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28 consecutive days using an ultrasound stimulator. The modified neurological functioning score (mNSS) was per-
formed on rats in each group at 1, 3, 7, 14, 21 and 28 days postoperatively, and then the brains were extracted to
detect pathological changes at the injury site and the mRNA and protein expression of brain-derived neurotrophic
factor (BDNF) , growth associated protein43 ( GAP43), postsynaptic density protein-95 ( PSD-95) and glial fi-
brillary acidic protein( GFAP) by HE staining, immunohistochemistry, Western blot and RT-PCR. Results Com-
pared with the control group, the mNSS score increased in the TBI group (P <0.05), the expression of GAP43
and PSD-95 decreased, and the expression of GFAP increased (P <0.05); Compared with the TBI group, the
mNSS score of MSC group was lower (P <0.05) , the expression of BDNF, GAP-43, PSD-95 increased, and the
expression of GFAP decreased (P <0.05) ; mNSS scores were lower in the combined treatment group than those in
the MSC group (P <0.05), the expression of BDNF, GAP43, PSD-95 increased, and the expression of GFAP
decreased (P <0.05). Conclusion The mechanism by which MSC combined with LITUS exerts neuroprotective
effects in TBI may be related to the promotion of BDNF, GAP-43, and PSD-95 expression and reduction of GFAP
expression.
Key words traumatic brain injury; low-intensity transcranial ultrasound; mesenchymal stem cells; combined

therapy ; neurological impairment
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The effects of sulforaphane on proliferation, migration and invasion of

human renal carcinoma cells and its mechanism
Zhao Yuxiang, Wu Wangyu, Tuo Zhouting, Qian Weiwei, Yu Dexin, Zhang Tao
(Dept of Urology ,The Second Affiliated Hospital of Ahui Medical University, Hefei 230601 )

Abstract Objective To investigate the effects of sulforaphane (SFN) on proliferation, migration and invasion of
human renal carcinoma cells and its mechanism. Methods The cultured human renal carcinoma cells 786-0 were
divided into control group (0 wmol/L) and SFN group (5, 10, 20 wmol/L). The activated proliferation of cells
was detected by CCK-8 ; the effect of SFN on migration of 786-0 cells was detected by scratch healing assay and Tr-
answell cell migration assay; the effect of SFN on the invasion ability of 786-0 cells was detected by Transwell cell
invasion ability assay; Western blot and qRT-PCR were used to detect the effects of SFN on the expression of epi-
thelial-mesenchymal transition ( EMT) -related proteins and mRNA. The effect of SFN on the expression of NF-kB
After SFN treatment for 24, 48 and 72 h, the prolifera-

tion activity of 786-0 cells decreased with the increase of SFN concentration; compared with the control group, the

signaling pathway was detected by Western blot. Results

cell migration and invasion ability of SFN-treated group were significantly reduced; with the increase of SFN con-
centration, the mRNA and protein expression levels of E-cadherin in 786-0 cells increased, while the mRNA and
protein expression levels of N-cadherin and Vimentin decreased ; the levels of NF-«kB signaling pathway related pro-
tein phosphorylated p65 and phosphorylated IkBa decreased with the increase of SFN concentration. Conclusion
SFN may inhibit the proliferation, migration and invasion of human renal carcinoma cells by regulating the EMT
process of renal carcinoma through inhibition of NF-kB signaling pathway.

Key words sulforaphane; kidney cancer cells; EMT; nuclear factor kappa B predominate



