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Figure 1. The process of autophagy.

2 AR RGN

I J5 A 40 M) [ 5 ) 5 B i AEL B S B
FUITER N NATTR B 40 i 3 W m DA 3R 1 N 40 Jifg o
PR 9 Dt A » 00 ok 6 5 ey B 5 T 1l 1 WV B S 6 3 0
JELAAR TR 19 W I 5 3 Il AR Rl B S I AR P 2R A
[ A e N P A U I 7/ S S R S NI E
(xenophagy) S

R LR S e R B A A S N
J5U 40 S Bl A T AN R DR AR ) A
YERIWT L™ 42 3 AN &5 J (1) i i 1 W v B
Jod B AR o T B0 TE VD T IR TR RN 45 A% 3 B TR R e T
Jet By G A A0 BT L 1 IR o R AR T 0 A
s o (2) 9 S Ak e AN M M DR A
S I 0 b Y O A R R Bl B AR T R R
ik B P [ ) H s a4 0 R RO AR IR AR B
T (3) SRR T AR W B AR
FSL I H AT R S5 F o 4510 < 8 €60 ] % 3K 7 AN 0
W52 40 0 G T Ak 34 40 T T W A R A ol

F M0 5L H. pylori Y mT [7) I B0 _E 3k = b R 17
B H. pylori JERBEW LAE S (me™ 7%, 9F 7 1wk
A R A AR 5 STT R I R O R e e ™
IR AT A Ak S R Y

3 H. pylori &Y 540y 8 I

3.1 H. pylori B33 8 E R B RN
Terebiznik 2 ¥ 26 )  H. pylori 60190
(ATCC 49503) J& 4« AGS 41 i J5 v 75 5 40 i B W 1)
R BUAE HL 7 AT O 5 B A R /N K, Western
blot #¥l & Bl LC3-1 ) LC3-T (% 4s, A kRt
U T L% E) GFPLC3 ) [{ W /MAT SE4E . T H.
I R AR T 1 A AR S AgS R Argl2, R
Lok AtgS R Atgl2 Fl B 00 e & Gy H. pylori Ji H:
GFPLC3 586 B A5 1) #0 5 Al LC3-T [ LC3-1I1 1) #%
BV a1 e i P I B B N Y S v T N S O 2
% (vacA) K DA B B 1) 52 A2 B R Bk e JL 0 1 B 9% B i
YA S AN BE TR W /S R 32 0% VacA X H.
pylori JBGL T T 10 AN 11 W2 0 A 0] /b 15 i 4 T 1



] IR -l 1] BRT AT S G0 A () 40 . 1 T i () BF TR e / B A 4 2 4R (2014) 54.(12) 1393

LA 75 ) IR 7 R 25 9 40 B 75 35 AH G B 1 (CagA)
IV 7 5y 30k 2 48 (T4SS) W JE W] 4 4E H o Terebiznik
ST R IAAL I VacA 3% 15 AGS 41 I 3L 1% 55 W 5
#2 GFPLC3 /) W 3% 2 R LC3-1 [ LC3-II ¥ §%
AL R IRAL VacA B[ 3 BRI K 4. T
H» VacA [¥) JIE3E 18 T B d 17 B Wk 165 S b R
LR B A HL T e AH OC IR R R A7 ke A
WE A H) N B o 3 —J7 M, He pylori G5 3 1 A
Wi n] B AA AGS 40 ML N ¥ VacA, $0H) JL 0 18 3 46 i
BT PRI 8 W 1T 2 4 2 4 X4 H. pylori J&
e i) — b 3 F AR

SR » Raju %‘ém] WP B8 EK VacA ™ H. pylori
60190 177 L3 /E I AGS 4 i 1) i ) (24 h) 7] i 3K
A BV, T VacA i S 7= A4 10 B M A b
Z AR IR ) 1 23 LB D, A8 43 D BE B B 1 A IR
ANMAATE TR T A H. pylori 72 40 g A A7 76 A &
TR . p62 & MR EEHEH, S5 AR
AR IR R, 5 B WRETE R R . BRI @R
JEAE VacA ™ H. pylori ;3% b K i 8] 4b ¥ 11 AGS
i, i SEFE VacA ™ H. pylori YL B H 10 'S 3 K
ML n] Y52 p62 ¥ R4, i — P Ui B VacA
oK eR o (=SS e B 7 v Y ON SN S 1 T U == B
UL 40 W S T R VacA 55 25 4E HD IS 1A] (9 A [ T
S(E 2) PP,

& VacA LAk, Micro30B W figth 2= 5 g m il L
B 40 MLy B e AT K ILAE H. pylori B %% (1)
AGS 4 fie 7 F 1] Micro30B [t % iA 7] M) 8% 2] LC3-1
) LC3-I1 1 55 AR ik /b » 2 W40 i 1 Wk /K P R B i
FLAZ W90 3090 52 Micro30B W] T 35 #01 i 5 ot 2 2 (1)
H ARG #2 F ATG12 HI BECN 5% i 40 2 (1) 15 1k
il H. pylori Y38 15 3 18 H Wi T BRI A6 LA $ 28
p
3.2 H. pylori B3 £ B E &40 i B Mk &Y 52 Mg

Wang %5 ¥ 5538 H. pylori &Y% S % 1
W 240 B 1) W Al AT A H T R OB WS B H. pylori
A JE T THP B U937 40 il Py XUz 168 &5 46 (1) B W0 /)
rpo T HAZ BT AE K I A W N AR TR S H.
pylori 5 M P A7 355 A2 2% DD AH OC» N IR 0TS
TR W A 2% B0 R 3-MA U £ A0 v T R
H. pylori 7520 Ml A 1) 52 K. b 5, XA WG
7R H. pylori % 4% 75 3/ BB B8 U5 M A S8R i i
(BMDCs) 15 B, H H. pylori FTAE [ Wi/ A v 52 1]

... VacA
Acute exposure . _ Chronic exposure

) 6

| SQSTMI

c: ’ ‘ Y

| !
\ | Autolysosome
lacking CTSD

\ |

Clearance Increased
of H.pylori? survival of
H.pylori?
[ 2. VacA 7£ H. pylori 1HX 8 L K4 M B & # 8 1€
m [21 - 22]

Figure 2. The possible role of VacA in H. pylori-associated autophagy

in gastric epithelial cells 1 =220
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Impact of Helicobacter pylori infection on autophagy of
different cells — A review

. *
Cong He, Chuan Xie, Nonghua Lyu
Department of Gastroenterology, the First Affiliated Hospital of Nanchang University, Nanchang 330006, Jiangxi

Province, China

Abstract: Helicobacter pylori (H. pylori) is a gram-negative pathogen that widely colonizes in the human gastric mucosa,
and is associated with various gastric diseases. Recently, much attention has been aroused on the relationship between H.
pylori infection and autophagy. Accumulating evidence suggests that H. pylori can induce autophagy in gastric epithelial
cells and professional phagocytes. Both the virulent factors of H. pylori and host autophagic proteins have been
demonstrated to affect H. pylori<induced autophagy. Besides, the process of autophagy plays an important role in
determining the intracellular fate of H. pylori. Here, we review the impact of H. pylori infection on autophagy of different
cells.

Keywords: Helicobacter pylori, autophagy, gastric epithelial cells, professional phagocytes, intracellular fate
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