Hans Journal of Biomedicine ZE#JEE%£, 2025, 15(2), 328-338 Hans X
Published Online March 2025 in Hans. https://www.hanspub.org/journal/hjbm
https://doi.org/10.12677/hjbm.2025.152039

PIBK/IAKT/MTORIEES BB EA.IRELH

Mt AEFY

'BARR KA A AR E R A RRAGAHE LS, =/ BY
PRUIER K AIREEZ AR, = B

Weks Hi: 20254F1H 140 FHBER: 20254F3H6H; &AAHM: 2025437 17H

HE

IIE L AT R S B EEISITT A FEER. PI3K/AKT/mTOR{E S BB 2% EESIBEN R
ERBRWHEFEMER, MHZEBENELRERITERNTRBAGWTITEB. B, £
PI3K/AKT/mTOR{S 538 BG4 1 75308 1 Bk A B vy ¥ 5 IR L R 88 1) 22 24 ik 26 TE AL T i B Wi BRI AR 5T
AICLEAR T PI3K/AKT/mTORGHE ¥ 75 FL AR £ 25T 25 P i/ F DA R i 3ok 40 #1122 388 B o AR L B 2 25 Tid
24 1SRRG 5T

KA
A B, PI3K/AKT/mTOR{E 5@, LHWE, MHIH]

Research Progress on
PI3K/AKT/mTOR Signaling
Pathway and Multidrug
Resistance in Breast Cancer

Hongyan Chen?!*, Hongyu Zhoul2#

1School of Pharmacy & Yunnan Key Laboratory of Pharmacology for Natural Products, Kunming Medical
University, Kunming Yunnan
2College of Modern Biomedical Industry, Kunming Medical University, Kunming Yunnan

Received: Jan. 14, 2025; accepted: Mar. 6, 2025; published: Mar. 17t", 2025

AR
AR

XEF|H: BRimi, FZETE. PISK/AKT/mTOR {5 5l 4% -5 FL AR 2 251 25 M s st B 0], ZEEE 5, 2025, 15(2): 328-338.
DOI: 10.12677/hjbm.2025.152039


https://www.hanspub.org/journal/hjbm
https://doi.org/10.12677/hjbm.2025.152039
https://doi.org/10.12677/hjbm.2025.152039
https://www.hanspub.org/

MR, FRT

Abstract

Multidrug resistance of breast cancer is the main cause of treatment failure of breast cancer. The
abnormal activation of PI3K/AKT/mTOR signaling pathway is closely related to the occurrence, de-
velopment and drug resistance of breast cancer. Inhibiting PI3K/AKT/mTOR signaling pathway is
an effective way to improve the therapeutic effect of breast cancer and overcome drug resistance.
At present, several PI3K/AKT/mTOR signaling pathway inhibitors are in preclinical or clinical research
to overcome multidrug resistance of breast cancer. This article reviews the role of PI3K/AKT/mTOR
pathway in breast cancer multidrug resistance and the research progress of strategies to overcome
breast cancer multidrug resistance by inhibiting this pathway.
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1. 518

FUIME BB Z . FET 2R, At bt iR DL R 2 — 1] Hoh RIS 5 90%,
9T B T FARRGEGTT, SRS T AWIRTT . WA RERHE T 29T EN 2T B
CEEVRIT o USRS T AR HER2 PHtE . EE 2K BH M (PR+FI/EE ER+) M2 = B 4 7L g (ER
PR 1 HER2 ¥ AR IA) [2] - 1X L8 7 BY J AN [ RFAE SR iE 1 FoV6 97 SR s (1) 2 R % T HER2 Bt 1 AR 3,
B 252 RS 1 PR+AI ER+ AR U n@ Ik Py 73w v 7 SR A W0 1 . = P M LR T B =
S8 FIL AL, JBRARST R VR T AR 4 A 1 7 U T IR YT . A, PARP I A 4 B BRCA %€
R RF R T RIT AR BT YURAMN) T Z A, LR S R AR e e, B
WK A8 FH 3 % %2 241 24 (Multidrug Resistance, MDR)™ 5 IR #1 1 25907607 IOBCR, oM IR R G IT i)
— KK [3].

