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Targeting c-IAP1, c-lIAP2, and Bcl-2 Eliminates Senescent Glioblastoma Cells Following Temozolomide a7 19
Treatment. Cancers, 2021, 13, 3585. :

Benzo[a]pyrene represses DNA repair through altered E2F1/E2F4 function marking an early event in
DNA damage-induced cellular senescence. Nucleic Acids Research, 2020, 48, 12085-12101.
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proficiency in the context of mutated p53. Archives of Toxicology, 2018, 92, 2645-2648. 42 13



20

22

24

26

28

30

32

34

36

MARKUS CHRISTMANN

ARTICLE IF CITATIONS

Epigenetic silencing of XAF1 in high-grade gliomas is associated with IDH1 status and improved clinical
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Targeting O 6-methylguanine-DNA methyltransferase with specific inhibitors as a strategy in cancer
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