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Mean particle diameter Approximate N1S
used in calculation (um) cellular concentration® (M)

1.45 0.25

Cell volurne was deterrnined in CHO cells with a Coulter counter-particle size

. an nalyzer and log range e»_,)elnder

Y o~ \ ’ .
Cell volurne, 393.5, um?; density of NiS, 5.5g/cin’; particles assumed spherical.
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Normalized Fluorescence
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r"/d) Ni-ABFI2 (bluz) and Ni-ABFI2 + 2-oxoglutarate (grezn). Inseris: Expansions of The prezdgz
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grezn = Ni-ABHZ2 + 2- U/OJIJUI"QP) and best fits from Table 1 (black lines). Left: A-space

spectra and fits. Right: FT-data and fits.
spect id fits. Right: FT-data and fits



Ni ion binding to ABH2 In Intact Cells









JHMD?2A binds and activates SPRY?2
transcription.

SPRY?2 is epigenetically silenced with H3K9
dimethylation marks in it’s promoter in Nickel
treated and transformed BEAS2B cells.

SPRY2 inhibits growth factor signaling in cells
and is a tumor suppressor.
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Chip-on-chip and Chip-Seq

Chip-Seq slquence 36 BP DNA
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CD spectral difference of dodecanucleosome (12-
mer) samples in 0 or 0.58 mM divalent cation. The
left panel shows Mg?*-treated and the right panel
shows Ni?*-treated oligonucleosomes. In each case
the top curve is the untreated oligonucleosomes and
the lower curve is divalentcation-treated
oligonucleosomes.
























Modulation of histone methylation and MLHI gene silencing by
hexavalent chromiun Toxicology and Applied Pharmacology 237 (2009) 258-266

Hong Sun ', Xue Zhou *. Haobin Chen. Oin Li. Max Costa *

Effects of nickel, chromate, and arsenite on histone 3 lysine methylation

Teicobogy and Applied Pharmacology 236 (20049) T8-84

Xue Zhou, Qin Li, Adriana Arita, Hong Sun, Max Costa ®
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