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ABSTRACT Objective: To investigate the effect of olaparib on melanoma cells and its mechanism. Methods: CCKS8 was used to
detect the viability of melanoma cells after being treated with olaparib at different concentrations. Western blot was used to detect
expression of proteins related with apoptosis and cell cycle in melanoma cells treated with olaparib. Results: Compared with the control
group, 5 wM olaparib can inhibit the viability of melanoma cells (85.53% 2.593)%. And the inhibitory effect of olaparib on the viability
of melanoma cells was stronger as its concentration doubling. The viability of melanoma cells were changed to (68.88+ 1.484)%,
(47.21% 1.759)%, (33.04% 1.261)%, (28.17% 1.731)% after the treatment of olaparib at 10 uM, 20 uM, 40 uM, 80 WM concentrations
respectively. Olaparib treatment can promote the expression of apoptosis-related cleaved-PARP1 and inhibit the expression of cell
cycle-related cyclin D1 in melanoma cells. Conclusion: Olaparib play a role in inhibiting the viability of melanoma cells by promoting the
apoptosis and inhibiting the expression of cell cycle protein.
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Fig.1 The cell viability of A2058 cells was inhibit by olaparib
Note: Data are expressed as v+ SEM, n=3. *P< 0.05, **P< 0.01,
***P< 0.001, compared with group 0 WM.
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Fig.2 The expression of cleaved-PARP1 in A2058 cells was promoted by olaparib

Note: Data are expressed as x+ SEM, n=3. *P< 0.05, compared with DMSO group.
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Fig.3 The expression of cyclin D1 in A2058 cells was inhibit by olaparib
Note: Data are expressed as x SEM, n=3. *P< 0.05, **P< 0.01, compared with DMSO group.
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#8114 [7] 95 85 4 (Homologous recombination, HR )& 8 i& 4%, 4
HR &5 5E B Y ATM B BRCA S JERIAEAE GG I , DNA 1)
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1B 5258 B A DG BRCA B ATM S5 5L [RGB , FoAT TR 53 % 3
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