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Supplementary Table 1. Primers used for RT-gPCR.

Human Gene| Forward Primer (5’ to 3’) | Reverse Primer (5’ to 3’)
ERK1 GCAGGACCTGATGGAGACT|CCAGAATGCAGCCCACA
GAC GAC
GCGCTACACCAACCTCTCG |CACGGTGCAGAACGTTA
ERK2
T GCTG
GAPDH GAAGGTGAAGGTCGGAGT | GAAGATGGTGATGGG
C ATTTC
ICAM-1 ACGCTGAGCTCCTCTGCT | GGGCAGGATGACTTTT
ACTC GAGG
INK1 TCTGGTATGATCCTTCTGA | TCCTCCAAGTCCATAA
AGCA CTTCCTT
INK2 GAAACTAAGCCGTCCTTT | TCCAGCTCCATGTGAA
TCAGA TAACCT
MCP-1 CATTGTGGCCAAGGAGAT | CTTCGGAGTTTGGGTT
CTG TGCTT
GTGGTACAGGGCTCCTGAG| TATGCATCCCACTGACC
p38a
A AAA
PI3K TCTGATGGATATTCCCGA | CTCACCCACTGGAAGT
Y AAGCC TTTTGAT
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Supplementary Figure 1. ST2 receptor is expressed by both THP-1
macrophages and HMDM

ELISA were carried out on different concentrations of standards and cell
lysates (100 ul from 2 x 10® THP-1 macrophages and 6 x 106 HMDM) using
Human ST2/IL-33 R DuoSet ELISA (R & D Systems). The standard curves from
representative experiments used to determine the expression of the ST2
receptor are shown. The values for ST2 levels from three independent
experiments were 77.6 + 3.2 pg/ml for THP-1 macrophages and 39.8 + 1.0
pg/ml for HMDM.
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Supplementary Figure 2. The IL-33-mediated suppression of ICAM-1
expression is attenuated by polyclonal antibody to the ST2 receptor

THP-1 macrophages (A) or HMDM (B) were pre-treated for 1 h with 10
ug/ml human ST2/IL-33 R antibody (AF523; R & D Systems) or isotype control
antibody (ab97221; Abcam) followed by 12 h in the presence of vehicle (-) or
25 ng/ml IL-33 (+). The expression of ICAM-1 was determined by RT-gPCR
and normalized to GAPDH. In each case, the expression of ICAM-1 in cells
treated with vehicle has been arbitrarily assigned as 1. Data represents mean
+ SEM from 4-6 (A) or 7-10 (B) independent experiments. Statistical analysis
was carried out using an unpaired Student’s t-test (*p<0.05).
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Supplementary Figure 3. Specificity of knockdown assays

RNA and proteins from studies shown in Figure 4 were used. Expression
of MRNA for ERK1 (A) or ERK2 (B) was analyzed by RT-qPCR. Data
represents mean + SEM from three to six independent experiments. The
expression of ERK1 (C) and ERK2 (D) protein levels were normalized to B-actin
from three to four independent experiments. The values from control samples
[Scr or Neg in the presence of vehicle (-) or IL-33 (+)] were arbitrarily assigned
as 1. Statistical analysis was carried out using an unpaired Student’s t-test
(none of the changes in expression were significant).
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Supplementary Figure 4. Full length Western blots corresponding to Fig.
2B
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Supplementary Figure 5. Full length Western blots corresponding to Fig.
3C
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Supplementary Figure 6. Full length Western blots corresponding to Fig.
4C



Neg ERK2

siRNA siRNA
-+ -+

B-actin

Supplementary Figure 7. Full length Western blots corresponding to Fig.
4D
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Supplementary Figure 8. Full length Western blots corresponding to Fig.
5C
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Supplementary Figure 9. Full length Western blots corresponding to Fig.
5D
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