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Research progress on PI3K/mTOR dual inhibitors
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Abstract: phosphoinosmde-3-kinase/the mammalian target of rapamycin (PI3K/mTOR) dual inhibitor is emerging as a hotspot in

antitumor drugs research. This review introducesthe chemical structures of PI3K/mTOR dual inhibitors which can be sorted into

arylureas and 3-pyridinyl heterocycles. The basic pharmacophore structures were suggested according to the structure characteristics of

dual inhibitor and tits co-crystal structure with PI3K.
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Fig. 1 Arylurea structures of PI3K/mTOR dual inhibitors
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Fig 2 Structures of 3-pyridinyl heterocycle of PI3K/mTOR dual inhibitors

TN S AE WA S5 R RE S R LS PI3Ky St
gE A, AT LAY H 2SR ) 25 R0 A 1R B A
SERN 6-(3-NHLmE 55 ) WA bR sl MR sl 2R SR I, i
PEM G A 2R IR LA E— PN, PIANEUR
T2 HMEEES 4 0.76~0.80 nm.
3 Hihka

BT P28 PI3K/mTOR XUEAIHIFI4h, AT
I K 56 P ) PI3K/mTOR XU T 411 il 71 i&s 47
SF1126!" . GDC098oM"™ . XL-765!"81. BGT226.
BAY80-6946 %, i GDC0980 5 75 L R 2 AH [F]
(255041, BGT226 Al BAY80-6946 (4L 45 Hyit

KT #thamaity ALK 3.
4 #HiE

TR IR R AR A 2 R 2R AR,
H AT AL I e S 257 va 7 B ANl 2
B NIRRT 2 88 5 2500 15 8 5 AT
H, CEBON SHTPUNIE 25 R . AT
1N Gy TGS W RE Y IR I AE AT PIBK Fi
mTOR PN ME R, BT 2528254 Hpr BiF
Z KA 24 8w AR X R A & 1 B s
YR E S . HETCEH 10 &5 PI3BK/mTOR
KU AMEIFEAMGARRI . AKILE, TG 2 M



*136 ¢ AR E T Y3

Drugs & Clinic

%27 F2l  20124E3 R

s
e
DaUE

O (¢}

(;f\*vAr .

SF1126 OH

(z
z

w2

/

\
M"ti
=
N "NH,
GDC0980
OMe
fj%‘
N
o) \Q OMe
0,S—NH HN
N/ \N OMe

3 Hfth PIBK/mTOR WEHIHIFI #0544
Fig 3 Structures of other PI3K/mTOR dual inhibitors
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