PIBK/AKT/MTOR {55 % I8 2 5S40 N ARV 220 B2, 1208 B8 1 53 0 B0 5 LI A R R AR
J7 T 25 1 B UM 5C[4]. H AT, PIBKIAKT/MTOR (5 53 i O A&y 5 IR L Mg e i 24 (F B 308 A o AR S %t
PIBK/AKT/MTOR 15518 % 5 o W0 5| S FLIRE 22 2451 24 LRI EEAT T340, v T BT iR T Sk 5
PR SE B, Fxd AR AW ST EAT T T
2. PIBK/AKT/mTOR 5B S5IBEEAE LR
2.1. PI3K/AKT/mTOR @& HILERE F0 53 TR Ll

PIBK/AKT/MTOR 15 5 E & A0 4 — Ak BB L T4, ARILEE 1 ST R 4E Ml AR A7 395 1R
DA R I A AR R T THI[5] - 1208 B 1) SR Rl T AR AR BEALRE 3 W (PI3K) 25 G B (PKB B AKT)
R L 2N 4 TR W B FR AR AL I (MTORY), X L I8 Ik GBS SO S W RN 7, AT SEE S04 448 i T R 1Y)
B[4,

PIBK Z1X—15 Sl I LIRS 73+, 43 R=35, Hr Class | PI3Ks 2 Fid ) iz i 7 Rk,
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ML IV 3 (p110) F1—AN 1 5 3735 (p85) 2H Jik [4] - PIBK R 75 2 3 i ik 32 AR i S R Vil il B 4245
FE I G RO RS A . SN K B T 5 S A IS S BRI B4 A, p85 ¥ PISK A 55 F1 41 i s
b, FEC p110 WEAIEPERG I, kT BERR A B R EEVLEE 3,4- BEIR (PIP) AL BB TG IR WLEE 3,4,5- =R
(PIPs) [6]. PI3K ] p85 WA: 5 &AL 1 b BRI R R IR TR L 4 &, MU PIBK [6].

B AEAE PIPs (2 L 0 AKT G IR . AKT 5 _Ef PIP; (X%, S8 AKT Ik £484k,
T2 H IR IR . (Thr308) Al 22 &R {7 £5(Serd73), PIP3 45 A W i LBE A #5 PE Sl 1 (PDKL) @R 1L Thr308
£ . mTORC2 WiEatk Serd73 Ar s AKT [7]. AKT BE 5 AEWs il & R I 8 (A 0T, X
mTORC. 4 i J& 15 B i ML B4R (CDKs) . p-catenin, HEMF AN A4 K . AR F2[8].

2.2. PIBK/AKT/MTOR ES@BHBESHABRELZE LR

FEIEH AU, PIBK/AKT/MTOR {5 538 B 52 2746 142, DUORIESH Y 1B 5 A Kok 28T,
EVFZ KRBT, B EE. SEWE. 8. FURE . 35/ R S, 10 R R R SRR
FMIBAE AR B BS540 10 7 T O [9]-[14].

Kbz Ak, SRR 2 A A 208 KA PISKIAKT/MTOR 15 538 M 7 7 0% . TNBC B A 12281k
Bhy R BRI, 18 TR S TNBC FRECAH WL[15]. 29 30%~40%f1 1 1 ER+FL IR
HABOETE PIK3CA RAZ, IX Le 3R b5 g ¥ 5 A R R FHI 2 1 2% DA OG[16] . tbAh, 7E HER2 BH 7L AR
e, PIBK/AKT/MTOR 15 538 4 ¥ 7 3 Wt th 5 1 24 PR R = AR G [17]

PIK3CA J2%if% PI3K [ p110a 4L LI, PIK3CA FRAZ FHEAEFE=A “H 7 (H1047R.
E542K Fll E545K), IXLLsART] (R dE4fuibsi. 1228, M FaE M b A5 [18]. B T PIK3CA
BRI AR, LR PTEN 16K A1 FT B -5 B0 08 B (10 S 3 80, AT S BUERE K A2[19]. PTEN BB
WA T AR A, BN I G TR RMBAE BRI S i AR E 1

