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were used to treat SH-SY5Y cells for 24 h and then Cell Counting Kit-8( CCK-8) assay was used to screen the
proliferation ability of SH-SY5Y cells; SH-SY5Y cells were treated with Nal" and different concentrations of 2-BFI
(2.5 5.0 10.0 20.0 40.0 pmol/L) for 24 h and the proliferation ability of SH-SY5Y cells was detected by
CCK-8 assay. The transmission electron microscope was used to observe the mitochondrial morphology the mito—
chondrial function was detected by ATP detection kit and Mito-Tracker Red CMXRos kit cell apoptosis was detec—
ted by TUNEL staining and the expressions of Bcl2 Bax and cleaved caspase3 protein were detected by West—
ern blot. Results The cell survival rate of SH-SY5Y gradually decreased with the increase of NaF concentration.
The selected NaF was 2. 0 mmol/L. 2-BFI treatment for 24 h could improve the cell survival rate. At 10 mmol/L
the cell survival rate was higher (99.169%) and 10 mmol/L was selected as the 2-BFT follow-up experimental
concentration. Compared with the control group the mitochondrial morphology of the NaF group changed ATP lev—
els and mitochondrial membrane potential ( Ayym) decreased the apoptosis rate increased Bcl2 protein content
decreased expression of Bax and cleaved caspase3 protein increased. Compared with Group NaF 2-BFI adminis—
tration improved mitochondria morphology increased ATP levels and Aym reduced cell apoptosis rate increased
Bcl2 protein content and reduced Bax cleaved caspase-3 protein expression. Conclusion 2-BFI can improve
mitochondrial morphology and function reduce cell apoptosis and play neuroprotective role in fluorosis SH-SY5Y
cells.
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Abstract Objective To study the effect of EFHD2 protein deletion in Sertoli cells on Occludin  a component of
tight junction protein and the localization and expression of EF-hand domain family member D2 ( EFHD2) in mouse
testis. Methods Total RNA and protein were extracted from adult mice’s heart liver spleen lung kidney
brain and testis tissues. The mRNA and protein levels of EFHD2 in each organ tissue were detected by qRT-PCR
and Western blot. Immunofluorescence and immunohistochemistry detected the localization and expression of EF-—
HD2 in testicular tissues. SIRNA interference was used to reduce EFHD2 in Sertoli cells to detect Occludin protein
expression. Results qRT-PCR showed that the expression of EFHD2 was the highest in the testis. Western blot
results showed that the expression level increased in testis tissue. Indirect immunofluorescence and immunohisto—
chemistry results showed that the protein was mainly distributed in Sertoli cells and codocalized with cytoskeletal
Vimentin indicating that the protein was expressed in Sertoli cells. After the decrease of EFHD2 protein expres—
sion  Occludin protein expression also decreased. Conclusion The expression of EFHD2 protein in the testis is
relatively high mainly distributed in Sertoli cells of the testis co-ocalized with Vimentin and can affect the nor—
mal expression of tight junction protein Occludin. It is suggested that EFHD2 can promote and maintain the junction
structure of Sertoli cells and provide a stable microenvironment for spermatogenesis.
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