Supplementary Table 1. Full listing of included studies with 3xTg-AD mouse source details. Citation refers to the numerical citation listed in the Supplementary References. If stated, most studies cite the mouse background as 129/C57BL6. When stated, mice were typically commercially acquired from Jackson Laboratory or gifted from a colony originating from the LaFerla Laboratory (original place of invention of the 3xTg-AD mouse model). The mouse source field provides additional details transcribed from the corresponding article on the mouse source; many simply cite the LaFerla laboratory’s initial publications of the 3xTg-AD model in 2003 [1, 2].

	Citation
	Year
	129/C57BL6 Background
	Acquired by Jackson Laboratory or LaFerla Laboratory
	Mouse source

	[3]
	2008
	Yes
	not stated
	previously described by from 129/C57BL/6 background

	[4]
	2011
	Yes
	not stated
	C57BL6/129SvJ background homozygous [1, 2]

	[5]
	2015
	Yes
	not stated
	C57BL6/129 background [1, 2]

	[6]
	2015
	Yes
	not stated
	the same genetic background (hybrid 129/C57BL6 background). The characterization of 3xTg-AD mice has been described previously [1, 2]

	[7]
	2014
	not stated
	not stated
	not stated

	[8]
	2013
	not stated
	not stated
	the characterization of 3xTg-AD mice has been described previously [1, 2]

	[9]
	2013
	not stated
	No
	bred and maintained at the University of Southern California

	[10]
	2010
	Yes
	Yes
	obtained from Frank LaFerla through Jackson Laboratory, 129/Sv x C57BL/6

	[11]
	2009
	not stated
	not stated
	hybrid C57BL6 background.

	[12]
	2013
	not stated
	not stated
	not stated

	[13]
	2014
	not stated
	not stated
	3xTg-AD mice were generated as previously described [1, 2]

	[14]
	2011
	not stated
	not stated
	not stated

	[15]
	2014
	Yes
	Yes
	initially obtained from F.M. LaFerla through the Jackson Laboratory, a hybrid of 129/Sv and C57BL/6

	[16]
	2011
	not stated
	Yes
	transgenic mice were characterized and described by and generously provided by Frank Laferla

	[17]
	2010
	not stated
	Yes
	transgenic mice were characterized and described by [1, 2] and generously provided by Frank Laferla

	[18]
	2015
	not stated
	not stated
	not stated

	[19]
	2015
	not stated
	Yes
	created in the laboratory by Dr. Frank LaFerla

	[20]
	2014
	not stated
	not stated
	not stated

	[21]
	2016
	Yes
	not stated
	129/C57BL/6

	[22]
	2014
	not stated
	Yes
	Jackson Laboratory, Bar Harbor, ME

	[23]
	2013
	not stated
	Yes
	Jackson Laboratory, Bar Harbor, ME

	[24]
	2011
	not stated
	not stated
	previously described by [1, 2]

	[25]
	2007
	not stated
	not stated
	not stated

	[26]
	2016
	Yes
	Yes
	purchased from Jackson laboratory, previously described by [1, 2], 129/C57BL/6

	[27]
	2011
	not stated
	not stated
	not stated

	[28]
	2014
	Yes
	Yes
	originally supplied by Frank LaFerla (Irvine, CA, USA) [1, 2], 129/C57BL6

	[29]
	2011
	Yes
	not stated
	mixed C57BL6/129svj background

	[30]
	2013
	No
	No
	generated by Dr. LaFerla and acquired by the National Institute of Aging, backcrossed C57BL6

	[31]
	2014
	Yes
	Yes
	C57BL6/129sv background originally by Frank LaFerla and Salvadore Oddo

	[32]
	2010
	not stated
	not stated
	the derivation and characterization of 3xTg-AD described elsewhere [1, 2], homozygous

	[33]
	2014
	Yes
	not stated
	129/C57BL/6

	[34]
	2011
	not stated
	not stated
	the derivation and characterization of 3xTg-AD described elsewhere [1, 2]

	[35]
	2008
	not stated
	No
	homozygous mice from UCI-Alzheimer's disease research center (NIH/NIA P50 AG16573)

	[36]
	2014
	not stated
	Yes
	Jackson Laboratory, Bar Harbor, ME, [1, 2]

	[37]
	2010
	Yes
	not stated
	129/C57BL/6 background described previously by [1, 2]

	[38]
	2013
	Yes
	No
	C57BL/6/129S, bred and maintained at the University of Southern California

	[39]
	2012
	not stated
	Yes
	bred using initial breeding pair from Dr. LaFerla

	[40]
	2013
	not stated
	not stated
	not stated

	[41]
	2013
	Yes
	Yes
	129/C57BL/6, gift from Dr. Laferla

	[42]
	2013
	not stated
	not stated
	not stated

	[43]
	2014
	not stated
	not stated
	not stated

	[44]
	2015
	not stated
	not stated
	homozygous 3xTg, [1, 2]

	[45]
	2016
	not stated
	not stated
	homozygous 3xTg, 

	[46]
	2015
	not stated
	not stated
	unidentified, cite [1, 2]

	[47]
	2016
	not stated
	not stated
	unidentified, cite [1, 2]

	[47]
	2014
	not stated
	Yes
	generated by dr. Frank LaFerla

	[48]
	2013
	not stated
	not stated
	originally generated by [1, 2]

	[49]
	2011
	not stated
	not stated
	not stated

	[50]
	2012
	not stated
	not stated
	not stated

	[51]
	2015
	not stated
	Yes
	bred using an initial 3xTg-AD breeding pair courtesy of Dr. Frank LaFerla'

	[52]
	2015
	Yes
	Yes
	homozygous from LaFerla through Jacons Laboratory, hybrid of 129/Sv and C57BL/6

	[53]
	2015
	not stated
	not stated
	129/C57BL/6 background
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