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Fi A (autolysosome) » 5 Ji M 3 VA It A4 Jis 73 1) 1882 1P 7K
firt g B A LR oo S R R T A0 LGS B B 2
J8 73 WA 7 iy 2 5 ) A 5 R R ) 20 et e 15 A
FH o [R] I B AAR2 S R 5 J A% » X A R N PR AR
HEEERY .
1.2 gEsE

HR 8 JIE )z 1% 22 W g A4 R I AN [) 5 AT | IR
gy 3 28 (1) 20 o A5 B P i 8 e MR 2 S
5% B R R G B B R, U R RR 2 O R B R
(macroautophagy) ; (2) ¥ B 14 I A8 JE 60 5% 3% N A5
IEF At ) 00 O A i N AR D % 3 I A i g 22 I T B
fiFt s 1k B E W /)y E 1 (microautophagy) 5 (3) 41 ffd
W 2> T FAG HseT3 5 IR &5 & 5 T 1ok 7P -
JEH G AR, AR G 5 AR R TR 52 A (Lysosome—
associated membrane protein 2a, LampZa) sEA, 23 A
G5y A B, e Ja AR B AA A 1) 53 A — R 7y 1A
A3 58 B3 A I %) B 7 8 N o il A s A0 e
fifts A 2 7 AEAB A3 11 B 1 (Chaperone-mediated
autophagy) e,
1.3 ERESEERAXS5HF

B S 5l 2y B2 O%, MARE 2 T, HArA
KA EEAH LR JULAP: (1) mTOR (Mammalian Target of
Rapamycin) {5 5 . TOR ¥ /& ATP. 24 5 ik fl
BB b B O 7 R E T
FEAE R o 7L 30090 40 R 1 A28 K 2 115 S6 (p7086)
5 mTOR i 47, #46) [ Wk, & 01 %2 2 (Rapamycin,
RAPA) i i 41 mTOR 414§ p70S6, 17 1753 F ik -
(2) GTP 45419 G AW Gaid HH o Gaid HHA
XTEWERE R T A5 6 EREA A Y
GTP &4, #ikl AL We; 45 5 GDP 254, 2 1E 11 1
(3) Class I PI3K/PKB jfi . Class [ PI3K i i i {2
1k, PtdIns4 P}z PidIns (4,5) P2, ;=4 PidIns (3,4) P2
A Prdlns (3,4,5) P3, 4R )5 45 & Akt/PKB AL % 1k
5y PDKL, i AWk oA i % o, 25795 PE AL
441 (TSCL) Fi TSC2 4 11 J% PTEN 3 % fiy 35 mJ
fi#t % Class 1 PI3K/PKB [#) @ WE4I/E R . (4) HoAh
DR SRRy H W A 2 B3 B 87 4, W] 47
BB MR o H AL L T B R 3% Bl e R 25 )
AANENEG 3 B . BLE LW casein W 1T 1% %
TR RS 52 VK < PKA \MAP iy Ca®* B v) 76 11 Wl 7
R AR AT (LA R e i Y

I A A LA A S e e 8 19 0 ) S A

93 W5 T AT 2T B S A AR 8 W AN R
XEHUARA A, B8 JsU AR T AT B e B 5 A2 1S
G0 P9 11 47 35 S A 3 A R 4 F o T A
AR E WRAE 5 NP0 5% R E VT — LY Py 5 Jit
TR 1R A S R PE BRI R I 45 45 A 5 W ST D
M Zad e At Y 43 1 A A 9 47 L P 9 T U
LIRS AT — E 4R PR

2 S M AR A R PR R S A
BERE S AT

2.1 FERARBRFEFHEE
monocytogenes, LM) B35 g%

LM G (1 B 12 2 /N BRI R 2T 4 40 . (wide
type mouse embryonic fibroblasts, WT-MEFs) [ LM
H W] AT 1 R DR Bl B 110 ) VR iR 1 T 4 4 i
( autophagy

