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The significance and mechanism of expression of neuromedin U protein in human papillary thyroid
carcinoma
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and Medical Genetics,Henan Medical College,Zhengzhou 451191, China;3.Department of General Surgery, Henan Second Provincial
People’s Hospital , Zhengzhou 451191, China )

Abstract Objective: To investigate the expression and clinical significance of neuromedin U (NMU ) protein in human thyroid papillary
carcinoma tissues, as well as the effects on cell proliferation. Methods: The mRNA levels of NMU in thyroid papillary carcinoma tissues and
corresponding normal tissues in GEPIA database were analyzed by bioinformatics, and the correlation between its expression and disease—
free survival of patients was analyzed. The clinicopathologic data of 71 patients who received surgical treatment in the Second People’s
Hospital of Henan Province from March 2016 to March 2022 were retrospectively analyzed. Immunohistochemistry was used to detect the
expression levels of NMU protein in papillary thyroid carcinoma tissues and paracancer tissues, and the relationship between NMU protein
expression and clinicopathologic features of patients was analyze. The expression of NMU was down —regulated by shRNA plasmid
transfection in TPC-1 and KTC-1 cells,and the effects on the proliferation of thyroid papillary carcinoma cells were detected by colony
formation assay and thiazolyl tetrazolium(MTT) assay. Results: Bioinformatics analysis revealed that NMU mRNA was significantly
overexpressed in GEPIA database,and was significantly correlated with disease—free survival. Immunohistochemistry revealed significantly
high expression of NMU in cancer tissues,while negative or no expression in paracancer tissues. The expression level was significantly
correlated with tumor stage(42 cases with high grade ,x’=8.184, P=0.004 ) and multiple foci (33 cases with)*=7.469,P=0.006) ,but not with
patient age, sex , and lymph node metastasis(all P>0.05). Both MTT (:=7.33,P=0.005 2;:=8.08,P=0.004 0) and colony formation assays
(¢=12.43,P=0.001 1;¢=16.46,P=0.000 5) confirmed that down -regulation of NMU in thyroid papillary carcinoma cells inhibited cell
proliferation. Conclusion: NMU is highly expressed in thyroid papillary carcinoma tissues,which is related to clinicopathological features
and disease—free survival of patients. NMU promotes proliferation of thyroid papillary carcinoma cells.

Key words thyroid papillary carcinoma; immunohistochemistry; neuromedin U protein; tumor stage; proliferation
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Fig 2 The expression levels of NMU in thyroid papillary carcinoma
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Tab 1 Correlation analysis between NMU expression levels and

clinical pathological characteristics in 71 patients with pap—
illary thyroid cancer [1( % )]
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Fig 3 shRNA silencing efficiency of NMU in thyroid papillary cancer
cell lines TPC-1 and KTC-1
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