2.3. PI3BK/AKT/mTOR 1& i@ H%157

PI3K 41|57 7] 4> JyiZ PI3K 4157, 1 buparlisib (BKM120). pictilisib (GDC-0941) A1 Copanlisib (BAY
80-6946); PRIk FME PISK #I5), 4 taselisib (GDC-0032). alpelisib (BYL719). Inavolisib (GDC-0077)
A1 Serabelisib (TAK-117); AKT/mTOR XU E#lifil55], 4 BEZ235. GSK2126458. SF1126. BGT226 % XL-
765.

Alpelisib (BYL719)& 5 — /M M 48 1) p110a Y22 () AR PISK 4MI71[20], A2 2 AN #l Stk v B
% Fulvestrant F§ - PIK3CA KA (¥ HR+/HER2 ¥ # P 7 I i 38 11 PIBK #|57[21] . Taselisib (GDC-
0032) /2 55— Al 7 AL ik Bk PISK 57, X pll0e 245 AUAG W i (O #0 /E FH [22] - Buparisib (BKM120)
M1 Pictilisib (GDC-0941)/2& LRIz PI3K 457, w4m) 1 38 PIBK (WA DU A LAY [23] [24]. %F*t
PIBK/MmTOR {5 5 i i f) XU FHL KT 7, BEZ235 REHLH 1 X126 PIBK AN [F] LAY LA & mTOR g i 1t 1)
Iz AdE H[25].

TS BEERVERAL A, AKT FHIFITT 2 e PH S5 3MEIR . RERS 51 &M R A8 B4
A, LAI 5 ATP #E47 56 4 1t 25 G (R AM I 7 . H AT TS AECH 22 ATP Se 4+ LI, o Ipatasertib
(GDC-0068)F1 Capivasertib (AZD-5363)75 7 L IRJ Il AR 7¢ 1IE £E 31T [26]

5 — 8 mTOR #0771 4K 4 2% =] (Everolimus) 1 # 74 5% &) (Temsirolimus) 13 /& H §i 6 9% (0 2 24 .
Everolimus & & Mg ik T HR+/HER2-FLARKE ) mTOR #IHI7], 76 LI AR5 A 2 7 ot LA
S FRE I TEHE R A A7 I(PFS) [27] [28]. Ib4h Everolimus BE& AR ZGY0ln Fulvestrant, R RFMESE, BEH
A% A A FH LR 3k 2 [29] [30]. 7E—DTREMLIIITH RIS+, Temsirolimus B4 Letrozole /EN—ZRiGIT
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T5 AL AR5 A BHMHI VAT ORI HR BE 4 LR B 3 b o 50 B8 5 PFS [31].

PISK/AKT/MTOR {5 5 I8 % 1) 5 oG 5 LI i X 29076 97 Po AR 29 e & DDA 5%, BEWTZAS 5
R DA = 2 BURME R I T 245[32] . 475 BT FURE, PIBKIAKT #iiil7) 5 HoAth b i 8 v6 97
T B A5E FH A B2 A e L e PO T 24 1 8

3. PI3BK/IAKT/mTOR (5B 53 B2 AT
3.1. PIBK/AKT/mTOR {558 B SFBREA S HETT NS

W AR YT 202 ER+FL IR fe H Z VAT IR PR —, 0 3k A5 1k M VA 2R 52 A U YT R A B 2
(Tamoxifen), DL 3% 314 E B 2% 52 14 B At 751 9m 4 =) 3F (Fulvestrant), 187 75 &AL BG40 61 7], G4 S itk (Let-
rozole) FI4k 7 35 1H (Exemestane), 352 JCEEHIVRTT F- Bt 2 50% /535 tH T P IR PE SR A5V K A 23 WA V6 977 T
2y, SRS R[33]. H AT AT FLIRE N I ZiHLH] £ FE S ER R A %, B ER R
EACFIERAE . ER ZEHRAE, ER #IREJG 81, ER ILBGE I FR%, DL ER 5&F 4I5S 9 TH
MEAEH, f HER2. EGFR. PI3K/AKT/mTOR il MAPK/ERK %%[34].