( Listeria

associated gene 5 deficient mouse

embryonic fibroblasts, AtgS ™'~ MEFs) , 41 g 453 15 F%
BN Y 22 W R LR B A LM G )
ko LM JRR] G 22 Rl it sl i B R0
H A G v bt 2 O (listerioysin O, LLO) {3k H
Wik A 2 5 A » R 28 ot 30 N T I 5 38 B 5 VS AR 45
WP U ZIH LLO A )E, AW B, A
LM B B R o ActA & LM — R 1 4 11, 7T A
S EA R G AR ) 1o ActA 7] 5E4E Ena/
VASP.Arp2 /3 6546 K LE 8 E A1 1wk i A
W PRI VU R 5403 5 ActA UBR S » RN LM 32 254K p62
J LC3 iz 2846 LM 5348, W] 3 S50A0 B 4 R 31
Befi ™ o Tt ActA I I AR K Pl 1 1 A
WA, AR5 LA “Se 4 i) 7 77 XA Z =
H A 455 IR B . it 5 & W], LM
50— B A EAG 3 -InTK A R 2R AL ActA /R H]
Wik, LRSS ER RN ETEEA
(major vault protein, MVP) F-40 & 2 1M, B7 11 40 B 4%
AR ™ o LM AU ActA J% InTK-MVP 3636 14 1
(1) W 4% 8 A AH LBk ST fHL I R ARIABL, 6w i ik 55 4
YOHE T A R I DL SRR 7 B b A
ZFEACH AWEUN S BRI ER N RIS LM W 3 1
7> T HUHS PR R T 1% B R ARG T LM R
B3 = Y. Toll £ 32 1k 2 (Tolldike receptors 2,
TLR2) % NOD #f % £ 2 ( nucleotide-binding
oligomerization domain2, NOD2) 8= 40 M, 15 B 4
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LM J5 JGiEA 308 2l B W BRI A vl f > 7] -5 3504
M A5 n =, ax — 2B BF 9Tk B NF«B  J¢ ERK
(Extracellular Signaling-Regelated Kinase) {8 5 &%
Al fgAE TLR2 2 NOD2 J# 52 LM 95 JsUAH G 43 1155 5
(pathogen-associated molecular patterns, PAMP) J3 3))
[0 () S A7 3 L X ol ERK 5 [ I
FREER IR O A I P 5 D T S e A T T
BT FEER A T8 1077 10) S RHIE R
2.2 Z¥%4 ¥ 4T (mycobacterium tuberculosis,
M. tuberculosis) B 5 B W&

EL 40 i) (macrophage, M®) [f] NOX2 NADPH
S I 5 AL 7 1 ROS 2 B R AR K B HLC3
(Microtubule-associated protein-1.C3) [i] [ W /> {4 5%
AN AT BRI, e AR 5 A2 W] 1 TLR 8 Fey 52
A (Fcreceptors for immunoglobulin G, FeyRs) 35 ;
MAEAE Bl e, ki #2875 ROS A3, 2 G
NOX2 NADPH A2 5, £ W A WAk NOX2
NADPH S04t A AE 5010 P9 55 18 4207 Bk i 79 &5 A% AT
B BF S AR N A D T )
Mo IFN—y YEH M. tuberculosis & 4% 1) MD )5,
LC3HT 21K 18 955 Ji A 2 o B0 /b | e i 771 3
PP 5 i PG 1 (3—methyladenine, 3MA) iR 2 H &5 &
(wortmannin, WM) W] #54t Lk ¢ ", &0 [FN-y
PIPLai e 5 A LIRS UIA G M. wwberculosis
JEH A IR 41 (Dendritic cells, DC) Jig, Thl 7 4
JO PR ¥ TFN—y 73 389 s 1 W L3, MHCAT 73 547
PN T 5 R £ A% B A AR R ik ifg Th2
40 M A 7 L4 TLA3 w) il i s STAT6, i
TEN—y R IE ) R8N H 5 KA [R], Th2 7Y
20 P R~ 4 A R R R I AE L
Wi T AW OL T, TL4 f TLA3 W i b Akt &
ORI Y o AR SRR ARG V]
RGN IR A LRI+ Wk i) i > 40 g Th 2
i M A 7 TNy 733 K B3, Th2 R0 g ] 1~ 114 1L~
13 I 0 ML PAY 440 T 5 6 48 3 4 o T (45
RMARKRER) « mHOH TR, S5 A B v]
77 2E Th2 TG0 R A 711 116, 4K atg5 -atg]2 42 45 1
FEILAM) TNy (915 1) [ 380 ™« RAPA T
T BCG e i)/ i Jia» /Bl D I B 3 52 4 1 T
Jii Ag85B fig ) i s ", KW AR S 5 Pk
o e M A0 N e e N 2 R 3R DICS I A R T B B
TALFE, AH H IR 5 DC H Ji i 5 1) FARAS 5 18 2%

