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Helicobacter pylori-Induced Inflammation Microenvironment Promotes
Colon Cancer SW620 Cell EMT
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Abstract This article explores the effects of HP inflammation microenvironment on EMT of colon cancer
SW620 cells. The ELISA method was used to detect the changes of inflammatory factors MIF and IL-1p in the su-
pernatant after HP intervention in U937 cells. RT-PCR was used to detect the changes of MIF, IL-15, NF-xB gene

levels. Scratch assay was used to detect the invasion and migration ability of SW620 cells after treatment with in-
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flammatory supernatant. Effect of inflammatory supernatant on proliferation of SW620 cells after HP-treated U937
cells was observed by CCK-8 method. Changes of EMT-related proteins Vimentin, E-cadherin and N-cadherin in
SW620 cells treated with LPS supernatant were detected by Western blot assay. Immunofluorescence assay was
used to detect the fluorescence changes of EMT-related protein Vimentin in SW620 cells treated with inflammatory
supernatant. Western blot was used to detect the changes of NF-kB protein in U937 cells treated with HP, and EMT-
related protein Vimentin, E-cadherin and N-cadherin in SW620 cells treated with inflammatory supernatant. The
results showed that HP could increase the expression of MIF, IL-18 and NF-xB in U937 cells. Scratch test showed
that the invasion and migration ability of SW620 cells increased with the passage of time points at 12 h, 24 h and
36 h. Immunofluorescence test showed that Vimentin green dot aggregation of SW620 cells increased significantly.
Western blot analysis showed that the expression of NF-«kB protein in U937 cells was significantly increased at 16 h
and 24 h. There was no significant change in the expression of Vimentin protein after intervention of SWPS cells in
LPS supernatant, the expression of N-cadherin protein in 24 h group was decreased and E-cadherin protein was in-
creased. The expression of Vimentin protein in SW620 cells increased significantly and the expression of E-cadherin
and N-cadherin protein decreased significantly at 12 h, 24 h and 36h after intervention of HP inflammatory micro-
environment supernatant. The results of this experimental study indicated that H. pylori-induced microenvironment
can promote the occurrence of EMT in SW620 cells .
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Fig.1 Western blot assay was used to detect the expression of NF-kB protein and ELISA was used to detect the secretion of

inflammatory cytokines MIF and IL-1p in supernatant
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Fig.2 CCK-8 assay was used to detect the toxicity of HP to U937 cells and RT-PCR was used to
detect the expression of MIF, IL-1 and NF-kB mRNA
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Fig.3 Western blot assay was used to detect the expression of Vimentin, E-cadherin, N-cadherin protein

BN, #ORE BT WS X EMockZH AH b, SW620
Y IR ZBIT RS BE D I B, FaRSE KW, HP
T-TR5F 1) 2R B3 0T DU ESW6204H i 112 22 1T
% (&5).

3 g

HPJ& — PR A . XK KRR
F o BRI A, RAF R — LA —E
RAETHPE SR, G B FUE B, fEHPRHME B i B
P AR R R R KT IR 9 RE R - 43 A 2 5 HP 2.

LA AR R BE R SRIB™, RN R B NSRBI ke
YU 25067 RN S PR RGBT Fe R T,
HP/EB 5 2% () R AL Aol 0 R 24 AF L XS
HPJE G2 5] JOAE PR 1 i 70 WA 2 AR TR F™Ye 58AE
TUA BTN 1 IR JORE A5, A& 48 5 e i 5 A2 A
Fe R s UIAR R I8 1k JOE A8 JAT I A AVE 2 52
60 UIF 48 SRR AR M SOME i T8 RE e FRE A IE JRE PR L A,
RAIENE N — A RIS BRI i 1 B 2 R AR T
REIEIE JOIE 2 A VIR AL (e it iR 1t €17, Stephanie
SR S E R BRI SO H S OB R AR KA



ARG WA TR R B AR A S (L 3k 45 7 8 SW 620401 i K¢ “EEMT 2157
( A) (B) Vimentin N-cadherin E-cadherin
1.0 4 sk Hkk
SW620 cells = i I
Mock 12h 24h 36h £ 3 081
. . — < =
Vimentin [ S - -] 2 ] .
— =2
N-cadherin | ! - e 2 o X
25 044
E-cadherin (D WS e o] & 2 T
2 =
GAPDH | , ' g ™ 024 J_'
o,
O'* l‘1 T T T T T ‘
N NN N A TR SN
@00 NOMIEN OSSO ) %‘0“ @00 ROMIEN N
SW620 cells
© DAPI Vimentin Merge (D)
2()0_p.l.11 Z(W—Tu11
e 2 © sk sk
' 5 203 ==
12h : %3 **
rak o o 8
200 pm = 8 g 0.2
< .
= 3
24h 3 g s =
o e O 50.1
200 pm .200 um & ::i
ol mmm — r
36 h Mock 12h 24 h 36 h

200 pm 200 pm
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A,B: the results of Western blot; C,D: the results of immunofluorescence. *P<0.05, **P<0.01, ***P<0.001.
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Fig.4 Western blot assay was used to detect the expression of Vimentin, E-cadherin, N-cadherin protein and

immunofluorescence assay was used to detect the fluorescence intensity change of Vementin protein
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Fig.5 Detection of invasion and migration of SW620 cells by cell scratch assay
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