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Supplementary Table 1 

Primers used in this study 

Primer 
number 

Primer name Template sequence Resulting plasmids 

#165 IRES-puro Fw pIRES-puro3 
(Clontech) 

ttgttagacaGGATCCaatGAATTCACGCGTGCTAGCatagataact
gatccagtgtg 

FUIPW 

#166 IRES-puro Rv gcttgatatcGAATTatccctctacaaatgtggtatgg FUIPW 
#349 IRES-GFP Fw 

pMIG1 
ttgttagacaGGATCCaatGAATTCttagatctctcgaggttaacgaattcc FUIGW 

#347 IRES-GFP Rv gcttgatatcGAATTttacttgtacagctcgtcca FUIGW 
#1089 SPP Fw pcDNA3.1 

SPP-HAer2 
aGGATCCaatGAATTCaccATGGACTCGGCCCTCAGCG FUIPW SPP-HAer 

#1090 HAer Rv TAGCACGCGTgaattcCTATTTCTCTTTCTTGATGG FUIPW SPP-HAer 

#1439 FLAG Fw 

 

ttgttagacaGGATCCaccATGGACTACAAAGACGATGA 

FUIGW FLAG-EHcV core 
FUIGW FLAG-JEV core 
FUIGW FLAG-HCV core 
FUIGW FLAG-core-HA 
FUIGW FLAG-core-E1 

#951 EHcV core Rv 
pcDNA3.1 EHcV 

core3 
aGAATTCattGGATCCCTAGACCTCACCAAAAGATACGGC FUIGW FLAG-EHcV core 

#1381 JEV core Rv 
pCAG/FLAG-JE

C 4 
aGAATTCattGGATCCCTAtCTTTTGTTTTGCTTTCTGCC FUIGW FLAG-JEV core 

#1516 HCV core Rv 
pcDNA3.1 

FLAG-core-HA2 
aGAATTCattGGATCCttaagcggaagctgggatgg FUIGW FLAG-HCV core 

#1440 HA Rv 
pcDNA3.1 

FLAG-core-HA2 
cGAATTCattGGATCCTTAGATGGCGTAGTCTGGGA FUIGW FLAG-core-HA 

#1578 E1 Rv 
pcDNA3.1 

FLAG-core-E1-HA2 
aGAATTCattGGATCCttaCCCGTCAACGCCGGCAA FUIGW FLAG-core-E1 

#1621 TRC8 Fw 

cDNA of Huh7 

ttgttagacaGGATCCaccatggcggccgtggggccccc 
FUIPW TRC8-HA 

FUIPW TRC8mut-HA 

#1624 TRC8-HA Rv 
TGAATTCattggatccttaGATGGCGTAGTCTGGGACGTCGT
ATGGGTATCgaattctgtcagtatcatcattaaattcttca 

FUIPW TRC8-HA 
FUIPW TRC8mut-HA 

#1622 TRC8mut Rv ataggcgattgcaGCtacatcatttatttcttgta FUIPW TRC8mut-HA 
#1623 TRC8mut Fw tgtaGCtgcaatcgcctatcatgagtttacaacat FUIPW TRC8mut-HA 
#1106 Core Fw OSF pcDNA3.1 

FLAG-core-HA2 
CGATGACAAGgaattcagcacaaatcctaaacccca pCAGGS OSF-core 

#1107 Core Rv  CGATGAGCTCGAATTCttaagcggaagctgggatgg pCAGGS OSF-core 
#1110 OSF Fw 

pCAG OSF5 
attttggcaaagaattaccATGGCTAGCTGGAGCCACCC pCAGGS OSF-core 

#1111 OSF Rv core tttaggatttgtgctgaattcCTTGTCATCGTCATCCTTGT pCAGGS OSF-core 

 

 

 

 

 

 

 

 

 

 

 



 

 

Supplementary Table 2 

DNA oligos for generating gene-knockout cell lines. 

 Target sequence for Cas9 
Forward primer for cloning into pCAG EGxxFP and sequencing 
Reverse primer for cloning into pCAG EGxxFP and sequencing 

Human SPP 
5’-GCCCTCAGCGATCCGCATAACGG-3’ 
5’-CAACCACTGAGGATCCCACGTCACTTCCTGTTGCCTTAG-3’ 
5’-TGCCGATATCGAATTCGGTTGGATGGTAGTTAAGAGAGGA-3’ 

Mouse PA28γ 
5’-GACACGGCCCGGCCTGGCCATGG-3’ 
5’-CAACCACTGAGGATCCCCAGGAACCTGTAGAACTGAG-3’ 
5’-TGCCGATATCGAATTCCTATACGGTCCTCTCCAATGC-3’ 

Mouse E6AP 
5’-CCTCATCCCTCCAAGAAAGGAGC-3’ 
5’-CAACCACTGAGGATCCTTGCCTTATCTGTTGGGCTTTG-3’ 
5’-TGCCGATATCGAATTCCCAGTCCTTTACCACAGTTTACCAG-3’ 

Mouse Derl1 
5’-GGACTGGTTCAGGAGCATCCCGG-3’ 
5’-CAACCACTGAGGATCCTGATCGCTGCCTAGCTTGTC-3’ 
5’-TGCCGATATCGAATTCCACTACAGATCCCACCAGCC-3’ 

