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Inhibitors

USPs Cancer type Clinical status Reference

Non-specific Colon cancer

DUB PR-619  Esophageal squamous cell  Preclinical [26,27]
inhibitor carcinoma
Esophageal squamous cell
USsP1 ML323 carcinoma Preclinical [28.,29]
Colorectal Cancer
USP2 ML364 Colorectal Cancer Preclinical [30]
P5091 Colorectal cancer Preclinical  [31,32]
Gastric cancer
USP7 Hepatocellular carcinoma .
22077 Pancreatic cancer P rechn}cal [33.34]
Preclinical
XL177A Pediatric cancer [35]
USPOX wpi13p  Hepatocellular carcinoma L4 36 39y
PH“(’,TRHT“’, cancer
USP14 h-AP15 Colorectal cancer Preclinical  [38,39]
Hepatocellular carcinoma
USP43 DUB-IN-2 Colorectal cancer Preclinical [40]
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