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Table S1 Single Guide RNAs (sgRNAs) targeting porcine BNIP3, STAT1, STAT3, STAT5, and STAT6.
	Name
	Primers

	BNIP3-F1
	CACCGTCTATTTATAACGGCGACA

	BNIP3-R1
	AAACTGTCGCCGTTATAAATAGAC

	BNIP3-F2
	CACCCTCCGTCCAGATTCGTGCT

	BNIP3-R2
	AAACAGCACGAATCTGGACGGAG

	STAT1-F1
	CACCGTGCTGAAGCTCATACCACT

	STAT1-R1
	AAACAGTGGTATGAGCTTCAGCAC

	STAT1-F2
	CACCCTGCTGAAGCTCATACCAC

	STAT1-R2
	AAACGTGGTATGAGCTTCAGCAG

	STAT3-F1
	CACCGTACAGCGACAGCTTCCCGA

	STAT3-R1
	AAACTCGGGAAGCTGTCGCTGTAC

	STAT3-F2
	CACCGAAACTGCCGGAGCTCCATC

	STAT3-R2
	AAACGATGGAGCTCCGGCAGTTTC

	STAT5-F1
	CACCGCTGAGTCGCTAAAGCGCAGC

	STAT5-R1
	AAACGCTGCGCTTTAGCGACTCAGC

	STAT5-F2
	CACCGTTTAGCGACTCAGAAATCGG

	STAT5-R2
	AAACCCGATTTCTGAGTCGCTAAAC

	STAT6-F1
	CACCGCATCTCCTGGGCGACTGGC

	STAT6-R1
	AAACGCCAGTCGCCCAGGAGATGC

	STAT6-F2
	CACCGTGCGGCATCTCCTGGGCGAC

	STAT6-R2
	AAACGTCGCCCAGGAGATGCCGCAC

	NC-F
	CACCGTAATACGACTCACTATAGG

	NC-R
	AAACCCTATAGTGAGTCGTATTA






Table S2 Primers of BNIP3, STAT1, STAT3, STAT5, and STAT6 for RT-qPCR.
	Name
	Primers

	BNIP3-F
	TCTGAGACAGACGCACACAGT

	BNIP3-R
	GTCCCAGATCCAGTCCGAGT

	STAT1-F
	CGGTCTTATTCCCTGGACGA

	STAT1-R
	CTGATAAAGCCCACAATACACC

	STAT3-F
	GATTGCTGGTCAAATTCCCT

	STAT3-R
	TGCCCAGGATGTTAAATTTCCG

	STAT5-F
	ATGCTTGCCTTTTCCGTCCCA

	STAT5-R
	TTGCAGATACATCCGGGCTCT

	STAT6-F
	AAACCTCTACCCCAAGAAACCC

	STAT6-R
	AGGCTGGTCCCTTTCCACA
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[bookmark: OLE_LINK2]Figure S1. PRV infection-induced apoptosis via caspase-3. (A) PK15 B6 cells were infected with PRV XJ5 and Ra (0.1 MOI) for 6, 12, and 24 h. The cells were collected for Annexin V-FITC/propidium iodide (PI) staining and flow cytometry analysis. The same cells had the same mock. (B and C) PK15 B6 cells were inoculated with PRV XJ5 and Ra (0.1 MOI) for 2, 4, 8, 12, 18, and 24 h to examine apoptotic genes caspase-3, Bax, and Cytochrome C using Western blot, while relative intensity was analyzed using Image J. (D and E) PK15 B6 cells were infected with PRV XJ5 and Ra (0.1 MOI) for 24 h to determine the enzyme activity of caspase-3 via caspase-3 activity assay. The values represent the mean±SD from three independent experiments. (* represents P < 0.05, ** represents P < 0.01, *** represents P < 0.001).
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[bookmark: OLE_LINK3]Figure S2. BNIP3 induced apoptosis via caspase-3. (A and B) PK15 B6 cells infected with PRV XJ5 or Ra for 2, 4, 8, 12, 18, and 24 h, then collected cells to determine BNIP3 levels using Western blot analysis. (C-F) PK15 B6 cells overexpressed BNIP3 for 24 h and were infected with PRV XJ5 or Ra for 24 h. (C and E) Western blot was used to evaluate BNIP3, caspase-3, PRV-UL42, and β-actin protein levels. (D and F) Caspase-3 enzyme activity was detected using a caspase-3 activity assay. The values represent the mean ±SD from three independent experiments. (* represents P < 0.05, ** represents P < 0.01, *** represents P < 0.001).
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Figure S3. The effect of PRV infection on the JAK/STAT pathway. (A snd B) PK15 B6 cells were infected with PRV XJ5 or Ra (0.1 MOI) for 2, 4, 8, 12, 18, and 24 h. We collected cells to analyze the protein levels of JAK1, STAT1/3/5/6, phospho-STAT1/3/5/5 by Western blot.
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[bookmark: OLE_LINK13]Figure S4. EGCG perturbed apoptosis induced by PRV depending on JAK1/STAT5 or STAT6 pathway. PK15 B6 cells were pretreated with EGCG (50 μM) for 1 h before being infected with PEV XJ5 or Ra (50 μM) for 24 h. (A) Apoptosis was analyzed using flow cytometry. (B and C) Caspase-3 enzyme activity was monitored using a caspase-3 activity assay. (D and E) PK15 cells were pretreated with EGCG (50 μM) for 1 h before being infected with PEV XJ5 or Ra (50 μM) for 24 h. STAT1/3/5/6, phospho-STAT1/3/5/6, BNIP3, caspase-3 and PRV UL42 levels were monitored by Western blot. The values represent the mean ±SD from three independent experiments. (* represents P < 0.05, ** represents P < 0.01, *** represents P < 0.001).
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