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ABSTRACT Objective: To determine whether NADPH oxidase II (NOX2) is associated in berberine (BBR)-induced protection on
HT?22 neuronal cells exposed to 3 amyloid (AR). Methods: HT22 neuronal cells were divided into five groups, including the normal cul-
tured Control group, 10 uM AR exposure group (AB), 1 uM BBR plus 10 uM AR treatment group (BBR+AR), NOX2-siRNA treatment
group (NOX2-siRNA+BBR+AR) and scrambled (SC)-siRNA group (SC-siRNA+BBR+AR), after an incubation for 24 h, methylthia-
zolyldiphenyl-tetrazolium (MTT) was used to assess cell viability, lactic dehydrogenase (LDH) reagent kit was used to evaluate the LDH
release in the medium, Western blot was taken to evaluate the apoptosis-associated protein Cleaved caspase-3 and NOX2 expressions, re-
active oxygen species (ROS) and malondialdehyde (MDA) reagent kits were used to assess the intracellular ROS and MDA levels respec-
tively. Results: Compared with the control group, 10 uM A reduced the viability of HT22 cells, increased LDH activity, intracellular
ROS and MDA levels, upregulated cleaved caspase-3 and NOX2 expressions (P<0.05), and 1 uM BBR treatment significantly inhibited
the AB-induced injury and oxidative effects mentioned above (P<0.05). However, NOX2-siRNA treatment obviously abrogated BBR-in-
duced neuroprotection and anti-oxidative effects(P<0.05), and SC-siRNA showed no significant effect on BBR-mediated neuroprotective
effects(P>0.05). Conclusion: NOX2 may mediate BBR-induced neuroprotective effects on the HT22 neuronal cells exposed to AB.
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Fig.1 Effects of berberine on the cell viability and LDH release in AB-treated HT22 neuronal cells

Note: A: Effect of berberine on cell viability, n=8; B: Effect of berberine on LDH release, n=8; Data are expressed as meanst SD. *P<0.05.
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Fig.2 Effect of berberine on the ROS, NOX2 expression and MDA level in AB-treated neuronal cells

Note: A: Fluorescence staining results of neuronal cells; B: Berberine reduced intracellular ROS in AB-treated neuronal cells, n=6; C: Berberine reduced

NOX2 gp91 protein expression in AB-treated neuronal cells, n=4; D: Berberine reduced MDA level in AB-treated neuronal cells, n=8;

Data are expressed as meanst SD. *P<0.05.
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Note: A: Fluorescence staining results of cells; B: NOX2-siRNA reversed berberine-induced effect on ROS level, n=8; C: NOX2-siRNA reversed

berberine-induced effect on NOX2 gp91 protein expression, n=4; D: NOX2-siRNA reversed berberine-induced effect on MDA, n=4; Data are expressed as

meanst SD. *P<0.05; NS no significance.
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