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PI3K/Akt/mTOR

GERBEXZ A (GPCRs) AILUSKEPI3K /Akt/ mTORIBEE , 8T 1T SR M fe & . 18 TEM £ KBVARRETHAR. AT,
GPCRs#{alsi7E PI3KBIAL I i A PR o B AR B AL EZ - 3- 318 (PI3K) BRI IEEZERY : p85MIp110, PIBKIKEUE/S,
p110iF B (i = A B E 1% . JE M PI3KEE & B AR R AVRAAE AR A EZ4,5- W R (PIP2) o PISKS R PIP2AYRAER (L2 Ak
PIP3, PIP3RIREFA B I AT i83d PDK 15575 5l & HSEE B (Akt) HEEBUE AKBIEUE T RERE S, ImTORCL,
HMEABERERNAREKSFE.



Akt

Capivasertib
Capivasertib (AZD5363) &—FORRE3H) pan-AKT HEE Cl
NI, 0 Aktl, Akt2 # Akt3, IC50 9350 3, 7 F1 7 nMo
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GSK-690693 hiH
GSK-690693 22— ATP Z=&AIRI5T Akt HI%IF,
3t Aktl, Akt2 F1 Akt3 B9 1C50 5049 2 nM, 13 0
nM, 9 nM, GSK-690693 22 —7Fh AMPK A9, N// NHZ
B0 ULKL BOEHE, 3HREREI0H STING e T =N
IRF3 BY35E. Ns N N-O
A111141 | 98+%
937174-76-0 OH

AMPK

WZ4003

WZ4003 R—THE Y, SER M NUAK kinase #7, &
NUAK1 (ARK5)/NUAK2 B93E 1%, IC50 535179 20 nM/100 nM,
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0-304 2—HEEIH, A OREENZ AMPK BUET, El@ i pAMPK 89
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A1176833 | 98+%
1261289-04-6
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FOXO

AS1842856
AS1842856 =—FiF5FHHY Foxol #IHIF, 1IC50 7 30 nM, AS1842856 3531
%IJED% (autophagy).AS1842856 @13 5 FoxO1 Z5 & mbE(fk FoxO1 BYEN,
ARmERERNEBRRE,
NH, O O

Sheag,

A169136 | 98%
836620-48-5

PI3K/Akt/mTOR

Ipatasertib

Ipatasertib (GDC-0068) —#POIARE K. &iEIR R ATP ZT& 1452 Akt HIHIF,
H3f Akt1/2/3 B9 1C50 B85 5.18.8 nM, Ipatasertib i@id #5] Akt S243F p53
RIMER PUMA 80E, MBI 80E FoxO3a # NF-kB o Ipatasertib iF8E% S
HEAT (apoptosis), MR E/) GiERhr  Cl

MK, NZ N

A115731 | 98%
1001264-89-6

Samotolisib

Samotolisib (LY3023414) B3 BiEZFMEHINE PI3Ka, PI3KB, PI3KS, PI3KY,
DNA-PK, #1 mTOR , IC50 43815 6.07 nM, 77.6 nM, 38 nM, 23.8 nM, 4.24 nM, fl
165 nMo TEfRANEE/RIKEE T, Samotolisib BXM%] mTORC1/2.

A173638 | 98%
1386874-06-1

EX229

EX229 B—NEHBKMWMTTEY), B AMP AL BHES (AMPK) B9 M3
7, B3F alPlyl. 2Byl F alB2yl 9 Kd 555 0.06 M. 0.06 M F
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HTH-01-015 2—#H3sE#E 14 NUAKL/ARKS 3103 (1C50 9 100 nM),
HTH-01-015 %) NUAKL B9347 E3M4) NUAK2 & 100 254 (IC50>10 pM)o
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A414474 | 95%
1219739-36-2

A321152 | 98%
1613724-42-7
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OTSSP167 (OTS167) B—FE48Y, ATP Z 4K MELK #5151, 1C50 59 0.41 nM,
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mTOR

Everolimus
Everolimus (RAD001) @—#EMHEZ (Rapamycin; HY-10219)

HIETEM, thE—HhE 2R, R A O ARSEMEH mTORL #%)
fil.Everolimus 5 FKBP-12 &A= emimslgam. QP
Everolimus I EAR RIS TEFHE SRR T
(apoptosis) #1E& (autophagy).
Everolimus BB MBI GBI
MirEEEtE. O

A116645 | 98%
159351-69-6

Temsirolimus
Temsirolimus & mTOR #l71, 1C50 79 1.76 p
M, Temsirolimus 8E2E B% (autophagy),fE&1¥)
TR B L BT AEE AL o

