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Abstract  Long non-coding RNA (IncRNA) is a class of RNA molecules that do not encode proteins with
transcripts longer than 200 nt. Recent studies have found that IncRNAs play an important role in the occurrence
and development of many tumors. IncRNA SNHGS3 is a typical IncRNA that has been widely explored in recent
years. With the deepening of research, IncRNA SNHGS3 has been found to be related to the occurrence and devel-
opment of tumors in various human systems, such as the digestive system, respiratory system., nervous system.,
reproductive system and urinary system. Treatment offers new potential therapeutic targets and has extensive re-

search prospects. Based on the latest reports at home and abroad, this article briefly reviews the latest research
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progress on the influence of SNHG3 on the development of multiple tumors.
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B, W] IncRNA SNHG3 ] DL i 38 55 HCC 1y
miR-326 K EBEFEH .

o R B, SMAD3 J& — i 5 B 15 BR B JC &b A
TE I 7 ST DR T, A7 57 0 3845 ol A 5 TR ) B S L DTG
2 5Pk bR R R B, H o 0 B HCCH
F5 1, SMAD3 B &K FRIESL 5 HCC AR
s A &, A W 5% 3F 92 miR-326 ] L R ik
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sk W] IncRNA SNHG3 i@ i 5 miR-326 #
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Sp TE T 4 B 957 L 45 1M g L A B R S5 R [R) kg
RIATH IS5 ZFI6e, 046 7% 5 35 | it 245
&, T3P R TE D A L qPCR 43 BT A AD R s
5, KW IncRNA SNHG3 6 5 miR-139-5p 454,
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