Supplementary Figure:
Figure S1. Southern blot analysis of C. glabrata yap1, skn7 and yap1skn7, sod1 and yap1sod1 deletion strains. Both CgSKN7 and CgYAP1 were replaced by ScURA3. CgSKN7 and was replaced by ScHIS3 in the C. glabrata double mutant yap1skn7, and  CgSOD1 was replaced by ScHIS3 in sod1 and yap1sod1.  Chromosomal restriction enzyme locations are indicated. Chromosomal DNA derived from C. glabrata skn7 digested with MfeI and C. glabrata yap1 digested with BstXI resulted in longer fragments. Digestion of chromosomal DNA from the C. glabrata Cgyap1skn7 double mutant strain with MscI led to shorter fragments, since CgSKN7 contains no MscI site. Digestion of sod1 and yap1sod1 chromosomal DNA with KpnI also led to shorter fragments.

Materials and Methods:
Yeast strains and Plasmids: Yeast strains used in this study are listed in Table 1. Gradient plates were prepared as described first in [1]. Susceptibility of C. glabrata strains to menadione was determined by zone inhibition assay, on YPD plates with 0.05ml 1M Menadione. 
Oligonucleotides used in this study are listed in Table S1. C. glabrata strains ARCgskn7 ARCgyap1, ARCgsod1, ARCgyap1skn7and ARCgyap1sod1were obtained by replacing the respective open reading frames with the S. cerevisiae genes URA3 or HIS3 generated by genomic integration of knock out cassettes synthesized using fusion PCR according to Noble [2] from the plasmids pRS316 and pRS313 [3] with the oligonucleotides SKN7-1 to 6, YAP1-1 to 6, and SOD1-1 to 6. Correct genomic integration was verified by genomic PCR followed by Southern analysis.

Plasmids used in this study are listed in Table 2. To generate pGEM-ACT-CgYAP1, 1200 basepairs of the promoter were inserted as a SphI/NotI PCR product obtained with primers ProNatYap1-5 and ProNatYap1-3 into the plasmid pGEM-ACT 
 ADDIN EN.CITE 
[4]
. The coding sequence for CgYAP1 was amplified from genomic DNA using primers CgYap5/CgYap3, cut and inserted as a NotI/NsiI fragment into pGEM-ACT-ProYAP1 and pGEM-ACT-ProADH1. To generate pGEM-ACT-CgSKN7, CgSKN7 was amplified using primers SKN7-5sac/Skn7-3nco and inserted into NcoI and SacII cut pGEM-ACT-CgADH1-MSN2-CFP 
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[5]
. 1200 base pairs of the promoter were inserted as SphI/SacII PCR (using primers ProNatSkn7-5/ProNatSkn7-3) fragment into pGEM-ACT-CgADH1-SKN7-CFP. CFP was removed by cutting with NcoI and NsiI. To generate pGEM-ACT-CgYAP1CgSKN7, the CgSKN7 gene including its promoter, was amplified using the primers Skn7-5Nsi/Skn7-3Nsi, and inserted into the plasmid pGEM-ACT-CgYAP1.  HA-tags were amplified through PCR using the primers Skn7_HA6-5/Skn7_HA6-3 and Yap1_HA6-5/Yap1_HA6-3. For YAP1-HA, the product was cut with NotI, for SKN7-HA the product was cut with NcoI. The proper insertion was tested via western blotting using an anti-HA antibody. All cloned PCR fragments used in this study were controlled by sequencing. 
Northern and Southern blot analysis: RNA extraction and separation followed essentially the described protocol (Current Protocols In Molecular Biology; Wiley). Northern and Southern blots were performed as described elsewhere 
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[5]
. Genomic DNA was isolated by Phenol-Chloroform-Isoamyl alcohol (PCI) extraction. Digestion of 10µg genomic DNA was done over-night with MfeI and MscI for CgSKN7, BstXI for CgYAP1 and KpnI for CgSOD1 (5U/µg DNA).  Probes for Northern (see supplemental Table S1) and Southern analysis (SKN7-1/ SKN7-3, YAP1-1/YAP1-3, and SOD1-4/SOD1-6) were amplified by PCR from genomic DNA.

