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FIGURE S1 Exploration of the optimal timing of Urolithin A for SACI. (A-B) Serum amylase41
and lipase levels in the sham group and in the groups with different UA treatment time points (3 h42
before SACI induction, 1 h before SACI induction, 1 h after SACI induction, 3 h after SACI43
induction, 6 h after SACI induction) (n=3). The results are presented as the mean±SD. ****p <44
0.0001 vs. sham group；&p < 0.05 vs. UA-A3 or UA-B1 group；##p < 0.01, ####p < 0.0001 vs.45
SACI group, by one-way ANOVA tests followed by Tukey tests.46

47
FIGURE S2 Untargeted metabolomics analysis. (A) PLS-DA model in the Sham, SACI, UA48
groups (n=5). (B) Validation of the PLS-DAmodel in the Sham, SACI, and UA groups (n=5).49
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FIGURE S3 Detection of primary cardiomyocytes viability using CCK-8 assay. (A) Viability of52
LPS-induced injured cells after treatment by Urolithin A at different concentrations:1, 2, 5, 10 and53
20 μg/mL for 24 h (n=3). (B) Viability of LPS-induced injured cells following treatment by54
Urolithin A (10 μg/ml) at different intervention intervals: 1, 2, 4, 6, 8 and 24 h (n=3). The results55
are presented as the mean±SD. **p < 0.01, ***p < 0.005, ****p < 0.0001 vs. control group; #p <56
0.05, ##p < 0.01 vs. LPS group, by one-way ANOVA tests followed by Tukey tests.57
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FIGURE S4 Urolithin A attenuates cardiomyocyte injury by regulating CPT1. (A) Western62
blotting and quantitative analyses of CPT1 in the sham group (sham), LPS-induced injured group63
(LPS), and LPS plus Urolithin A treatment group (LPS+UA), LPS plus etomoxir inhibitor group64
(LPS+ETO), LPS plus Urolithin A treatment and etomoxir inhibitor group (LPS+ETO+UA) (n=3).65
(B) Western blotting and quantitative analyses of Bcl-2, Bax, Cleaved-Caspase3 in each group66
(n=3). The results are presented as the mean±SD. *P < 0.05, **P < 0.01, ***P < 0.005 vs. sham67
group; #p < 0.05, ##p < 0.01 vs. LPS group, &p < 0.05, &&p < 0.01 vs. LPS+UA group, by68
one-way ANOVA tests followed by Tukey tests.69
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