* 1164 -

%¥iseatz Drug Evaluation Research 35 41 % 2 6 3] 2018%E 6 A

[ L7372 1

fetimafe: ZRERE ZHHER-1%HE R S B

OOk, DLW, WUEE, w5, REE
e R RER TR 242358, Jbat 100078

8 Z: JEfiHJe (Niraparib, Fifh# Zejula™) EERMIRTE R HE R OB (PARP) [ IR/ T4, PARP A2
BT B DNA B3 F (W BRCAL F1 BRCA2) 4 ML AE 5 LK) DNA & S AL HIBL A K i A 30k s . e hrii e 1 2017
SE 3 AR, deRbiayr B ME L R MU S . O R R R I O AR R, X R AT A e A ek
Iy RN, HEREFIE OR300 me/d, LR R A BB A TR B2 AN R RV I RBIFIT 45 R W12 24 n UK B

KRR EAA ], Jifdr N BSRE S A1 T AT T SR 18T T B

XA Jedin)e: I CER-RR G (PARP): R T BERR- MR A EEINEI ;oY

RESES: RI79.1 XHERRERE: A
DOI: 10.7501/j.issn.1674-6376.2018.06.044

XEHS: 1674-6376 (2018) 06-1164-05

Niraparib: poly (adenosine diphosphate-ribose) polymerase inhibitor
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Abstract: Niraparib is an oral small molecule inhibitor of poly(ADP-ribose) polymerase (PARP). PARP inhibition is an effective

strategy for the treatment of cancers with deficienty in DNA repair mechanisms induced by specific aberrations of DNA repair genes

(eg. BRCAI and BRCA?2). Niraparib was approved in the United States in March 2017 for maintenance treatment of adult patients with

recurrent epithelial ovarian cancer, fallopian tubes cancer, and primary peritoneal cancer. These patients have a complete or partial

response to platinum-based chemotherapy. The recommended dose is 300 mg/d until the diseases worsen or produce unacceptable

adverse reactions. The results of clinical studies show that Niraparib can prolong the patient's non-progressive survival and provide an

effective and reliable treatment for ovarian cancer.
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