Inhibition of ERAD synergizes with FTS to eradicate pancreatic cancer cells
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List of supplementary figures

Supplementary Figure S1. Combination indexes show synergistic effect between Eerl and
FTS

(A) Berenbaum combination index (CI). CI value of lower than 1 indicates synergy.

(B) Cell viability tests presented as mean + SD. Data analysis and calculation of IC50 was
performed using GraphPad Prism 8.

(C) The CI values of FTS and Eerl in 4292, PANC-1, and MIA PaCa-2 cells, indicating synergistic
effect.

Supplementary Figure S2. Original images of the Western blot presented in Figure 3A and
3C

Supplementary Figure S3. Validation of SYVNI and SEL1L CRISPR knockouts by PCR and
Sanger sequencing

(A)Map of SYVNI and SELIL and their respective sgRNAs. Half-arrows indicate the primer sets
used to for PCR amplification. Primer sequences are listed in Supplementary Table 5.

(B) PCR amplicons of wild type control and the knockouts using primer sets depicted in S3A.

(C) Sanger sequencing of SYVNI exon3 PCR products. In SYVNI KOI, one allele shows 40nt
deletion between the targeting sites of sg2 and sg3, and mutations/frameshift around sg3
targeting site in the other allele.

(D) Sanger sequencing of SELIL 1F-3R PCR product from SELIL KO1 validating a 106 nucleotide
deletion between the targeting sites of sgl and sg3.

Supplementary Figure S4. Original images of the Western blot presented in Figure 4A and
4F
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