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Figure S1. miRNA binding sites and mutations in 3′-UTR reporters. Partial sequences of 3′-UTRs of selected transcripts, which were analyzed in 
Fig. 3 A and Fig. 5 (A and B) are shown together with corresponding miRNAs and mutations within the 3′-UTRs in reporter vectors. Complementarities are 
based on in silico predictions according to the RNAhybrid algorithm and depicted as Watson-Crick (‘|’) or G:U (‘:’). Nonmatching nucleotide residues are 
indicated (X). They result from mutated mRNA target sequences in the reporter plasmids.
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Table S1, available as an Excel file, is a list of gene transcripts down-regulated by EBV miRNAs in infected B cells. Transcript 
IDs (Ensembl Annotation Release 75), corresponding gene symbols, mean of log2 fold changes, and z-scores are shown. In ad-
dition, transcripts are indicated (yes/no) according to the criteria of the RISC-IP enrichment score as defined in 
the Materials and methods.

Table S2. Donor HLA alleles

Donor HLA class I HLA class II

MB n.a. DRB1*0301,*0701
JM n.a. DRB1*0801,*1301; DQB1*0402,*0603; DPB1*0401,*1301
32 A*0201,*0301; B*3501,*1501; C*0102, *0401 DRB1*1501,*0701; DQB1*0602,*0303; DPB1*0401

List of the donors’ HLA alleles (determined by MVZ Martinsried, Germany) whose B and T cells have been used in co-culture experiments in this study. The HLA alleles were identified by 
deep-sequencing. n.a., not available.