K2 500 1R WARE » & —A 2% A D (AR NAZ
e M. tuberculosis fig %5 (1 LpqH 7] i@ i+ TLR2/1/
CD14-C,,,AMP % 7% & A ¥ ¥ ( AMP-activated
protein kinase, AMPK) 38 %2 4 | ¥4 1% 25 11 W4 g
(p38 mitogen-activated protein kinase, p38 MAPK) i&
PR W (X A0 Mg T CCAAT/ B i 1
Sia AR 25 B IHE AR o2 Al ST IR 2
Srt oy U g2 E R, 4E M. tuberculosis JE YL
[N MO o, il b Ca® Py xT I VR M 1 445 A2 T
FEAN T BRI T 1,25 4E 4 % D3 (1,25D3) 1]
TRk gt Z ik (Heapd8/LL37) ik, B
4 I e 3 P Beclind J ate5 9 amee" . wy
W Co, 7E H W BRI A S5 8% 20 BOFT B i F v
AHEEAE . BRI, K ESAT-6 J¢ CFPH0
XA BT R W R D E RS R Y
RARA ~FFil i) 45 4% A1 18 B 4 M 7144 40 3 7] 4 H
Jei» ESAT-6/CFP-0 25 JJ il 5 £ (1 ] 410041 48 i 1 Wi
FL A atg5.atg7atg8 M atgl2 FiA, MU P9 40 B 20 & W
S 22 0 AT B St T 5 B
giAEL AN ER IR
2.3 BEKE® & (Shigella Flexneri, Shigella) B
58K

IcsB J& Shigella TII %Y 7% W4 & 48 (type 1II
secretion system, T3SS) 73 [ —FP LN &5 1. IesB
AR PRGN ML B Wt o Gl v T A R R e e
> G oA A R B S T R, R W) TesB R
) 0 A O 0 T A 0 N ) A S B O R
Hag LIz — 3 — B WE 50K B TesB 2400 1 BH
Wi VirG 2 11 (T3SS 3 Wbt —Fh AN 1) 45 atg5 45
LA AW AR MO PG R AN ™ R TesB
() B R T 1 AR A DA G . SR
A v /R fE ( Burkholderia pseudomallei, B.
pseudomallei) 7] 3@ FH 5 T3SS 43 W4 i) BopA & H A
T E W 75 E 25 R 7R, BopA 5 Shigella
() TesB 22 AT 23% [ [RJVS P91 X BUF A1 32 22 58
288 — 351 [ fIE [ Bz 45 2 DX 4 202 KT T
U B AR 1 P 91 FR R DR )y e o R 2 o T4 E R A1
TORIT FIG ST 40 R R G AT T B Lo Shagella 77 1)
%4 75 2% (Shiga Toxin, Stx) ] 7F 75 2 #iU# (THPH,
HK-2 4 fe) 5552 240 i (N 25 Bk 40 i 2 Y 1)
A Th SR AN [R] I Wk S g SN, Six SR G bk 2
FANTR) AN 0 i » P BT B w] 0 5% 380 ML AR T/
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A, ABAERE RN 2 4 » JCUF B9 Beclind K atg5 4
FIAAAE TAE 3 R UK AN b, A LRI BRs B
W AR A7 AE P R W Shigella XYL K 10 E W
AR G 0 i 28 7 i A T 2 s FL iR TR R e 45 R
RIWAT L8t BLEAEW, 32 Z K2 [ iR
L P9 993 JR A 1 B LA 5 1, NDP52.,p62 S 72
FALANTE AN LC3 [k 8 . NDP52 1 p62 ] 7¢
0 M B 22 1 W R A 1T (septin) & ULE) 4 11 (actin)
YEH T Al Shigella 3\ [ W& 15 45 B AR K00, 25
Listeria [f) ActA it =, NDP52 F p62 1] £F A K At
septin J% actin [¥1155 30 I 1 41 B 00N A W R 45 03
b = o WL, NDPS2 il p62 4 [0 U3 K% 375 B I
P9 93 D B LA I R L A A5 T R 4 e S A
B ) B0 R R AR N AR AL o

