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Mismatches affect expression of an endogenous
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The seed region (position 3-8) and a 3' region (positions 13-18) appear to be equally
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Results of the mismatch study can help identify potential cross-reacting microRNAs.
[ ] None
% 0.2 nM Future application of these results may help design more effective inhibitor experiments:
1nM
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= For miRNA family members whose inhibitors may not all be expected to cross-react, use
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% 1. All inhibitors are fully 2'-O-methylated molecules synthesized at at Dharmacon K J
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2. Dual-luciferase reporters were derived from the psiCHECK-2" vector (Promegal) that gel lfeSCIGnceS'com/ d ha rmacon
contains both firefly (FLUC) and Renilla (RLUC) luciferase genes. The desired microRNA
target was cloned into the 3' UTR of the RLUC gene generating a cleavage assay where
the mature miRNA is fully complementary to a single site. Results shown are averages
| i | from triplicate wells, normalized to corresponding controls, then expressed as fold-
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3. Levels of aldolase A (ALDOA) messenger RNA (mRNA) (a known target for miR-122) were
Inhibitors of non-family members with partial sequence similarity do not cross react. determined using the QuantiGene Assay (branched DNA; Affymetrix, Panomics products).
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