321–336.		

73.		 Schröder	A,	Vulink	N,	Denys	D.	Misophonia:	Diagnostic	Criteria	for	a	New	
Psychiatric	Disorder.	PLoS	ONE.	2013;8:	e54706.	
doi:10.1371/journal.pone.0054706	

74.		 Baguley	DM.	Hyperacusis.	J	R	Soc	Med.	2003;96:	582–585.		

75.		 Wu	MS,	Lewin	AB,	Murphy	TK,	Storch	EA.	Misophonia:	Incidence,	
Phenomenology,	and	Clinical	Correlates	in	an	Undergraduate	Student	Sample.	J	
Clin	Psychol.	2014;70:	994–1007.	doi:10.1002/jclp.22098	

76.		 Rubin	BP,	Tucker	RP,	Martin	D,	Chiquet‐Ehrismann	R.	Teneurins:	A	Novel	
Family	of	Neuronal	Cell	Surface	Proteins	in	Vertebrates,	Homologous	to	the	
Drosophila	Pair‐Rule	Gene	Product	Ten‐m.	Dev	Biol.	1999;216:	195–209.	
doi:10.1006/dbio.1999.9503	

77.		 Silva	J‐P,	Lelianova	VG,	Ermolyuk	YS,	Vysokov	N,	Hitchen	PG,	Berninghausen	O,	
et	al.	Latrophilin	1	and	its	endogenous	ligand	Lasso/teneurin‐2	form	a	high‐
affinity	transsynaptic	receptor	pair	with	signaling	capabilities.	Proc	Natl	Acad	
Sci.	2011;108:	12113–12118.	doi:10.1073/pnas.1019434108	

78.		 Mosca	TJ,	Hong	W,	Dani	VS,	Favaloro	V,	Luo	L.	Trans‐synaptic	Teneurin	
signalling	in	neuromuscular	synapse	organization	and	target	choice.	Nature.	
2012;484:	237–241.	doi:10.1038/nature10923	

79.		 Jastreboff	PJ.	Tinnitus	Retraining	Therapy.	In:	Møller	AR,	Langguth	B,	Ridder	
DD,	Kleinjung	T,	editors.	Textbook	of	Tinnitus.	Springer	New	York;	2011.	pp.	



Genetic	Associations	with	Traits	in	23andMe	Customers	

June	3,	2015							 23andMe	White	Paper	23‐08	 Page	18	of	18	

575–596.	Available:	http://link.springer.com/chapter/10.1007/978‐1‐60761‐
145‐5_73	

	

Revision History 
	
Originally	published	on	December	4,	2014.		
	
Revision	A	published	February	25,	2015.	The	following	changes	were	made	in	
Revision	A:	

 Added	new	GWAS	data	for	sweet	taste	preference	to	Table	1	and	new	Figure	
2	

 Corrected	EAF	values	for	cilantro	preference	SNPs	in	Table	1,	which	were	
listed	for	the	wrong	allele	

 Added	Table	2	–	Demographic	characteristics	
	
Revision	B	published	June	3,	2015.	The	following	changes	were	made	in	Revision	B:	

 Added	new	GWAS	data	for	chewing	sound	sensitivity	to	Table	1	and	Table	2,	
and	new	Figure	3	

 Added	recent	23andMe	publications	to	references	
	


