Supplemental Material
Figure S1. PPRV triggers autophagy at the early stage of infection. EECs were mock-infected or infected with PPRV (MOI = 3) for 0.5, 1, 1.5, or 2 h. At the end of the infection period, the LC3 and ACTB (loading control) expression levels were analyzed by immunoblotting with specific antibodies. The LC3-II levels relative to the ACTB levels were determined by densitometry. The data represent the mean ± SD of three independent experiments. Two-way ANOVA; *P < 0.05; **P < 0.01; ***P < 0.001; #P > 0.05.

Figure S2. The silencing efficiency and the viral titers in si-ATG5- and si-GOPC-treated EECs. (A) EECs were treated with specific siRNAs targeting ATG5 or GOPC. After 48 h, the expression of the respective proteins was assessed by immunoblotting. The target protein levels relative to the ACTB levels were determined by densitometry. (B) EECs were treated with si-control, si-ATG5 or si-GOPC and infected with PPRV (MOI = 3) for 12 h. The viral titers were measured using the TCID50 method. The data represent the mean ± SD of three independent experiments. Two-way ANOVA; *P < 0.05; ***P < 0.001; #P > 0.05.

Figure S3. INS cannot regulate PPRV replication. (A) EECs were pre-treated with INS (1 μM) for 6 h prior to viral infection. Then, the cells were infected with PPRV (MOI = 3) for 12 h. Cell samples were analyzed by immunoblotting with anti-PPRV-N and anti-ACTB (loading control) antibodies. The PPRV-N levels relative to the ACTB levels were determined by densitometry. (B) The viral titers were measured using the TCID50 method. The data represent the mean ± SD of three independent experiments. Two-way ANOVA; #P > 0.05.

Figure S4. HSP90AA1 and HMOX1 expression during PPRV infection and the silencing efficiency of si-IRGM and si-HSPA1A. (A) EECs were mock-infected or infected with PPRV (MOI = 3) for 12 h. At the end of the infection, the HSP90AA1, HMOX1 and ACTB (loading control) expression levels were analyzed by immunoblotting with specific antibodies. The target protein levels relative to the ACTB levels were determined by densitometry. (B) EECs were treated with specific siRNAs targeting IRGM or HSPA1A. After 48 h, the expression of the respective proteins was assessed by immunoblotting. The target protein levels relative to the ACTB levels were determined by densitometry. The data represent the mean ± SD of three independent experiments. Two-way ANOVA; ***P < 0.001; #P > 0.05.

Figure S5. GST-HSPA1A and His-NECTIN4 expression and purification. (A) Expression and purification of the GST-HSPA1A protein. (B) Expression and purification of the His-NECTIN4 protein.

Figure S6. IRGM did not interact with HSPA1A in mock- or PPRV-infected EECs at 12 hpi. EECs were transfected with pCDNA3.1-HSPA1A-Flag for 48 h and then infected with PPRV (MOI = 3) for 12 h. Cell lysates from the transfected cells were immunoprecipitated with an antibody against Flag and then subjected to immunoblotting.
[bookmark: _GoBack]
