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Bioinformatics analysis of potential hub genes in papillary thyroid
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Abstract Background and Aims: Thyroid cancer is the disease with the fastest increase in incidence in recent
years. Papillary thyroid carcinoma (PTC) is the most common subtype of thyroid cancer. There is an
urgent need to find relevant biomarker molecules of PTC, so as to improve the prognosis diagnosis and
provide highly specific therapeutic targets.

Methods: The microarray data sets (GSE60542, GSE33630 and GSE3467) related to PTC in GEO

BT WItAFERHCRESTIINE (20160670)

s BEE: 2020-12-25; f&iTHHS: 2021-10-16,

EBE N : B2, WALER RSB IUERL RN, FZENFLTHMEE . SURIMEE . FUIR BRI SEmh 5 1 PR 18 19T 52
BIE1EE: =M%, Email: jingsh2009@sina.com

© WA )3 # [ 8 S B 4 3 BT http:/www.zpwz.net
1327



1328

O AR 5530 %

Key words

database were retrieved and analyzed, and the differentially expressed genes between PTC and normal
thyroid tissue were screed using the GEO2R tool of the GEO database. The genome-wide enrichment
analysis of differential genes was performed, and the interactions of proteins of these differential genes
were analyzed by online database tools and visualized by Cytoscape software. The prognostic values of
the hub genes for PTC were evaluated by Cbioportal analysis tool and further verified by validation
experiments.

Results: A total of 62 up-regulated and 40 down-regulated differential genes were identified, and 10 hub
genes with high connectivity were selected. Among the hub genes, the decrease of KIT was associated
with poor prognosis of PTC (P<0.01). The expression of KIT was detected in 52 specimens of PTC
tissue and normal adjacent tissue by qRT-PCR. The results showed that the expression of KIT in PTC
tissue was significantly lower than that in normal adjacent tissue (P<0.001); the expression of KIT was
significantly related to the clinical stage (P=0.008) and lymph node metastasis (P=0.023).

Conclusion: The expression of KIT in PTC is lower than that in normal tissues. It is probably a key
gene for poor prognosis of PTC patients, and is expected to serve as a therapeutic target and molecular
biomarker.

Thyroid Neoplasms; Thyroid Cancer, Papillary; Gene Expression Profiling; Computational Biology
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F koW (papillary thyroid carcinoma, PTC) . PTC
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Figure 1 Venn diagram of the differentially expressed genes shared by the three datasets

regulated genes
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Figure 2 Significantly enriched GO terms of the differentially expressed genes
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Figure 3 PPI constructed based on the differentially expressed genes
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Figure 4 The 10 hub genes with high connectivity
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Table 1 Relationship between the expression of KIT and
clinicopathologic parameters in PTC (x + s)

E e 5% (n) LI i P
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