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SUPPLEMENTARY FIGURE LEGENDS

Suppl. Fig. 1: Figure shows all 12 fusion breakpoints (BP) cytogenetically rejoined in 6 

pairs (BP1-6) comprising t(3;13)(q27;q31)(13;12)(q31;p11), suffixed by their 

chromosomes of origin (BP1-13, BP1-3, etc.). BP1 lies on der(3), BP 2 to 6 on der(12), 

with BP 5 and 6 flanking miR-17~92. Breakpoint sequence data are given in Suppl. 

Table 1.

Suppl. Fig. 2: Images depict different types of rearrangement detected by FISH 

performed with BAC clones flanking MIR17HG. Shows:  A) simple structural 

rearrangement; B) amplification of MIR17HG region; and C) amplification combined with 

rearrangement inferred from selective amplification of RP11-6L2.

Suppl. Fig. 3: Figure depicts SIDD for 5 000 bp surrounding the miR-10a locus which is 

located at chromosome 17q21 and subject to cytogenetic activation in lymphoma (Nagel 

et al., in preparation). Note maximum SIDD levels peaking close to miR-10a with a 

secondary peak lying about 500 bp centromerically. Oncomir subject to cytogenetic 

activation, such as miRs-10a/17~92/125b, map close to SIDD peaks.

Suppl. Fig. 4: Graphs show proliferation and survival (measured by MTT assay) of SU-

DHL-16 and 3 other cell lines to increasing concentrations of trichostatin after 72 h: L-82 

(anaplastic large cell lymphoma), NC-NC (B-lcl), SE-AX (Sézary syndrome). Note 

extreme hypersensitivity of SU-DHL-16 cells.

Suppl. Fig. 5: Chart summarizes the effects of azacytidine on SU-DHL-16 and CA-46 

cell lines which both upregulate MIR17HG, together with NC-NC controls. Cells were 



incubated with aza (1 µM) for 72 h and expression quantified relative to untreated control 

values by real time PCR. Only ITPR2-5´BCL6, which is expressed in SU-DHL-16 only, 

was sensitive to aza treatment and, therefore, possibly subject to regulation via DNA 

promoter methylation. Moreover, the contrasting responses of ITPR2-5´BCL6 and 

MIR17HG in SU-DHL-16 cells corroborate conclusions based on HDAC-i treatments 

(Fig. 4a/b) that these genes are independently regulated.