PISK/AKT it % 5 ¥ W & LI JB 3 N IBVR T I 2 B R R 2 — o T4 52 P 4 WAYa T 1A DR R 1
RN B, HEE R MR AL p-mTOR FKIAIE N, $7R 7T g PISK/IAKT/mTOR i i AL
WO A A AR YT I 24 [35] . FEMEMCER B Z ML R, PISK Al AKT W LABEER AL ERa 1] Serl67 47 i
M7 S ERe, A ZEE 2R E S AL AE AR T, SEGUNRIE AT P 73 Wb I6 T 9k L BU P [36]. i
Jod AH 9% LI 2 (TAM) 20 WA F) CC-a Ak A7 LA 2 (CCL2)3 PISK/AKYMTOR 15 54% 5 -1 in 7L A s 44
JRLERT N 23 WA T, AR IR A B (TME) 1) 9 73 WA T 24 [37]

DA FRY, PIBKIAKT/MTOR 15 53 B 1 71 5 FL IR 1R P9 43 WA 7 V2 A 45 o — Phond 470 7L e
i 24 45 2R 97 5 % - PISKIAKT/mTOR 3@ #4157 buparlisib. Everolimus 5% BGT226 5 Fulvestrant It
HEA, e MCF7 40 TR B N 73R 7 IO 2544 [38] . th4h, Letrozole Y% MCF-7/AROM-
1 41+ AKT/mTOR/S6K1 jd B %, BEZ235 AbFE{EiE | Letrozole iy Z54H M -, FF Hif 2540 fg bt
AL xS Everolimus TEASUE[39]. Kk, 404 PISK/AKT/mTOR &% n] fe A Bh Tk 5 e & 52 AR A
(ER+)FLIRE SR VA T BB, s i (2 i 40 M I T2k T IR P9 20 VR 9T AR

PIBK/AKT/MTOR BB 5 A 73 WAIR I T 24 1) 58 3 CAAE I RBIE 70 43 21 1 6 IE B2 SR S
BOLERO-2 W7t A& 1 Everolimus B:4 Exemestane 7 P 70 WAIE YT o 5 i3k 2 I 4522 5 HIR+RG: 301 L i s
BE IR, BEAIRIT BENGE T B AEAWIPFS), HAr PFS M 4.1 M HEE S 10.6 4~ H[40].
TAMRAD 7t ¢ Everolimus B4 Tamoxifen fIIf PR 3K 25 % (CBR) & 3 2 5 (61% vs 42%) [41]. BELLE-2
RIS VPl T Buparlisib BXA Fulvestrant 755 7 B i 55106 97 f5 5 03 1 Jg 1) HR+HER2—FL i 835 R 9T
WMo WAL REIR, PIK3CA R H35 M Buparlisib j3797 H 3k a5 8 £[42]. FAKTION 3%, AKT #idi
71 Capivasertib BX-& Fulvestrant 25035 72 2 B i) 71 i 24 16 9 7L s 1) PFS I OS [43]. 64F, LORELEI
WFFCITAS T Letrozole & PI3Ka #Iil5 taselisib 75 -5 3AFL BRI I HT A Bhia 7 i 0097 30, TR 4 R,
Letrozole lE& PI13Ka 40177 taselisib 7~ H B[540 8 48 FH [44]

3.2. PIBK/AKT/MTOR £ &i@ SRR EL Tz

TEFLIRIE MR T, TR IE R R RETT F B, 2RI, 7 R B R ARSI 25 I 2 )=
H /5 T FLAIE A0 T i 24 B AE AL v R BB I B, AR T2 MR &R, B 2l . 25 - BN
A EAEF U« iR T A i E B N Z5 [45]. 41, PIBKIAKT/MTOR 38 5% 130G 25 19 N £ 2451 245 4 0 2
FI (40 P-FE25 . BCRP Al MRPL)[\RIA G, X8R (4 al B Ak 24540 M40 Pt vb B 8 ke, PR AT 4t it Y
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IR, BRI Zj[46]. HFFUE R, MhBEEIFMZ) MCF7 Ml T47D 4ifigrh, PISK JE B Gk S 3
BARD1 1 BRCAL ik T, M58 | DNA i85 Re /1, B0 M Ve A pe 25 2t 245471

