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Effect of Nitidine Chloride on Inhibiting MCF-7 Cell Proliferation and
Effect on P125 Expression

LIAO Liu-feng', OU Xian-hong®, LIU Hua-gang’* , WU Qiong'
(1. Affiliated Tumor Hospital of Guangxi Medical University, Nanning 530021, China;
2. College of Pharmacy, Guangxi Medical University, Nanning 530021, China)

[ Abstract | Objective: To study the effect of nitidine chloride (NC) on expression of DNA polymerase §
catalytic subunit P125 in breast cancer cells ( MCF-7 cells), and investigate the mechanism of NC on inhibiting
proliferation of breast cancer cells. Method: Different concentrations (0.075, 0.15, 0.3, 0.60, 1.20, 4.80
mg-L ") NC groups and blank group were established. Methylthiazolyldiphenyl-tetrazolium bromide ( MTT) assay
was applied to evaluate the inhibitory rate of cells after treatment with different concentrations of NC. At the same
time , the clone form assay was used to further verify the inhibitory effect of different concentrations of NC on MCF-7
cells proliferation, the effects of different concentrations of NC (0. 50, 1.00, 2. 00 mg-L ") on mRNA expressions
of DNA polymerase § catalytic subunit gene POLD1, p53 and p21 were quantified by Real-time PCR. The protein

expression of P125 was detected by Western blot, and the protein expressions of p53 and p21 were detected by
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enzyme linked immunosorbent assay ( ELISA). Result; NC had obvious inhibitory effect on MCF-7 cells in a
concentration-dependent manner. NC with concentrations of 0. 075, 0. 15, 0.3, 0.60, 1.20, 2.40, 4. 80 mg-L "'
had an inhibitory rate of 0. 16% , 6.29% , 19.56% , 32. 17% , 44. 46% , 73. 46% and 83. 21 % respectively on the
cells. As compared with the blank group, NC had significant inhibitory effect on the formation of cell colonies (P
< 0.01), in addition, the mRNA expression of POLDI and the protein expression of P125 in various NC groups
were significantly decreased (P < 0.05), the mRNA and protein expressions of p53 were significantly up-
regulated (P < 0.01), but the mRNA and protein expressions of p21 were significantly up-regulated only in the
high dose NC group (P <0.01). Conclusion: NC can significantly inhibit the proliferation of MCF-7, and one of

the mechanisms may be associated with up-regulating the level of p53 expression and inhibiting the expression

of P125.
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Fig.1 Inhibitory effect of NC on MCF-7 cells proliferation( x 100)
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Fig.2 Effect of NC on colony formation of MCF-7 cells (x * s,
n=3)
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Fig.3 Effect of NC on expressions of POLD1, p53 and p21 mRNA
in MCF-7 cells(x £s,n=3)
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Fig.4 Effect of NC on p125 protein expression in MCF-7 cells
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Table 1  Effect of NC on protein expressions of p53 and p21 in
MCF-7(x £s,n=3)

M REWE/pe- L p53 p21
EgE| 0.0 4.77 £0.24 8.02 +0.24
NC 0.5 6.22 0. 08% 8.30 0. 22
1.0 7.67 0. 14% 8.54 £0. 12
2.0 8. 11 £0.16% 14. 84 +0.28%
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WF5E NC XF 2L MR8 MCF-7 40 9 ) A KA il 25 3 5 6
WSS AT AE— EJE I N, NC X MCF-7 41 Jig 5 #H
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W . UL P125 15 e 4 i ) A 08 A LA
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DLHEI NC %F 2L 5 98 MCF-7 40 i AE K i 30 4 /6 1 7]
AE 5 HFRAK P125 () 55, 7 i DNA R4 8 & 16 1
AKX,

P125 1 Ay 40 it J 30 90 4 ) 4% ) S e 0, 32 305



222 B 19 1)
2016 4 10 H

[l S5 56 77 7

Chinese Journal of Experimental Traditional Medical Formulae

-
FEE

Vol. 22, No. 19
Oct. ,2016

Z DNA &l Ja 4% N 1 B AR . Ande P125 s
LR POLDL 1 Jiff 65 ~ 89 #%4F IR X B IN A7 p53 145
G AL, p53 Zead 5 H A N 35 4 45 & 5] POLDI #%
HR XS5, RIEM G P125 B 3 s /e ",
M % I DNA R & il & /9 28 W i 1, LAk 21040 il
DNA S ] 40 ) e 92 240 0 1k 1 B 04 . Bk

WY e N LI A0 M v 1G9 pS3 ek, P125 1Y 4w b

HE P R IR 22 BN, Gy £ 4 g 2T UE T8O R il

i A P S UG UE B pS3 7E 40 M N 5 P125 B 4 i

POLDI Jii 3 T #4854 i LR sh s i

ABESE K, NC A $FL R 98 MCF-7 40 48 h )5,
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