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Abstract

AIM: To investigate the effect of endoplasmic
reticulum stress (ERS) on gastric cancer cell
migration and invasion.

METHODS: Gastric cancer BGC823 or SGC7901
cells were treated with tunicamycin (TM) for 0, 12,
24 and 36 h. The expression of glucose-regulated
protein 78 (GRP78), matrix metalloproteinase
9 (MMP9) and vascular endothelial growth
factor (VEGF) was analyzed using Western
blot. Wound healing assay was used to detect
the migrating ability of gastric cancer cells at
each time point with or without TM treatment.
Transwell assay was employed to examine
invasive ability of gastric cancer cells at each
time point with or without TM treatment.

RESULTS: Compared with baseline values,
the expression of GRP78, MMP9 and VEGF in
gastric cancer cells was significantly increased
after treatment with TM for 12, 24 or 36 h (P <
0.05). Wound healing ability of gastric cancer
cells treated with TM for 12, 24 or 36 h was
much stronger than that in the 0 h group (P
< 0.05). The number of gastric cancer cells
invading to the lower chamber increased after
TM treatment for 12, 24 or 36 h (P < 0.05).

CONCLUSION: ERS promotes gastric cancer
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cell migration and invasion probably via
upregulation of MMP9 and VEGF expression.

© 2016 Baishideng Publishing Group Inc. All rights
reserved.
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1.1 A4 N B B4 2 SGC7901 &BGC823
) 5 3 B G 7R Y A7 i (American type
culture collection, ATCC); fit4IfiLiF 5RPMI
164055 773 H GIBCO; K% %W H Sigma;
Gt N %) B I T 22 1 78(glucose-regulated
protein 78, GRP78)ifA. HRPEEHR —Hi. &bt
N4 8 5 2 A9 (matrix metalloproteinase 9,
MMPOYFUIE . fafit N S IE A B 40 i A K A
“F-(vascular endothelial growth factor, VEGF) &
ECL& 617 &% H Cell Signaling.

12 7 ik

1.2.1 @mfe3E g KHRPMI 1640557735 (57 10%
Jif 2 I 37 ) M BE 15 7R B G C823 B S GC 7901 T4
50 mL/L CO,. AR RI37 CHEIRIEFRFEN.
1.2.2 Western blot# R4&MGRP78. MMP9&
VEGF# £k : FHERSHE SRS R 75l b2
BGC823 % SGC7901 0. 12. 2436 h, Western
blotFe A I % B 6] FAER SAR EYIGRP78 /¢
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VEGF/p-actin.
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XFHBZH(SGC7901)

IREFFANFRLH (SGCT901)

HHHAZH (BGC823)

REZANHHBGCS23)

B 2 ERLESEARFENEEIRTSEE.

® 2 KERVESEHRANRNEGIIERSE%

24 36

\ SGC7901 BGC823
bTE) TR =R HRE xBRE

12 h 6.8+0.17 9.8+0.19° 20.8+0.31 35.7+0.18°
24 h 9.6+0.26 14.8+0.22° 28.3+0.25 64.3 +0.35"
36 h 13.7+0.28 21.3+0.15° 37.8+0.34 67.9 +0.26"

°P<0.01 vs SGC79013YHR2H; “P<0.01 vs BGC823WIR4E.
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[A] F-6(activating transcription factor 6, ATF6).
JLEE 75 B 1 (inositol-requiring enzyme 1, IRE1)Afl
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R iiL2E (]
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MMP9/B-actin

VEGF/B-actin

By78] SGC7901 BGC823 SGC7901 BGC823

Oh 0.3128+0.0130  0.2863+0.0149  0.2786+0.0126  0.3197 +0.0203
12h  0.6453+0.0095°  0.6280+0.0227° 0.5048+0.0136°  0.5925 + 0.0209°
24h  0.7160+0.0095° 0.5821+0.0093° 0.6640+0.0174° 0.8224 +0.0136"
36h 0.8699+0.0107° 0.7699+0.0169° 0.5696+0.0159° 0.7311x0.0111°
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