b

University of Nebraska University of Nebraska Medical Center
Medical Center- . .
BREAKTHROUGHS FORLIF DigitalCommons@UNMC

Posters: 2022 Summer Undergraduate

Research Program Summer Undergraduate Research Program

8-2022

Explorative Role of miR-216a/217 as a Tumor Suppressor in
Pancreatic Cancer

Shreya Repakula

Nagabhishek Sirpu Natesh
University of Nebraska Medical Center

Ramakanth C. Venkata
University of Nebraska Medical Center

Surinder K. Batra
University of Nebraska Medical Center

Satyanarayana Rachagani
University of Nebraska Medical Center

Follow this and additional works at: https://digitalcommons.unmc.edu/surp2022

Recommended Citation

Repakula, Shreya; Natesh, Nagabhishek Sirpu; Venkata, Ramakanth C.; Batra, Surinder K.; and Rachagani,
Satyanarayana, "Explorative Role of miR-216a/217 as a Tumor Suppressor in Pancreatic Cancer" (2022).
Posters: 2022 Summer Undergraduate Research Program. 22.
https://digitalcommons.unmc.edu/surp2022/22

This Poster is brought to you for free and open access by the Summer Undergraduate Research Program at
DigitalCommons@UNMC. It has been accepted for inclusion in Posters: 2022 Summer Undergraduate Research
Program by an authorized administrator of DigitalCommons@UNMC. For more information, please contact
digitalcommons@unmc.edu.


http://www.unmc.edu/
http://www.unmc.edu/
https://digitalcommons.unmc.edu/
https://digitalcommons.unmc.edu/surp2022
https://digitalcommons.unmc.edu/surp2022
https://digitalcommons.unmc.edu/surp
https://digitalcommons.unmc.edu/surp2022?utm_source=digitalcommons.unmc.edu%2Fsurp2022%2F22&utm_medium=PDF&utm_campaign=PDFCoverPages
https://digitalcommons.unmc.edu/surp2022/22?utm_source=digitalcommons.unmc.edu%2Fsurp2022%2F22&utm_medium=PDF&utm_campaign=PDFCoverPages
mailto:digitalcommons@unmc.edu

Explorative Role of miR-216a/217 as a Tumor Suppressor in Pancreatic Cancer
Shreya Repakula 1, Sirpu Natesh Nagabhishek 1, Ramakanth C. Venkata?, Surinder K. Batral4 and Satyanarayana Rachaganit

University of Nebraska
Medical Center

BREAKTHROUGHS FOR LIFE

Department of Biochemistry and Molecular Biology, University of Nebraska Medical Center, Omaha, NE, USA.
’Fred & Pamela Buffet Cancer Center, Eppley Institute for Research in Cancer and Allied Diseases, University of Nebraska Medical Center, Omaha, NE, USA

Abstract Results

Expression of miR-216a/217 in PC (GSE41369 data set ) MiR-216a/217 expression KC progression mouse model
and human PC tissue

Overexpression of miR-216a/217 reduced cell proliferation and
EMT

Pancreatic cancer (PC) is a lethal malignancy with a 5-year
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Fig 1. A&B. Expression of miR-216a/217 cluster during pancreatic cancer Fig 2. A. mlR 216a/217 expression in human PC tissues samples B. miR- 216a/217 Fig 3. A. Expression of miR-216a/217 in parental and overexpressed Capan-1 cells. B.
mfnsnﬂgﬂ? Frorrr; ‘I’iitee‘:a.ture progression. C&D. miR-216a/217 expression in normal vs PC tissue. expr_essmn pa_tter_n In _KC progres_slon mouse model. C. mlR -216a/217 expression Graph represents the expression of mil_?-216_a and miR-217 expression in Capan-1 cells by
significance in miR-216/217 Mean +/— SEM (* p<0.05, ** p<0.01, *** p<0.001, **** p<0.001 n = 3) (In-situ hybridization) in tumor adjacent normal and PC tissues (TMA- 196 core). TagMan assay. C. Western Blots of proliferation markers. D. Western Blots of EMT markers.
PCs ‘;2§"°W" ’:r%‘l‘:f‘gf:nzf‘" Mean +/- SEM (* p<0.05, ** p<0.01, *** p<0.001, **** p<0.001 n = 3) Mean +/- SEM (* p<0.05, ** p<0.01, *** p<0.001, **** p<0.001 n = 3)

invasion, and
metastasis

PC is a lethal
malignancy with
poor prognosis.
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In-silico analysis for shortlisting the direct binding of gene involved in EMT
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analysis for PTP4A1 shows direct complementarity of miR-216a/217 and 3'UTR of PTP4ALl.
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