AL E, 2022, 42(3): 445-454 www. life.ac.cn doi: 10.13488/j.smhx.20220012

LncRNAX BRI RIS

BEW, LA, o, ¥ FH, F K"
(EMKRFF BB, 21 730000)

BE: FRERALRFRGIMMNE, LRAEREOMFIRARI, MAERNANFHRGKE, HEE
H A IncRNATR B A K 2 bk, LM m— #5403k, B E 20 ma F5F. SRS 0E
#EY, INcRNAR B RAAEFRENEZANTRET. FEEFRFHZTHOEMITESDLT IR
B, RITH T RALX TIneRNAR T B & B HEAR G, A REF B, 45, B L&A,
Mg Tt s @, AL#t—F 548 T IncRNAYEN BRI A WARED G E RS A, #it, TEH
T#HILF ¥ @ IncRNARI AT & R, WA RBER. RARESW ARG, AL E TIncRNAE
B ST E ST R AT AR E 6B R E L

KR B R KEEdEmARNA; i, 44

Emerging impact of the long noncoding RNA and

its molecular mechanisms in gastric cancer
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(Department of General Surgery, Second Hospital of Lanzhou University, Lanzhou 730000, China)

Abstract: Gastric cancer is a common malignant tumor in the world. The pathogenesis of gastric cancer is
still unknown. With the development of RNA sequencing technology, cancer-related IncRNAs have been
identified continuously, forming an emerging field, but their complex functions remain to be clarified. More
and more evidences indicate that IncRNA is an important regulator of the occurrence and development of
gastric cancer. Considering the lack of viable biomarkers and therapeutic targets in gastric cancer, we discussed
recent studies on IncRNA regulation of malignant phenotypes in gastric cancer, particularly in terms of
proliferation, metastasis, tumor immunity, and tumor stem cell properties. Furthermore, we discussed the
clinical application of IncRNA as biomarkers for the diagnosis of gastric cancer. In addition, we reviewed the
cutting-edge strategies for IncRNA targeting in recent years, such as gene technology, natural compounds, and
drug tolerance. We proposed the potential clinical significance of IncRNA as a new therapeutic target and
prognostic biomarker for gastric cancer.
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CRNDE SRSF6/PICALM. NEDD4-1/PTEN WYL FIEA. 5-FU [61,62]
MACCI-ASI iR MiR-145-5p/FAO WYL FIE . 5-FU [63]
HAGLR i MiR-338-3p/LDHA 5-FU [64]
EIF3J-DT i MIR188-3p. ATG14 By F4T. 5-FU [65]
PVTI i Bcl-2 5-FU [66]
ANRIL iR MDR1. MRPI I 5-FU [67]
FGD5-AS1 | MiR-153-3p/CITED2 5-FU [68]
FEZF1-AS1 S| ATG5 5-FU [69]
ROR i MRP1 (SIS S [70]
HOTAIR FiA MiR-217 BB, ER [71]
NEAT! FiA (S N [72]
D63785 L3 MiR-422a/MEF2D (G [73]
UCAL i PARP, Bcl-2 B 2 [74]
HMGA P4 i MDRAIGH L T i1 [75]
SNHG7 L MiR-34a/LDHA i1 [76]
FOXD1-AS1 i FOXD1 sl [77]
PCAT-1 iR MiR-128/ZEB1 sl [78]
SNHGS5 i Bax. MDRI1. MRPI. Bcl-2 sl [79]
DANCR iR MDRI. MRP1 I [80]
HOXD-AS1 i EZH2/PDCD4 JIGTEA [81]
SNGH3 L3 IL-6/STAT3/SNHG3/miR-3619-5p/ARL2 I [82]
ASB16-AS1 i TRIM37/NF-kB g1 [83]
GAS3 T By 2 2% [84]
ADAMTS9-AS2 T MiR-223-3p/NLRP3 i [85]
CRAL A MiR-505/CYLD/AKT gzl [86]
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