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1.2 Activation of HIF-1a pathway can mitigate AN-mediated

INTRODUCTION & AlM HT22 cytotoxicity.
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METH O D Fig 2. Effects of CoCl, on AN-induced HT22 cell. (A) Cell proliferation was detected upon
pretreatment with CoCl, (200 uM for 0.5 h) followed by treatment with AN (5 mM, 6 h).
(B)LDH. (C)Apoptosis rate. (D, E, F)Protein expression and quantitative analyses.

1.3 BNIP3 overexpression increased mitophagy and improved
AN-induced cell viability.

» CCK assay, LDH release rate, flow cytometry, and Western blotting
were used to detect the cell viability, toxicity, apoptosis and

expression of related proteins in mouse hippocampal neuronal cell
( HT22) after AN exposure. A _ B  * - €
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1.1 Acute AN exposure induced apoptosis in HT22 cells though BNIP3 | piedly 4 3 o
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= w03 T 10° 3 SPTR 10° 3 H 03 e Fig 3. Effects of BNIP3 overexpression on AN-induced HT22 cell . (A) Cell proliferation
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Fig 1. Effects of AN on HT22 cells. (A) Cell viability was detected with CCKS after treatment : : : : : : :
with different AN concentration (0, 1, 2.5, 5 mM) for 6 h. (B) HT22 cytotoxicity was detected by involved in AN-mediated mitochondrial function disorder,

LDH release rate. (C, D) Apoptosis levels were detected by flow cytometry. (E, F, G) ~ providing more reliable evidence for AN’s clinical treatment.
Representative protein images after AN exposure.
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