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(=] HIY 3T DNA #if5AE 1 1 (regulated in development and DNA damage responses-1,
REDD1) 7EH | JWRFT i ( Helicobacter pylori, H. pylori) J&Gerp )33k KJH#EALS . I #ESr H. pylori J&
Ye C57 /N B F R AR 3B FHSE i 98 s i PCR e 4l 434 YL (4 Fl Western blot £l REDD1
mRNA FlEE [ 193235 5 IEAE 40 OB bR T -5 38 B30 500 1 7 ¥R H. pylort J&4i555 REDDL -3
MR . 85 AR TR, H. pylori JE % /N ELUE R P i) REDD1 7K 1 25 14 15 5 10 AH X T8 4=
RI(Wild Type, WT) 2354k, iR cagA FL[HJG , H. pylori J&H% i 5 REDD1 | i (%88 J7 W) & 2 T B (P<
0.05) ; H. pylori J&Y ] if5 7 H FE AL AGS REDDI 335 i, JF EA I ] JRGL B it DL K cagA RS
(P<0.05) ; P38/MAPK {5 =il i#% FHL T 7] & 30 1 H. pylort Y4551 REDD1 | i# 33k (P<0.05)
258 H. pylori RISBEIRILAY cagA G MAPKp38 i #1755 REDD1 FikHi .
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Effect and mechanism of H. pylori in regulation of REDD1 expression in gastric
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[ Abstract | Objective Regulated in development and DNA damage responses-1 ( REDD1) is a
conserved and ubiquitous protein, and is induced in response to multiple stimuli. However, its regulation,
function and clinical relevance in Helicobacter pylori ( H. pylori)-associated gastritis are presently unknown.
The study aimed to investigate its expression and regulation mechanism in H. pylori infection. Methods C57
mice and gastric epithelial cells ( AGS cells) were respectively infected with H. pylori to establish infected
models. Then the expression of REDD1 at mRNA and protein levels was detected by quantitative PCR,
immunohistochemical staining and Western blotting. The mechanism of REDD1 up-regulation induced by
H. pylori infection was investigated by transfection with signaling pathway inhibitor, plasmid or dual-luciferase
reporting analysis in cell models. Results The expression of REDDI was increased in gastric mucosa of the
H. pylori-infected mice than the un-infected ones. Compared with the wild-type strain of H. pylori, the strain
with cagA knockout ( AcagA H. pylori 11637 cells) showed decreased effect on the upregulation of REDDI
(P<0.05). H. pylori infection induced up-regulation of REDDI1 in AGS cells in a time-, cagA- and pathogen
dose-dependent manner ( P<0.05). Blocking of P38/MAPKp38 signaling pathway could significantly inhibit
the upregulation of REDD1 induced by the infection (P<0.05). Conclusion H. pylori induces the up-
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regulation of REDD1 through activation of phosphorylated cagA in MAPKp38 pathway in the gastric mucosa of

mouse with H. pylori infection.
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4 | THEFT B ( Helicobacter pylori, H. pylori) J&:—7%f
22 PR A, R ERIE 2R DR 4 B,
FROUR P FEUBMEE &', 1994 AR TAEHAICH
HA T 2KE0m R T AT IEAT AR O B R
(R A LEBLTR] e AN R (HAH T N B b B 4 2 ) ) A
HAEFAT R PR R o JUHUE: R 20 2 A O
A ( cytotoxin associated gene A, CagA )& HFr5|# )
RAER ™ . DNA 5445 B 2 B 11 1 (regulated in
development and DNA damage responses-1, REDD1) X
R DNA #1555 5 % 55 [ 7 4 (DNA damage-inducible
transcript4, DDIT4 ) F1 i # %5 F & H 801 ( stress-
triggered protein, RTP801) , & — Fl {4 51 I H 3 ik 17 175
(AR 15T, FTAE 2 R B SN o BIFFEIER
YR W 2L 3l ) 75 0 25 &R 38 A4 ( mammalian target of
rapamycin, mTOR ) {5538 #% 11 P I M 31 i) 57, REDD1
CIRD I B R O NS YA NSV I AN = W A A L |
120 HEASIR M S E P, REDDI A] L& 44 41
RER . FEIE St Z T 45 1 4, REDD1 55 Ha
A ML IR 1 TL-1B 8 S BT AR 7 5 76 I8 75 A
IR 1T R g w5 e b, REDD L AR S — i i 1 By
MNDR TR VR RS o SR, 78 9 3 0 b 5 1 g
I TIEAT B AH G B R, REDD (383K, 42 AL il F1 i
PR SC 1 A

