
FIGURE LEGENDS – SUPPLEMENTARY FIGURES 

 

Supplementary Figure 1: Quantitative RT-PCR expression analysis of DICER (A) and 

DGCR8 (B) in a random subset of nontumor prostate tissue (Normal) and tumors 

(Tumor) from prostate cancer patients. Plotted are the relative expression values of the 

mRNA for the individual samples and the median value for the sample set (solid line). 

DICER and DGCR8 are higher expressed in tumor than nontumor tissue (fold difference: 

4.5-fold, 4.1-fold, respectively). Two-sided t-test: P < 0.001 for DICER and DGCR8. 

Graphs were prepared using relative CT values. Fold changes were derived from the 2–

Ct values for each gene. 

 

Supplementary Figure 2: Quantitative RT-PCR expression analysis of miR-32 (A), miR-

106b (B), miR-106a (C), and miR-1 (D) in a random subset of nontumor prostate tissue 

(Normal) and tumors (Tumor) from prostate cancer patients. Plotted are the relative 

expression values of mature microRNA for the individual samples and the median value 

for the sample set (solid line). miR-32, miR-106b, and miR-106a are higher expressed in 

tumor than nontumor tissue (fold difference: 3.2-fold, 3.0-fold, 3.7-fold, respectively). 

miR-1 is lower expressed in tumor than nontumor tissue (fold difference: 0.44-fold). 

Two-sided t-test: P = 0.037 for miR-32; P = 0.009 for miR-106b; P = 0.015 for miR-

106a; P = 0.029 for miR-1. 

 

Supplementary Figure 3: Inverse correlation between miR-1 and XPO6 expression in 

prostate tumors.  
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Supplementary Figure 4: miR-106b inhibits luciferase reporter activity by a CDKN1A 

(p21/WAF1) 3’UTR-mediated mechanism. A pGL3 luciferase reporter construct 

containing the CDKN1A 3’UTR target sequence of miR-106b was co-transfected into 

LNCaP cells with either precursor microRNA negative control (miR scrambled) or miR-

106b precursor (each n = 4; mean ± SD). For comparison, cells were also transfected with 

the pGL3 control vector that did not contain the 3’UTR. The microRNA significantly 

inhibited the luciferase reporter in the presence of the CDKN1A 3’UTR target sequence 

(P = 0.015, two-sided t-test), but not in the absence of the 3’UTR target sequence (P = 

0.64), when compared with precursor microRNA negative control. 

 

Supplementary Figure 5: Inhibition of caspase activation by the miR-106b-25 cluster in 

22Rv1 human prostate cancer cells. 22Rv1 cells were infected with either a lentiviral 

control construct or the same construct encoding the miR-106b-25 cluster. These cells 

were plated into 96 well plates and treated with 500 nM doxorubicin, 10 µM etoposide, 

or solvent (dH2O or DMSO) for 24 hours (n = 4 per treatment). Caspase-3/7 activity was 

determined with the Caspase-GloR assay. Shown is mean ± SD. The inhibition of 

doxorubicin-induced and etoposide-induced caspase activation by the miR-106b-25 

cluster was statistically significant (two-sided t-test: P = 0.02 and P < 0.001, 

respectively).  

 

Supplementary Figure 6: Regulation of microRNA expression by androgen. LNCaP cells 

were treated with 1 nM R1881 (A) or 10 nM R1881 (B) for 12, 24 and 48 hours and the 
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expression of mature miR-338 and miR-221 was determined by qRT-PCR. Consistent 

with our microarray data, miR-338 was induced and miR-221 was suppressed by 

treatment with the synthetic androgen, R1881. Shown is mean ± SD (n = 3). 

 


