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Fighting between bacteria and autophagy——death or rebirth

Zhaodi Wang, and Honglei Ding

Laboratory of Veterinary Infectious Diseases, College of Animal Science and Technology, Southwest University, Chongging
400715, China

Abstract: Autophagy is a highly conserved degradation process that targets cytoplasmic components, maintains metabolic
stability in cells, and combates infection with various pathogenic bacteria. Autophagy can help body to eliminate invading
pathogens; however, some bacteria have evolved multiple strategies to interfere with the autophagy signaling pathway or
inhibit the fusion of autophagosomes with lysosomes to form autolysosomes to escape autophagic degradation, and even use
autophagy to promote their growth and proliferation. This review discusses the newest progress in the relationship between
pathogens and autophagy of host cell, and the role of autophagy in bacterial infection. We hope that this review provides
useful knowledge for the research on autophagy caused by pathogenic infection.

Keywords: autophagy, bacteria, infection, ATG, Mycoplasma

Received: December 8, 2019; Accepted: February 21, 2020

Supported by: State Key Laboratory of Veterinary Biotechnology Foundation (No. SKLVBF201905), Fundamental Research Funds for the
Central Universities (No. XDJK2020B012), Chongging Technology Innovation and Application Development Project (No. cstc2019jscx-
msxmX0402).

Corresponding author: Honglei Ding. Tel: +86-23-68251196; E-mail: hongleiding@swu.edu.cn

LR A R B R S SR S TR L 4 (No. SKLVBF201905), Hr eSS ABHITY 45 24 £ %8 4: (No. XDIK2020B012), = KiHiAR
BT I & JRE T (No. cstc2019jscx-msxmX0402) ¥ i),

[ 4% 4 W B[] . 2020-04-28 [ 4% Hi R bl - https://kns.cnki.net/kems/detail/11.1998.Q.20200428.1243.001.html



1472 ISSN 1000-3061 CN 11-1998/Q =¥ T #2244  Chin J Biotech

H I (Autophagy) &4 AEFR R E A
F R 2 N2 L5 A 1Y H R (Autophagosome)
{2, SIEHHARGTE R AR E#A (Autolysosome),
i 2B B VS i A v £ 2 ) ) O A ) R
1956 4 Clark J]HLBEWEEH A= /) BB 1 2L A 3
) SN e = R S Y ey A ES €Y N T =
H A TR AR SR R 5T . 7E 1963 4F
HIREEHAE PR |, Christian de Duve B4 I £
% 9 60 IR 21 4 26 AT AR B 1 AR SO
1984 4, Rikihisa I} 57 37 s R R GL IK B Z I A%
1 2l g (Polymorphonuclear leukocytes, PMN)HT &
PRV B IAFED BT, X R BTRRR W AA, TR
ST SR PMN TG [ A0 3 56 F A
L AN AR RAOE . R, RE
WK, A PR A IS RE T SO M B R A
T A0 B AR IR AE s Rk, SN
I R AR A R R B S E R, B A
L W S 2 L T Sl AR, o i A TR A PN R
T A K, A B WA 0 T T A N
gt

T R AE S B A5 i 3 A0 A B
W E B A, A SCHERIR B WA AR R R 0 Al
b ZER T NI A AR A W R Y R 4
FFER 1), IEXAE R S 1E A EAER A
WA 5% 114 J& Jy 1) R0 o] 0 P Dol TR 3 801 e
I LR T TR,

1 HHRAMIE

H g A — RS (- 1) O/
4TS o A MR 51 BE 3 1 (Uncoordinated-51-like
kinase, ULK1) E&/YRES AWKNE S, EFE
S AW SEIE (Autophagy-related gene, Atg)
AR R EAL 267 5, (Phagophore assembly
site, PAS) i FEri CHIEM . ULKL E6Y
£ 4% ULK1, Atgl3. Atgl01 F1 200 kDa (1) FAK
KIG A EAEFE M (FAK family kinase-
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interacting protein of 200 kDa, FIP200)P, 7
FREEWHELT, WAV RNERLEALS
¥ 1 (Mammalian target of rapamycin complex 1,

mTORC1) @i fd ULK1 F1 Atgl3 ®imafk, i
ULK1 Z-&Yrm PAS 5748 M, TEE k=5
TR EAFE N T, mTORCL &Kih, ULKL #
FEH, TS FIP200 BERR L5715 2 PAS, Jf-3%
A Atg B H AR R @6
(Phagophore) Aif%. ULK1 & &% Beclin 1,