A642622 | 99%
162635-04-3

GSK-3

LY2090314

LY2090314 2—THE 2T GSK-3 N5, 15 GSK-3
a# GSK-3, 1C50 5535177 1.5 nM #1 0.9 nMo

Al115111 | 99%
603288-22-8

Laduviglusib
Laduviglusib (CHIR-99021) R —ME AT, 14, B8 OREIER GSK-3a/p
71, 1C50 /9 10 nM #0 6.7 nMo Laduviglusib ¥f GSK-3 #3214 EL CDC2, ERK2
H{hZE H%ESE 500 5L _E. Laduviglusib 2 —FE%H Wnt/B-catenin 5518
B&IRETo CHIR-99021 BI 158/ VRN A SEBRRS FARRERY B FEHTo
Laduviglusib BEIFS4AREEME (autophagy).
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Vistusertib
Vistusertib (AZD2014) 2—FATPE £ {4# mTOR %15, 1C50 5 2.81 M
AZD2014 {4 mTORC1 # mTORC2 E &4,
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A386287 | 98+%
1009298-59-2

WYE-354

WYE-354 B—# ATP &£ mTOR #1537, IC50 /9 5 nMo
WYE-354 13! PI3Ka #1 PI3Ky, IC50 4357 1.89 uM 0 7.37 uM.
WYE-354 #%] mTORC1 1 mTORC2, WYE-354 TE{A5MaES T B MR
(autophagy) #iE.
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CP21R7
CP21R7 22— 34H GSK-3B MU, IC50 {49 1.8 nM;
CP21R7 B AT PKCas, IC50 &4 1900 M,

A246592 | 98%
125314-13-8 N

GSK-3[ inhibitor 2

GSK-3B inhibitor 2 (Compound 3) @—fE %, EFEFMAREMER GSK-3
IR, 1C50 9 1.1 nMo GSK-3B inhibitor 2 B LA EF Ak FE. GSK-3
inhibitor 2 5 A FRI/R %S ECRHE ST,

A1329215 | 98%
1702428-31-6 o) N
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PI3K

Copanlisib

Copanlisib (BAY 80-6946) &—FA %8, R MERIFN ATP T2 1R

32 | 3 PI3K $55I5, 33 PI3Ka, PI3KS, PI3KB # PI3Ky B 1C50 £33

0.5nM.0.7 nM.3.7 nM # 6.4 nM. & mTOR %b, Copanlisib 3 EAthfs

PRI ZE B ER HIEHE BT 2000 5. Copanlisib BB L RAYAHE 0
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1032568-63-0 o

SAR405

SAR405 ZEBIRY, IEEFEMR, EBEATPRESMMY PI3K I

(PIK3C3) TEE! Vps34 #il5 (1C50=1.2 nM; Kd =1.5 nM),, N
SAR405 HHEITIHEE mTOR EIESH B, A HUEEE. =~ |
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1523406-39-4 (0]

PIKfyve

Apilimod

Apilimod (STA 5326) 2 IL-12/I1L-23 B9 XM, #HIA
FIREY PBMC ZRBEERET IL-12, 1C50 (&4 1 nM #1 2 nM,
Apilimod B—fE M B = EEFEIER PIKfyve 5,
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Pl14K

UNC3230

UNC3230 R—FHAMITIEIEN ATP S

BYBKREEAANAS 4 4B 5 086 1C & (PIPSKLC) o

10T, 1IC50 2979 41 Mo UNC3230 IERI#E]

PIP4K2C, B IMBIE A BB MAR Ak Feots HoN N

FRES. UNC3230 A ERARTIRIER. | D—NH
HN™ °S

A1195872 | 98% o
1031602-63-7
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Eganelisib N\
Eganelisib (IP1549) E—Fia A0 =
PI3Ky 415, IC50 9 16 nM, SEHEMELEM
IR E FORESRS t 100 S48,
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A175847 | 98% N—# NH,
1693758-51-8

Alpelisib

Alpelisib (BYL-719) @B, #1489, BB OAREIET PI3Ka %7 . Alpelisib
(BYL-719) i PIK3CA Rz A B B M M. Alpelisib (BYL-719) #3f p110a. p110ys
p1108.pl10pB B9 IC50 23179 5 nM, 250 nM, 290 nM, 1200 nM. EEHAMEEM .
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PDK

GSK2334470
GSK2334470R B3R IER PDKL DI, IC50{E5910 nM.

A202355 | 98% NH
1227911-45-6
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