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Abstract PI3K/Akt/mTOR signaling pathway is involved in the metastasis, invasion and angiogenesis of

esophageal squamous cell carcinoma (ESCC) by regulating the growth, proliferation, survival and
metabolism of esophageal cancer cells. This review summarizes the pathogenesis of ESCC, especially the
relationship between PI3K/Akt/mTOR signaling pathway and the progression of ESCC, as well as the
current research and development progress of new drugs targeting PI3K/Akt/mTOR signaling pathway, in
order to provide some reference for the related research and the construction of new treatment strategies for
ESCC.
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MHEZ 5 F mTORC32 {9 —4 417y, SIRT1 Al fig il

+ 115 -

i TSC2/1 BA&Y HmIET mTOR 55 4% S, Ll
il EC 1451,

21 A ] 3 3 LR R E 1) 3 RR AR 2 — , CDK4/6-
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5 o0 W R AR T R AR B A
AHY — &8 53 245 W) 3 47 BK 6 IR 97 B X PISK/AKT/
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p-AKT.p-mTOR MR BRI 25 5 K, B Ll
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therapy, PDT) AJ#ll il ESCC 41 i 3% 77 . i 5 40 M 7
T A 40 i 3T %% 5 9 B, HpD-PDT B4 PI3K 1l
F(1.Y294002) 1] LI 58 HpD-PDT MIIEI7 SRR . LA
RESE R B, A 24 T3l 4 9 X PISK/AKT/
mTOR {5538 & /9 30 45, 3000 & #5080 75 1 200

3 NG

ESCC 185 & 9% % ™ 8 BB & N\ 25 {d B . PI3K/
AKT/mTOR {55 @ %78 ESCC 0y &4 & b &
BEM., TEARR R D, AT T PIBK/AKT/
mTOR 15538 % % ESCC 4 M iy 3 58 T 1R 2.
SR A 1A A2 SRR L B s T — e 25 AT L
o Al PISK/AKT/mTOR {5538 #1697 ESCC.
M2 PI3K/AKT/mTOR {5 538 % 7] i & ESCC &K
R BYIR ST HE A AH H ET K 2 B 58 48 T B — 3 i 5
HACRAR, £k, T PI3SK/AKT/mTOR 15 53l
% BRI 5 VA T BICKE I R 1R AR R TR B ESCC
TR YT U AT BB A R 5 W B 1]
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