2.4 %1 HE (Salmonella) B 5 B &

YO T BRI R 1) 1 W — e LI R PR B LA
1EAE 5 SCV (Salmonella—containing vacuole, SCV)
(10 1) R 2 A v o 4 B K P B L
PSR PR AR ) SCV LE iR BE VD T IR TR 5 i 5 A W R
PP S R VT B M T P L L s A kA 8
(galectin 8) I Py B 453 SCV, 4R J5 £ 45 NDP52 %
WA WA ™. W H E & 1 (pathogenicity
island1, SPI4) Jz 7 Jj % 2 (SPIR) 8] 4 fih SCV, 44
R, IR 32 2R SPIH 4 fith (1) SCV, 5 SPI2
GBIt SCV o P o VB ITH A WMk Rabl %3k
30 AT PRV T B AR T, 2 W) Rabl 3% Pk 15 1 W
PUBRYLBE B IAI DG — RSN B R R g 58
BN S AR P 53 % A PR BE T I 5 01T 1
Ye 2 (ARG Z 5 DR A 2% 32 ) FH 55 10 AT 2 d R it
SE I B AT MR I Z TR E R 45 SRR
HIESE D atgl vatgb BX atg7 #RK o, W SR AT
[Lap R N RN SRl A T T 0 7 A e
RRIEGesE R ™ o A% LR IR KB, RAPA
TR FE V0 T TR /N B M 5, 21 i e R
e AT KT RAPA RT-T04, $2 - AR s g
TR AT AR BB R & e
HLAR E KA RT3 s LR pUR g e ™ . p62
J& NDP52 £ 90 ] B Jk G 11 8] ml LA [ 1) 3 77 2 1)
W2 FALIG LC3 " Vb T T S 4, W A BT B
80 UUER G A AT — b 8 11 119 B DR 9 nT 3 en e
Wk S 200 BRI Ik 1 0 955 » (EL I P 3 IR [R] A0 8K, B i
BNEAN R A B NN W] p62 e NDPS2 2 1 i [+

—&fESiEkzE A" . NDPS2  fu iz ik
HIve 1T 546 5 7] 155 TBK1 (TANK-binding kinase
1, TBK1) 5 H W% A& 5 optineurin (OPTN) & ik &
Bk 3R J5 OPTN 55 177 v 2 S R i R b » BEIR L1
OPTN AT — A& 4 [ Wi B 1 atg8, A7 ag8 5 [ 1
ANMATRSE £ RE S kS LC3 (SR A o, S5 840 il
[ K ST L SRR BV 1 R g e B
X YOk TBKIL 5 [ R Rk, X — W4 ]
XPIE—H 7svb TR IR Y B W 15 S 8 B R
o

KIILLR—FHIN A AWEAE VD T G Hh R 4%
FEPUSN (IR AT 2% K I, ¥P T T SPIH T3SS
Sy WA —Ff SipB B R 5 51 A 4H B — Rk
R0 2 J2 “PE B Ak, ST 2k S A T MY AR A
IR SE4E AR R (1, 5 80 e = e ALY R 2R
P EAET D R T T G G R A
IR AW, I E A B ASCEFEF R K
B, & A T B ok 2 7 5 I8 (salmonella plasmid
virulence, spv) [ 545 FE€ V0 1T 1R R4 1 6 S B AR ATL
A 535 B B 075 A1 R 40 R A A A0 P IR A7
S0 45345 I = spy (85 W R A S 23 4 B
T ) Be-spvB UM G A spvB {18250 bR
Al 3 3E 4 o % JI§ B D1 (phospholipase DI,
PLD1) A 3450 PLD 35 P, BEAIC Th 74 41 fu 51
IFN—y 2215 ek Th2 40 i X7 114 J 1143 43k
SR AN A1 L [, T I R ) 4 T AT B RAPA
Wik, 454 RAPA 55 1 K PLD1.Thl/Th2 &£
(FAH JGAR 5 38 % 3 A7 » KL spvB 521 PLDL 3% ¥4 J&
Thl/Th2 8% J5 06 F W 95 5 08 #% £ AKT —
mTOR ZbIC 4, $&7K spvB 1] §E 42 2138 i AKT 461
J5 3B mTOR A5 518 B 40051 40 . 1 e (A S 6 45
RMARATF K)o TIFN—=y J TLR4/MyD88 W 4% {5
T AR n] 3R] A R BT P R A g HE
TLR4/MyD88 4 #1175 5 i % 15 Th1 BN % ] BE A
WU S5 A e i R e R R Y o K
FWFIFUR I, spvB 0] HlI i 41 2 TLR4 mRNA KA.
BEAR TFN—y 23 i, DA UG A% AR spvB 19 13 W3 400 21 4
JE AT ] BEAE IFN—y I TLR4 /MyD88 < i 11 1 4%
W ) B A AR AR AR DA JS A% o R
spvB IFN—y K& TLR4/MyD88 = # 2 [a] k47 & N AT
FU LR BT 2 spvB 5% 0 15 W (1) OC B 48 A

54T
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2.5 B T424FE (Helicobacter pylori) B 5 B &