AWE5E B TEW i REDDL 7E H. pylori &G i) 3
KL RTE H. pylori 1753 REDD1 i i) I8 £ AL
REREA H. pylori JEA 0w LI MR G B 5 M B R i By
TR PR AL Y R B

1 #BSHE

L1 G ARARA G FKI

ATV e BBz B REBVIBRA M B &)
Bk 5 i S A2 43 B R S R 7 20 5 em 4B
AR B AL, BIEE AR, 3 H AR
FRAHT O Z R R R B H AN R . A REEAR S
ISR 4545 R K225 — M s PR Be AR B 22 B S it o
[HEME2 . (A)KY2021045] .
1.2 &

C57BL/6 B A= B (WT) /)N B 3K T fili 2242 = K2
SEBG A R SRR TR AR R T . BT s F
FERF A Bl B ZE e K2 sl R RS, 145 2 i 22 42 =

KPR A8 B2 A
1.3 F&ZKXHA

Bbt /7N REDDL $7{K 14 3K F Abcam 2 ]
(no. Ab106356) , fatit \ p38 PiiARME LT Cell signaling
technology /2] (no. 8690) , G it N p-p38 P4 ) 3L F
Cell signaling technology /\ #] (no. 4511S) , S ft A/ 7
F. GAPDH iR IE 3L F Cell signaling technology 7\ il
(no. 5174S), fe Bt N NF-kB p65 i & W 3L F Cell
signaling technology 7\ ] (no. 8242S) , it A IgG Prif
W3K T Abcam 23 7] (no. ab172730) , HAR FiE b5 ic 1
Pife 1gG(H+L) $HiiAk (no. ZB2301) (ECL (A — 4t
W3k T st b AZ & M A |, E & PCR U0 & =K T
TOYOBO 24 ] , ¥ %% 51| & W 3K T TaKaRa 23 w], 2
F R EUE W3 3E T Thermo Scientific 7y &), U0126 . BAY
11-7082, SP600125, SB203580, FLLL32, GSK-3B
inhibitor VIIt§3EF Merck Millipore /3 5],
1.4 sappfemi 2R 3254

O B S HRE 3R S B AR R (wild type, WT)
H. pylori 11637(NCTC, cagA positive ) LA K #H [7] B £k 5
HCHY cagA B TR TRk SR AR ( AcagA H. pylori 11637)
TE-80 C o KWILRAE, H. pylori 4HH 15354 [ Skirrow
PR (F5 1. 5% BN 5% A 0. 5% %) s 1
PRIEFRAE T Skirrow AR BS 77 5L (& 10% /N4 I ¥
0. 5% %) , B3 &4~ 37 °C 5% 0,.10% CO,,
AGS .BGC-823 .GES-1 HGC-27 Fi1 SGC-7901 & F Rz 4H
i Z& (£E ATCC)
1.5 7%
1.5.1 H. pylori J&Y/NER TEHL 6~ 8 JEMEME C57
/NEL165 H ¥ BRBEHL B2 70 il 3 2H (n=55) , 435
H WT H. pylori 11637 1 AcagA H. pylori T i 7% 25
B SWEER LR, 2 R, KRG AT PBS
RBEFW . B HELE /NS H L HE
HL IR 4 T3, 5% FH T4 RNA [ DNA 25 (5 Fi il
YEA IR .
1.5.2 25555 B4 iy BEEH A 1% 64
M3 B Hanks 35 VE % 3 W, YIS/ B, e B 78 &%
1 mg/mL Ji§ J& B IV F1 10 mg/mL DNase [
RPMI1640 3532587, SR )56 MACS % % %% ( Miltenyi
Biotec ) HLIK fift 25 i 25 5 B9 40 MO Ak 22 7E 37 CI &
0.5~1 h, SRJGH 20 ML PG L 70 wm (1) 240 3k U
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#3(BD Labware) 1% .

