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Design, Synthesis, and Biological Evaluation of Apcin-Based CDC20 Inhibitors. ACS Medicinal Chemistry
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novel Bcl-2/Bcl-XL dual inhibitor that induces Bax-dependent apoptosis. Neoplasia, 2022, 29, 100798. 53 5

Topography of transcriptionally active chromatin in glioblastoma. Science Advances, 2021, 7, .

SD-91 as A Potent and Selective STAT3 Degrader Capable of Achieving Complete and Long-Lasting Tumor 0.8 21
Regression. ACS Medicinal Chemistry Letters, 2021, 12, 996-1004. ’

Discovery of CJ-2360 as a Potent and Orally Active Inhibitor of Anaplastic Lymphoma Kinase Capable of
Achieving Complete Tumor Regression. Journal of Medicinal Chemistry, 2020, 63, 13994-14016.

A Potent and Selective Small-Molecule Degrader of STAT3 Achieves Complete Tumor Regression [nAVivo. 16.8 364
Cancer Cell, 2019, 36, 498-511.el17. )

Small-molecule PROTAC degraders of the Bromodomain and Extra Terminal (BET) proteins &€” A review.
Drug Discovery Today: Technologies, 2019, 31, 43-51.

Structure-Based Discovery of SD-36 as a Potent, Selective, and Efficacious PROTAC Degrader of STAT3

Protein. Journal of Medicinal Chemistry, 2019, 62, 11280-11300. 64 133

Discovery of a Small-Molecule Degrader of Bromodomain and Extra-Terminal (BET) Proteins with
Picomolar Cellular Potencies and Capable of Achieving Tumor Regression. Journal of Medicinal
Chemistry, 2018, 61, 462-481.

MCL-1 inhibition in cancer treatment. OncoTargets and Therapy, 2018, Volume 11, 7301-7314. 2.0 116
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Targeted Degradation of BET Proteins in Triple-Negative Breast Cancer. Cancer Research, 2017, 77, 0.9 173
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Structure-Based Discovery of
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Buried Hydrogen Bond Interactions Contribute to the High Potency of Complement Factor D 0.8 15
Inhibitors. ACS Medicinal Chemistry Letters, 2016, 7, 1092-1096. :

Structure-Based Design of 13-Carboline Analogues as Potent and Specific BET Bromodomain Inhibitors.
Journal of Medicinal Chemistry, 2015, 58, 4927-4939.

Targeting Apoptosis Pathways for New Cancer Therapeutics. Annual Review of Medicine, 2014, 65, 19.9 150
139-155. ’

SAR405838: An Optimized Inhibitor of MDM23a€“p53 Interaction That Induces Complete and Durable Tumor

Regression. Cancer Research, 2014, 74, 5855-5865.

Small-molecule SMAC mimetics as new cancer therapeutics. , 2014, 144, 82-95. 160
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BM-1197: A Novel and Specific Bcl-2/Bcl-xL Inhibitor Inducing Complete and Long-Lasting Tumor

Regression In Vivo. PLoS ONE, 2014, 9, e99404.
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LRIG1 Modulates Cancer Cell Sensitivity to Smac Mimetics by Regulating TNFix Expression and Receptor
Tyrosine Kinase Signaling. Cancer Research, 2012, 72, 1229-1238.
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ATM phosphorylates ZBP-89 at Ser202 to potentiate p21wafl induction by butyrate. Biochemical and
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Arole for CITED2, a CBP/p300 interacting protein, in colon cancer cell invasion. FEBS Letters, 2007, 581,
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Recruitment of Ataxia-Telangiectasia Mutated to the p21wafl Promoter by ZBP-89 Plays a Role in
Mucosal Protection. Gastroenterology, 2006, 131, 841-852.

Transcription factor ZBP-89 is required for STAT1 constitutive expression. Nucleic Acids Research, 145 10
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Regulation of Epithelial Cell Growth by ZBP-89: Potential Relevance in Pancreatic Cancer.

International Journal of Gastrointestinal Cancer, 2002, 31, 79-88.

Retinoic acid (RA) receptor transcriptional activation correlates with inhibition of
12-O-tetradecanoylphorbol- 13-acetate-induced ornithine decarboxylase (ODC) activity by retinoids: A
potential role fortrans-RA-induced ZBP-89 in ODC inhibition. International Journal of Cancer, 2001, 91,
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