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PTC 41 il 2 (TPC-1.KTC-1) H #E4T UBE2T milt el S2 36, 48 B CCK-8 B 52 % « RIJJE T Transwell S2I6 345 40 M 3658 3T 7 F12 28
fiE 77, IHiBId Western blot A AT 5% 88 /K T IIA8 Ak . 45 8B : TCCA Hd 2L W5 B2 M W, PTC 4141 7 UBE2T &% T+,
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YIMLIT RS AR 2%, 15 T STAT BRI N . Rik UBE2T (AN RN STAT BUE 75 , A0 3 8 W 38 = . 4598 Mk UBE2T
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UBE2T enhances the proliferation of papillary thyroid carcinoma cells through the JAK-

STAT pathway
ZHANG Lijun, LI Lin, SI Yan, SHEN Meiping’
Department of General Surgery,the First Affiliated Hospital of Nanjing Medical University , Nanjing 210029, China

[ Abstract] Objective: This study aims to investigate the expression of ubiquitin-binding enzyme E2T(UBE2T) in papillary thyroid
carcinoma (PTC) tissues and its effect on patient prognoses. Additionally, the effects of UBE2T on PTC cell function were explored,
aiming to identify potential regulatory pathways and provide theoretical foundations for future targeted therapies. Methods: By using
The Cancer Genome Atlas (TCGA) database, the UBE2T expression in PTC tissues and its association with patient prognosis were
systematically analyzed. The UBE2T expression in tumor tissues and adjacent normal tissues of thyroid were assessed by Western blot.
UBE2T knockdown experiments were performed in PTC cell lines (TPC-1 and KTC-1). Cell proliferation, migration, and invasion
abilities were evaluated by using CCK-8 and colony formation, wound healing and Transwell assays, respectively, with Western blot
measuring protein levels. Results: The TCGA analysis revealed significantly elevated UBE2T expression levels in PTC tissues,
correlated with disease-free interval and lymph node metastasis (P < 0.01). The UBE2T knockdown led to decreased proliferation,
migration, and invasion ability in TPC-1 and KTC-1 cells, accompanied by the reduced STAT phosphorylation levels. The proliferation
of UBE2T - knockdown cells significantly increased when treated with a STAT activator. Conclusion: The UBE2T knockdown
suppresses the proliferation, migration, and invasion of PTC cell lines, suggesting UBE2T as a potential therapeutic target for PTC by
modulating the JAK-STAT signaling pathway.
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A: The analysis of UBE2T expression in paired samples from the TCGA-THCA dataset. B: The expression levels of UBE2T in PTC tissue samples
were detected by Western blot (n=6). N: Adjacent normal tissue; T: Tumor. C: The expression of UBE2T in normal thyroid cells and PTC cell lines (n=

3). D: Bioinformatics analysis predicting the association between UBE2T expression levels and disease-free interval (DFI) in patients with PTC. E: Bio-

informatics analysis predicting the association between UBE2T expression levels and lymph node metastasis in patients with PTC through THCA data-

base. NO: PTC without lymph node metastasis; N1: PTC with lymph node metastasis

1 UBE2T 7 PTC A BIFRIE K H 5 IG R4FE A K EE

."P<0.01 and ""P < 0.001.

Figure 1 The expression of UBE2T in PTC samples and its association with clinical features
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A: The validation of UBE2T knockdown efficiency by using Western blot. B: The assessment of the proliferative ability of PTC cells after UBE2T

knockdown by using CCK-8 assay. C: The colony formation assay was used to evaluate the clonogenic potential of PTC cells after UBE2T knockdown.

“P<0.01 and ""P < 0.001(n=3).
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Figure 2 The inhibition of PTC cell proliferation after UBE2T knockdown
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A: The wound healing assay was used to assess the migration ability of TPC-1 cells after UBE2T knockdown (x40). B: The wound healing assay

was used to evaluate the migration capability of KTC-1 cells after UBE2T knockdown(x40). C, D: Transwell assays was used to investigate the migration
(C) and invasion(D) abilities of PTC cells after UBE2T knockdown(x100). “P < 0.01 and ""P < 0.001(n=3).
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Figure 3 The inhibition of PTC cell invasion and migration after UBE2T knockdown
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A:

The gene set enrichment analysis (GSEA) of UBE2T in the TCGA dataset (normalized enrichment score=1.83, P < 0.01, false discovery rate=

0.02). B: The results of Western blot analysis and quantivication to assess changes in phosphorylation levels of PTC cells (TPC-1 and KTC-1) after
UBE2T knockdown. C: The CCK-8 assay was used to evaluate the proliferative ability of sh-UBE2T cells (TPC-1 and KTC-1) treated with Colivelin.
D: The colony formation assay was used to measure the clonogenic potential of sh-UBE2T cells(TPC-1 and KTC-1) treated with Colivelin. E, F: The
wound healing assay was used to evaluate the migration abilities of sh-UBE2T cells treated with Colivelin (E: TPC-1; F: KTC-1; x40). G, H: The
transwell assay was used to evaluate the migration (G) and invasion(H) abilities of sh-UBE2T cells (TPC-1 and KTC-1) treated with Colivelin(x100).

P<0.05,"P<0.01 and P < 0.001(n=3).
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Figure 4 The promotion of PTC cell proliferation by UBE2T through activation of the JAK - STAT signaling pathway
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