ZOUm R AT L], PIBKIAKT/mTOR il 77 76380 % FL I A 7 it 24 77 T B EAE R . PIBK 411
#1177 BKM120 5%, BYL719 A] DA F#{ BARD1 Al BRCAL (1) 423 , MM 88 % L i xof B8 R R 2K (TR 245 [ 471
AKT li#5) MK-2206 B:4 GLUTL #li7) WzB117 il il fili & DNA #5145 s b & BHLIET AKT #figtk, %S
MCF-7 5 MDA-MB-231 FL I 40 B i 1-[48] . 534b, iz PI3K #1771 BKM120 jd i #ii] PIBK/AKT/NF-
kB {550 %, 7EBUBF] MDR FLIRE 40 M 28 o Hss K Ptigise /1, 5 H BKM120 5 2 LR BA
S S A B [E A [49]

Neo PHOEBE X4 &7, 7E HER2+FJFL M B )52kt - th 2 BRpyiH &30 7 hinA PI3K
75 buparlisib 7797 R A AE[50]. (HAETE S —A LOTUS W7, ToikTFAR K =35 i 3 el i 78 1 I
KM TNBC #2451 AKT #1157 1patasertib BEA K420, 45 IR Ipatasertib B A 842 B I697 4T bl 2 8
FIEC A AR T W] AE K ) PFS, 7 Ipatasertib V477 PTEN FiAKALA hdfr PFS SEK, 7E
PIK3CA/AKTL A& 55 N#EH i PFS 1835 1K, X8 SCRF AKT BR[A76YT TNBC I8 — M PRIk Ee 25 51
[51].

3.3. PIBK/AKT/mTOR £ S8 5 AL B R8T N ZS

7 #H 22 Bk Hi BT (Trastuzumab) . 152 2k F i (Pertuzumab) 7 JE 2 ¥ 471 (Inebilizumab) &5 ¥ 7 [ S 1A 254
A, I AR HER2 BH % 7L A V6 TT SUEGE /i L 1 LA+ i & JE (Lapatinib) . 357 & J8 (pelitinib) AR 1) /)
I3 T B GRS AT, CARPUAZGYREAY), B e M 2Bk B 1(T-DML), X BB 24 0 3 it
THEZRITIRE.

SRIM, TEIXEEQE 259 0 R b, RIS 24 1)t BRATY AR & — AN AN m gk iR B AS [52]« R VRIT T B
ANWrEA , AT 2 AL ) (IR N BRI AR S (1T, MR AR & AR SR F2 i) HE s U7 1)« HER2 &5
A WL HER2 #8505 38 14 (p95-HER?2), p95SHER? k= Hii Z Bk i 4E & ibfr, EREE 1 BlEs
PE, B E ORI RFIE R A, PRI, FEAYE YT 2 S HER2+ I\ FLIYE ER RIA N, M
FAMIAE IS . HARSZAR U HERS W AT 7E HER2 JR i 2R3k, B0 T I PISK/AKT g, (Eif b yes 2
FAETE FE S BN HER2 SR VR P2 AR i 245[52] th4h, W7 HER2 BHPEFL IR i3 #2529t HER2 ¥&
J7J5 PIK3CA R4 5 Z a2, $#27~ PISKIAKT/MTOR 38 B i B0E AT G f& HER2 A7 i 24 f1t) 51 32
ML [53]-

