40 3 Vol. 40 No.3
2022 3 CHINESE ARCHIVES OF TRADITIONAL CHINESE MEDICINE Mar. 2022

DOI: 10. 13193 /j. issn. 16737717.2022. 03. 029

PI3K/ Akt

12 2 12 12 1 1
(1. 530001; 2. 530001)

: . 3- ( PI3K) /

B( Akt)

R o PI3K/Akt
PI3K/ Akt o
; PI3K/ Akt ; ) ;
:R273.352 TA 116737717(2022) 03-0125-06

Targeted Intervention of PI3K/Akt Signaling Pathway in Treatment of Gastric Cancer
with Traditional Chinese Medicine
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Abstract: Gastric cancer is a highly aggressive and highly heterogeneous tumor often involving the activation of multiple sig—
naling pathways. Phosphatidyl muscle 3 — kinase( PI3K) /protein kinase B( Akt) signaling pathway as one of the classical canc—
er signal transduction pathways has become a research hotspot in gastric cancer in recent years because it can induce the expres—
sions of a variety of cytokines. At the same time traditional Chinese medicine has a long history of empirical medicine with a u—
nique overall coordination ability to interfere with the occurrence and development of gastric cancer. Therefore based on the
PI3K/Akt signaling pathway this article systematically analyzes the research on the use of traditional Chinese medicine in the
treatment of gastric cancer by scholars in recent years involving multiple organisms such as gastric cancer cell proliferation ap—
optosis invasion and metastasis growth cycle autophagy and drug resistance. The scientific approach is conducive to clarifying
the process of traditional Chinese medicine intervening in gastric cancer through the PI3K/Akt signaling pathway and provides a
new direction for the treatment of gastric cancer.
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Abstract: Stroke is one of the major causes of human death and disability which greatly increases the burden on individuals

and society. This review regarded the meridian — based acupoints selection plan as the basis and then analyzed the similarities
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