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Abstract: Osteosarcoma, a kind of malignant bone tumor that often occurs in adolescents, has a strong metastatic capacity and poor
prognosis. The occurrence of osteosarcoma and its resistance to cisplatin is known to be related to ERCC gene. As a key component of the
nucleotide excision repair pathway, ERCC gene is found to regulate DNA repair. ERCC functional differences are mainly related to single
nucleotide polymorphisms. The low expression may increase the risk of osteosarcoma, whereas the high expression may increase the resis-
tance to cisplatin. In addition, ERCC gene is related to occurrence and prognosis of osteosarcoma, and is of great significance to the chemo-
therapy drugs selection. The targeted inhibition of ERCC provides possibility to reduce the resistance of cisplatin. Our review highlights the
research progress of ERCC in osteosarcoma and provides relevant concepts for further clinical translational applications.

Key words: ERCC gene, osteosarcoma, single nucleotide polymorphism, cisplatin, drug resistance

B R — R AR DL A B B Vi) EEHUH 2 —, A0 AR X R L Ak

SEIREREAOCTE T SR Y HER — YR e
SIS R R R, SR R U
BUfE 70~85 % o AR AV B9 SR R B, U
1.7~4.4 NaJ7, B EA BRI R ZEMEEFGE

Dy FEIRPEGIET, SEREE T B ORR O B2 T
TR G R T ARBE A AT 0 BT i R
SR T AT AR O AT T EORRERE, [H4
B R TS R, JUHIER TR i
BREE, 5FEEFRIRT 30% "¢ EAFRIETS
PSS RS R AP IEAT 24, B4 U 4 it
i1 EEIORL T DNA B RE T, BRI &
& (nucleotide excision repair, NER) J&1&%& DNA #i

DOI:10.3977/j.issn.1005-8478.2022.07.13
ABEETE BT AT S e nREm 5 (4% . LBH-7218197)

AR BR, Hrh NER AR CHE AR, R
Frt& i 28 L H M (excision repair cross complementing,
ERCC) FE[A, AN 2 DNA & 5 68 J1 4 5C B[4
0L LR AT LR DNA B RE I 22 5, R
¥ R 2 & P (single nucleotide polymorphisms,
SNPs) AE 2 fie % il (19 3544 A8 e B sz —, FE# A
PR XS PR SCHEE T, T 2 PR T A 69 4
HERRIBUR AL 0 ERCC B R 8 eA e T2
KA, JFH SNPs BB BLS 1 AR K KAk 5 Bl
JEPFAGARSE 7 ARSCHEXT ERCC 3P 80 R 1) &
T T 24555 7 TREA T 2R

TEF R W LTI A, BT AR, (HTE) 13936513219, (HLF-fF 4 ) hanchaozhe 1997@163.com

*EISIESE 25, (%) 13895728281, (FET-&4 ) hmu0272@126.com

639



5304 57 W
202244 A

T LSRR S
Orthopedic Journal of China

Vol.30,No.7
Apr.2022

1 ERCCEEL5 DNA 88

HLIA ) DNA 185 R Ge e ORI st A& A Pk rh 47
IS, DNA & BEAORS 418 15 USSR JE R 4
SEREPE DL KT DNA #5145, 5 98 i XU 1 oy J8% vk A
57, [, DNA B AL T LA e A i e kg7
V51 DNA #3005 A2is , NI & A S e A7 e i 245
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KRR e RN BRI, B ERCC1 5
ERCC2 Z4h, HWAHRLZH) ERCC RN B 5 H A
JEFIDE, 40 ERCCS HA9ESE 1 104 {3 251+ 4 2 IR
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