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ABSTRACT Objective: To explore the role of Homerlb/c in hypoxia/reoxygenation-induced neuronal injury. Methods: The
plasmids with pcDNA3.1-Homerlb/c and Homerlb/c small interfering RNA (siRNA) were constructed for over-expression and
down-expression of Homerlb/c in Neuro-2a cells. Western blot analysis was determined to detect Homerlb/c protein levels after
over-expression and down-expression of Homerlb/c. Cells were treated with hypoxia and reoxygenation (hypoxia/reoxygenation). The
changes in cell viability, lactic dehydrogenase (LDH) release and caspase-3 activity were observed. Results: Compared with normal
control group, Homerlb/c protein levels were markedly promoted and reduced in pcDNA3.1-Homerlb/c- and Homerlb/c
siRNA-transfected cells, respectively, suggesting that Homerlb/c over-expression and down-expression were able to up-regulate and
down-regulate Homer1b/c expression (P value<0.01). Under hypoxia/reoxygenation condition, compared with pcDNA3. 1-transfetcted
cells, there was a significant increase in cell viability, decreases in LDH release and caspase-3 activity in Homerlb/c over-expression
cells (P value<0.05, respectively). In contrast, compared with control siRNA-transfetcted cells, Homerlb/c down-expression group
produced opposite results, characterized by a significant decrease in cell viability, increases in LDH release and caspase-3 activity (P
value<0.05, respectively). Conclusion: Homer1b/c plays a neuroprotective role in hypoxia/reoxygenation-induced neuronal injury.
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Fig. 1 The protein expression of Homerlb/c after down-expression and
up-expression of Homer1b/c

**P<(.01 vs Normal; ##P<0.01 vs Normal.
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Fig. 2 The changes in cell viability and LDH release after over-expression and small interfering RNA of HomerlIb/c

*P<0.05 vs pcDNA3.1- or control siRNA-transfected cells under normal conditions; #P<0.05 vs pcDNA3.1- or control siRNA-transfected cells

under hypoxia.
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Fig. 3 The changes in caspase-3 activity after over-expression and small
interfering RNA of Homerlb/c
*P<0.05 vs pcDNA3.1- or control siRNA-transfected cells under normal
conditions; #P<0.05 vs pcDNA3.1- or control
siRNA-transfected cells under hypoxia.
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