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Supplementary Information

Summary
Figure S1-S3 and the corresponding figure legends.
Table S1: Sequences of primers for PCR, gqRT-PCR and siRNA.

Supplementary Figures and Figure legends
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Figure S1. Overexpression of p20BAP31 induces autophagy. (A) HCT116 cells were transfected with
p20BAP31 and Ad-mCherry-GFP-LC3B for 48 h. Representative images were captured by a
fluorescence microscope. (B) Quantification analysis of EGFP and mCherry fluorescent puncta (n = 10

cells. **P < 0.01, ***P < 0.001.
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Figure S2. Inhibition of ER stress attenuates p20BAP31-induced autophagy. HCT116 cells were
transfected with p20BAP31 for 24 h with or without pretreatment with 200 uM 4-PBA for 2 h. (A)
Western blot analysis was used to detect GRP78, p-PERK, PERK, ATF4 and p20BAP31-HA levels. (B)
Quantification analysis of GRP78, p-PERK and ATF4. B-actin served as the loading control. (C) Western
blot analysis was used to detect LC3, Beclin-1, p62 and p20BAP31-HA levels. (D) Quantification
analysis of LC3, Beclin-1 and p62. B-actin served as the loading control. The data are presented as the

means £ SDs of three independent experiments. **P < 0.01, ***P < (.001, ns, not significance.
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Figure S3. siPERK inhibits the activation of PERK signaling pathway induced by p20BAP31. HCT116



cells were transfected with a PERK siRNA and p20BAP31 for 48 h. (A) Western blot analysis was used
to detect p-PERK, PERK, p-elF2a, eIlF20, ATF4 and p20BAP31-HA levels. (B) Quantification analysis
of p-PERK, p-elF2a and ATF4. B-actin served as the loading control. The data are presented as the means

+ SDs of three independent experiments. **P < 0.01, ***P < 0.001.

Table S1. Sequences of primers for PCR, qRT-PCR and siRNA.

Human p20BAP31 Forward CGGAATTCATGAGTCTGCAGTGGACTGC PCR
Human p20BAP31 Reverse CGGGATCCTTAAGCGTAGTCTGGGACGTCGTATGGGT PCR
AGTCAACAGCAGCTCCCTTCT

Human LC3B Forward ACACAGCATGGTCAGCGTCT qRT-PCR
Human LC3B Reverse TTTCATCCCGAACGTCTCCT qRT-PCR
Human Beclin-1 Forward AACCTCAGCCGAAGACTGAA qRT-PCR
Human Beclin-1 Reverse GACGTTGAGCTGAGTGTCCA qRT-PCR
Human p62 Forward AGCGTCTGCGAGGGAAAG qRT-PCR
Human p62 Reverse ACCCGAAGTGTCCGTGTTT qRT-PCR
Human ATGS Forward AAGACCTTCTGCACTGTCCA qRT-PCR
Human ATGS Reverse GAGTTTCCGATTGATGGCCC qRT-PCR
Human GAPDH Forward TCGTGGAAGGACTCATGACC qRT-PCR
Human GAPDH Reverse ATGATGTTCTGGAGAGCCCC qRT-PCR
Human siPERK sense GGUUGGAGACUUUGGGUUAUU siRNA

Human siPERK antisense UAACCCAAAGUCUCCAACCUU siRNA



