UNIVERSITY OF
WESTMINSTER™

Why would you choose
microRNAs as biomarkers?

Dr Pinar Uysal-Onganer
p.onganer@westminster.ac.uk



mailto:p.onganer@westminster.ac.uk

Involvement of miRs in PDAC progression
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Project 1: a. What are the roles of miRs in PDAC?
b. Can we use miRs as biomarkers to detect PDAC?

Translational Oncology 14 (2021) 101090
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Expression Profiles of miR-21, miR-221, miR-155, and miR-
126 in PDAC in vitro
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miR-21 expression was the most elevated in the Panc-1 and
MiaPaCa-2 PDAC cell lines correlating with in vivo data
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miR-21 KOs Diminish Expressions of CSC Markers in PDAC
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Work in Progress: Differential expression of miRs in PDAC in vivo:
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Environmental Toxins and miRs
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Project 2: What are the effects of environmental
toxins on PDAC?

Archives of Toxicology (2022) 96:467-485
https://doi.org/10.1007/500204-021-03196-9
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Toxicology Reports ——
Volume 9, 2022, Pages 778-787
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ole of microRNAs in response to cadmium chloride in pancreatic
uctal adenocarcinoma
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