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Correction
Correction: HDAC inhibitor AR-42 decreases CD44 expression and
sensitizes myeloma cells to lenalidomide
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This article has been corrected: In Figure 3B, the legend and the text states that the myeloma cell line tested was MM.1S.
However, the reported figure was for the derived drug resistant cell line MM.1R. The WB was run in both cell lines, but we
reported MM. 1R, since we observed CD44 regulation upon Drosha silencing only in the drug resistant cell line compared to
the sensitive one. The Figure 3B legend has been corrected to MM. 1R cells. The authors also clarify that the standard deviation
of the densitometry in Figure 3B was calculated from high and low exposure times of one experiment showing different CD44
isoforms. The experiment was repeated n = 2 but only one is reported here. The corrected Figure 3, obtained using the original
data, is shown below. The authors also replaced “MM.1S” with “MM1R” in the text on page 31137 of the paper. It should
read, “Figure 3B demonstrates that inhibition of Drosha expression in MM.1R cells resulted in 2-fold increase of CD44 protein
levels.” The authors declare that these corrections do not change the results or conclusions of this paper.

Original article: Oncotarget. 2015; 6:31134-31150. https://doi.org/10.18632/oncotarget.5290
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Figure 3: AR-42 upregulates expression of miR-9-5p. (A) Luciferase assay in MM.1S cells transiently transfected with pGL3-
CDA44 3'UTR construct and treated for 24 hrs with 0.2 uM AR-42, or vehicle control (Ctrl) showing inhibitory response to AR-42 via
3'UTR element. Each measurement was done in triplicate. (B) MM.IR cells were treated with RNA silencing for Drosha (si-Drosha)
or unrelated sequence (si-Scr). Forty eight hours later, cells were lysed and analyzed by western blot using anti-Drosha and anti-CD44
antibodies. GAPDH was used for normalization of one experiment. Signals were quantified using ImageJ and plotted in the bar graph
on the right. The standard deviation of the densitometry represents different CD44 isoforms visualized with higher and lower exposure
(exp.) times and normalized for the GAPDH. (C) Dendrogram of the unsupervised hierarchical clustering analysis of global miRNA
expression in MM.1S cells treated with designated concentrations of AR-42, or vehicle control (Ctrl), using NanoString technology.
Selected most up-regulated (upper) and down-regulated (lower) miRNAs are indicated. (D) miR-9-5p expression in MM.1S (left) and
LP1 (right) cells treated with AR-42 at 0.1 and 0.2 uM, or vehicle control (Ctrl) was determined by qRT-PCR. Results are expressed as
fold change compared to the DMSO (Ctrl). (E) The effect of 24-hr treatment of MM. 1S cells with AR-42 (at indicated concentrations)
on expression of pri-miR-9-1, pri-miR-9-2 and pri-miR-9-3 was determined by qRT-PCR.
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