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[Abstract] Oral squamous cell carcinoma (OSCC) is the most prevalent malignant neoplasm in the oral and maxillofa-
cial region. Traditional surgical excision remains the primary treatment because of the lack of specific therapeutic ap-
proaches. However, the resultant oral and maxillofacial defects severely impact patients’ quality of life. Therefore, eluci-
dating the molecular mechanisms regulating OSCC development is crucial. microRNA (miRNA)-143 and miRNA-145
are aberrantly expressed in OSCC and significantly participate in its pathogenesis. Studying the expression and target
gene regulation of miRNA-143 and miRNA-145 in OSCC may help clarify its molecular mechanisms, confirm their value
as biomarkers and molecular targets, and provide new insights for clinical diagnosis and treatment.
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Fig 1 The synthesis of miRNA
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Fig 2 Regulation of miRNA function

2 miR-143/145 EE# 5 0SCC

2.1 miR-143/145 J: ML A
miR-143FImiR-145 1) 4 ih 5L K 7 T A5 4L
GEARKEIX3H (5933) . B FEMMEANEL
2kb, EEAFHF, HRIPERE, BILHER
JymiR-143/1455E %% . Michael % fE20034F 4t 1E
miR-143 FImiR-1457E 45 B w20 IRk . I
Ja 9T & P, miR-143 . miR-1457F £ Rl Bk b
s SRR, LA T R R A kTR A
AL, miR-143FImiR-14509F 5K -5 Z R 1
TSR YIAHDE, XOMIGIRERHE T HEE S,



$3M SRICH, 4 - /N RNA-143/145 ZEDIFRALE 11 SIE0R A0 00 40 M0 5 100 i 1 2 P A FH B E o I * 443 .

2.2 miR-143, miR-1457£ OSCC Wi} 7Kk
2.2.1 miR-143 (2553 K5k

Mesgarzadeh 5558 1 7 i 300 5% 5% 55 Tl 5 I
i (quantitative reverse transcription polymerase
chain reaction, qRT-PCR) Kl & B, miR-1437E
M HOSCCHI R T, I SHE IR . Sun
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1437E AL P B35 .
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T, ATREEAIREE A
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T R AT g e 0 b R AE T, i OSCC kA .
miR-143 ., miR-1457E OSCC H () 22 F e 1k B 45 L
1,

% 1 miR-143, miR-1457£ OSCC HHIE R KA
Tab 1 The differential expression of miR-143 and miR-145 in OSCC

WrsE# sk ] /4 He U Jrik miRNA ik

Yu Z29 2009 35 OSCC BRI 3 i 1F Bl A A qRT-PCR miR-143, miR-145 T

Gao %1 2013 624l OSCC A LREAR qRT-PCR miR-145 TR
SR 2014 FEEANERKE CAL2T qRT-PCR miR-145 Tk
Wang 251281 2016 AREE TAEMBOINY O s R A0 ikk (AOE) qRT-PCR miR-145 T
Sun 259 2017 15451 OSCC ALV AR 15 il i 11 BhRHALSUREA qRT-PCR miR-143 Rz
Mesgarzadeh 25124 2019 FUESREEANERR HN-5 qRT-PCR miR-143 T
Singh %" 2023 505l OSCC ZHLUREA N 20 (] 1E & 11 BN 2URE A qRT-PCR miR-145 T

X e A 2024 1025 OSCC ZHLUREAS I 86 1 1E 4 171 JIE R 2H SUREA gPCR miR-145 T

2.3 miR-143, miR-1457E OSCC H X T ¥ il 3 [A]
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2.3.1 miR-143 YT I 038 R
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1 B miR-145-5pal VT ERFMNL2E A 203 il Notch
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1, ARUEA MR T . S8 0F SV A AR Y 1 B2
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(mitogen activated protein kinase, MAPK) {55l
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Fig 3 Regulation of miR-143 and miR-145 on downstream target genes
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Fig 4 The upstream regulation of miR-143 and miR-145
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