Atgld kt (Atgld-like, Atgldl) #FIwERR LA
3-J4EEIH AL 4 (Phosphoinositide 3-kinase
regulatory subunit 4, PIK3R4) 3£4E3) PAS, )5
FEEAL JE B B8 i s A% e 2 o % FRTE T2 PtdIns3
W (PtdIns3-kinase classlll, PtdIns3KC3) %
SR ZEEM 4 PrdIns3P, T 554 PtdIns3P 4%
AE A WD- SRR LR A B AR 1
(WD-repeat domain phosphoinositide-interacting 1,
WIPIL) F1 WIPI2 5] PAS, Jfif it 5245 T iiF Y Atg
M, W Agl6, Atg8. Atg9 %, Brieingisl,
@ HWERMIE L. BRI ELH W MZ R
FEERRGITN T 55— Atgl2-Atgs 12 54
HEHERS, il E1FERE Atg7 F1 E2 FEF Atgl0
WG, AR AR, A, Atgl2-Atgs 5
AtgleLl B MR E SR SBERA Y TRA G, 4
PEWL A G IR 8 A WA, IS A AN B A RS
BT A AtgL6LL AR RN =2 Wl AR
B AT E N- BRIk IV il B0 R 5 2% i 2
321K (Soluble N-ethylmaleimide-sensitive factor
attachment protein receptors, SNARE) &[S,
ZUEA RS TR kSR, B RER
B 3-WEPEWEZ MR (Light chain 3-
Phosphatidylethanolamine, LC3-PE) ¥z &k
F 5%, LC3 il PE 4l 4k E1 FERE Atg7 Fl E2 £
Atg3 #475. Atgl2-Atg5-Atgl6Ll &5 LC3
R, R BA E3 RGP
Atg12-Atg5 5 PE #3451, LC3-PE HYTF il i %
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Lysosome
Phagophore Autophagosome Autolysosome
Starvation, S F 4 2 \\\
rapamycin, —> —> ._> “+ * LR
infection T _ v)
! =
Induction. ULK1,  Membrane Autophagosomc Autophagosomc chradation
Atgl3, FIP200 nucleation. formation. formation.
Beclinl, Atgl4L. Atg7, Atgl0, Atgl2-  Rab7. syntaxinl7,
PIK3R4, WIPIL,  Atg3. Atgl6l., LC3-PE  VAMPS, LAMP2
WIPI2, Atgl6, Atg8,
Atg9

E1 YHpan BRIz

Fig. 1 A diagram of the autophagy pathway.
ECERE T AtgaB 215, 14 Atg4B REASY)
W LC3 ML N, e H E ML 5 PE 3t
hasa L Beah, 2 ik oE ST R Atg4B i
#—ifor LC3-PE Z 59, LAMET LC3 HITHIF,
B RsE g AR, @ A AR R . A
A 3 5 AR R i A 1) — R A S SR A
WRiA A . TEMELEh I, B WA Ve A Y
A%/ GTP fif Rab7. HWMEIK SNARE &EH
W HHA SNARE EILAHSCHKEA M 8
(Vesicle-associated membrane protein 8, VAMPS)
A — SE R 1, WA AN OC IR R B 2
(Lysosomal-associated membrane protein 2
LAMP2)I3 125 g 22 b5 (B) [ Iy W MR 1) R At . 1
Wit % A P 1) 60 2 0 5 AR A 8/ IS 5 00 B R T
PR, X/ JBUA BT LA A R
FIF o I fipp o REAR R 900 1) R AL 0 22 R v Wi
EAMNZY .

2 HMEEZRKMEMEERR

21 &EBHBEKE

SO A ERA  (Staphylococcus aureus, SA)
L] 5 AR Mtk M B R MR . SA IR A
HelLa #iiffdf5 9l =1k, S RALSGZRHIE
Vi) B W2 KRB 41K 1 (Sequestosome 1,
SQSTM1). # & F 52 (Nuclear dot protein 52,

syntaxin 17,

&: 010-64807509

NDP52) FI#i#HZ & 4 (Optineurin, OPTN) 454
S A, HE SRR SA 5 LC3 ﬂBEJZ
WY RS E AL, (HE A WA 5 S A Y
AeIe i oe s AR A oSA @%#?Lﬂ%i&
4Hffg (Bovine mammary epithelial cells, BMEC)
J5, BMEC W HWgEFREE R LC3- IR EET
L P REAF AR BIEN T SA BT
ﬁa kl\-[18]

SA A i o 0 LA 1 L 5 i ke
Mo SAfZA HeLa Ziffl)5, Woh 225G EH
¥l 14 (Mitogen-activated protein kinase 14,
MAPK14), BRAL Atgh Al [ w5 v i 1A
fmh G, P[RR, SAh, SA /N
BUE W40 i & RAW2647 S M A M5
PI3K/Akt-Beclinl fi5 53 i S VI AH % Tfﬂﬂ%hﬂ
WG, SA SR E MK B T xue
W R, SA RGN LS i T B WA S v A

ABERLG , TR SR AW, i BRI BEDLR

b, ¥ SA AN AR T [ W Ak g g 19
22 ABHEIKE

A HEBEEK TR (Group A Streptococcus, GAS)J2&
—FE AR A ZAEE R BEUR I . GAS R ATE £
MAESS, M KZE GAS WELES GAS A
K B 25 10 (GAS- contammg autophagosome-like
vacuoles, GcAVs)H, il H MR AR fR; 7EC
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VTG B W A atg /N U R 2T 4k 4
(Mouse embryo fibroblasts, MEFs)H', GAS fEfl
T3 | S BHIE A0 I bR e P00 0 B e ot
GAS MK 558 A M .

