BHEZEER 201747 A% 14 %% 138 Lab Med Clin,July 2017, Vol. 14, No. 13 < 1877

- Fe

ZHREREARZEEEERER 140 B
RiIZSEARERIIEENHEXE

Fpesr, 5]{ xjg
(FMKFWBE S —EREH, T 55N 215000)

M E:BEH R ZAEA K G 140(RIPI40) £ = B SUAR A 41 28 o 49 ik Sk & J 4m J0 2k K A= 3 20 89 3 f
7?;‘2% I 2005 5 2 A £ 2008 5 2 AL RATSUMR R B BARE F R ad B 2 179 61, 3 4k & 45 137 B K A7 39 R AT S8 97 R L

. B RES = Ff]fft)i:?ﬁ 41 48] ,AEZMASLARSE 138 ), AR JE F 2% 10 4], KA f 9% 41 2% 4L 5 ik /= Western Blot £ @] 3
ﬁéﬂméﬁ RIP140 %3k ;12 % &/~ % MDA-MB-231 %8 #%2 RIP140 3%, % RIP140 iw % /& é’J MDA-MB-231 %m fesAf h 5 3 28, R
= 4 MDA-MB-231 4&1}13,4?7!7 FTEME, SR EN3I RBRAK T ABHERAFAELRT 10 RER, Ex&TﬂvP%mdzitﬁtﬁﬂﬁﬁfczﬁ
R AR Ki-67 69 oy 8L 2w TG Rmialgiiiil, &R RIP140& SR EM R Py RAP R G T
EZMARBALR, ¥ & TRFHLRAL(P<0.05 , RIP140 2t & & o) ‘aiz}fﬂ&% RIP140 4 ik 48 3t 4% 84 & & (P<<
0.05), #E MDA-MB-231 4 f RIP140 /&, ¥ 4] Z I SLIR B R X T B A KA, 48 RIPI4O £ =M ALRBARY
BAKEZWIREEETRERELZBZ WAL, KK Z WU m i RIP140 7 3 4 %L&%y%émﬂ@ﬁéi%ﬁnﬁg;ﬁo T = 5L
n f RIP140 69 &8, TP 4 Z M SLUR B X A R .

XKBR: = M3LME; RIP140; 35, e

DOI:10. 3969/j. issn. 1672-9455.2017.13. 011 X EKFRERL:A X E|HS:1672-9455(2017)13-1877-04

The correlation of RIP140 expression in triple negative breast cancer with the growth and proliferation of cancer cells
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Abstract: Objective To explore the expression of RIP140 in tissues of triple negative breast cancers(TNBC) and its effects on
the prognosis of triple negative breast cancers patients; To explore the effects on the growth and the proliferation of triple negative
breast cancer cells when downregulating of RIP140 in these cells. Methods Retrospective chart reviewed of 179 patients with
breast cancer for breast cancer procedures during Feb. 2005 to Feb. 2008 were included. These patients can telephone follow-up,and
preoperative were not receiving radiotherapy or chemotherapy. Among of them,41 cases were TNBC and 138 cases were non-TN-
BC. Immunohistochemical staining and western blot detected the RIP140 protein expression in these tissues;Lentivirus transfection
mediated RIP140 downregulating in MDA-MB-231 cells. 30 BALB/c nude mice were subcutaneous injection of MDA-MB-231 cells,
and 10 mice were killed each week. The volumes of the subcutaneous tumors were measured. Immunohistochemical staining of Ki-67
in tumor sections and show the proliferation of MDA-MB-231 cells. Results The expression of RIP140 in TNBC is much higher
than non-TNBC tissues; The higher of RIP140 in breast cancer tissues means the worse survival rate of these patients;Lentivirus-
mediated RIP140 downregulating in MDA-MB-231 cells suppresses the growth and the proliferation of subcutaneous tumors. Con-
clusion High expression of RIP140 in TNBC is closely related to the bad prognosis of these patients. Downregulating of RIP140 in
breast cancer cells can inhibit the growth and the proliferation of these cells. Above all, this mean downregulating of RIP140 TNBC
tissues may as a potential target treatment to TNBC.
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