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Background

Pressure ulcers (PUs) result from prolonged ischemia

and impaired tissue perfusion, leading to chronic

wounds. 1,2

Angiogenesis, an important process in tissue healing

and known to be dysregulated in pressure ulcers, is

driven by hypoxia-inducible factor-1 alpha (HIF-1α)

and vascular endothelial growth factor (HIF-1α) 2

Hypothesis

microRNAs, like miR-15b, may influence

angiogenesis by modulating these pathways. Thus,

we propose the hypothesis that impaired

angiogenesis in pressure ulcers is due in part to

dysregulated miR-15b levels.3,4

Methods

Results
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Conclusion

• Our findings reveal that miR-15b plays a critical role in

the chronicity of pressure ulcers by suppressing vascular

repair pathways through downregulation of HIF-1α and

VEGF.

• The significant upregulation of miR-15b observed in

pressure ulcers compared to healthy skin suggests its

contribution to impaired angiogenesis.

• Targeting miR-15b could offer a novel therapeutic

approach to enhance angiogenesis and improve healing

outcomes.
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Figure 1: miR15b upregulated expression, decreased

gene effects and pathways in angiogenesis compared

in injury and no injury. Expression of miR-15b and its

regulatory effect in angiogenesis. Expression of miR-15b is

upregulated (p=0.0226) in pressure injury wounds with

associated reduction in gene expression of HIF1-a

(p=0.0281) and VEGF (p=0.0347).

Future Directions

• Future studies will focus on developing targeted 
therapies to inhibit miR-15b and evaluate their efficacy 
in promoting angiogenesis and wound healing in  
pressure ulcers. 

• Exploring the molecular mechanisms underlying miR-
15b regulation and its interaction with other pathways 
could provide deeper insights into its role and 
therapeutic potential in chronic wound management.
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