H T REETE AN K I AEAE, GAS ki 2
FhadksbE F WA SR a0 GAS FI S 2L I A
oK ik ke B OWE YRR BE IR R BN RE R B
(Streptococcal pyrogenic exotoxin B, SpeB) J&4%
BRTE 70 WA — B2 e 2R 28 11 1l , F 98 A B MAT L
MR GAS FIFH SpeB [ fE 3 4 b 5 Hh Y
SQSTM1 .NDP52 #11 BRCA 1 #1434 1 (Neighbor
of BRCA 1 gene 1, NBR1) %1, FHil-15 F4niE
AR EEARIRNPY, BEREBEmE O
(Streptolysin O, SLO) 2 H [ PR 1) it L 241
VR R IRSFR IR LR Z — , GAS FIFH SLO 75 7 ]
P FIR AL, H5 Bhan ke 2 2 i i rp A,
RS B, SLO ) B ek 4L o Bl A
KB, F74E NADPH S 1Ll 2(NADPH oxidase 2,
NOX2) 7= 4= i ¥ 42 (Reactive oxygen species,
ROS) , ¥ & = /4 LC3 # X #& Wk /F H
(LC3-associated phagocytosis, LAP), ‘33 [ ks
BRI, ik T GAS g5,

o FAM A P E XS GAS R B k™
A . FURATS Bel-2 ZE ALt Bel-xL 3@ i 1 i
H AR - B AR Al G e GAS 5319 H W,
Il 5 Beclin 1-470 58 4 42 A 56 JE [R 4 11 (Uv
radiation resistance related gene protein, UVRAG)
MHEAEHH GAS HINARAERT, 2 1 e 4240 i
GAS %S AW, GAS Y Hela 45,
Rab30 i &f 5% % B- 8% A5 Bt WL BE 4- B0 B
(Phosphatidylinositol 4-kinase beta, PI4KB), f#iz2
W MELEE  (Phosphatidylinositol, PtdIns) #4718
fy #5 5 Wk UL BE -4- 8% 82 (Phosphatidylinositol-4-
phosphate, PtdIns4P), 7& PtdIns4P %5 T AL
GCAVs, T GCAVs X TRk GAS HATH %
e P,
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23 HZHSEHHE

ZER AP (Mycobacterium tuberculosis,
MTB) J&—Fi i N ZF A8 . 1971 4, Armstrong
FRB MTB BEGSIIH/IN BRUIE VS B i 48 i v v it
RSk AP, Bt MTB LA S
4 1 e T 4 58 5 T TR A B R A A R
e, MMH N MTB 77235, TR -y
(Interferon-y, IFN-y) 7EAUAHRHT AN R G i 72 rp
BABELEN. fEEAET A IFN-y gefeif
LC3 MBI N Fs e, SR AL AE; A
IFN-y R 2 11 LRG-47, n] & [ WEhric 5
FHiE S — 2 (Monodansylcadaverine) BH /N
AR, eI R B, IFN-y S 15
R4 6% (Guanylate-binding proteins, Gbp),
FERIFH Gbp H AT 2E 1 3= 200 L X &4 77 %) 4 AL R K
1A S BU A AR 2 B VRIS B AR R D BE B
N MTB A, LAY 1 0 22 A e 2,
M) IFN-y 7£ MTB i3 H LI L MTB
P3G 5E h B AR

MTB e I 23 25 52 0 5 e 240 JiE 14
W & AR A WER R, R 4 R awEASYS
MTB 175 5 (4 B W 4 i W5 . QO3 5 780 g )9 A A7 28
I (Enhanced intracellular survival protein, Eis).
ZE M WIS c-Jun 2 KRR v
(c-Jun N-terminal kinase, JNK) %, F&{% ROS
f KT U655 WK, 358 P MTB B 773 %
@ HL LA 22 Z R 75 2 B2 25 [ 8% G (Eukaryotic
enzyme-like serine/threonine protein kinase G,
PknG). %4 il ok R 1E F A5 540+, Il
WK ARLS, T8 MTB A A7 N
AFEE Y, @ W RIRYERE IR M (Secretory
acid phosphatase M, SapM). 75 138 1o 7K f# W
Bg ®t WL @ 3- #% BR  (Phosphatidylinositol
3-phosphate, PI3P) il F WA s, Bl 5
Rab7 AHH A I BELIET B Wik 5 7 B w5 0k B
R %) @ Pk ST E M 16.3 (Heat shock
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protein 16.3, Hspl6.3). Z&E e T4 LC3 ik
DIBBEIR E AR IR J8, AT ) L e 4 L% MTB
3 B,

