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Abstract: Objective To explore the molecular mechanism of curcumin inhibiting the development of breast cancer by regulating
mir-7641 / ptpn14 molecular axis. Methods Detection of mir-7641 expression in breast cancer tissues and cell lines by real-time
fluorescent quantitative PCR, the survival curve of breast cancer patients were analyzed using Kaplan-Meier. Breast cancer cells
were treated with curcumin at different concentrations, or transfected with miR-7641 mimic, Anti- miR-7641 or pcDNA-PTPN14,
qRT-PCR was used to measure miR-7641 expression, MTT assay and colony formation assay was used to determine cell viability,
and Transwell assay used to performed to detect cell migration and invasion, Ki67, pcDNA, clinD1, Bax, Bcl-2, caspase-3 and
caspase-8 protein level were analyzed by western blotting. Dual-luciferase report assay was performed to verify miR-7641 and
PTPN14 relationship. Results miR-7641 expression was up-regulated in breast cancer tissues and cell lines (P < 0.01 and 0.001).
miR-7641 promoted cell proliferation, migration and invasion (P < 0.05, 0.01 and 0.001), up-regulated Ki67, pcDNA, CyclinD1,
Bax levels, inversely, inhibited Bcl-2, caspase-3, caspase-8 levels, miR-7641 directly targeted with PTPN14. mir-7641 and PTPN14
3 ' - UTR targeted binding, curcumin through mir-7641/PTPN14 molecular axis inhibit the proliferation, migration and invasion of
breast cancer cells (P < 0.01, 0.001), and inhibit the expression of Ki67, pcDNA, CyclinD1, Bax protein, promote the expression of

Bcl-2, Caspase-3, Caspase-8 protein. Conclusion Curcumin inhibited breast cancer cells proliferation, migration and invasion by

i HEA: 2019-03-14
E—{E&: % W E-mail: hudh7563@126.com



“assaa# Drug Evaluation Research 54355 18] 202018 .« 43 -

down-regulating miR-7641 to increasing PTPN14 expression.
Key words: Curcumin; miR-7641; PTPN14; Breast cancer
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A': qRT-PCR was used to detect the expression level of mir-7641 in breast cancer tissues and paracancerous tissues, “"P < 0.001 vs paracancerous

tissues; B: Kaplan Meier was used to analyze the expression level and survival rate of mir-7641; C: qRT-PCR was used to detect the expression lev-

el of mir-7641 in normal breast epithelial cells and breast cancer cell lines, P < 0.01 **P < 0.001 vs hs578bst cells
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Fig.1 miR-7641 increased in breast cancer
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5 NC 8 Anti-NC 4L H 8 :"P<<0.05 "P<<0.01 "™ P<C0.001; A-B: CCK-8 SZ 45 £ il miR-7641 X MCF-7 Fl BT-20 FL /i i 40 M3 18 5475 3 ) B2 5 C-
E: 7 BETE S B0 AG I miR-764 1 % MCF-7 A1 BT-20 7L 78 48 /0 v [ J¥ B 8 ) B #2  F-G : Transwell SC A% Il miR-7641 % MCF-7 fll BT-20 7,
3o 40 MU A () B2« H-1: Transwell S25646 Il miR-7641 % MCF-7 1 BT-20 L /it 40 f3 42 2% () 2 1 : J-K : Western blotting A Jll miR-7641 %t
MCF-7 1 BT-20 L i 785 4 J 434 5 AR T AR 55 8 A A R GE O R
*P<0.05"P<0.01 ""P<0.001 vs NC or Anti-NC group; A-B: CCK-8 test to detect the effect of mir-7641 on the proliferation of MCF-7 and BT-
20 breast cancer cells; C-E: clonogenesis test to detect the effect of mir-7641 on the clonogenesis of MCF-7 and BT-20 breast cancer cells; F-G:
Transwell test to detect the effect of mir-7641 on the migration of MCF-7 and BT-20 breast cancer cells; H-I: Transwell test to detect the effect of
mir-7641 on the invasion of MCF-7 and BT-20 breast cancer cells; J-K: Western blotting to detect the effect of mir-7641 on the proliferation and
apoptosis related protein expression of MCF-7 and BT-20 breast cancer cells
2 miR-7641 {2t FLBRE ARG TE TR R AR F (n=3)

Fig.2 miR-7641 promoted breast cancer cells proliferation, migration and invasion (n=3)
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F-H.: Transwell 51256 K 1 22 3 22 % MCF-7 1 BT-20 7L iy 41 o 2 2% (1) 5 i
“P<0.05"P<0.01 ""P<0.001 vs DMSO groupA-B: CCK-8 method to detect the effect of curcumin on the proliferation of MCF-7 and BT-20
breast cancer cells; C-D: clonogenesis experiment to detect the effect of curcumin on the clonogenesis of MCF-7 and BT-20 breast cancer cells; E-
G: Transwell experiment to detect the effect of curcumin on the migration of MCF-7 and BT-20 breast cancer cells; F-H: Transwell experiment to

detect the effect of curcumin on the invasion of MCF-7 and BT-20 breast cancer cells
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Fig. 3 Curcumin inhibited breast cancer cells proliferation, migration and invasion (¥£ s,n=3)
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