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Abstract

Objective: To investigate whether hyperbaric oxygen could protect the bone marrow mesenchymal stem cells
against apoptosis. after hypoxia/reoxygenation induced injury.

Method: MSCs were generated from the bone marrow of adult male SD rats aged 3—4 weeks, they were ran-
domly divided into control group A (cells were cultured in a normoxia), hypoxia/reoxygenation group B (cells
were treated with 95% N,, 5% CO, for 9h, followed by 12h of reoxygenation), hypoxia/reoxygenation + hyper-
baric oxygen group C (90% O,, 2.5ATA, 90min), hypoxia/reoxygenation + hyperbaric oxygen + YC-1 group D.
Besides, the experimental group were treated the same as the normal group. 12 hours after treatment,the rate
of cell survival and apoptosis in different groups was estimated by CCK-8 and flow cytometry analysis. HIF-
la, B-catenin, LEF-1 were detected by Western blotting.

Result: () Compared with group A, the rate of cell survival in group B, C, D were significantly decreased
(P <0.05), while administration of hyperbaric oxygen, the survival in group C was higher than group B and
this could be reversed by YC-1 in group D (P<0.05). @ As compared to group B, the expression of HIF-1a,
B-catenin, LEF-1 were increased in group C (P <0.05). & Compared to group C, YC-1 in group D could re-

DOI:10.3969/j.issn.1001-1242.2017.02.008
SEEWH . T ARE RIS H (2010B080701020)

1

T BERIAS TIRIREE 4B, )M, 5105155 2 R RN R BRI E B R 480RY s 3 GlIRAE

YEH R TR, Lo WL AR BRI WAChS F #1:2015-11-14

www.rehabi.com.cn

167



Chinese Journal of Rehabilitation Medicine, Feb.2017, Vol. 32, No.2

duce HIF-1a, B-catenin, LEF-1 (P < 0.05).

Conclusion: Hyperbaric oxygen produces protective effects on survival of BMSCs against hypoxia/reoxygen-

ation injury and possibly mediated by HIF-la in Wnt pathway.
Author's address Zhujiang Hospital of Southern Medical University, 510282
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