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Figure S1. Functional enrichment analysis of DEGs in VAT/SAT between OVX and sham control
mice. (A) Functional enrichment analysis of the up-regulated/down-regulated DEGs in VAT be-
tween OVX and sham controlmice. (B) Functional enrichment analysis of the up-regulated/down-
regulated DEGs in SAT between OVX and sham controlmice. KEGG, Kyoto encyclopedia of genes
and genomes; BP, Biological process; CC, Cellular component; MF, Molecular function.
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Figure S2. Common functional changes of VAT and SAT in response to OVX. (A) The common
regulated genes in both SAT and VAT by OVX. (B) Heatmap of the metabolism-associated com-
mon up-regulated DEGs in both SAT and VAT by OVX. (C) Functional enrichment analysis of the
common down-regulated DEGs in both SAT and VAT by OVX.
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Figure S3. Putative Pparg target DEGs regulated by OVX in VAT and SAT. (A) Heatmap of all
putative Pparg target DEGs regulated by OVXin SAT and VAT. (B) Functional enrichment analysis
of putative Pparg target genes selectively upregulated by OVX in SAT.
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Figure S4. Functional enrichment analysis of DEGs in VAT/SAT between ADX and sham control
mice. (A) Functional enrichment analysis of the up-regulated and down-regulated DEGs between



VAT of ADX and sham control mice. (B) Functional enrichment analysis of the up-regulated DEGs
between SAT of ADX and sham control mice. (C) Functional enrichment analysis of the down-reg-

ulated DEGs betweenSAT of ADX and sham control mice.
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Figure S5. Common functional changes of VAT and SAT in response to ADX. (A) The common
regulated genes by ADX in both SAT and VAT. (B) Functional enrichment analysis of the common
up-regulated DEGs by ADX. (C) Functional enrichment analysis of the common down-regulated
DEGs by ADX.
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Figure S6. SAT selectively expressed DEGs in ADX mice were mainly involved in immune response.
(A) Venn diagram of SAT selectivily expressed DEGs in ADX mice. (B) Functional enrichment anal-
ysis of 1054 SAT selectively expressed DEGs in ADX mice. (C) A network map indicated SAT selec-
tively expressed DEGs in ADX mice were mainly involved in inflammatory response mediated by

a variety type of immune cells.
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Figure S7. The common regulated genes in VAT/SAT by both OVX and ADX. (A) The common
regulated genes in VAT by both OVX and ADX. (B) Functional enrichment analysis of the com-
monly and consistently regulated genes in VAT by both OVX and ADX. (C) The common regulated
genes in SAT by both OVX and ADX. (D) Functional analysis of the commonly and consistently
regulated genes in SAT by both OVX and ADX. (E) Functional analysis of the DEGs up-regulated
by OVX but downregulated by ADX in SAT. (F) Functional analysis of the DEGs down-regulated
by OVX but upregulated by ADX in SAT.
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Figure S8. Distinct responses induced by OVX or ADX. (A) Venn diagram of distinct DEGs in VAT
by OVX. (B) Functional enrichment analysis of the distinct DEGs in VAT by OVX. (C) Venn diagram
of distinct DEGs in VAT by ADX. (D) Functional analysis of the distinct DEGs in VAT by ADX. (E)
Venn diagram of distinct DEGs in SAT by OVX. (F) Functional analysis of the distinct DEGs in SAT



by OVX. (G) Venn diagram of distinct DEGs in SAT by ADX. (H) Functional analysis of the distinct
DEGs in SAT by OVX.