1.5.3  H.pylori JI¥E FRZ 200 $2FT 1 d ¥ AGS
S T T TG TR 355 T, R 20 L e 43 T B T R AN
HHER RN HJCE PBS 4 H. pylori PE5F7HE
VR, T 600 nm ARG L e R IV A SR A2 L
(MOT, 2174 - 4 ffi %t ) (0.10,20,50,100) fiin A 21| &
LA RE R, BT 37 C .5%C0, WA h R 5%
AFNE BRI (03 .6, 12,24 h) -, Wi 4% 240 o AR 240 Jf 455 5%
TR RSB

1.5.4 SER9eGE R PCR ¥ F TRIzol 142 Hu 4
JEFZHZI Y B RNA | SERF 28 2 8 SYBR Green
Kol H. pylori &I (19 AGS . BGC-823 . GES-1.HGC-27 |
SGC-7901 | A\ Bk/NERL B 2H 41 H REDD1 mRNA 4353k,
IR 1, #iER)5 1 RNA ZHjkE 50 RNA G
Ff# , F Nanodrop one {5 %8 4P AT I 4356 0% B 310
RNA ¥ B ARH v B TR FUS B RNA 500 ng 44 fiftis
SRR G AP IR UL 10 wL AR R T 4% 5%, B cDNA
T Real-time PCR A L4 REGAIULIALL 10 pL (R R 1T
F o BRI, AR M EFRE R 3 R, fiff
JH Bio-Rad CFX Manager Excel I GraphPad Prism 5 4§
gt o riidis .

Fz1 &N H. pylori B Asi/MNR B A4 REDD1 mRNA fy
RIEHIEXE PCR 5|55

HEH FIEFRE (751 5'—3")

i ACCCAGAAGACTGTGGATGG

N CAGTGAGCTTCCCGTTCAG

i TAAGTTCTGCCAACTCTTCCTT

N CGGAGCTGTAGAGTTTCTTCTT

i GATGCCTAGCCAGTTGGTAAG

i CTAAACAGCCCCTGGATCTTG

i TAAGTTCTGCCAACTCTTCCTT

i CGGAGCTGTAGAGTTTCTTCTT

[3i# TTTGTTAGAGAAGATAATGACGGTATCTAAC
FiF CATAGGATTTCACACCTGACTGACTATC
HEl CGTGCCAGCAGCCGCGGT

Human GAPDH

Mouse Reddl

Human REDD1

Mouse Gapdh

H. pylori 16s rDNA

1.5.5 Western blot iERG R FI A BN MIEL
L, fd ] RAPT 22 M ik S HUAM M 15 57 S8 . BCA
P SR R EE, DL ARUKIE 10 pg S A,
10% | — 45 HE Ttk 1R 49458 T s I8k e ( SDS-PAGE) 47
HL UK, AR 2 L A B 1 4% ED % PVDF Ji, PBST ¥t
fBE,5% BSA =3 1 h, im A —%i (GAPDH 4 {&
1:1 000 % B . REDD1 antibody 1:1 000 # . p-p38
antibody 1:1 000 i .p38 antibody 1:1 000 #i#s)4 °C
B IABAR A AL Y B AR IC B —HT (1210 000) =
HIEE 1 h, ELC &J6H I H A&, | Imagelab
AL AN B AR A R

1.5.6 s gifbs g H. pylori 5 R
7 AN B H LR AS T b e TR, A RS
YR, & WA B S RE IR K AL FEAT i R B R
W GH I GE B 12 min B U, 3% o AL S
W2 L 30 min, 0. 5% Triton X-100 2 5 i# 1% 15 min,
1%BSA 37 °C A 30 min J5, il A—4$¢ (REDD1 $i
) 1:100 (PBS Q& —$ifE R PIEX IR, fER & b
4 Cid7, PBS VYL, N —Ht CHAREFRIC 1L 2P S
IgG)37 CHFE 1 h, 35 BEJ5 I — 2 SR i ( DAB )
B, HANEYAZ B K B R R34 (Nikon
ECLIPSE 80i) KA/ &S
1.5.7 [FS5pgmiblses ¥ AGS Akl T
12 fLAR 5% 6 L AR, Ff 4H Jf 78 43 W BE , PBS ¥ P& 41 il
3, 5 5 3 % B W 7 U0126. BAY 11-7082 .,
SP600125 . SB203580, FLLL32, GSK-3p inhibitor VI
(10 nmol/L) AbFE 4 M 2 h (1% FBS [y F12 ks 3k,
37 °C,5%C0,) ([F{AFLH DMSO YE X HR) , FEik1T
WT H. pylori 11637 5 40 ffuttis 55528
1.6 %itzam

KT SPSS 13. 0 kA7 ge it 3, oH 5 T
xks Fo, o KB B A A () 25 57, RORE TE 43 £ 08 i
Mann-Whitney U 5 3 #E17 7041, X T2 41 L0 E, R
HRE T 2501 K H Pearson AH 5B FIZ 2k 1119
SRS S B M A AR OGPk . THECREORH T A 4 LR
IR AR K HE «=0.05,