Mouse TRC8 
5’-GAAAGGGCCCTCACTGTGGATGG-3’ 
5’-CAACCACTGAGGATCCGCCTTTCTATTAGCTGCAACTTC-3’ 
5’-TGCCGATATCGAATTCCTGCCAAGACAAGCACTGTG-3’ 

Human TRC8 
5’-CCAGACATACTACGAGTCTTTTG-3’ 
5’-CAACCACTGAGGATCCGTCCTGGCAGTGAAACTGAAG-3’ 
5’-TGCCGATATCGAATTCCAACAAAGCCAAGACGCCTG-3’ 

 

 

 

Supplementary Table 3  

siRNAs used in this study  

 siRNA ID Sequence (+ TT) 

siCTL  Silencer Select Negative Control No. 1 siRNA (cat no. 4390843) 

siVCP s14765 GAAUAGAGUUGUUCGGAAUTT 
siAMFR s1322 GCUCUGCAAGGAUCGAUUUTT 

siSTUB1-1 s195025 GUCUGUUCGUGGGCCGAAATT  

siSTUB1-2 s195027 CCAAUCUGCAGCGAGCUUATT 
siSYVN1 s39021 GCAUUGUCUCUCUUAUGUUTT 

siTRC8-1 s22178 GGGAAAAGCUUGACGAUUATT  

siTRC8-2 s22179 GUAUCGAAUUUACGGAUUATT 
siRNF185 s40665 CAUCAGUGGUUGGAGACCATT 

siPARK2 s224170 CCAACUCCUUGAUUAAAGATT 

siTRIM13 s19898 GAGUUUAGAGAGAAAAUCATT 
siTMEM129-1 s40916 GACGUGCACCUGACUGUGATT 

siTMEM129-2 s40917 CCCGUGUGAUUGUGACAGATT 

siRNF5 s12076 CCACCGUCUUCAAUGCCCATT 

 

 

 



 

 

Supplementary Table 4 

Primers for qPCR 

 Forward primer 
Reverse primer 

Human GAPDH 
5’-TGTAGTTGAGGTCAATGAAGGG-3’ 
5’- ACATCGCTCAGACACCATG-3’ 

Human ISG15 
5’- AGCGAACTCATCTTTGCCAGTACA-3’ 
5’- CAGCTCTGACACCGACATGGA-3’ 

Mouse β-actin 
5′- TTGCTGACAGGATGCAGAAG -3′ 
5′- GTACTTGCGCTCAGGAGGAG -3′ 

Mouse SPP 
5′- TTTCTTCGTGCTGGGGATCC -3′ 
5′- CCTGTGTGAAGAGCAGCTGA -3′ 

Mouse SREBP-1a 
5′- CACAGCGGTTTTGAACGAC -3′ 
5′- CTGGCTCCTCTTTGATCCCA -3′ 

Mouse SREBP-1c 
5′- ACGGAGCCATGGATTGCACATTTG -3′ 
5′- TACATCTTTAAAGCAGCGGGTGCCGATGGT -3′ 

Mouse SREBP-2 
5′- ACCATTCTCCAGCAGTTCCGT -3′ 
5′-CCTCTCACAGTGACAGAAGGAGTT -3′ 

HCV core 
5′- GTCAGATCGTCGGTGGAGTT -3′ 
5′- GAGCCTTGGGGATAGGTTGT -3′ 

Human VCP 
5′- ATTGATCCTGCCATCCTCAG -3′ 
5′- AAGTCCACATCCTTGGCAAC -3′ 

Human AMFR 
5′- CAGCTGCGTTACCTGTTTCA -3′ 
5′- TCATTGTTGACAGCCAGCTC -3′ 

Human STUB1 
5′- TCATTGTTGACAGCCAGCTC -3′ 
5′- GCTCCTCAATGCTGTTCCAG -3′ 

Human SYVN1 
5′- GTGATGGGCAAGGTGTTCTT -3′ 
5′- CAAGTCTCTGTGACGGCGTA -3′ 

Human TRC8 
5′- GCATCGTGCTCCAGATCTTC -3′ 
5′- TGCAGCTAACAGAAAGGCTGA -3′ 

Human RNF185 
5′- GTCGGAGGTCTTACCCAACA -3′ 
5′- TCAGCGAAGCTCTGAGTGAA -3′ 

Human PARK2 
5′- GCATCTTCCAGCTCAAGGAG -3′ 
5′- GCATCTTCCAGCTCAAGGAG -3′ 

Human TRIM13 
5′- ACCCTGCCAAATACATCAGC -3′ 
5′- ACCCTGCCAAATACATCAGC -3′ 

Human TMEM129 
5′- TGACATCTGGCTGAACTCCA -3′ 
5′- GGACACAGCGGTTTTGAACG -3′ 

Human RNF5 
5′- TGGGATCAGCAGAGAGAAGG -3′ 
5′- GGTATCACCAAATGGCTGGA -3′ 

Human BIP 
5’- CGAGGAGGAGGACAAGAAGG -3’ 
5’- CACCTTGAACGGCAAGAACT -3’ 

Human CHOP 
5’- GCACCTCCCAGAGCCCTCACTCTCC -3’ 
5’- GTCTACTCCAAGCCTTCCCCCTGCG -3’ 

Human RNF5 
5′- TGGGATCAGCAGAGAGAAGG -3′ 
5′- GGTATCACCAAATGGCTGGA -3′ 
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