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The miRNA microarray analysis of salidroside’s anti-aging
function in human embryonic lung fibroblast 2BS cells

ZHANG Jing, SU Hui-li, WANG Ya-zhen, WEN Xiao-lin, JIA Bing-bing, MAO Gen-xiang*

(Zhejiang Hospital, Hangzhou 310013, China)

Abstract: This study was designed to investigate the microRNA expression profile in human embryonic
lung fibroblast 2BS cells upon salidroside (SAL) treatment, and predict the target genes of miRNAs and related
pathways delaying cellular senescence. Samples were divided into three groups: young control (28 PD), old
control (50 PD), and old+SAL (50 PD with SAL), RNA from three groups was used for miRNA microarray
analysis. In late PD cells, 43 miRNAs were found significantly changed relatively to those in young cells, and
58 miRNAs were regulated by SAL. The miRNAs including hsa-let-7¢c, hsa-let-7¢ and hsa-mir-3620 were
significantly down-regulated in late PD cells which could be reversed by SAL treatment. However, hsa-mir-411,
hsa-mir-24-2-5p and hsa-mir-485-3p exhibited an opposite trend. Gene Ontology and Pathway analysis
revealed that target genes were significantly enriched in 31 GO and 11 pathways. The microarray data was
further validated with qRT-PCR. This research provides new clues regarding the underlying mechanisms of
SAL on cellular senescence through miRNAs regulation.
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Figure 1 Differentially expressed miRNAs. Bold fonts:
miRNAs differentially expressed in both young/old and old+SAL/
old groups. SAL: Salidroside
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Figure 2 Hierarchical clustering analysis of the 31 miRNAs
differentially expressed in both young/old (P<0.05) and old+
SAL/old (P<0.05) groups. The colors display miRNA expres-
sion variance: red indicates a higher gene expression, green lower
expression, and black the median value
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Figure 3 Validation of miRNA microarray data via RT-PCR.
The relative expression value of hsa-mir-466, hsa-let-7c,
hsa-let-7e and hsa-mir-181d were normalized to U6 RNA level.
*P<0.05 vs old group
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Figure 4 GO and Pathway analysis on differentially expressed miRNAs. A: 31 GO terms enriched in SAL anti-senescence; B: 11
pathways enriched in SAL anti-senescence. The —lgP is the negative logarithm of the P-value.
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