2 HR

2.1 EMTIBHARLEOAIDRAFTRHE T,
REDDI £k 3 &

FLAL H. pylor JEGLFIAERGL /N B B A R
U R R IN, TESS 6~9 JA A L T AR H. pylori (1)
/NER, H. pylori JEGL/NELUE B REDD1 23k W]tk 14 5
(EI1A) . BT cagA 5 H 40 & B H UM ",
I, BT cagA 5 REDDI fAHGH: 7655 6~9 JA A LL
F R Gy /N BB AcagA H. pylori J& Yt /N B, WT
H. pylori J&J%/NELUE B REDD1 3k B B3 &, Jf:
HARRYSEE 7 AR E(E (B 1A) o iy
(& 1B) FdE HELEE (& 1C) 4558/ W s AT R
JEYL L B A cagA H. pylori &Y , WT H. pylori J&YL 2
/NEUE R R REDDIL R W] B 38 . i b R W78
H. pylori &Y /N, cagA X Fi5 S REDD1 ik & 1%
KEEVET o LA, 1851 H. pylori JEGe B RS A5 R E
B AHEE T R B 4 5 A cagA H. pylori JEYL4H , WT H.
pylort JEGLZH N B/ U A E B REDD1 mRNA Al
BEEFAI RIS (E D), X HRE, REDDL 78
H. pylori JE&GL 835 AN 1 RIS b 281 .
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H RN D

3o A a
44 @ WT H.pylori J&4+
@ AcagA J e

FNEA WT H.pylori JE&s AcagA JEYL

REDDI FEikH (550

R i)/ 8] A 1 2 3 1 2

rEDD1(25x10°)— .

-.-B

3

rEDD1(25%10°)— [ G-

GAPDI35c10" -

20

20 5

BRI
ERR S WT H.pylori JE&s AcagA YL

L L L L L L Ll

a
@

—
w
1

X 15 -

REDD1 ik (f5%04E1k)
o >
I 1
[ ]
(=4
REDDI ik (5805 1k)
>
1

(===

T T T 0~
1 2 3 1 2

ZH 5 D

(=]

a:P<0.01, 5 K & 28 0635 ;b P<0. 01, 55 R & 40 % WT H. pylori 48k %k
A:WT H. pylori B4 AcagA H. pylori B3¢ Fo K g %/ B 4605 REDD1 &k 69 3h S B AL (A A AR5 n=5) ;
B: R AR E LR (X100);C: 475 7 Bl WT H. pylori & % | AcagA H. pylori 5 3¢ o R g F ) A S5 F
REDDI1 %% ;D: 528} % £ 2 % PCR #= Western blot 447 & & ¥ H. pylori 45 % % 4k 9% H. pylori (WT H. pylori 3,

GAPDH(36x10°)— - -

Acagh) B & JRAXH #5187 REDD1 mRNA Ao & R XL (n=4)

1: kB H ;2. WT H. pylori 2 %33 AcagA

R g B 092 R £ 2 PCR f= Western blot 547 & & 3 H. pylori /0> RAK 5L H. pylori( WT H. pylori 2, AcagA) &

%5 RAX A 452 REDD1 mRNA Fo & R A L (n=4)

E1

2.2 H. pylori iR i3 /1 B -F cagA #F 8 L X a9 e
REDDI1 F &3 &, 5f B &% 4 2 B 19 4R 1 2h Bk
H | Fz 20 ( gastric epithelial cells, GECs) &[]
KT T Jee e Ak S R I v 5 o0 i 40 R
H. pylori F 3 NE EE AR AGS 41 ANJ5ACE B
B AR LA B/ B ACE B 40 REDDL 25K =,
SR AcagA H. pylori YL AH L, WT H. pylori
IR AGS A AR b B A0 LA/ BB
Rz REDDT mRNA FIEE [ B 3 2 14 hn (&
2A~C) ,H. pylori ARHEGL I ] (3.6,12.24 h) 5
AGS 4iijifi REDD1 ik 8 T (P<0.05,K 2D) . I
H. H. pylori fRAFIEGE) i 55 K- FBIEK T 18 25
755 AGS 4H it REDD1 FE iR & (P<0.05, " 2E)
2 F BRI, H. pylori fiKI8EE 1 K1~ cagA 55 H L
Bk REDDT {33k, I 15 Jak e ik [7) 1 % e 57
IERR .

