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Triptolide affects epithelial-mesenchymal transition of renal tubular epithelial cells by regulating TGF-§31
and Hippo signaling pathways
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(1.Department of Genetics, School of Basic Medical Sciences, Tianjin Medical University,Tianjin 300070, China; 2. Department of
Blood Transfusion, The First People’s Hospital of Guiyang, Guiyang 550002, China)

Abstract Objective: To investigate the mechanism of the inhibition of triptolide (TP) on renal tubular fibrosis, by using renal tubular
epithelial cells (HK-2) as a model system to identify TP regulated signaling pathways through RNA sequencing and Western blot.
Methods: HK-2 cells were divided into 3 groups: the untreated normal control group, the TGF—B1 group(cells were stimulated by 20 ng/mL
TGF-B1), and the TGF -B1 +TP group (cells were stimulated by 20 ng/mL. TGF-B1 and 10 nmol/L. TP). Cells were observed by
microscope after cultured for 48 h. RNA sequencing was performed to detected mRNA expressions in different groups. KEGG pathway
enrichment was performed to analyze the differential expressed genes. Western blot was used to detected the various proteins of EMT, TGF-
B1, and Hippo pathway markers. Results: NK-2 cells morphology changed significantly when stimulated by TP. RNA sequencing and
KEGG pathway enrichment analyses showed that TP had impacts on TGF— and Hippo signaling pathways. Expressions of marker proteins
of EMT, TGF-B1, and Hippo signaling pathways, such as E-cadherin, N—cadherin, Vimentin, Smad2/3, TGF-BR1, and TAZ were changed
significantly when HK-2 cells were stimulated by TP(P<0.05 ). Conclusion: TP may affect the expressions of TGF-B1 and Hippo signaling
pathway hallmark genes, and inhibited the occurrence of EMT that induced by TGF-31.
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