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Supplementary Table 1. Literature overview of the Arabidopsis transcriptomic response to different types of pest/pathogen attack.
An overview of the findings of literature assaying the transcriptomic response of Arabidopsis to various pests and pathogens. The scope of this literature overview is limited to resistant Arabidopsis-microbe and Arabidopsis-insect interactions. The type of pest/pathogen (‘Pest/pathogen lifestyle’), details of the challenging pest/pathogen (‘Stimulus’), predicted major defence response pathway (‘Predicted hormone pathway’), type of disease assay and timing of disease development (‘Disease development assayed’), timing and characteristics of the defence response (‘Transcriptomic response’), and reference (‘Reference’) are provided for each study, where possible. 

	Pest/pathogen lifestyle
	Stimulus
	Predicted phyto-hormone pathway
	Disease development assayed 
	Transcriptomic response
	Reference

	Biotrophic pathogen
	Pseudomonas syringae pv. tomato (DC3000 AvrRpt2)
	Salicylic acid
	Tissue collapse observed at 48 hpi
	Transcriptomic response assayed with northern blot analysis and microarray. PR1 expression peaked at 12 hpi and gradually decreased at 48 and 72 hpi. Hormone accumulation initiated at 3 hpi before peaking at 24 hpi and returning to basal levels at 48 hpi. 
	de Vos et al., 2005

	Biotrophic pathogen
	Pseudomonas syringae pv. tomato (DC3000 AvrRpt2 and AvrRpm1)
	Salicylic acid
	Not assayed
	Transcriptomic response assayed with RNA-sequencing. Response initiated at 3 hpi and returned to basal levels at 24 hpi.
	Mine et al., 2018




	Biotrophic pathogen
	Hyaloperonospora arabidopsidis Emoy2
	Salicylic acid
	Lesion development assayed at  2 – 5 dpi
	Transcriptomic response of defence marker gene PR1 was assayed with qRT-PCR. Expression of PR1 peaked at 24 hpi before declining at 72 hpi and returning to near basal levels by 120 hpi.
	Asai et al., 2014

	Sucking insect (rasping)
	Frankliniella occidentalis
	Salicylic acid
	Lesion development observed at 12 hpi
	Transcriptomic response assayed with northern blot analysis and microarray. PDF1.2 expression was upregulated at 12 hpi and increased at 24 hpi. Hormone accumulation initiated at 12hpi and continued to increase at 72 hpi. 
	de Vos et al., 2005




	Sucking insect (rasping)
	Frankliniella occidentalis
	Salicylic acid
	Lesion development observed at 48 hpi
	Transcriptomic response of defence marker genes were assayed with qRT-PCR. Jasmonic acid marker genes were upregulated at 5 hpi before peaking at 10 hpi and beginning to decline at 24 hpi. Salicylic acid marker genes were upregulated at 10 hpi – 24 hpi.
	Abe et al., 2008

	Sucking insect (stylet)
	Myzus persicae
	Salicylic acid
	Lesion development assayed at 72 hpi but not observed
	Transcriptomic response assayed with microarray. PR1, PDF1.2 and HEL expression were upregulated at 48 hpi and PR1 and HEL were upregulated at 72 hpi.
	de Vos et al., 2005




	Sucking insect (stylet)
	Myzus persicae
	Salicylic acid
	Not assayed
	Transcriptomic response assed with microarray. Salicylic acid pathway genes were upregulated at 6 hpi before peaking at 24 hpi and beginning to decline at 48 hpi. Jasmonic acid/ethylene pathway genes were strongly and stably induced at 6, 24, and 24 hpi.
	Kerchev et al., 2013

	Necrotrophic pathogen
	Alternaria brassicicola
	Jasmonic acid 
	Not assayed
	Transcriptomic response of PDF1.2 was assayed with RNA gel blot analysis and found to be upregulated at 48 – 96 hpi. Protein accumulation of PDF initiated at ~ 50 hpi before peaking at ~75 hpi and remaining stable at 100 hpi. 
	Penninckx et al., 1996




	Necrotrophic pathogen
	Alternaria brassicicola
	Jasmonic acid 
	Lesion development observed at 72 hpi
	Transcriptomic response of defence marker genes was assayed with qRT-PCR. Transcriptomic response initiated at 12 hpi with jasmonic acid marker genes responsive between 24 – 36 hpi.
	van Wees et al., 2003

	Necrotrophic pathogen
	Alternaria brassicicola
	Jasmonic acid
	Lesion development observed at 48 - 72 hpi
	Transcriptomic response assayed with northern blot analysis and microarray. PDF1.2 upregulation initiated at 24 hpi and increased at 48 hpi. Hormone accumulation initiated at 12 hpi and gradually increased over time, peaking at 72 hpi. 
	de Vos et al., 2005




	Necrotrophic pathogen
	Alternaria brassicicola
	Jasmonic acid
	Lesion development observed at 48 hpi and assayed at 5 dpi
	Transcriptomic response assayed with semi-quantitative RT PCR. The response of several jasmonic acid defence marker genes was assayed and found to be upregulated at 72 hpi.
	Mukherjee et al., 2009

	Necrotrophic pathogen
	Botrytis cinerea
	Jasmonic acid
	Not assayed
	Transcriptomic response assayed with microarray. Found that the transcriptomic response initiated at 16 hpi and increased at 48 hpi.
	Ferrari et al., 2007

	Necrotrophic pathogen
	Botrytis cinerea
	Jasmonic acid
	Not assayed
	Transcriptomic response assayed with RT-qPCR. PDF1.2 expression was initially upregulated at 14 hpi before increasing at 24 hpi and remaining stably upregulated at 48 hpi.
	Birkenbihl et al., 2012




	Necrotrophic pathogen
	Botrytis cinerea
	Jasmonic acid
	Lesion development observed at 36 – 72 hpi
	Transcriptomic response initiated at 14 hpi with jasmonic acid-mediated defence signalling becoming upregulated from 22 – 48 hpi.
	Windram et al., 2012

	Necrotrophic pathogen
	Botrytis cinerea
	Jasmonic acid
	Not assayed
	Transcriptomic response assayed with RNA-sequencing. Global transcriptomic response initiated at 18 hpi and increased at 24 hpi. 
	Coolen et al., 2016

	Necrotrophic pathogen
	Botrytis cinerea
	Jasmonic acid
	Not assayed
	Transcriptomic response assayed with RT-qPCR. The expression of several defence marker genes was found to be upregulated at 16, 24, and 40 hpi
	Veillet et al., 2017




	Chewing insect
	Pieris rapae
	Jasmonic acid
	Lesion development observed at 12 hpi
	Transcriptomic response assayed with northern blot analysis. VSP2 expression was upregulated at 24 and 48 hpi. Hormone accumulation initiated at 3 hpi and gradually increased over time, peaking at 48 hpi. 
	de Vos et al., 2005

	Chewing insect
	Pieris rapae
	Jasmonic acid
	Not assayed
	Transcriptomic response of defence marker gene VSP2 was assayed with qRT-PCR. VSP2 expression peaked at 24 hpi, began declining at 28 hpi, and returned to basal levels by 48 hpi. 
	Vos et al., 2015

	Chewing insect
	Pieris rapae
	Jasmonic acid
	Not assayed
	Transcriptomic response assayed with RNA-sequencing. Global transcriptomic response initiated at 3 hpi and remained upregulated at 24 hpi. 
	Coolen et al., 2016
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