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The protective mechanism of dapagliflozin on palmitic acid-induced

injury of human renal tubular epithelial cells
Ding Tingting'*,Pan Limeng’ , Yang Guang, Yang Jing' ,Zhong Xing',Pan Tianrong'
(' Dept of Endocrinology , The Second Affiliated Hospital of Anhui Medical University ,Hefei 230601 ;
*Dept of Endocrinology , The People’ s Hospital of Xuancheng ,Xuancheng 242099 ; °Dept of Endocrinology,
Tongji Hospital Affiliated to Tongji Medical College ,Huazhong University of Science & Technology , Wuhan 430030
*Dept of Neurology , Traditional Chinese Medicine Hospital of Kunshan ,Kunshan 215399

Abstract Objective To explore the protective effect and mechanism of dapagliflozin on palmitic acid-induced hu-
man renal tubular epithelial cells. Methods Human renal tubular epithelial cells were cultured in vitro and divid-
ed into normal control (CON) group,palmitic acid (PA) group,palmitic acid + dapagliflozin ( PA + Dapa) group,
and dapagliflozin ( Dapa) group. After 24 hours of intervention, CCK-8 method was used to detect cell proliferation,
DCF immunofluorescence was used to detect intracellular reactive oxygen species ( ROS) ,JC-1 fluorescence was
used to detect mitochondrial membrane potential , the kit detected the levels of superoxide dismutase (SOD) and
malonaldehyde (MDA) in cells, Western blot detected the levels of apoptotic proteins caspase3, Cleaved caspase3
and cytochrome C (Cyto C) ,and Hoechst33258 fluorescence detection apoptosis. Results Compared with CON,

(T #% 401 W)
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CCL20 promotes esophageal squamous cell carcinoma cells

migration and invasion through ERK pathway
Nan Hongxing' , Yu Liuli’, Wang Lianghai'
(' Dept of Pathology ,The First Affiliated Hospital of Shihezi University School of Medicine,
Shihezi 832000 ;° Dept of Pathology and Key Laboratory of Xinjiang Endemic and Ethnic
Diseases , Shihezi University School of Medicine ,Shihezi 832000 )

Abstract Objective To investigate the influence of C-C motif chemokine ligand 20 (CCL20) on migration ,inva-
sion and proliferation of esophageal squamous cell carcinoma (ESCC) cells,and to preliminarily research its molec-
ular mechanism. Methods The CCL20 expression plasmid and interference plasmid was transfected into ESCC
cells ,and the stably transfected cells was selected with G418, Western blot or qRT-PCR assay was used to assess the
effects of over-expression and interference. The influence of CCL20 in migration,invasion and proliferation of ESCC
cells was detected by Transwell and CCK8 assays, pathway inhibitors was used to seek the downstream signaling
pathway of CCL20. Results CCIL20 overexpressing and interfering cell lines was successfully established , CCL20
overexpression promoted ESCC cells migration and invasion,and increased the activation level of ERK1/2. Interfer-
ing CCL20 expression reduced the ability of migration and invasion in ESCC cells, and the activation level of
ERK1/2 decreased. Moreover, ERK1/2 specific inhibitor treatment reversed the migration and invasion induced by
CCL20. Conclusion CCIL20 promotes ESCC cells migration and invasion by activating ERK pathway. CCL20 may
be a potential target for the treatment of ESCC.
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(L#% 395 W)

the PA group decreased cell proliferation, increased ROS level, decreased mitochondrial membrane potential, de-
creased SOD level and increased MDA level ,increased levels of apoptotic proteins caspase3 and Cleaved caspase3,
and increased expression of Cyto C,the apoptosis level detected by Hoechst33258 increased, and the differences
were statistically significant (P < 0.05) ;the above indicators in the Dapa group were not significantly different
from those in the CON group ; compared with the PA group,the cell proliferation in the PA + Dapa group increased.
The level of ROS decreased ,the level of mitochondrial membrane potential increased, the level of SOD increased,
the level of MDA decreased,the expression of apoptotic proteins caspase3 , Cleaved caspase3 ,and Cyto C decreased,
and the level of apoptosis detected by Hoechst33258 decreased. The difference was statistically significant ( P <
0.05). Conclusion Dapagliflozin has a protective effect on human renal tubular epithelial cells induced by pal-
mitic acid. The mechanism may be related to the improvement of mitochondrial function and the level of oxidative
stress.

Key words human renal tubular epithelial cells ;diabetic kidney disease ; dapagliflozin ; palmitic acid ; mitochondri-

al dysfunction ;oxidative stress



