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ABSTRACT Objective: To observe whether DHA ameliorate sevoflurane-induced neuronal damage and explore the possible mech-
anism. Methods: Cells were assigned to Con group, DHA group, Sevo group and DHA+Sevo group. After treated, the cell morphology
changes were photographed under inverted phase contrast microscope, and cell suvival was assessed by MTT assay; then the medium
was used to assess the concentration of LDH, SOD, NO and MDA. Results: In CON and DHA groups, the cell morphology was normal,
the cells in Servo group were collapsed, the cell body ruptured and the normal morphology disappeared. However, the cell morphology in
DHA+Sevo group was normal and there were fewer rupture cells. Compared with CON group and DHA group, the survival rate of HT22
cells in Sevo group decreased, the amount of LDH leakage and the activity of SOD decreased, the content of NO and MDA in the culture
fluid increased significantly (P<0.05); Compared with the Sevo group, the viability of HT22 cells in DHA + Sevo group was sig- nificantly
increased, the leakage of LDH in the culture fluid decreased, and the activity of SOD increased. The content of NO and MDA in the cul-
ture fluid decreased(P<0.05). Conclusion: DHA attenuates sevoflurane-induced damage to HT22 cells through an anti-oxidative stress re-
sponse.
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Fig.1 Effect of DHA and sevoflurane on morphological changes of HT22 cells
(bar=100 pm)
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Fig.2 Effect of DHA and Sevoflurane on Survival Rate of HT22 Cells and LDH Leakage
*P<0.05 vs CON 4H,#P<0.05 vs DHA 8,3 P< 0.05 vs Sevo 8
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Fig.3 Effect of DHA and Sevoflurane on SOD Content in HT22 Cell
Culture Medium
*P<0.05 vs CON 4H, #P<0.05 vs DHA 2B,$ P< 0.05 vs Sevo ZH
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Fig.5 Effect of DHA and Sevoflurane on MDA Content in HT22 Cell
Culture Medium
*P<0.05 vs CON 2H,#P<0.05 vs DHA £H,$ P< 0.05 vs Sevo £H
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Fig.4 Effect of DHA and Sevoflurane on NO Content in HT22 Cell
Culture Medium
*P<0.05 vs CON 2, #P<0.05 vs DHA #{.$ P< 0.05 vs Sevo £
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