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NEEH: Up-regulation of miR-138 inhibits hypoxia-induced cardiomyocyte
apoptosis via down-regulating lipocalin-2 expression
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Figure 1. Expression of miR-138 in hypoxic cardiomyocytes

Figure 2. Effect of miR-138 over-expression on cell growth and apoptosis in hypoxic
cardiomyocytes

(a) The over-expression of miR-138 in miR-138 upon mimetic transfection was validated using qRT-PCR. HL-1
cells transfected with empty plasmid were used as a negative control (NC).

(b) After transfected with miR-138 mimics, HL-1 cells were cultured in 1% O2 and 5% CO2 (hypoxia) for
different duration, and cell survival curve was measured by MTT.

(c) Exposed to hypoxia for 48 h, cell apoptosis was tested by Annexin V-FITC/PI flow cytometry, and the
proportion of apoptosis cells was measured.

(d) Cells treated with miR-138 mimics versus cells treated with miR-NC.
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Figure 3. Lcn2 was target gene of miR-138
The mRNA (a) and protein (b) expressions of Len2 in hypoxic cardiomyocytes.
(c) Sequence alignment of miR-138 and 3'UTR of Lcn2 using TargetScan algorithm.
(d) HL-1 cells were co-transfected with miR-138 mimics and a luciferase reporter containing a fragment of the
Len2 3'UTR harboring either the miR-138 binding site (Len2-3'UTR-WT) or a mutant (Len2-3'UTR-MUT). The
assays showed that luciferase activity in the Lcn2-3'UTR-WT group was significantly decreased compared to the
luciferase activity of the mutant groups.
(e) Western blot detection of Lcn2 expression in HL-1 cells treated with miR-138-overexpression or NC
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