all genes - PCA
T

100

ol |

(20.7%)

1| Dim2

. 100
Dim1 (43%)

O

‘IIH II\IW H\i IJ‘ ‘

—log;o FDR

i

86 4 2

0 2 4 6 8
log, fold change
E Up GO enrichment P top ch _— i . ' Down GO enrichment P top
— mitochondrial respiratory chain com ]
adaptive immune response ) S %ﬁ
inflammatory response ° Igput.number oxidation-reduction Procese) .I chrec}?d P.Value
DNA replication ° electron transport chain A 42_11
cell cycle (7 tricarboxylic acid cycle: ° B 2611
immune system process ® @150 . . fatty acid metabolic pr S ®; ¥ 0e+00
positive regulation of cell migration e @175 mitochondrial gegtron Iransport I\P B(ﬁ? .I | f b
cell d|v15|on ®; Corrected.P.Value ion tr nsport PS nput.number
positive regulation of |nterferon—%% |on 5 gg: transmembrane transport Py i ‘
emoaxis| - muscle contraction Ll
integrin-mediated signaling pathway '; s 5 d 8 2-oxoglutarate metabolic process] «
S & & S ) $ S S
o & > § & & & S
N ) N X B S >
-log10 Pvalue Hlog10 Pvalue

Fig S1. Transcriptome analysis of differentially expressed genes of cardiac tissues
in myocardial ischemia reperfusion injury.

(A) The TTC staining result for the model and health heart tissues.

(B) PCA base on FPKM value of all detected genes. The ellipse for each group is the
confidence ellipse.

(C) Volcano plot showing all differentially expressed genes (DEGs) between Model
and Health

samples.

(D) Hierarchical clustering heatmap showing the expression pattern of all DEGs.

(E) The Scatter plot exhibiting the most enriched GO biological process results of the
upregulated DEGs.

(F) The Scatter plot exhibiting the most enriched GO biological process results of the
downregulated DEGs



Fig S2. Protein-protein interaction mapping of the 493 RBPs.
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Fig S3. Co-expressing analysis of all RBPs and regulated alternative splicing
events.

(A) The network plot showing all RBPs co-expressing RASG. The enriched GO
pathways for RASGs were shown in the right panel.

(B) Scatter plot exhibiting the most enriched GO biological process results of the
co-expressed RASGs.

(C) Scatter plot exhibiting the most enriched KEGG pathway results of the
co-expressed RASEs.