—EeHF T DR I PIBK/IAKT/MTOR I8 ER 2 it 4T HER2 077 T 24 [ @EFE /7. 72 PIBK !
#1177 NVP-BKM120 B4 HER2 #1367, & 2 304 PIK3CA 8748 iR #4 A28 1 48 K [54] . 38K+ Lapatinib
5 mTOR #1171 INK-128 16414 F [F] s BELIET PISK/AKY/mTOR A1 ERK %, 7E5HT HER2 A 7T XMEVA PEFL IR
P B Bl R) 5 5 0 B A0 TR R Y AR [55] 0 5 e B AR 4o it 2 BR UL ¥R ] ErbB SZARIA T R
W7 R B H] PIBKIAKT/mTOR ] LA E 8 K &2 ErbB 4 7] 25 4 (pelitinib . canertinib) 8 1, i
PIBK/MTOR XU E #1771 NVP-BEZ235 5 pelitinib 5% canertinib 216X ErbB 4 [ 2454 it 24 1) L 241
T I P [ A A ] 4 FH R e AR 245 [56]

I R 5 45 B 7, 8 BOLERO-1 il BOLERO-3 #lf 5% 1 Everolimus 4 Trastuzumab 497 41 PFS 3
WK, F I Everolimus 7EIE T HER2 JA )T 2R 77 1 B A W /1[57] [58]. NeoPHOEBE % W.o~, 1E
HER2+ )5 i M FL I B Hh G R HTZ. PIBK #0155 buparlisib /5, HER2 $E 67T #l 2 2k Lyt b g
R IE8[50]. NeoSphere B Fi4H 5% RET R AAEVEFL A BN HER2 PRI FLIE &, Hrh A
Trastuzumab. Pertuzumab F1 2 i fih 28 =P 259K 57697 400 835 4% Trastuzumab + Pertuzumab 76974,
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S R (PCR)F R E, HZH EEMINA B M[59].
3.4. PIBK/AKT/mTOR {5 5B S5FLBR7=E PARP HPHI57ITHZ4

PARP il 71 w] LA REL B fit 723 4 58 ADP #% 8 55 S B (PARP) U T RE, T4 DNA FUEElr R iz &l
2, MIMAE BRCAL2 58742 (1 7L M i3 b R A5 B34 R T AEFH[60]. H AT, B4 MaR (Olaparib) F3E i i
1 JE (Talazoparib), X PP PARP |71 CL3%45 FDA [fftbitE, HFi677 BRCAL 5345 [ 1t 7L e i
o ST ALE, BAHE S T BRCA KA HER2-FRVEFL IR B & 1 PFS [61]. 2R, BE%&
SRAF VLT 245 (T I, 18I I R SO IRFLIE XS PARP IEAk, BRI FLTL (VEGFRL)M i &
AKT e 3 28 F 773 R0 40 o) 200 75 78 4028 30 S 380 PARP kI 770 25 {8 ) axitinib P FLT1 15 516 %,
fii/NER PARP 1l ST 24 iR 6t PARP 11 71 ¥6 97 28 UE¢[62] -

)Y 5 2l 1& & (Homologous recombination repair, HRR)/& PARP il 7t 24 1) 1= B 5 A, Btz 4his
¥ K DNA E I AR AR . RMBRAE B . ADP-#ZKE3E 1L K 5 (PARylation) F1{ 5 3@ B A HLAE H
263].

PARP Il 77 7] G 22175 4 M3 sh R G LI, I EGE PISKIAKT/MTOR {5 5 8 i 5 Bl i 48 o %
2 DNA #1451, JEHKIE T PARP #7197 24641 BT RIL, # PARP ul it ATM )£ % ADP %5
Hik, {23t ATM-NEMO MHEAEM, #mifediixE &AL, TR p-ATM-NEMO-AKT-mTOR 4f
M fR 15 5 /MAE[65].

