5 27 B4 21 W) FEMREZESE Vol. 27 No.21
2017 4£ 9 A China Journal of Modern Medicine Sept. 2017

DOI: 10.3969/].i5sn.1005-8982.2017.21.005
XEHS: 1005-8982(2017)21-0025-06

e B B X B e 2 e T A A e R
e T K TR R I 5

1005 L B 2, AR B S, X B 4 1S 4L
[LAMAFHEERER(FRTHROER) HUAR—KX, M8 wWH 473000;2.4 F B8k % Bl E
ZRMBEHERE BESF, ML RN 430022;3. M AF¥MEEWER(GRTHCER) EREES

A, W 47300054 A MAFHEEMHER(FRETHROER) FRELAR,FE &E 4730005
SAMAFMEEHER(FHETHOER) WENA=ZFX,ME Wi 473000]

HWE.BY FiTREKEES(GSN) B EmiA A mied EHE(ROS)K-Fe#Hrh, ik LEFE
% (Western blot)#:-m| g J& 20 it SGC7901.AGS.BGC823 & F 4:% £ & 4\t GES—1 P GSN &9 &L K-F, fafi
# 7 GSN siRNA(GSN siRNA 21 )#= siRNA 22 (siRNA control 21 ), Bl B vA R Aw N\ & 3 3K 5 64 4m je, 4y 23 B8
40,3555 48 h 5wl B (MTT )4 e i3 8, i X dm f K Ae ) s 8 o, i ka4 L I & B Ak 46 ) ROS
JK-F,Western blot 4] 4m 2 7 GSN . Notchl 2. i £ %4k (NICD1) . Notch2 i i 2 4k (NICD2) . DNA £ 4%
¥ L(HESL) % sl&du ik B E AL a4 Bh 2R 1) R A2 BR & @ /K i3 8 3(Cleaved Caspase-3)K-F. Z£FE GSN &
H & 4m A SGCT7901.AGS % BGC823 ' ¢4 Ak K-F % F H #6581 % 4m f GES-1(P <0.05), H & AGS % i
B F AR T RFG, G LA B Em e AGS ARt . siRNA control 204w A3 78 8 = A 2w i P ROS K -F
GSN.NICD1.NICD2 .HES1 % Cleaved Caspase—3 /K-F 5 3 BéaARIL Y £ F K 4iit & L (P>0.05), GSN
SIRNA 2828 i 38 4k /7 & 28 L GSN.NICD1.NICD2 & HES1 K -FA& T 2+ 1840 (P <0.05), iy 28 S8 T 4L
Z e ROS /K-F . Cleaved Caspase—3 /K-F3 % T B4(P<0.05). i F4L GSN Rk 5, B &g sh
B R FE, M T3 A A R ALE T AR S 4e i ROS AK-F & NOTCH 12 5@ 354 £ .

XHFE: BB, AT ;NOTCH 25 @ % ; FHA

FE 5 ZES: R735.2 CERERIRAD: A

Effect of GSN on apoptosis and ROS level in
gastric cancer cells”

Meng Ni*, Tao Yin? Xi-sheng Zheng®, Chi Liu*, Bo Wang®, Hong-wei Fan'
(1. Department of Gastroenterology, Nanyang Hospital Affiliated to Zhengzhou University, Nanyang,
Henan 473000, China; 2. Department of Pancreatic Surgery, Union Hospital Affiliated to Tongji
Medical College of Huazhong University of Science and Technology, Wuhan, Hubei 430022, China;
3. Department of Critical Care Medicine, 4. Department of Liver Surgery, 5. Department of Oncology,
Nanyang Hospital Affiliated to Zhengzhou University, Nanyang, Henan 473000, China)

Abstract: Objective To investigate the effect of GSN on the apoptosis and the level of ROS in gastric
cancer cells. Methods The expression of GSN in gastric cancer cell lines SGC7901, AGS, BGC823 and
gastric epithelial cells GES-1 were detected by Western blot. Cells were transfected with GSN siRNA (the
GSN siRNA group), siRNA control (the siRNA control group) and transfection vehicle (the vehicle control
group), respectively. Cell proliferation was determined by MTT assay. Cell apoptosis was determined by flow
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cytometry. ROS level was measured by laser scanning confocal microscopy. The levels of GSN, NICDI,
NICD2, HES1, and cleaved Caspase-3 were detected by Western blot. Results Expression level of GSN in
gastric cancer cell lines including SGC7901, AGS and BGC823 was significantly higher than that in gastric

epithelial cells GES -1

(P < 0.05). Given that AGS witnessed the highest expression of GSN, following

experiments were performed on it. There was no significant difference in cell proliferation, apoptosis, ROS,
GSN, NICD1, NICD2, HES1 or cleaved Caspase-3 level between the siRNA control group and the vehicle
control group (P> 0.05). Cell proliferation and the levels of GSN, NICD1, NICD2, and HES1 in the GSN
siRNA group were dramatically lower than those in the control group (P< 0.05), while cell apoptosis and the
levels of ROS and cleaved Caspase-3 were notably higher than those in the vehicle control group (P< 0.05).
Conclusions GSN decreases proliferation ability while increases apoptosis of gastric cancer cells through
manipulation on ROS level and NOTCH signaling pathway.
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