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[Abstract] Oral submucous fibrosis (OSF) is one of the most common precancerous lesions of the oral mucosa, and
its pathogenesis has not been fully elucidated. Small noncoding RNAs (SncRNAs), a class of RNA molecules that do not
code for proteins, have been widely reported to be involved in the regulation of a variety of human diseases. An increas-
ing number of studies have shown that a variety of SncRNAs play important roles in the pathogenesis of OSF. Current
studies have shown that microRNAs (miRNAs) are involved in OSF disease progression by regulating the expression of
related transcription factors and genes or epithelial mesenchymal transformation to regulate the activation of fibroblasts
(FBs). Long noncoding RNAs (IncRNAs) that transform growth factor- B/suppressor of mothers against decapentaplegic
(TGF-B/Smad) signaling pathways or interact with miRNAs are involved in the development of OSF. Circular RNAs (cir-
c¢RNAs) play a role in OSF by interacting with miRNAs. tRNA-derived small RNAs (tsRNAs) are involved in the pro-
gression of various fibrotic diseases, but their specific mechanism of action in OSF still needs to be further explored. In
the future, it is still necessary to focus on the targets of SncRNAs mediating OSF progression and explore their function
and molecular mechanism in OSF to provide new ideas for the diagnosis and treatment of OSF.
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circRNA B 56 76 Wi 1. 50 9 48 B 1) 40 7t J5 v
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() AR S5 48, AT [ 1 A2 R A0 DD I 3 1 e Al
A 5T R circRNA H AT 5 19 miRNA 2550 44,
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T ) —TE 5% 2 BH , oK RNA (circRNA ) cir-
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IRAEIE F B9 0 A5 OSF F-21) 11 s bR 40 it g vp
WY , B 8 i 7 2 miR-942-5p 4R 5 H 4G4,
I B A A K - B 45 A B 12 (latent
TGF -beta-binding protein 2, LTBP2) {9 & ik >k ¥ 77
EMT 5 #2 , #E 19755 0SCC i & A kR B, X
25 M circRNA circEPSTI1 3 %5 i3 5 miRNA #H H.
VEHITE OSF WP R HEEH . BRI T circRNA 7E OSF
H RIS D BB VR 2 il o6 T H R O
R0 f s B9 BFSE . miRNA L IncRNA | circRNA
#£ OSF 9 AH BLAE 7R B B E 1R .

4 tsRNA 5 OSF

tsRNAs /& I F (RNA 19 7 B, #R3fs tRNA 5% 5%
A TR )Y A7 B 3225 R tRNA 7 4 B (tRNA-
derived fragments , tRFs ) Fl1 L 3175 5 19 tRNA (tRNA-
derived stress induced RNAs, iRNAs) ™', tsRNA 1F
Ab F AN W & R v B 9T A, LA NS Y &
AR R TR A E FETEROE D R . A BFoE R

miRNAs are involved in oral submucous fibrosis disease progression
by regulating related transcription factors (ZEB1, ZEB2) or epithelial
mesenchymal transformation to regulate fibroblast activation. IncRNA
regulates the activation of FB by regulating TGF - 3/Smad signaling
pathway or interacting with miRNA. circRNA plays a role in oral sub-
mucous fibrosis by interacting with miRNA. IncRNAs: long noncoding
RNAs; miRNAs: microRNAs; circRNAs: circular RNAs; TGF-B/Smad:
transforming growth factor- B/suppressor of mothers against decapenta-
plegic; ZEBI: zinc-finger E homeobox-binding transcription factors-1;

ZEB2: zinc-finger E homeobox-binding transcription factors-2.

Figure 1  Schematic diagram of the interaction of miRNA, IncRNA and circRNA in oral submucous fibrosis
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B & HE AL, IR OSF 6T BRI S50 #E 0

5 IN 2

MHTE A 2 5 T miRNA Fl IncRNA 7E OSF
KB RIBFFT , X 8 SncRNAs 32 238 1 45 TGF-B
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Z 5 OSF ¥t FE . SR1M, X T 1sRNA 7£ OSF & J§&
T E AR AL TR B . BARE S &I
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