RAPA [ H. pylori |4 MO [ B WK )5
HWN R H pylors B9 05 3-MA 1) 5 W
Joi o A B ECR D, R AR AT AERE Ho pylori {540
WO 75 SRS o HL pylori 75 S B
kY5 ) DCs (bone marrow derived-dendritic cells,
BMDC) Wi “k 7 76 B W /N4 Py 39 5 5 30 MHC-
I 31 B acds 52 58 7~ 40 B D11 23 W 46 oy e M A 92
2%k 2 PP . 4% 9 % % (vaculoating toxin,
VacA) F1 40 M 55 2 41 22 3 ( cytotoxin-associated
gene A, CagA) J& H. pylori T4SS 43 WA i) FE 3L 7 Sy [Al
1> VacA 5 CagA SRR M A 98 ) 2% B 4
M PIFPRE 3 R 7T RE S H. pylori 1 H Wit fig 3
il ol iﬁEﬂ‘E?‘%BLm o Terebiznik %[39] 98¢ & B
VacA WIE Y HCRE 2155 AW A BN R A
M 57 4101 J5 AT 1G5 VacA B (A2 0C 7%, A VacA /'3
20 i e AR 1 N, R B VacA A 3 H IR R
A XTI " HT - — 7 AT ) T 40 B LR AR N R A
TR o — 5 R HLAR R VacA 9i i 75 1
{1y — T G 75 75 AL AL 6 o
2.6 IS

b A s WA ) T E A0 R G
I~ R E B 5407 2 LA S 5 B A ) B A R
g3 e A TN L AR A 9 i T R G LR TR R
FY)AHE: (1) TLR. 15 40 M vl i TLR I8 &1
J5 R PAMP 53 H . TLR &S, Harc s s A
Wk R Y1 4 TLR2 Fl TLR4, TLR2 7= T H 7
SRR, TLR4 B 20U A 2 M. (2) 2%
JIR o ML PN 0 S b V2 A IS TR E R AR SRS
b, PRl ZRIK AT B 02 B R B B A 5 0 1
(3) 4K §-o Th1/Th2 4 g P55 A% A4 54 4% ] 5%
Wiy [ W LB L N o (4) S M B8 . 4]
F TR 4 1 (septin) 4955 1 Jg B T~ B B AR IX
% (septin cages) 7 N DL BR & ZL (1 4 5, B W8 2
b IR O AH I BAR I R A AR IR AT S PR, 42
T 1 figf 0 PR S B 1 A P R T A S R R R
TH Tk A 1 I AR TIUST R o P s R R R e
LR R L RIMT, B IEA—E B X B A A
5 X WA A e 8 TR < 1 S 5 BT AL A
L P g S TR R g IS AR 3 T A AR
B ERBEA 1 W 5 R 0 0 T A i 0 L I A0 R
WG BN 0 ST T B R T3SS 5l T4SS 7y

WA A5 7 8 A BN TP BE 22 19 W /) A 5 i g
il AU 9 D A PSRN T A R T BB R T A
AR FSCRAT) B /N P 8 B e SEHLAR R G T A
H s 0 N S B I I A L S A R AR D IR
TS 7 5 EARE I D A P ok FG A i I i ) o
AT o DR, B BE 22 9 Jit v AR O R T
(RIRE ) B B 9% 00 1 6 R 4 B XA Y]
S R IE 1) 1 T8 U 95 W AR RIS R IR TR
JEU R A B AT TR PR T

3 ) e

ZR LR A ML P e I G )
SRR — 5 T AT AT HLARSS BRI A 5 TR 5
T ARG R D R A P A T BICRREA DAt 2 A0
FRCEAE 220 P 0 A7 3% B A . AT, A e R
T 5 TR IR e SR AR T 9 W Ak T b B T V2
i) 0 R AR R TS W X ) 1) A4 T i A 14
FATIRLE? ST R R B 2 Ja B R T B R A
PR B B AR SR A S Y AWE S 9 e M
G N I AR R ARSI T ? HIRAEN 3
o P S AR S e B I IS S A 22 T R AT L SG
RO N 3R S 15 A7 AR A SO e S5 A E A 0L 20
IRAWTTE e IR AR 1 W AE S PO 7 Jit R ik e
K3 5 A7 50 B 20 B 1) B0 AL R 2 i ik
A A W R A TS R R S R £ S SO
2T e B v SOt Ay T AT 2R TR .
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Influence of autophagy on elimination and proliferation of
intracellular bacteria—A review
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Abstract: Autophagy in intracellular bacterial infection is important. Host cells can use autophagy to eliminate invading
pathogens. Meanwhile, autophagy can be exploited, modified or interfered by some pathogens to benefit their survival or
proliferation. We reviewed the effect of autophagy on intracellular bacterial infection and discussed our study on the
relationship between autophagy and Salmonella infection, which can help provide the theoretical basis for controlling
pathogenic infection through regulating and exploiting autophagic pathway.
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