Supplemental figure legends

Figure S1. HDAC10 expression was increased in THP1 cells and BMDMs
exposed to allergen, related to Figure 1

(A) THPI cells were stimulated with HDM (100 pg/ml) for 24 h and representative
immunofluorescence (IF) staining of HDACI10 is shown. Images were captured at
%400 magnification.

(B, C) Western blotting analysis of HDACI10 in allergen-induced THP1 cells for
different doses or times. Quantification was done by using Image J software.

(D) BMDMs were stimulated with HDM (100 pg/ml) for 24 h and representative IF
staining of HDAC10 is shown. Images were captured at X400 magnification.

(E, F) Western blotting analysis of HDACI10 in allergen-induced BMDMs for
different doses or times. Quantification was done by using Image J software.

Data are shown as means + SEM. “P < 0.05, *P < 0.01, and ™ P < 0.001 versus
Control (unless otherwise noted) by one-way ANOVA, followed by Tukey’s multiple
comparisons test. Data are representative of three independent experiments with
similar results (A-C and D-F).

Figure S2. Hdacl0 deficiency repressed inflammatory cytokine production after
allergen induction, related to Figure 2

(A-D) qRT-PCR and ELISA analysis were conducted for inflammatory cytokines in
the lung homogenate from Hdacl(™" and Hdacl(0"'-LysMCre mice after allergen
exposure.

(E, F) ELISA analysis was conducted for inflammatory cytokines in the
bronchoalveolar lavage fluid (BALF) from Hdacl("" and Hdacl0"-LysMCre mice
after allergen induction.

(G, H) BMDMs were isolated from Hdacl("" and Hdacl0"'-LysMCre mice and
stimulated in vitro with HDM for 24 h. Inflammatory cytokines were assessed by
qRT-PCR analysis.
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Data are shown as means £ SEM. P < 0.01 and *"P < 0.001 versus Control (unless

otherwise noted) by one way ANOVA, followed by Tukey’s multiple comparisons test.



Data are from three independent experiments.
Figure S3. Hdacl0 deficiency attenuated the macrophage M2 program, related to
Figure 3

(A, B) Clodronate liposomes were intratracheally administered to deplete
macrophages in the lungs of WT mice as described in Methods. Representative IF
staining of F4/80 in the lung sections of mice after depletion of macrophages is shown.
Images were captured at x200 magnification and quantification was done by using
Image J software.
(C-J) The details of adoptive transfer studies as described in Methods. Macrophage
M2 marker levels (4rgl and Yml), HE staining, inflammatory cytokines in the lung
tissue were increased in allergen-challenged WT mice with depletion of macrophages
compared with controls after transfer of Hdacl(0/ BMDMs. On the contrary, the
Macrophage M2 marker levels were decreased in allergen-challenged WT mice with
depletion of macrophages compared with controls after transfer of
Hdacl10""-LysMCre BMDMs.
Data are shown as means + SEM. “P < 0.05, P < 0.01, ™™P < 0.001, and ™" P <
0.0001 versus Control (unless otherwise noted) by two-tailed unpaired Student’s t test
or one-way ANOVA, followed by Tukey’s multiple comparisons test. Data are
representative of three independent experiments with similar results (A and E) or are
from three independent experiments (C-D, and G-I).
Figure S4. Supplementary information for Figure 4, 6, and 8.
(A-D) Quantification of Western blotting was done by using Image J software.
Related to Figure 4G.
(E) Schematic overview of experimental design for PI3K/Akt activator 1,3-DA for

asthmatic mouse. Related to Figure 4.
(F-H) Quantification of Western blotting was done by using Image J software.
Related to Figure 6B.
(I) Analysis of interaction forces between compound Salvianolic acid B (SAB) and

HDACI10. Related to Figure 8.



(J) Binding pattern analysis of compound SAB and HDACI10. Related to Figure 8.
(K) BMDMs were isolated from WT mice and treated with HDM (100 pg/ml) or
HDM (100 pg/ml) plus SAB (20 puM) for 24 h. The expression of HDACs
(HDACI-11) in BMDMs were analyzed using qRT-PCR. Related to Figure 8.

(L) Quantification of Western blotting was done by using Image J software. Related
to Figure 8F.

Figure SS. Graphical Abstract

Proposed working model of the function of HDACI10 instructs macrophage M2

program via deacetylation of STAT3 and promotes allergic airway inflammation.
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Fig. S4
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