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ABSTRACT: With various clinical trials being conducted of more than ten small Akt inhibitors in these years, the potential of
Akt as a promising anti-cancer drug target has been validated. In this review, the structure and function of Akt as well as some
promising small Akt inhibitors such as Perifosine, MK-2206 and GSK2110183 are going to be introduced. Additionally, the

preclinical and clinical research will be illustrated in detail.
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Tab. 1 Akt inhibitors in clinical development
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NCT02576444
B [E] AR NCT02664935
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NCT02594215
B [ e i
AT13148 mpi A I NCT01585701
BT 78 BT
GSK690963  GSK VEST HH Failed /
XL148 Exelixis iR HH Failed /

W R RIET www.clinicaltrials.gov; FEFTAIRG AR R, &4 HAl
R IELE AT .

Note: The data comes from www.clinicaltrials.gov; In addition to the
clinical trials listed, other trials were in progress.
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