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the value of behavior evaluation of the HPCT group and the appearance of GADD34 was significantly increased and
the rate of nerve cells apoptosis decreased dramatically(P <0. 05). Conclusion Hypoxic preconditioning can de—
crease behavioral injury in rats hippocampus after traumatic brain injury which might by up—regulate the appear—
ance of the hippocampus GADD34 to down—regulate hippocampus neuronalcells apoptosis to protect brain.
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Mechanisms of CSE overexpression protecting mesenchymal

stem cells from hypoxia and serum deprivation-induced apoptosis
Li Congsheng' Wang Ailing" Yang Jing' et al
(' Dept of Emergency The Third Affiliated Hospital of Anhui Medical University The First People’s Hospital of Hefei
Hefei 230061 ;”Dept of Cardiology The First Affiliated Hospital of Anhui Medical University Hefei 230022)
Abstract Objective To explore the mechanisms of cystathionine—y-dyase (CSE) overexpression protecting mesen—
chymal stem cells (MSCs) from hypoxia and serum deprivation (H/SD) -induced apoptosis. Methods Rat bone
marrow MSCs were isolated and cultured in vitro. MSCs were treated with H/SD as an apoptosis model. Plv-Zs—
Green-CSE lentivirus and Plv-ZsGreen lentivus vector were constructed and transfected to MSCs(“**MSCs and “"M-
SCs). The cells were divided into *™MSCs group(normal cultured MSCs) “*MSCs group “""MSCs group. Apop—
tosis of cells was detected by using flow cytometry analysis Western blot were utilized to determine the protein lev—
els of Cyt ¢ Bel2 Bax after H/SD treatment in MSCs. Results
transduction in MSCs. Compared with “"MSCs or “™"MSCs group CSE protein expression in “*MSCs group was
higher markedly(P <0.01). Afterward the modified MSCs were treated under H/SD for 12 h. Compared with “*
"MSCs or ™™MSCs group. ““MSCs group had a significant lower proportion of apoptosis(P <0.01). Bcl2 protein

CSE overexpression was mediated by lentiviral

expressionin “*MSCs group was markedly upregulated compared with “""MSCs or “™MSCs group(P <0.01). Bax
protein expression in “"MSCs group was significantly downregulated compared with “"MSCs or “™"MSCs group (P
<0.01). Furthermore we found that “*MSCs group decreased significantly cytochrome ¢ accumulation in the cy—
tosol compared with “™MSCs group or “""MSCs group(P <0.01). Above parameters were similar between “""MSCs
and “™MSCs group. Conclusion ~CSE overexpression protects mesenchymal stem cells from hypoxia and serum
deprivation-induced apoptosis via attenuaion of the mitochondrial apoptpsis pathway.

mesenchymal stem cells; cystathionine gamma-lyase ; apoptosis ; mechanism

Key words



