#2243} Acta Pharmaceutica Sinica 2017, 52 (4): 569 —574 © 569 -

(5 E BB FEERIFSH MCF-10A FLAR
B 40 Be—I8] B g% L B9 52 g

e M oA, kEZE®RL E OH FER, B O#HVY st

(1. BEHERRER SRR BHIR LR B iS00 =, B 5P 550025,
2. BN AR IR A S A ME VR B R SR B, SR BERH 550025)

. AT 5T 0 8245 & A EFTH 7] (ALLN A calpain inhibitor IV) XF£F#EE A (FN) %58 MCF-10A FLR
bR B AL (EMT) KIS . FN fEH MCE-10A 40 48 h J&, RHAXREE S23646 0 MCF-10A 40881
TR RE ), R R transwell /N2 SEB6 b 48 0 (142 22 68 77, Western blot VAR ML E I (vimentin). B-
FERFE R (E-cadherin). #5E H (snail) M85 HME-2 (calpain-2) HIFRIE. 745 R 2R, FN %55 MCF-10A
MM R A, RN MCF-10A 0 ER 123868 /1, L/ calpain-2. vimentin 1 snail £ H&iE,
i E-cadherin & [17K“F. ALLN Hl calpain inhibitor IV &8 53 #] FN % 5 ) MCF-10A 400 &84k T ME
ZEHE JJ1E 5% . vimentin. snail A1 calpain-2 & 3% i& L & E-cadherin £ HRIE N . DL EMFREERH, FN iF
5 MCF-10A 3L I Bz 40 % 4= EMT T g 5 i calpain-2 B354 5%, ALLN 1 calpain inhibitor IVAE# 40| FN
At E A |

KRR 55 ABEHHI ), MCF-10A FLR B R ANME; A% m; bRERE L, 8Os

FE 52 S: RI66 XRRFRIZEE: A X EHRE: 0513-4870 (2017) 04-0569-06

The inhibitory effects of calpain inhibitors on epithelial-mesenchymal
transition of MCF-10A mammary epithelial cells induced by fibronectin

HONG Duan-yang', CHEN Lin', ZHANG Yan-yan', WANG Jing', WANG Chang-quan',
CHEN Yan"*", SHEN Xiang-chun"*"

(1. Key Laboratory of Optimal Utilization of Natural Medical Resources, Guizhou Medical University,
Guiyang 550025, China; 2. The High Educational Key Laboratory of Guizhou Province for Natural
Medicinal Pharmacology and Druggability, Guiyang 550025, China)

Abstract: The aim of this research is to investigate the inhibitory effects of calpain inhibitors (ALLN and
calpain inhibitor IV) on mammary epithelial-mesenchymal transition (EMT) of MCF-10A cells induced by
fibronectin (FN). After FN treatment of MCF-10A cells for 48 h, cell migration and invasion were determined
by scratch repair assay and matrigel coated transwell assay, respectively. Vimentin, E-cadherin, snail and calpain-2
protein expression were measured by Western blot.  The results suggest that FN induced morphological changes
in MCF-10A cells, significantly increased the migration and invasion abilities of MCF-10A cells, upregulated
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the expression of calpain-2, vimentin and snail, and downregulated the expression of E-cadherin.
changes by FN were reversed with ALLN and calpain inhibitor I'V.

All such

In conclusion, the upregulation of calpain-2

was involved in FN-induced EMT of MCF-10A mammary epithelial cells, which may be inhibited by ALLN and

calpain inhibitor IV.
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Figure 1 The effect of fibronectin (FN) on calpain-2 protein
expression of MCF-10A cells.
graphs; B: The statistical analysis.
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Figure 2 The effect of calpain inhibitors on calpain-2 expres-
sion of MCF-10A cells induced by FN. A: The representative

photographs; B: The statistical analysis. n=3, ¥+s. P<0.05
vs control; “P<0.05 vs FN
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Figure 3 The effect of calpain inhibitors on morphology of
MCF-10A cells induced by FN. Scale bar =40 pm
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Figure 4 The effect of calpain inhibitors on MCF-10A cells
migration induced by FN. A: The representative photographs,
scale bar =400 pum; B: The statistical analysis.
*P<0.05 vs control; “P<0.05 vs FN

n=3, x=*s.
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Figure 5 The effect of calpain inhibitors on MCF-10A cells
invasion induced by FN. A: The representative photographs,
scale bar =200 um; B: The statistical analysis.
*P<0.05 vs control; “P<0.05 vs FN

n=3, x=£s.
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Figure 6 The effects of calpain inhibitors on vimentin, E-cadherin and snail protein expression of MCF-10A cells induced by FN. A:

The representative photographs; B-D: The statistical analysis.

n=3, Xxz+s.

*P<0.05 vs control; 2P<0.05 vs FN
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