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Supplementary Table 1. C. albicans strains

Strain Origin/ Parent Genotype Source
pseudonym
SC5314 blood clinical isolate: clade 1 Gillum et al. (1984) 1
IHEM16614 oropharynx clinical isolate: clade 2 Donna MacCallum
J990102 vagina clinical isolate: clade 3 MacCallum et al. (2009) 2
AM2005/0377 oral cavity clinical isolate: clade 4 Donna MacCallum
CAF2-1 CAF2-1 SC5314 ura3A::imm434/URA3 Fonzi & Irwin (1993) 3
CAl4 CAl4 CAF2-1 ura3A::imm434/Aura3A::imm434 Fonzi & Irwin (1993) 3
Ca372 CAI4+CIp10 CAl4 CAl4, RPS1-Cip10 (URA3) Murad et al. (2000) 4
RM1000 RM1000 CAl4 ura3A::imm434/Aura3A::imm434, his1A::hisG/his1A::hisG Negredo et al. (1997) °
Cab674 RM1000+CIp20 RM1000 RIM1000, RPS1-Clp20 (URA3,HIS1) Smith et al. (2004) &
BWP17 BWP17 RM1000 ura3A::imm434/Aura3A::imm434, his1A::hisG/his1A::hisG, Wilson et al. (1999) 7
arg4A::hisG/arg4A::hisG
Ca1206 BWP17+CIp30 BWP17 BWP17, RPS1-Cip30 (URA3,HIS1,ARG4) Dennison et al. (2005) 8
DAY 185 DAY 185 BWP17 BWP17, his1::hisG::HIS1 Davis et al. (2000) °®
SN148 SN148 CAF2-1 arg4Alarg4A, leu2Alleu2A, his1Alhis1A, ura3A::imm434/ura3A::imm434, Noble & Johnson (2005) 10
iro1A::imm434/iro1A::imm434
SN152 SN152 CAF2-1 arg4nlarg4A, leu2Alleu2A, his1Alhis1A, URA3/ura3A::imm434, Noble & Johnson (2005) 10
IRO1/iro1A::imm434
LR2 gpr1A CAl4 CAIl4, gpr1 ::hisG/gpr1 ::hisG-URA3-hisG Maidan et al. (2005) "'
NM6 gpa2A CAl4 CAl4, gpa2 ::hisG/gpa2 ::hisG-URA3-hisG Maidan et al. (2005) "'
NM23 gpr1A gpa2A CAl4 CAl4, gpa2A::hisG/gpa2A::hisG, gpr1A::hisG/gpr1A::hisG-URA3-hisG Maidan et al. (2005)"
CR323 cyr1A (cdc354) CAl4 CAIl4, cdc35A::hisG/cdc35A::hisG, pVEC-URA3 Rocha et al. (2001) 12
ftr1 ftr1A CAl4 CAl4, ftr1A::hisG/ftr1A::hisG Ramanan & Wang (2000) '3
tpk1A tpk1A SN152 SN152, tpk1::HIS1/ tpk1::ARG4 Cao et al. (2017) 4
tpk2A tpk2A SN152 SN152, tpk2::HIS1/ tpk2::ARG4 Cao et al. (2017) 4
ipk1A tpk2A tpk1A tpk2A SN152 SN152, tpk1::LEU2/ tpk1::FRT, tpk2::HIS1/ tpk2::ARG4 Cao et al. (2017) 4
GOA31 goalA SN148 SN148, goa1A::URA3/goa1A::ARG4 Bambach et al. (2009) 5
CA-IF003 sod1A SN152 SN152, sod1A::cmLEU2/sod1A::cdHIS1 Frohner et al. (2009) 16
CA-IF007 sod2A SN152 SN152, sod2A::cmLEU2/sod2A::cdHIS1 Frohner et al. (2009) 16
CA-IFO11 sod3A SN152 SN152, sod3A::cmLEU2/sod3A::cdHIS1 Frohner et al. (2009) 16
CA-IF070 s0d4/5/6/ SN152 SN152, sod5A::cmLEU1/sod5A::cd HIS1, sod4A::FRT/sod4A::FRT, Frohner et al. (2009) 16
SOd6A::FRT/sod6A::FRT
sef1 sef1A SN152 SN152, sef1A::cmLEU2/sef1A::cdHIS1 Noble et al. (2010) 17
sfut sfu1A SN152 SN152, sfu1A::emLEU2/sfu1A::cdHIS1 Noble et al. (2010) 7




>

1.5
o
cS
2}
D8
22 1.0
.‘CU ()
o g
23
S5 05
@
025 1 4 16
[Fe®*] (uM)
B
m 20 0
() .
2 10 p
. ®
>a 3
S % 05 =
£ 05 5
o © —_
= S
S5 025 025 g
& S
0.125
0.125
0 2 4 6
Time (h)

Supplemental Figure 1: Impact of iron on B-glucan exposure in C. albicans. (A) Dose-
dependent B-glucan masking. Wild type C. albicans cells (SC5314: Supplementary Table 1) were
exposed to different concentrations of FeCl; 5 h, fixed and their levels of B-glucan exposure
quantified by Fc-dectin-1 staining and cytometry, as described in Fig. 6. (B) C. albicans SC5314 cells
were grown under iron limiting conditions, and then transferred to iron replete conditions (Methods).
At various times thereafter, their growth (ODgg,; White squares) and levels of B-glucan exposure were
quantified as described above (blue squares). Means and standard deviations from three
independent replicate experiments are shown.
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Supplemental Figure 2: Exogenous db-cAMP suppresses the hypoxia-induced masking
defect of goa7A cells, but not the iron limitation-induced masking defect of ftr1A cells. The
same batch of db-cAMP was used in these parallel experiments. These new hypoxia data
recapitulated our earlier observation that db-cAMP suppresses the defect in hypoxia-induced [3-
glucan masking defect of C. albicans goa1A cells 8. See Supplemental Table 1 for strain details.
Means and standard deviations from three independent replicate experiments are shown, and the
data were analysed using ANOVA with Tukey’s multiple comparison test: *, p < 0.05; **, p < 0.01; ***,
p < 0.001. Source data are provided as a Source Data file.
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Supplemental Figure 3: Fluorescence microscopy of Calcofluor White-stained C. albicans cells
following iron limitation-induced masking. C. albicans cells were cultured under iron replete or
limiting conditions (Methods), fixed, and their chitin stained with Calcofluor White (10 ug mL~"). These
stained cells were subjected to fluorescence microscopy (scale bars 5 um): WT, wild type, SC5314;
tok1A tpk24; ftr1A (Supplementary Table 1).
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Supplemental Figure 4: Gating strategy for cytometry experiments. C. albicans populations were
simply gated on the basis of the scatter plot (FSC/SSC), and the gated population analyzed for AF488
or CFW fluorescence intensity. The axes shown in this figure are the same as for all figures in the
paper, and these axes remained unchanged throughout.
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