1: R &4 ;32 WT H. pylori B3 ;3: AcagA B3

£ H. pylori B ASU/NR B HIZH REDD1 3Rk

2.3 H. pylori 8 id B BR AL 89 cagA & & % & MAPKp38
@5 7 LR e A& REDDI

H. pylori J| 3 J5 AGS 41 it REDD1 &3k 7 &, 1
MAPKp38 {5553 i #1177 ( SB203580) FiAb H )5 , AGS
5 H. pylon 385 3% (MOI = 100), ] AGS ZH jifi
REDD1 A T (K 3A) . p38 /FE & MAPKp38 i i
A EAE Y, 15 H. pylori JEYLH) AGS Zifig b R 2R
WAL, 25 MAPKp38 3 B4 il 37 SB203580 kb B )
BRI (& 3B) o N THESE cagA &5 A LA ik
MAPKp38 i 7 %5 REDD1 3%, il WT H. pylori 5%
AcagA H. pylori J&Y% AGS 4ififg, 5% i cagA- pcDNA3. 1
Fedt AGS 4l A5 AL, G AcagA H. pylori %%
YL IR (peDNA3. 1) 1) AGS HiiffLAH LL , JBL WT H. pylori
B FEYLE cagA-pcDNA3. 1 [ AGS 4 it ## REDD1 mRNA
A R BN, p38 85 IR 1k /K T, A f
MAPKp38 i #1477 SB203580 5§ cagA i iz £k 11 il
A PP2 FAb PR, BTG dI (1 3B~D) . £ b
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Fridk , i
MAPKp38 ;

3 itit

TE H. pylori J&Ge Tﬁi BRI —

PRAEFCIL, T A5 g
AFFEERAE RS T 218 1

B g
IEJ

KLLLEIRIIA H. pylori S ILHERALHY cagA HTH
45 F GECs %3k REDDI,

Y]

#o H. pylori JEYL5|E

KRR H 7 2 BN
KHEHZ , REDDI & —Fp Ry H WA e & H, A
HRIEFR REDD1 25 H. pylori J&YL'" | J& mTOR {52

04 PR AT AR 00, i % W] REDDIL 7E H. pylori
FISEMEE 4 P AE RO T AR DFFS RIS H. pylori
FISRIEHE H. pylori /NS BhH141H REDDI {33k,
25 5 R e /N FL, H. pylori B /N LT 6
5 REDD1 63K W1 % 5 , BE— 25 %W H. pylori '3 H
Rz 4RItk REDDL 3 5. LR A #1308 75, B4 1192
FFHIRE SR 725 A M 75 25 (vacA) 78 4k M 30
B 5 M IR S U A 5, X S B T LS &

e [11]

e R LA 1 (mTORCT) il , b i P2 A

1 2 3 1 2 3
REDD1(25x10")— REDD1(25x10%)— [ REDD1(25x10°)— [ S ——
GAPDH(36x10°)— | S e a— GAPDH(36x10°) | s — — GAPDH(36x10°)— | SE———
30— 50 = 35—
a
. ® 30
S = 40 a ke a
# —;E P e 2 25 =
t [ J ﬁsﬂ 30 - i—/ 20— J_
i | g O
X X = 15
= 10 #2077 ®
= m -
= a é 10
= b = 10 = b
ﬁ .‘b 5 m
0= ‘@ T T 0 "ﬁ T T 0 T T T
1 2 3 1 2 3 1 2 3
2151 A 415 B it c
H.pylori J& YA/ H.pylori EHSH(MOD)
repp1 50— [T REDDl(ZleO")H_
GAPDH(36x107) > Wi Gl s G- a—
25 60—
a
S 5 s S .
2 504
B % o
= ® 40—
£ 154 &
2 i
10 b ;ﬁfé .
— C ® ™20+ [ J
= = 2
5 2 = o
0 "I_I"I T T T 0— T
REG 3 6 12 24 e 50 100
H.pylori JEY<HF 1] /h D H.pylon TR K (MOT) E

a;P<0.01, 355 & &0 1k ;b P<0. 01, %5 K A& 42 248 3%, MOI=100 %, 24 h 281k %5 ;¢:P<0. 01,55 & & 4 8 3%, MOI=
50 2 12 h 280 4%;d: P<0. 01, 55 R % 4 20 3%, MOI=20 28 )b 4¢

AB.C.EHERTE

PCR #= Western blot -4 WT H. pylori 2 # . AcagA H. pylori 2 % 3 K B 4 ¢ AGS %8 e
(A) ARRKRRE Litap(B) AR D RRKRE Lk mie(C)+ REDD1 mRNA #=%& & ¢ & iA

