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[ Abstract)
brain injury (TBI). Methods The cultured cortical neurons were divided into four groups:siRIP group, Nec-1

Objective To investigate the effect and mechanism of RIP1/3 on neurons after traumatic
pretreatment group,negative plasmid transfection group and control group. The TBI damage model was estab-
lished by interfering with the expression of RIP1 and RIP3 through lentiviral transfection, respectively. The
RIP3 damage model was established, and the survival rate of neurons was detected by flow cytometry. Results
After mechanical injury, the survival rate of neurons in the siRIP group and in the Nec-1 pretreatment group
was higher than that in the negative plasmid transfection group and in the control group. After glutamate stim-
ulation, the survival rate of neurons in the Nec-1 pretreatment group was higher than that in the control group.
siRIP3 group or siRIP1 group showed no significant difference in the survival rate of neurons when contrasted
with the negative control transfection group. Conclusion RIP1 and RIP3 may play a role in neuronal death in-
duced by TBI,RIP1 inhibitor Nec-1 may have a function in brain protection for TBL RIP1 and RIP3 have no
effect on neuron cell death induced by glutamate excitotoxicity. Nec-1 has a potential protective effect on gluta-
mate injury, probably suggesting a specific target.
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