0748 o Chinese Journal of Bases and Clinics in General Surgery, Jun. 2019, Vol. 26, No.6

"ﬁﬁEM’EFH H’Jﬁﬁﬁii&%

Fhe, Mw, KEE
WSk R BB, KT 5305 KA FURRISA BT RS R0 Rk 515041)

[(HE] B8 BRI ZoRA%N R 51 (poly ADP-ribose polymerase PARP) #Il50I A9 Zhfig . FEFIAL
il LK T 1 HAE BRCA IR A AL WA sy i O SOl 53k & 4Rk E 4N 5% PARP #il]
R % FLAF BRCA W3 2828 ZUNME WAF I8 T 7 10 0 F A DGR R SCR 17250 . 455R  PARP 2 —F DNA &
S, /£ DNA BERETEHEEEZENIEM. SXTZLE, FFRENT R T PARP M6 I LEIG RIS 22 i
Ho J3—7J71H, PARP $Hil 50 A2 BA [R5 5 20 5 b 1) e v R #4255 P W) S0 8 i , BIVSE S 90 PARP H44%, S5
A7 BRCA WR 2 28725 (1 i Jed AN A Wi Ff DNA $5 0518 5 i AR ke BELIT, 7T 375 53 e 400 6 7 1~ sl 1 i 0 e Ay 7 19
U, IR PEIEAMIET . 8 7EEA BRCA IR R AT UM B b, 01 F PARP M defi: 28
DNA #5518 52 #RB6 i LA 20 M v e 23 B — Pl BE Re 19 MR fk iR Y7 =

(RBA1 RIRH R GRS SN FURE; PhRIZGE

Current researches on PARP inhibitors and its treatment of germline BRCA mutated
breast cancer

LI Shaozhong, LIU Jing, ZHANG Guojun

Changjiang Scholar’s Laboratory/Guangdong Provincial Key Laboratory for Diagnosis and Treatment of Breast Cancer, Shantou
University Medical College, Shantou, Guangdong 515041, P. R. China

Corresponding author: LIU Jing, Email: jliul 2@stu.edu.cn; ZHANG Guojun, Email: guoj_zhang@yahoo.com

[ Abstract] Objective To summarize functions and mechanisms of poly ADP-ribose polymerase (PARP)
inhibitors and its application in germline BRCA mutated breast cancer. Method The literatures about the PARP
inhibitors and their applications in the treatment of germline BRCA mutated breast cancer at home and abroad in recent
years were collected to make a review. Results As a DNA repair enzyme, the PARP played an important role in the DNA
repair pathway. Based on this mechanism, the PARP inhibitors had been developed and widely used in the clinic. On the
other hand, the previous studies had shown that the PARP inhibitors marked the synthetic lethal effect in the cancers with
homologous recombination deficiency mechanism. By inhibiting the PARP activity in the tumor cells with BRCA
mutation, all the DNA damage repair pathways were blocked, which could induce the cell apoptosis or increase the
sensitivity of tumor cells to chemoradiotherapy, resulting in the cell death. Conclusion In patients with germline BRCA
mutated breast cancer, PARP inhibitors can selectively kill breast cancer cells and show a high potential for individualized

treatment.
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