Microarray analysis: Cells were grown for 4 generations in YPD at 30°C to OD600 of 1 before Menadione or H2O2 was added. After 20 minutes cells were harvested, washed in ice-cold water and immediately frozen. RNA was isolated by the hot phenol method. 20 µg of total RNA was used for direct labelling cDNA synthesis with either Cy3-dCTP or Cy5-dCTP. Labelled cDNAs were purified with GFX columns (GE Healthcare). Hybridization to microarrays (69- or 70-mer oligonucleotides of 5908 ORFs) was done with colour inversion in 60 µl DigEasyHyb solution (Roche, Mannheim, Germany) overnight at 37°C. After hybridization, microarrays were washed three times in 1 x SSC, and 0.1 % SDS at 50°C for 10 min, followed by 1 min in 1 x SSC und 0.1 x SSC at room temperature and 5 min 500 rpm spin to dryness. Microarrays were analyzed on an Axon 4000B scanner (Invitrogen, Molecular Devices) with GenePixPro 4.1.
Analysis of microarray data: The raw dataset of this study has been deposited at array express (http://www.ebi.ac.uk/arrayexpress/ ; accession number: E-MEXP-2915). Values of not found features were excluded from further analysis. Mean ratios were calculated for features with 4 data points and their quality was approximated by their coefficient of variation (CV) values. Genes assigned as dubious ORFs by the Genolevures consortium analysis were removed from analysis. The filtered median-of-ratio values were normalized. Cluster analysis [6] was performed with cluster3 [7] and TreeView, (http://sourceforge.net/projects/jtreeview/).Values of genes associated with the most significant terms were visualized by Cluster analysis. The cluster results were confirmed by K-means clustering. P-values of overlapping genes sets were calculated by hypergeometric distribution. Of the 5063 gene features spotted in duplicate on our arrays 4166 gave useful data. Systematic C. glabrata IDs were used from the Genolevures resource (5215 ORFs) and linked to systematic names of S. cerevisiae. Normalized values with canonical gene names are available in plain text format as supplementary data as well as TreeView files corresponding to the figures.

Microscopy: CFP was visualized in live cells without fixation as described previously 
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[8]
. All cells were monitored using a Zeiss Axioplan 2 fluorescence microscope. Images were captured with a Spot Pursuit (Sony) CCD camera using Spotbasic software. 

Macrophage cell culture: Primary bone marrow derived macrophages (BMDMs) were obtained from the femur bone marrow of 6 – 10 weeks old C57Bl/6 mice. Cells were cultivated in DMEM supplemented with 10% FCS in the presence of L cell-derived CSF-1 as described [9]. Mice were housed under specific pathogen-free conditions. For infection assays, BMDMs were seeded at 5 x 105 cells per dish in 3,5-cm dishes containing medium without antibiotics. C. glabrata macrophage infection assays were done as described previously [10].

Chromatin immunoprecipitation assay: ChIP was performed essentially as described previously 
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[11-12]
. Briefly, 50 ml of C. glabrata culture (OD ~ 0.4) were treated with 0.4mM hydrogen peroxide for times indicated, followed by crosslinking with 1% formaldehyde for 10 minutes. Cell extracts were sonicated to reach a fragment resolution of approximately 500bp. For immunoprecipitation, a commercial Anti-HA monoclonal antibody (12CA5) was used. Precipitated DNA was analyzed by quantitative Real Time PCR (Eppendorf Mastercycler) with the following primer pairs: TRR2 (-639/-511) for CgTRR2 (CAGL0I01166g) and GPX2 (-787/-617) for CgGPX2 (CAGL0C01705g). As a negative control a centromeric region of Chromosome B was used (fwdCGGAACTCATAACCAATAGCTCG/rev GAATTCGTTGGGAAGTATATTCC).

In silico promoter analysis: a 2000 basepair-fragment upstream of the start-codon of each gene of the three selected expression groups was analyzed for the presence and distribution of putative Yap1 and Skn7 binding sites. Canonical binding site motifs as described in yeastract were downloaded. To allow for species-specific variations of this motif in C. glabrata, additional, near-canonical sites were derived by allowing a single nucleotide change in any given position. These motifs were then searched by a pattern-matching approach. Differences between the groups in terms of motif abundance, distribution, and Skn7-Yap1 motif distance were examined.
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Supplemental Table S1. Primers used in this study.
	Name
	Sequence

