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Research progress of mTOR inhibitors in castration
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The mammalian target of rapamycin is a key protein in the PI3K/Akt/mTOR signaling pathway, which is closely related
to not only tumorigenesis but also tumor invasion and metastasis. Excessive activation of PI3K/Akt/mTOR signaling
pathway occurs in nearly S0% of castration resistant prostate cancer (CRPC) cases, and the abnormal activation of
the PI3K/Akt/mTOR signaling pathway is often responsible for the development from the prostate cancer to CRPC.
This suggests that targeting treatments for this pathway may have significant efficacy in improving the patient survival
rate. This article aims to provide a reference for CRPC to find a novel molecular therapeutic target by summarizing the
biological characteristics, function, treatment and combination of PI3K/Akt/mTOR pathway in CRPC.
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1.3 mTOR
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T2 JUL B 34 It 3 R OC TG R I i — 01, 2 PI3K/ Akt
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2.1 k4 E 7 (everolimus)

George%[ls]Xﬂ‘%%‘@CRPC(metastatic CRPC,
mCRPC) % 1T T mT ORI i F 4K 4k 55 = A 11
AR . FE3S P42 AL B M m CRPCH M
o, A 32 BT VAR IR RST R, R LSS 3 A AR R
ﬁ‘@*ﬁ)ﬁ?(prostate—specific antigen, PSA)LQ@,
W JC R AR R 3.6 H (95%Cl: 2.9~4.8),
AL N 10.40 H (95%Cl: 5.8~15.8) 15
A w G, DEURFH M PSA TR . K4k
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1132

I R 9 i 2 i, 2021, 41(S) http://Icblamegroups.com

(GEH2~3740H) o 322 A AR I3 2 35 T A0 45 9% 55
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B 2.5 mg MUK PAHT1S mg/kg) Bk % 4 X nf =
A R B IG R 2 X . GrossZE PR 6 4T T
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2011 (80% ) 78 4= B 4 28 i o P i TG iF AR AE
AU AAF 53 5 8.9 H (95%C1: 7.4~10.6)
21.91 H (95%CI: 18.4~30.3), I RS FHEMEZS
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Table 1 The efficacy of mTOR inhibitors
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