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quantification (down panel). The cells were treated with 100 mmol/L t-BHQ for 12 h 

or 5 μg Nrf2 overexpression vectors (Nrf2-OE) or non-specificity control (Con-NS) 

for 48 h before irradiation. The experiments were performed in triplicate in the same 

cell line, and representative images are shown. Data represent the mean ± SEM. * p < 

0.05, ** p < 0.01, ns(not significant), compared to the control 

 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 



Table S1. Interference sequences for shCrif1 

 shCrif1 

Forward 
GATCCAAGAACGCGAATGGTACCCGATTCAAGAGATCGGGTAC-

CATTCGCGTTCTTTTTTTG 

Reverse 
AATTCAAAAAAAGAACGCGAATGGTACCCGATCTCTTGAATCG-

GGTACCATTCGCGTTCTTG 

 

Table S2. Sequences of amplification primers used for Crif1 

overexpression 

 Crif1 overexpression 

Forward ATAGGATCCACCATGGCGGCGTCCGTGCGA 

Reverse CGCCTCGAGCCTCAGGAGCTGGGTGCCC 

 

Table S3. Sequences of forward and reverse primers used for qPCR 

Gene Forward Reverse 

Crif1 
GGCCCAGGCTGACAAGGAG-
AG 

GCGCCTCCTTCTTCCGTT- 
TCTGT 

Nrf2 
ACACGGTCCACAGCTCATC- AGCCACTTTATTCTTACC- 

CCTCCTA 

Ho1 
AAGACTGCGTTCCTGCTCA- 
AC 

AAAGCCCTACAGCAACTG-
TCG 

Gclc 
GCAAACCATCCTGACTACAA-
GCAAG 

GCTGGCTGAGAGGCATG- 
GTAC 

Ggt1 
GGGGCACTGCTCACCTGTCT-
GTC 

CCCCAGCAGCTCCCACC- 
AC 

β-actin 
ACCCCGTGCTGCTGA CCGAG TCCCGGCCAGCCAGGTC- 

CA 
 

 


