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Research progress on PI3K/AKT/mTOR signaling pathway mutations and related
targeted therapies in triple-negative breast cancer
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Ji% J (triple-negative breast cancer, TNBC) ZJ (5 L fif
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96N AY R AL 1 L RRE Y 2 1) 78 o 2 ) 78
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1 PIBBK/AKT/mTOR {5S& LA

PI3K A4 L 7 51 [ Y5 A SN R it 43 =
BT VM EMISOY, T 22 T 8K P3K M
. — B BSOS, PI3K T W3 p85a 557
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FOXO1: X3k 5 1 Ol (forkhead box protein O1) ; GSK3: ¥ Jit & i 3 (glycogen synthase kinase-3) s MDM2: /] BSUfif4< 2
(murine double minute 2) ; Rheb : Iij Ras [F]¥4 £ [1 (Ras homolog enriched in brain) ; S6K : #% ## 14 S6 ¥ /i (ribosomal S6 kinase) ;
elF4B : FUZ B EEE 4R [A T 4B (eukaryotic translation initiation factor 4B) ; eIF4E : BUAZ B 15 L 4R [K T~ 4E (eukaryotic initiation factor

4E) ;4E-BP1: FUZ LR A 1 4B-45 &

[ 1(eIF4E-binding protein 1),
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B A7E TNBC A1 125 ik A4 5845, 31X /& TNBC H AKT ¥
LI kR EEY, B AKT1 E17K 0% 5848 2 4h, ALk
AKT WG IR L FHGAEAT . 58HAMMLE,
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mTOR 7] PLJE B " Fl & & %) (mTORC1 #l
mTORC2) , 4 7] if it 5 RAPTOR 1 RICTOR 45 &
S8 X A i e kDR PR A e i A 1 L A
1.8% 1993 41 7 & Bl mTOR Z248 , A5 /b H il I N &
e MIRAIH R . OIS mTOR [ HAth 5% WL 58
A5, b iR 4 R 7 LKB1 A %848, H F i mTOR
MR IS AT FTBOERT, B & TSCI-TSC2 B W)+ 1)
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TEEL B, PISKCA A AKT1 3k R (1) 3805 5878 78
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BH A JiRs 2 PIBKCA AR, R V10 S AR 71 J
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3 TNBC # PI3K/AKT/mTOR {5218 B HNH1 5

124 N 1 B K H £ Bl PIBK/AKT/mTOR 15 5
B 259, IFis FH TR 9T TNBC MG R IRE, 2
5 A AT 25 B 19 25 A P B SR I R G IR
J7 R H . PI3K/AKT/mTOR 15 5 38 % 52 i 240 i (1 4%
AN B[R] UR R 2H R O R T A2 SR R T D
1175 2 K H 3% (romidepsin, FK228) 4b F (1) 4T1 44 g
LK E R 6 193 M E N, A 5 938 M
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KA B, 203 A8 E R IA K A R R (B % SDHC.
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e P65 AZRE B RIAE 1R 97 J5 S e 1 HER2 B 1
FLMR g B 19T 28, FE LS 3 PIBKCA I F1 A o
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SR ZE 45 1
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7~ > M B TNBC &5 v LAt € B+ B4 & h
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Bt gri 2= EE R S b 1 B 58 A SR Al e 0
¥, IF HiZ %R 5 PIK3CA/AKT1/PTEN & PTEN ik
AR TEIE . SR, A € B (P b 98 4 FH AR A 0%
BB B T Y IR, R MRI ) 78 4 2%
fift %% (££ PIK3CA/AKT1/PTEN Z845 A BE b i Ath € %5
HN39%, “RFHANI%) . X—UWELERE
LOTUS i 56 (£ #5747 TNBC H I 78 45 1 — 3507,

UL % (capivasertib, AZD5363) /& —Fh AR 1)
H R AKT #1#] 7) . 7E 2020 F & £ i PAKT ik
germseiy g R AR YT RS M TNBC B BE ML 7>
H, oy sz FAZBE R R UL 65 B2 B FE T, RIL
BB AR AL PFS N 5.9 4 H , 2 Bl 484240 H
(HR=0.74, ¥.{l] P=0.06) ; 7E PIK3CA/AKT1/PTEN &
Frp, RUTEEH s AL PFS 9 9.3 N, 22 JE 57
H N3 74 H (HR=0.30,P=0.01). KL, 70 AKT )
177 UG (0 B 4 BB PES 5% 28 K, I H.7E PIK3CA/
AKTI1/PTEN {5 518 2% AL ) g S )3k 2 B Ry
AR . AR ER, BRAT AR RILEEH
S AR AF I TE] COS) B 5 2603 (19.1 vs 13.5 4N H , HR=
0.70) , A Z F G G it 2% & s [ FE , A 8% A PI3K/
AKT/mTOR {55 538 4% 58 A8 [ J8 35 7RI PR 3K 2 7 T 22
RGBS RN SX AT, RUCEE AT
7 OS BB (HZE R TEGTHE Lo
3.3 mTOR #p%|7

e 4t % 5] Ceverolimus) & —F I AR 1) mTOR |
Ao 5P I ARG, AR TR 4 B R A H
i #k Ceribulin) 7 #5 #2 t£ TNBC &£ 35 th S FH 25,
8 b 245 40 1 A [ 351 B DA 25 77 R00RN I A i 5
AL OSH8IMNH , st ewf i 2.6 ™M H. L
RARER, BEHAZEEE —EMIT. &
2021 HE R 1) — Tl RIS, PPAl A vk A R 24
VIFVEEAZ ot B il B AT 5 B Im VR 9T BT 2%, 45 SRR
B, A 2 52 W] TG 5 NGB X A vHE 3 il B A0 9T 5 ok B
A5 () TNBC &6 %0
3.4 PIBK/AKT/mTOR 1z 5 i# 34 47 4| 7] 5 4L J7 3 &
JRIT kA

J£ T PIBK/AKT/mTOR 15 5 38 4% 111 1] 1) 75 11 R
TR TR R F S AT B T IR AL S R I PR
e ELEHAT H, DLt — 20 PP X L 25 W )97 R H
BT — T3 B ML X 2 Tt 70 6k Il PR 4 36
(NCT04251533) , PFA& BT 855 F1 w) A1 3 8 4 - 5582
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I TNBC 83 17 250F 22 4P O 58 B 2 5 IR

PATHFINDER {58 #& — I © 56 B F £ X 2542 bt Fiil b
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(NCT04464174) , 1E 55 fif i & &5 R W K £
BEGONIA 158 & — T bR 25 2 0t 5, B 1E
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AR BT+ B N TNBC B — VA T 7 3L
Az A= PER T /11 338 568 (NCT03742102) 5, 5256
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mTOR 1| 7 (K 4E 2L =] ) FILCL161 7545 B ke A
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