	Skn5
	GAGTCCGCGGATGGACTACGAAGTTAATGC

	Skn3
	GCTACCATGGTGCCGCCCGTATGTTGCTTCTTAAATG

	Yap3
	GACGATGCATTTATTAAGACATGTGCTTATTTAAAGCA

	Yap5
	ACTAGGCGGCCGCCCAGGAATGGCTGAGGTGGATAACGG

	ACT1-5
	ATGTGTAAGGCCGGTTTC

	ACT1-3
	AGGAAGATTGAGCAGCGG

	CTA1-5
	ATGTCCGCTAATCCAACT

	CTA1-3
	GCTTCATCATTGGTCAAG

	GPX2-5
	CAATGGCTGCTAAGAGT

	GPX2-3
	CAGAATCGATGTCATTA

	TSA1-5
	ATGGTCGCTCAAGTTCAA

	TSA1-3
	CGTTCTTGAAGTACTCCT

	TRR2-5
	GAATCACAAGAAGGTTGT

	TRR2-3
	CGTTCTTGATTCTCAAGT

	HSP31-5
	TGGCTGCTAAGAAGGTTC

	HSP31-3
	AGCAGCAACAACACCGCC

	HSP78-5
	ATGTTAAGCAGGGTATGT

	HSP78-3
	TACTTCGCACCAGCGATC

	SOD1-5
	GTTGCTGTTTTGAGAGGA

	SOD1-3
	TTGGTTAGGCCGATGACA

	SOD2-5
	ATGTTGTCTACGTCTAGG

	SOD2-3
	TTGGATGTTTCGTACCTC

	ProNat_Skn7-5
	AGATGCATGCAATATACCGTCAATTCATCC

	ProNat_Skn7-3
	CTCACCGCGGATTAGTTTTATAGCGTTTAT

	ProNat_Yap1-5
	GGACTTAGCTGCGGCCGCCTTTTACTTCCTAGTTCTTGTCTCTGTCC

	ProNat_Yap1-3
	TGCTGGACTAGCATGCCTGTATATTGTCTTTACCAATATATATAA

	Seq_Skn7_PRO
	GATAAGTATACTTTCAA

	Seq_Skn7_ORF
	TGCAACATCAATTGTAA

	Seq_Yap1_PRO
	TATGCAACAGTAACTAC

	Seq_Yap1_ORF
	GATGACAACGATCAAGA

	Skn7-1
	TGGCTATCTGTCATTCAATT

	SKN7-3
	CACGGCGCGCCTAGCAGCGGATTAGTTTTATAGCGTTTAT

	SKN7-4
	GTCAGCGGCCGCATCCCTGCTTTTGCATCTCTAACTAGTA

	SKN7-6
	AATGGAGGAAGTAGTAGTGA

	Skn7-Ctrl5
	GGCCCTCAGGTGCTT

	Skn7-Ctrl3
	ATGTAATTGTGATCG

	HIS3-5ctrl
	GTAGCAGAACAGGCC

	HIS3-3ctrl
	TGGCAACCGCAAGAG

	URA3-5ctrl
	TGCTGGCCGCATCTTCT

	URA3-3ctrl
	TAGTCCTGTTGCTGCCA

	YAP1-1
	GGCACAGAACATAGCGGAGT

	YAP1-3
	CACGGCGCGCCTAGCAGCGGTACTTCCTAGTTCTTGTCTC

	YAP1-4
	GTCAGCGGCCGCATCCCTGCTCACCTGTCTATATTATCTC

	YAP1-6
	GCGTGAATTATTGGGATCAG

	YAP1-Ctrl5
	GTGTTGGTCTTTCTCCGGTT

	YAP1-Ctrl3
	CAACTCATAGATCACAACAT

	SOD1-1
	CCATACACTACAGCGAGTTT

	SOD1-3
	CACGGCGCGCCTAGCAGCGGTTTCTATTGTAGTAGTCTTT

	SOD1-4
	GTCAGCGGCCGCATCCCTGCCTACCACCAGCTGCCAGCGC

	SOD1-6
	GAGTATCGGAGCTTATGTGC

	Sod1_ctrl5
	GTGATGTGAGGGCTGTGTCT

	Sod1_ctrl3
	AACCCATACACTACAGCGAG

	Skn7-3nsi
	CGCTAATGCATTTATTACGTATGTTGCTTCTTAAATG

	Skn7-5nsi
	GAGATATGCATAATATACCGTCAATTCATCC

	Skn7_HA6_5
	CCTGCCATGGGTGTACCTACTAGATAC

	Skn7_HA6_3
	CAGGCCATGGTCATCACGACGTTGTAAA

	Yap1_HA6_5
	ACCTGGCGGCCGCATGTACCTACTAGATAC

	Yap1_HA6_3
	TCAGGGCGGCCGCCCGACGTTGTAAAACG

	GPX2R5fwd
	AGCACTTGCGAGATGAGACTCC

	GPX2R5rev
	GGAGTTAATAAAGCAGCCTCCG

	TRR2R3fwd
	TGTAACTTTGCACTTTGCACCC

	TRR2R3rev
	CGAAAGATTGAAGTTCTCTTCG

	cgCEN0Bfwd
	GGAACTCATAACCAATAGCTCG

	cgCEN0Brev
	GGAATATACTTCCCAACGAATTC


