b

AREE&MmPiE 202238 $30% £3H
+ 212+ Journal of Prevention and Treatment for Stomatological Diseases, Mar. 2022, Vol.30 No.3  http://www.kqjbfz.com

o

[ DOI 110.12016/j.is5n.2096-1456.2022.03.009 - LR -

/.

g Thee 5 A RESPR MRz X R ERE

EEK, KRB, IR, FmE, B3, HEL'
LPBRARMBEERGRERNFEAL_OER BN LWEHKRFHFER, =& L9 (650032); 2.FF
OEEFARELERRET vBEARBREREZARLT S RBEOBERAKRELLRE FWERBKFORER
BEA, EH B§%(710032); 3. EFoREFEARETLELELET OEABREARGREFAL TS REE o BER
BERBEAMATS FWEERFEOBRERARRBA, RE &% (710032)

[BE] O BRI (oral squamous cell carcinoma , OSCC ) J2: Sk FFH H UL A0 A b |, 30T 2f & 9 2R S i 4
TS ZoRiR R B AN T 2 5 2R ANIAT 0 B ShAS AN L &%  ZORLIR D RERR G 5 R R R R,
VR TR g 20 ML T T B G, B 1) B4R £ R OSCC YA YT I TR i o AN SCRFZRBLAA 55 e % A & | L OSCC iR
7 LA ST 2544 OSCC I K RHATERR . B ATHIFTE A W - LOAL 1A T 6 B -1 6 240 Ff 98 722 , 68 200 B 1) 2ok 1
T2 B DRSS A Y 38 BIUIS 5 SRR R 224738 F 1 1 i v o 4 L )42 2 L b I Wk D) e 2 ) T 45 A5 98 400 L O
T3 TR 25 W 1) 1 L B 1) 245 00 36 36 R GE AN R BOR B K SR TT 4 1 3 1] ORLAAIR T OSCC YT 5 i, Rk T
x5 FIZ45 (9 RIE F 5 OSCC 9 NIUB TR 24 14 38 3ok b A s 42 77 A, W Afly SR (A D) B e s 1K DNA 19 5842 BIL T L S
B ) SRR ¥ 7 AR 25 1 OSCC $2 BT 2 %

(R@iA] DESpRaEE; MR Lokifk; ZLRIADNA;  ZORIATIRERED ;
bR AW AT AT 2

(FESES] R78  [XHEHFEB] A [XERS] 2096-1456(2022)03-0212-05 BT
[SIAZFRER] M, skEE, EUIHE, 55 . LRLIADIRE S5 1 Bk 40 98 5 R AR SE kR (D). 1 B By
A, 2022, 30(3): 212-216. doi: 10.12016/.issn.2096-1456.2022.03.009.

Research progress on the relationship between mitochondrial function and oral squamous cell carcinoma
TANG Xiaoyi', ZHANG Pan', WANG Kaiyan®, NIU Lina®, JIAO Kai’, XIAO Yuhong'. 1. Department of Oral Sur-
gery, 920th Hospital of Joint Logistics Support Force/Kunming Medical University, Kunming 650032, China; 2. State

Key Laboratory of Military Stomatology & National Clinical Research Center for Oral Diseases & Shaanxi Key Laborato-
ry of Stomatology, Department of Prosthodontics, School of Stomatology, the Fourth Military Medical University, Shaanxi
710032, China; 3. State Key Laboratory of Military Stomatology & National Clinical Research Center for Oral Diseases
& Shaanxi Key Laboratory of Stomatology, Department of Oral Mucosa, School of Stomatology, the Fourth Military Medi-
cal University, Shaanxi 710032, China

Corresponding author: XIAO Yuhong, Email: xiaoyuhong56@126.com, Tel: 86-871-64774939; JIAO Kai, Email: kji-
201@163.com, Tel: 86-29-84776329 ; NIU Lina, Email: niulina831013@126.com, Tel: 86-15114838176

[Abstract] Oral squamous cell carcinoma (OSCC) is a common malignant tumor of the head and neck. In recent
years, the incidence rate has been increasing. Mitochondria are dynamic organelles involved in various cell behaviors in
eukaryotic cells. Mitochondrial dysfunction is closely related to tumor development. As a switch that determines cancer
cell death, targeting mitochondria has become the focus of OSCC treatment. This article reviews the relationship be-

tween mitochondria and tumorigenesis and development, OSCC treatment, and cisplatin resistant OSCC. Current studies
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have found that mitochondrial dysfunction promotes cell carcinogenesis, and the mitochondrial morphology and function
of cancer cells are significantly changed. The increase of mitochondrial fission improves the invasiveness of cancer
cells, and mitophagy dysfunction can induce cancer cell apoptosis. The emergence of drugs and the development of nan-
otechnology in targeted drug delivery systems have opened up new methods for targeting mitochondria to treat OSCC, re-
ducing the side effects of systemic medication. The cisplatin resistance of OSCC is generated through the mitochondrial
pathway, and the mitochondrial function and mutation mechanism of mitochondrial DNA are clarified in order to provide

new ideas for targeting mitochondria to treat cisplatin resistant OSCC.
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