(b @BmAE2 L) 201665526855 610
CHINA ONCOLOGY 2016 Vol.26 No.6 481

miR —199a— 3p/§. SRR o 0 FGA
HAE A

K8, B B, RB\, FO%, B B
2 MR — BB ER, HR 22 730000

[(HE] BTR5EB: ZFHUVDRNA(microRNA, miRNAVEFLUIRE P8Rk, EFUIRE AL &
JEh R EEAE mlRNATﬁE%?ﬁ‘f?LH?ﬁE‘ﬁﬁW‘Qo WY B ER T miR-199a-3p7EFL i h Y R kK F
K2 e e A MG S AR T s . ik A8 RS %%Aﬁﬁ’%@ffi (quantitative real-time polymerase
chain reaction, QRT-PCR)&MFLARSE B FFAHL! . o5 B A2 AFLIVR A A ZLAR A A miRNA-199a-
3pAYFikI/KF, miR-199a-3p mlmlc(ﬂlnhlbltor)%ﬁﬂE%JE?H}H@MDA—MB-B1ﬁ%%ﬁ(ﬁ{n%j{)mlR-l99a-3pE’\J
FikJG, EEMTTERN A RIS A RE S, Hoechste (7k flcaspase-37F J MM A A IA T 150 . 45 5R: #H
XI5 IR L SVRTE 3 FLAR A, miR-199a-3p7E 3| i (8 & R 20 ZUR N FLUIR A 40 Ml rh 35 R i . 7EMDA-
MB-231 %44t miR-199a-3p mimicid FikmiR-199a-3p ] I A5 , e HIETS; 7EMDA-MB-231 7543y
miR-199a-3p inhibitor{fiEkmiR-199a-3p ] {E AN E , MHIHI T, 418 : miR-199a-3pfEFLIRE HRIET
VA, I8 IR LA A0 G S RN R T R AR

[ X% ] FLBYE; miR-199a-3p; MDA-MB-231; 345if; 1

DOI: 10.19401/j.cnki.1007-3639.2016.06.001

RESYZES. R737.9 XEFEES: A XEHS: 1007-3639(2016)06-0481-06

The expression of miR-199a-3p in breast cancer and its effect MA Dachang, CHEN Cheng, WU
Duoming, WANG Honglei, WU Li (Department of Breast Diseases, the First Hospital of Lanzhou
University, Lanzhou 730000, Gansu Province, China)
Correspondence to: Wu Li E-mail: lzuwuli2015@sina.com

[ Abstract | Background and purpose: Multiple microRNAs (miRNAs) are abnormally expressed in breast
cancer and play an important role in the regulation of breast cancer. miRNAs may be a new target for the treatment of
breast cancer. This study aimed to investigate the expression of miR-199a-3p in breast cancer and the effect of miR-
199a-3p on proliferation and apoptosis of breast cancer. Methods: Real-time PCR was used to test the expression of
miR-199a-3p in breast cancer tissues, normal breast tissues, breast cancer cells and normal breast cells. Overexpression
(or silencing the expression) of miR-199a-3p was conducted by transfecting MDA-MB-231 with miR-199a-3p mimics
(or inhibitors). The proliferation of MDA-MB-231 was detected by MTT method. The apoptosis of MDA-MB-231
was investigated by Hoechst staining and caspase-3 activity assay kit. Results: Compared to corresponding non-tumor
breast tissues (or normal breast cell HBL-100), lower levels of miR-199a-3p were expressed in breast cancer tissues
or breast cancer cells. Overexpression of miR-199a-3p induced by miR-199a-3p mimic inhibited the proliferation and
promoted the apoptosis of MDA-MB-231, while silencing the expression of miR-199a-3p induced by miR-199a-3p in-
hibitor increased the proliferation and suppressed the apoptosis of MDA-MB-231. Conclusion: The expression of miR-
199a-3p is lower in breast cancer, which shows its tumor suppression effect by regulating the proliferation and apoptosis
of breast cancer cells.

[ Key words ] Breast cancer; miR-199a-3p; MDA-MB-231; Proliferation; Apoptosis
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Fig. 1 Expression of miR-199a-3p in cancer tissues of breast cancer patients

A: Expression of miR-199a-3p was down-regulated in breast cancer tissues as compared with normal breast tissues. B: Statistical result of figure A;

n=26; *P<0.05, as compared with normal breast tissues
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Fig. 2 Expression of miR-199a-3p in breast cancer cell lines

SK-BR-3

Expression of miR-199a-3p was down-regulated in 4 breast cancer
cell lines as compared with normal breast cell line HBL-100. n=3; *:
P<0.05, as compared with HBL-100
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Fig.3 Effect of miR-199a-3p mimic on the proliferation of MDA-MB-231

A: Transfection with miR-199a-3p mimic significantly up-regulated the expression of miR-199a-3p; B: Transfection with miR-199a-3p mimic
inhibited the proliferation of MDA-MB-231. NC: Negative control sequence; n=3; *: P<0.05, as compared with control
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Fig. 4 Effect of miR-199a-3p mimic on the apoptosis of MDA-MB-231

A: Transfection with miR-199a-3p mimic increased the Hoechst positive cells; B: Statistical result of figure A; C: Transfection with miR-199a-3p
mimic increased the activity of caspase-3. n=3; *: P<0.05, as compared with control
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Fig. 5 Effect of miR-199a-3p inhibitor on the proliferation of MDA-MB-231

A: Transfection with miR-199a-3p inhibitor significantly down-regulated the expression of miR-199a-3p; B: Transfection with miR-199a-3p
inhibitor promoted the proliferation of MDA-MB-231. n=3; *P<0.05, as compared with control
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Fig. 6 Effect of miR-199a-3p inhibitor on the apoptosis of MDA-MB-231

A: Transfection with miR-199a-3p inhibitor decreased the Hoechst positive cells; B: Statistical result of figure A; C: Transfection with miR-199a-
3p inhibitor decreased the activity of caspase-3. n=3; *: P<0.05, as compared with control
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