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Bufalin induces apoptosis of HCT116 cells by

activating endoplasmic reticulum stress pathway
Shang Jing' >* Li Zongheng' >* Xia Qi’* Tang Donghao' ** Chen Jia’* Yuan Zeting’ * Yin Peihao'***
('Shanghai Putuo Central School of Clinical Medicine Anhui Medical University ~Shanghai 200062;
*The Fifih School of Clinical Medicine Anhui Medical University Hefei 230032; *Dept of General Surgery
Putuo Hospital Shanghai University of Traditional Chinese Medicine Shanghai 200062; * Interventional Cancer
Institute of Chinese Integrative Medicine Shanghai University of Traditional Chinese Medicine Shanghai 200062)

Abstract Objective To study the effect of bufalin on the proliferation and apoptosis of human colorectal cancer
cell line HCT116 and to explore the role of endoplasmic reticulum stress ( ERS) in this process. Methods The
effect of bufalin on the proliferation of HCT116 cells was determined by CCK-8 assay. After HCT116 cells were
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treated with different concentrations of bufalin for 48 hours cell apoptosis was detected by Annexin V/PI assay
and the expression of apoptosis—related proteins Bax and Bel2 was detected by Western blot. At the same time the
expression of ERS—related proteins glucose regulated protein 78 ( GRP78)  phosphorylated protein kinase R like en—

doplasmic reticulum kinase ( p-PERK) eukaryotic translation initiation factor 2a ( eIF20t)  phosphorylated eu—
karyotic translation initiation factor 2 ( p-elF2a) and C/EBP homologous protein ( CHOP) was detected by West—
ern blot. HCT116 cells were divided into control group bufalin group and combination group ( bufalin +4-phenyl-
and the expression of apoptosis—related proteins Bax and Bcl2 was observed by Western blot. Re-

CCK-8 assay showed that bufalin could inhibit the proliferation of HCT116 cells. Apoptosis assay showed

butyric acid)
sults
that bufalin could induce apoptosis of HCT116 cells. The results of Western blot showed that bufalin could up—regu—
late the expression of pro-apoptotic protein Bax and down-regulate the expression of anti-apoptotic protein Bel2. Tt
could also induce ERS and activate PERK/elF2a/CHOP pathway. When bufalin combined with 4-phenylbutyric
acid the apoptosis-promoting effect of bufalin was inhibited. Conclusion Bufalin can effectively inhibit the prolif—

erative activity and induce apoptosis of HCT116 which is achieved to some extent by activating ERS.

Key words bufalin; endoplasmic reticulum stress; cell apoptosis; colorectal cancer
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Er Cr: YSGG laser accelerated dentin mineralization
Chen Baishun Xia Rong Yu Jinlan

( Dept of Stomatology The Second Affiliated Hospital of Anhui Medical University Hefei 230601)
Abstract Objective To study the effect of Er Cr: YSGG laser on the mineralization of dentin collagen fiber ac—
celerate the mineralization process and shorten the mineralization time. Methods Human health third molarswere
selected to remove the teeth of the tooth enamel degenerate the teeth leave the dentin collagen fiber web place
the degenerative collagen fiber in the configured re-mineral fluid. Using Er Cr: YSGG the teeth before and after
the test were used to analyze the surface morphology using SEM scanning electron microscopy and the EDS X-ay
Cr: YSGG laser irradiation
laser irradiated tooth in the teeth in the teeth new minerals were generated which covered the inner wall of the

YSGG laser can

help dentin collagen fibers mineralized in mineralization fluid form new minerals. This method can shorten the min—

energy spectrum was analyzed by the distribution of calcium phosphorus. Results Er

teeth the calcium phosphorus element was enriched in the inner wall of the teeth. Conclusion
eralization time of dentin collagen fibers in mineralization fluid which is the re-ore.

Key words Er Cr: YSGG,; dentin; collagen fiber; mineralization



