HI9BEIW 2024E3H AR, 35 40 B e A Drugs & Clinic Vol. 39 No.3 March 2024 « 785 ¢

SER e R MAEIB B S AT 2 . LT IS ISt it iR

MR, B, T, L IE, RERT
HHER RS MBI R R IZER: 25253, Jba 100070

B SRR R I NSSBAE B, PR AR 2 R BRI IR AR B SR . Y T8 BT AR B DR 4 1 ) 2
FRITR G B A BV T JE 3T MUIEIE B . 1ZJ8 #4525 DNA W IE R, SRR A . BRI 25 10T 25 s s DIl oG. 1A
247 NPT JE BT MR R PR X H 2 i DNA BB SRR, whil T TR ST IMUAE S B A4 . PRI 24, (LT U R
WA, AN TRV TS T ILAR I G/ AR, T I R B

KEIA: VAR T ME RS DNA BB, IR 2y; T ikl

TEZHKS: RT3 MXHEIRERD: A MEHS: 1674 - 5515(2024)03 -0785 - 06

DOI: 10.7501/j.issn.1674-5515.2024.03.042

Research progress on effects of Fanconi anemia pathway on tumor drug resistance
and chemotherapy sensitization
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Abstract: Fanconi anemia is a rare human genetic disease, often accompanied by susceptibility to cancer, bone marrow failure, and
dysplasia. The proteins and related proteins encoded by the Fanconi anemia gene constitute the Fanconi anemia pathway. This pathway
is involved in DNA damage repair and is closely related to tumor development, tumor resistance, and chemotherapy sensitization. This
article summarizes the composition of the Fanconi anemia pathway and its involvement in DNA damage repair processes. It discusses
the regulation of the Fanconi anemia pathway, and its impact on tumor drug resistance and chemotherapy sensitivity, and summarizes

small molecule inhibitors targeting the Fanconi anemia pathway, which will provide new ideas for cancer intervention.
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damage repair
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