A(n=3) 1. ki

F 2. WT H. pylori % ;3 AcagA B % ;D E. 5E0f 3¢ 5% & & PCR #= Western blot £ #7 & | i} ] & ( MOI = 100)
(D) #=RE] MOI (24 h) (E) WT H. pylori & %<& k& F AGS taf REDD1 mRNA =& & 69 2 £ H L (n=4)

E 2 REDDI1 7 H. pylori Bk AGS 4Afa Ry k%



418

ili 42 45 R R

2#4%,2022,44(5)

http ://aammt. tmmu. edu. cn

25 = a 25 =
—~ LY 3 a
< ~ OF K e 32
~ -
B2 Eal 4+ B 204 —f >
= < = -
£ 5 b 2 s ®
: B
_H_‘eé 10— > 'H‘% 10 b
a = C
2 54 2 s bd
= it — = Lo ¥
0 L] L] L] L] L] L] L] L] L] O_ L L L L
1 2 3 4 5 6 7 8 9 1 2 3 4 5
5 5 A 215
FRETA WT H.pylori JE Y
1 2 3 4 5
REDDI1(25x10%)—{
p-p38(38x10°)— | -
PIBI3BXINT) > e— cm————
GAPDH(36x10*)— | — B
10— a
30 =
» @
S s T % S
2 N [ & & 5
# ® & 20— @ ®
£ 67 &
L b e °
- ® — 10
g 8 b
— C
=i |%| = l&I |‘|
] <o oll el e W
0 T T T T T 0= T T T T T T
1 2 3 4 5 1 2 3 4 5 6 7
415 AL
1 2 3 4 5 1 ) 2 3 4 5 6 7
REDDI(25x10°)— 8 — REDD1(25x10°)— i —— e ———
p-p38(38x10°)— [ pp38(38x10°)— | S S S S
P3B(38X107)— | —— — — — p38(38x10°)— | -
GAPDH(36x10%)— C . - D
GAPDH(36x107)—> -

A AAZ 5B B ) R TR 22 AGS e, R s A WT H. pylori (MOI=100) 2% 24 h, 4k R E 4 #2240 AGS 2 e, 'F REDDI
W EEMH ML (n=3) 1:Medium;2:DMSO;3: Medium;4.DMSO;5.SB203580; 6: GSK-3B inhibitor; 7: SP600125; 8. U0126;
9.FLLL32 a:P<0.01,5 1 #1rb4;b.P<0.01,5 1 1% 6 201k4x ;B A SB203580 2 7 DMSO 422 AGS @i, K& A
WT H. pylori 3% AcagA H. pylori( MOl =100) & %= 24 h, 5k A 52 & 32 & £ & PCR #= Western blot £ # REDD1 ,p38 #= p-p38
mRNA o g &R & (n=4) 1. KRB #;2: Acagd B F;3: WT H. pylori B 4¢;4. WT H. pylori+ DMSO; 5. WT H. pylori +
SB203580;a: P<0. 01,15 1 ZAKt#;b:P<0.01,15 1 Z1%& 3 20 5% ;C: A &4 peDNA3. 1 % cagA-pcDNA3. 1 £ % AGS % ff,
24 h, K6 A R A SB203580 4bF2 2 h, A3k 24 ho KA S8 3% Kk E F PCR 4= Western blot 2 #7 REDD1 . p38 #= p-p38
mRNA A% & £k (n=4) 1:Mock;2; pcDNA3. 1;3: cagA-pcDNA3. 1; 4 cagA-pcDNA3. 1+DMSO; 5 cagA-peDNA3. 1+
SB203580 a:P<0.01,5 148b4%;b:P<0.01,5 1 8% 4 A% ;c:P<0.01,5 5 401b4;D. A PP2 R A PP2 faa 2
AGS fmfie, R J& A WT H. pylori &, AcagA H. pylori( MOI=100) & % AGS fmjitL 24 h, R A 5% it % 58 7 & PCR #= Western blot
447 REDD1  p38 £ p-p38 mRNA #n & & £ ik (n=4) 1: & @ %:2: WT H. pylori 3 ;3: WT H. pylori+DMSO0; 4; WT
H. pylori+PP2;5: AcagA B ¥ ;6: AcagA+DMSO;7: AcagA+PP2  a:P<0.01,%5 1 283645;b:P<0.01,5 1 248.& 3 ZA1kER

3 H. pylori 5 GECs Ri% REDD1 #lHIFRER
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