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Monoubiquitinated 13-H2AX: Abundant product and specific biomarker for non-apoptotic DNA
double-strand breaks. Toxicology and Applied Pharmacology, 2018, 355, 238-246.
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Formaldehyde Is a Potent Proteotoxic Stressor Causing Rapid Heat Shock Transcription Factor 1
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Proteasome activity is important for replication recovery, CHK1 phosphorylation and prevention of G2
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DNA Double-Strand Breaks by Cr(VI) Are Targeted to Euchromatin and Cause ATR-Dependent

Phosphorylation of Histone H2AX and Its Ubiquitination. Toxicological Sciences, 2015, 143, 54-63.
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Uptake, p53 Pathway Activation, and Cytotoxic Responses for Co(ll) and Ni(ll) in Human Lung Cells:
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Undetectable role of oxidative DNA damage in cell cycle, cytotoxic and clastogenic effects of Cr(VI) in
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cell death by formaldehyde. Cell Cycle, 2012, 11, 2526-2537. :
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chromate. Mutagenesis, 2010, 25, 381-388.
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genotoxicity by carcinogenic chromium(Vl).. Environmental Health Perspectives, 2002, 110, 729-731.

Title is missing!. Molecular and Cellular Biochemistry, 2001, 222, 107-118. 3.1 44



56

58

60

62

64

66

68

70

ANATOLY ZHITKOVICH

ARTICLE IF CITATIONS

Non-Oxidative Mechanisms Are Responsible for the Induction of Mutagenesis by Reduction of Cr(VI)

with Cysteine:A Role of Ternary DNA Adducts in Cr(lll)-Dependent Mutagenesisa€. Biochemistry, 2001, 40,
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