3.5. PIBK/AKT/mTOR & 5@ S FLBR#E CDKA4/6 NI

HAT, ©F =% FDA flti ) CDKA4/6 #iil7%], 43772 MA@ 76 Je (Palbociclib). i & 74 JE (Ribociclib) A1
ki UL P i (Abemaciclib) . 15 /R FAH] (Dalpiciclib) /2 H [ B 34 & 1) CDKA4/6 #Nfil57] . IX Ll 714k H T8
I7 P43 WA T TN 25 1) FLIR R R DL R LA SR B Y ihe (B, R K T B A I[66]. RAE L, X
S A T BORAF R 25 R AT G, 5 LI S R A — Ak, MR 25 L IR
W FE LA BRI TT SRS R AN 5%

184y 1k, CDKA/6 il 24 1 JR R LL A SR 4%, 046 RB1 8k FATL 626 RA% . CDKA4/6 i R IA e
W, AYMEA EL ML RIEM PIBKIMTOR /5 CDK2 #i%([67]. CDK4/6 I 7 Bk &
PISK/AKT/mTOR #1011l 771) 35 % 75 2L AR o O N 25 ©L IR SR AT 2B 213845 . PDKL 395 /2 ER FHPERL
JisEH Palbociclib i 24 1 OCEE R R, F PDK1 #7415 CDK2 #1171 dinaciclib 4bZEEHSIE N ribociclib
i 25 40 B %+ CDK4/6 41|77 iU [68]. mTORCL/2 #lil 7] AZD2014 wJ LA CDK4/6 i 77t 25 41 i
T Rb R AR A IS B D1 RKIAH E2F /13 E2F1, CDC6. RADS1 Z55: [K#% 5% [69]. 7E I ARk
5, BYLieve BFFATEAL T AKT 401855 BYL719 Bt4 Fulvestrant X CDKA4/6 #1H 7¥G 7 25 ) PIK3CA
AR . HRHHER2—E R 1 FL AR A 105, &5 A W27 ik R R A AT BRI ] 28 11 22 4= P [69]

3.6. PIBK/AKT/mTOR £ Si@5 AR ERERTINE

JiJRE G 2 YT LE IR VR T T S T3 IR R YT 2. Atezolizumab CLBE FDA HEHE 5 9Kk 1 B
gk & TR K2 I (nab-paclitaxel) I T 697 2 ik PD-L1 RO HA%EF2 4 TNBC 4 [70]. Durvalumab Al
Avelumaband 1F &b 7E % Fh 28 284 7L e 6 T 7 T/ I PR IRER B B « PISK/IAKT/MTOR {5 5 8 B 7E F F8 PEFL
P o S A 4 R A AR, @ B AR R RS M L T I BOE R L T, 4ERE T SR S
IR [71]. Bk, XL PRETOHT FC R R B, BCE 18 PISKIAKT/mTOR #HI 71) T A5 24 o i 7L s i
FXRIER A AUEWT VAN 2. SR, BT RSB G T VE R R A A A, R BT R
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ARLERER T PISK/IAKT/mTOR B80S 5 FLAME 16T (W 7096 97« HER2 #E[H]75 97 . CDK4/6 Al
PARP 5. AbI7 Je a3 ¥a 7)) 25 2 1Al i< Bk . PISK/IAKT/mTOR @B INHIH 5 A IRT FEEA T
Z I T RS [ 2 Y 7L et 24 1 (0 7, Ry — ol S0 i 247 10 R PR SR . FREEORSK, i AET)
TS T 20 WA R P I e 3 AT 55 R R B 22 e BRI (R Al 55, AERAL YR TT RO I 2 RIAE H
FLR, TRNRZR TSR DR EY), DRSAETINYG 7 I S 2 I 2518 5L, AT 8k G AN D6 B (16 7 mIAE H 5
WeAh, BN TRAEBRA IR %, DASEIL SR M R E T s [RIRE, £F%F PIKAKT/mTOR #iil
FIT 251 FRORIE 55 TR AN 28 A0 o 25T PIBK/AKT/MTOR 38 8 7E 22 Foft SIZAAs g v (6 )32 300, e ) L i
FF F T8 v R RS A 78 73 S0 UE B P IR PR T AR FE 45 58, X Tk — D4 i 24 L s 23 i) A A
() 5 25 3 o B B BRI .

EHEWmHE

B 5K F AR I G0 H (82160697); 2 FE 44 KA 24124 FHL HE h SR 56 25 HF SR 42 1T H (Y KLPNP-K2503);
A OETEA SRR FHAEAATTH (YNWR-QNBJ-2018-380) -

SE
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