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Curcumin enhances the sensitivity of PEO1 ovarian cancer cell line to
niraparib by inhibiting the homologous recombination repair pathway*
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Abstract: Objective To investigate the effects and mechanisms of curcumin on the sensitivity of PEO1 ovarian cancer
cell line to niraparib. Methods The effects of curcumin and niraparib combination treatment on PEOT cell proliferation and
apoptosis were assessed using CCK8 assay, colony formation assay, and TUNEL assay, respectively. The impact of curcum-
in on the homologous recombination repair (HR) pathway and its mechanism were evaluated via RADS51 foci detection and
Western blotting. Results The combination of curcumin with niraparib significantly inhibited PEO1 cell proliferation and
promoted apoptosis. Curcumin enhanced the sensitivity of PEO1 cells to niraparib, accompanied by a marked reduction in
RADSI protein expression and suppression of HR pathway functionality. Conclusion Curcumin increased the sensitivity of
PEO1 ovarian cancer cell line to niraparib by downregulating the RADS1 protein expression and inhibiting the HR path-
way.
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Fig. 2 Curcumin synergistically enhances the drug sensitivity of PEO1 to niraparib (n=6; "P<0. 05, "P<0. 01, ""P<0. 001)
2.3 JRHMHF & RAZ=®ZME PEO1 HARIGHEHF raparb/mol L)
{23t HA T 5] e
otk — B IRRNF 5 E HERAMG 1| £
BT SR8 40 f0 2R e B TR JCRE T RS2 R, EAT T AR 27 ES .
BESLH . 4R R, 5 A BIR R4 L, JE ST = EZos
¥ SN E oL
PR+ 95 3% 2H 240 0 e e 5 2 D 2 (P<0.001) (5] o
3). BlJE it TUNEL SCR R BI 25T 4 xb i - Nimot1) 0 10
G A I i ¢ ! : )
EB/J:'/ mv H%%E l:j$‘475 ﬂj;ﬁtlﬁ }E?JA[I]E;FJ-I-f E/:J% 1Ilm()l'LﬂEﬂti*éﬂg‘Jfﬂ“'Mm()l'Lil%ﬁ%‘%iiﬂ &é\;ﬂ
SR AL TUNEL FIFEHAR AT I8 S P2 s Xt 4} 52 W T B % 7 (n=3; "P<0. 05, “P<0. 01,"P<0. 001)

nlfEdEan e T (K 4) .
2.4 EHFEHE TG HRIEEIEE PEO1 AT B

DMSO

Niraparib

TUNEL DAPI

Merge

M4 2nmol-L7' &AL £l 51 8 wmol « L™

Curcumin

JH R A Rt e A 1
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