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sepsis by inhibiting oxidative stress and activating the Xc — /GPX4 signaling pathway in ferroptosis. Methods 1.i-
popolysacc-haride( LPS) induced H9¢2 in rat cardiomyocytes to form an in vitro model of myocardial injury in sep—
sis  which was divided into Control group LPS group and LPS + NaHS group. The kits were applied to detect the
changes of cardiomyocyte viability Fe’* LDH and CK-MB determine the levels of oxidative stress indexes GSH
and MDA detect the changes of cellular ROS and mitochondrial membrane potential levels by fluorescent probes
and detect the expression levels of ferroptosis regulatory proteins SLC7A11 and GPX4 by Western blot. Results
Compared with the Control group H9¢2 cell viability decreased Fe’* concentration increased GSH MDA and
ROS levels increased mitochondrial JCA monomer increased expression levels of ferroptosis regulatory proteins
SLC7A1l and GPX4 decreased and cell damage increased after LPS stimulation ( P <0.05) . Compared with the
LPS group NaHS attenuated LPS-induced H9¢2 cell injury and elevated Fe’* concentration decreased the level of
LPS-induced oxidative stress in H9¢2 cells and increased the expression levels of ferroptosis regulatory proteins
SLC7AI1l and GPX4 (P <0.05) . Conclusion The mechanism by which NaHS attenuates myocardial injury in
sepsis may be related to the inhibition of oxidative stress and activation of the Xc — /GPX4 signaling pathway in fer—
roptosis.
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pare the cell invasion and migration ability of normal control group S100A8/A9 protein added group DKKH add-
ed group and DKK- added and SI00A8/A9 protein recovery group; Western blot was used to detect the expres—
sion of c-Myc and cyclinD1. Results S100A8 and SI00A9 could activate the Wnt/B-catenin pathway. Compared
with SI00A8 and S100A9 cultured separately the expression of B-catenin in CAL27 and SCC25 cells was up-reg—
ulated with time when co-cultured and the qPCR results were consistent with them; in the immunofluorescence ex—
periment changes in the expression of B-catenin were observed in the cytoplasm and nucleus of SCC25 and CAL-
27 cells and the expression of B-catenin protein in SCC25 and CAL-27 cells increased at 48 h ( P <0.05) .
Adding DKK-  Western blot and qPCR showed that the expression of f—catenin decreased ( P <0.001) ; the num-
ber of cell migration and invasion in the SIO0A8/A9 group was more than that in the blank group ( P <0.001)
the number of cells invading and migrating decreased in the DKKH inhibitor group and the number of cells in the
DKKH and S100A8/A9 protein recovery group decreased suggesting that DKK- could inhibit the promoting effect
of exogenous S1I00A8/A9 protein on the invasion and migration ability of SCC25 and CAL=27 cells and the differ—
ence was statistically significant ( P <0. 001) ; adding Wnt/B-catenin pathway inhibitor DKK-4 Western blot ex—
periments showed that the expressions of key molecules ¢c-Myc and cyclinD1 in the Wnt/B-catenin pathway de—
creased ( P <0.001) . Conclusion Exogenous SI00A8/A9 can promote the invasion and migration of SCC25 and
CAL-=227 cells by activating the Wnt/B-catenin signaling pathway.
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hsa — let —7e — Sp inhibits the migration of lung adenocarcinoma cells
Feng Xiao' Li Yun' Bu Fan® Wang Fengsong’ Wu Quan'
('Dept of Clinical Laboratory ~Provincial Hospital Affiliated to Anhui Medical University Hefei 230001;
*School of Life Sciences USTC Life Sciences and Medicine Hefei 230027,
*Dept of Biology School of Life Sciences Anhui Medical University Hefei 230032)

Abstract  Objective To screen differentially expressed miRNAs and explore its effect and mechanism on cell mi—
gration in lung adenocarcinoma ( LUAD) . Methods Differentially expressed miRNAs in LUAD tissues and normal
lung tissues were screened by miRNA microarrays and then bioinformatics analysis was used to predict their poten—
tial biological functions and signaling pathways. The cancer genome atlas ( TCGA) analysis and quantitative real—
time PCR ( qRT-PCR) verified the expression level of hsadet7e-5p in LUAD tissues and cell lines. The effect of
hsadet7e-5p cell migration in LUAD was examined by would healing experiment. After screening the underlying
target genes by bioinformatics analysis the targeting relationship between hsadet7e-5p and DTX2 NME6
C8orf58 GATM and DHX57 were verified by qRT-PCR. Results The miRNA microarray results showed that 347
miRNAs were down-regulated while 229 miRNAs were up—~regulated in lung adenocarcinoma tissues. Compared with
normal lung tissue and cells the expression level of hsalet-7e-5p was significantly down-regulated. Besides over—
expression of hsadet7e-5p inhibitedLUAD cell migration. Conclusion ~Non-coding RNA hsadet7e-5p is down—
regulated in LUAD and inhibits the migration of lung adenocarcinoma cells. DTX2 NME6 C8orf58 GATM and
DHXS57 are the potential target genes of hsadet7e-5p.
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