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Abstract : Research shows that the presence of gastric cancer stem cells has something to
do with the occurrence of gastric cancer,as does the abnormity of T cells, dendritic cells,
some transcription factors and cytokines,and non-coding RNAs. The latest research on

the cell biology and molecular mechanisms of initiation and progression of gastric cancer

is reviewed in this article.
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PTEN (phosphatase and tensin homolog) /& PI3K/
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FE S 00T 40 R BE iR A B0 R AL . Kim 5 U8R
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2.1 RUNX3
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3.1 microRNAs
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KRN 5, MR 23K miR-106b-25 clusters 255
CDK2 0% M i Gi/S Wi

6 50 200 M O T A 0 A R A R AR R R —
miRNAs 55 2SR Bel-2 %A b1 235,
M AR T . Hou 5 5VUESE miR-146a 7E B ¥ 21K
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IncRNAs (long non-coding RNAs) i & /2 5§ 1< &
KT 200nt 1A i i B AR 20 i i1 25 11 BT 119 RNA
B 22 77 1 W A ) 2E T g, A0 3R] et RO | B DR 4 B
ORI G o o i 2 55 0

HOTAIR J& & F1# — 1 IncRNA , 5 — & il 11
PEFRAH O, Hi ik 55 SUZ12 kKA %, ff L%
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