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Neuronal death induced by arsenic --- Participation of necroptosis and
ferroptosis
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By arsenic treatment to Neuro2A cells derived from mouse neuroblastoma. we
detected the increase of cell death, cell swelling, dose dependent survival decrease, CHACl increase
by DNA micro array, real time, Caspase3 activation by western blotting, activation of DFNA5/GSDME
leading to second necrosis, ferroptosis marker GPX4 decrease, stress granule by immunostaining at

high dose.

Agoptosis was the center in a low-concentrated group, but ferroptosis partly participated. It was
observed dose dependent and the secondary necrosis by GSDME, and there was the stress granule in
related to cytoprotection in a high dose group.lt is shown the dose dependent cell death and
survival response in arsenite-induced cell death.
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Tablel Y7A%4ALPCRICHWET T4 <—DHIERH
target Forward primer sequence (5'— 3) Reverse primer sequence (5'— 3)
mouse ATF3 TCTGCGCTGGAGTCAGTTAC TTGTTTCGACATTGGCAGC
HMOX1 CAGAAGAGGCTAAGACCGCC ATCTTGCACCAGGCTAGCAG
CHACI TATAGCCGACGGTTCTGGCA GCTCCCCTCGAACTTGGTAT
GAPDH GTGCAGTGCCAGCCTCGTCC GCCACTGCAAATGGCAGCCC
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Capture-IIATTO) T/ REMH LT,

(7) GSDME siRNAIZLD /v 7 2w AR O VERL
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Neuro2A ffEIZ 1-100 u M @D As:O-ZBRFEL | 6 FF[H A2 F 2 X —MEIZBIZE 21T -7, 20 uM Ll E
DUEFEDD | A OREHFEIZLV TS ballooning 23RS AL7=(Fig. 1A), £72 1-100 u M D As:Os%
24 WE[EIREE L7= Neuro2A Hilfa CHEMD A 173 K O b 3 R A E L= 2 A, IR EE KR 725
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