J Med Res,November 2020, Vol. 49 No. 11

B-ARESHEENSERELRZRS
HT -29 =R NI R

A LR OLER

M OE BN WITEEE LRFEED B - AR F 5 S R AR s KT RE R E AL . TR DL AS
ARk HT - 29 N WFFE0F 42, R A Transwell Wi%% 25 B bR 20 HT - 29 41 i {2 28 /8 1 (9 2w , [ i 0 22 i A AR s B 1k B - AR
REL U7 5511 35 28 7% JR ), HT - 29 4N (2 28 ) 19 48 4k . SEh 2851 58 it PCR AT Western blot ¥4l 5 B AR 23l it B - AR 5538
Xt HT - 29 40 g MMP -2 MMP -9 1 VEGF ({3835 & ERK1/2 G m ., &R 0.1.1 10umol/L X H ¥ FAREHAH G,
HT - 29 il it i 1= 42 68 ) .35 & 25 U IR AL, O ELBEE 25 BV AR 300 B2 i 48 v, 400 A 119 (R 22 e ) B T 38 5 o 17 7 288 1% /R W] 3l
B W FRRE X HT - 29 41 p9 e R ZB1ER . 525 At M4 He 4, 10umol/L £ H'E AR R A 8 3% F i HT - 29 40y MMP -2,
MMP -9 VEGF mRNA fl MMP -2 MMP -9 VEGF pERKI1/2 FE HEHE K F. T RE /R EHE EIRFZWEN, TR
MMP -9 VEGF ik, 3 55 25 H W LR ZE X HT -29 40 ERK1/2 W dEfsgm . 418 LKHE LIRE @ g - AR F 5
B HT - 29 4 jd i) (R SME 22 RE T o

XEWR A EZHELRE B-AR(ESEK AN
HESXS RT3 STHRARIRAS A DOI 10.11969/j. issn. 1673-548X.2020. 11. 026

Effect of Norepinephrine on the Invasiveness of HT —29 Cell Mediated by 3 - AR Signaling Pathway.
Department of Oncology, Wuxt TCM Hospital Affiliate to Nanjing University of Chinese Medicine, Jiangsu 214071, China
Abstract Objective

Zhao Lu,Ni Yiqun ,You Jianliang.

To investigate the effect of norepinephrine on the invasiveness of colon cancer cell line HT - 29 and its mech-
anism mediated by B — AR signaling pathway. Methods The colon cancer cell line HT — 29 was used in the research. The cells were di-
vided into control group and norepinephrine group. Transwell invasiveness test was given to examine the changes of invasive ability of
HT -29. The expressions of MMP =2, MMP -9 and VEGF mRNA were measured by quantitative RT — PCR. The levels of MMP -2,
MMP -9, VEGF, and ERK1/2 proteins were measured by Western blot. Results Norepinephrine dose — dependently enhanced the in-
vasion ability of HT —29 cells, which could be inhibited by propranolol hydrochloride. Norepinephrine could up — regulated the mRNA
and protein expressions of MMP =2 MMP -9 and VEGF in HT -29 cells, as well as activated ERK1/2 signaling pathway. Propranolol
hydrochloride could reverse the effects of norepinephrine on HT - 29 cells. Conclusion Norepinephrine can promote the invasiveness of
HT -29 via B — AR signaling pathway.
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T2 R AR I W A e L B B R X HT - 29 41 iy
TRAMZ 2268 T e HEAE .

WEoE & B, JL S W e 26 4 o2l 2ok 1 9% MMPs il
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BLYRAE R 7R R 0 A K G AL o B rp R P T )
YEF . BF5E & B, MMP -2 I MMP -9 E{E 1k 5P 5 9%
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