IAh, MTB 40 i BE ST UL K2 DNA tRER%
S BRSO . BFFE R, HA NADPH LT
i it HA A = A2 9 ROS M2t LC3-11 57
&G, A RS MTB MEAF 5345, MTB
FIHH RS 1 CpsA BHWT NADPH 4 ALY T
i HORBE R IEMEH, DLkt LAP (R 1E
FIBI. MTB S B Va0, %1 RS & R ks
¥43ak 2(Nucleotide-binding oligomerization domain 2,
Nod2)Z AR 5 i BEfE — ik (Muramyl dipeptide,
MDP); 4= K4 IL-1B . 1L-6 F TNF-o0 25 &L K 1,
BE NF-«xB @ i, FEAMIRICER LC3,
Atgl6L1F1IRGM (Murine immunity related GTPases)
RGN, 755 E RO g A e 3o o A
FH¥ MTB 1) DNA 55, FifiJ5 w5 T 3 B DRI
M (Stimulator of interferon genes, STING)iH
B, FEVZ RIEERE A AMEE S (W NDP52 Al
p62) N T T, &H MTB MHEEKREZ Kk,
2802 FAL B A AR 5 AR S TR A
AR,

15 A0 BE A H B B A9 44 3R B0OE PG AR
K B W, SRS MTB A9 A= 17 5 1858 . 1,25-
TR YR D3 (1,25-dihydroxyvitamin D3,
1,25-D3) Z4iA4E D3 s, Yuk 5T
KB, 1,25-D3 il ad %t MTB A A i /F F A P ik &
I cathelicidin 5 AL AL A WE, TS A
WA S KL A beclin 1 il atg5 (%54 5% 5 1,25-D3 i 4K
#i cathelicidin i75- 5 70 AU T A AR 5 A A g 2
SEMMYL EIEA MTB %S LAP fydfrp, I
X PIBK EEWHSHEIN T PI3P ™74, fli
NOX2 AW Er=4: ROS JF54 AMEEH
Atg5. Atgl2. Atgl6L. Atg7 Fil Atg3, B ig1ik
[ LC3-11 15 R IR I 2t 4, At ik 4am J 1 met

/N RNA (MicroRNA, miRNA) J&—7Ffi i
21-23 MZAT IR LAY SR AR S S RNA, il 1B

&: 010-64807509

B RNA JUR A A% )7 5 —28 mRNA 1) 39k
mfid X (3’ untranslated region, 3'UTR) #54, BH
1E mRNA BRI 4 LR, R s G I R
k. EVEZM N H miIRNA 76 MTB %S 40 A 1
AR R E EAEH] . RS> miIRNA, 4 miR-20a.
miR-23a-5p. miR-30a. miR-33. miR-106b-5p .
miR-125a-3p . MiR-3619b-5p Al miR-144 %, H.A
TN E W BE5R MTB 78 20 i PN A7 35 1Y g

A B miRNA, 4 miR-26a, WIAEJE40 AL W, #1
Wil MTB A s 51 miRNA, 4 miR-17-5p
A1 miR-155, 38 i) 1 1] P45/ 43 R4EA [R] A W A
ORFEDR, (sl B W R, I R A
MTB 75 41 g 4 7715 1%,

24 FERIZMMRZFEHFER

FERARZ AT AR (Listeria monocytogenes,
LM) s&—Fha] i N 2 2 B9 B o e S i 1
FUMEGE LM J5, il B B RO AR E0E B
W B2 A& E B WE4NuBTE 1 (Macrophage antigen 1,
MAC-1) J& E W 40 i 235 19— Fh iR 5 2 Fh e D
FCARR) 524K . WFSE R, 18 F AR MAC-1 5d@ i
B FR LR e  (Acid sphingomyelinase , ASM)
FIHH L A — A% RRRARR 2 (Nicotinamide adenine
dinucleotide phosphate 2, NADH2);”: ROS, %
T LAP, 1 LAP {2 i & LM Y 2 AR 55 v i1k 1)
Al DT HS 58 10 20 B A9 0 0 e ) AL A e
A TLR2 25 LM PP AR A WY, 7E
tr2” B4R, LM 5 LC3 REEIE B A2 £ 5
B BFFEIE Y] TLR2 i it H i ERK (5538
B2 5% — A ot el

LM R A E4ME, 2T GAS, REM
A ILHE 7 B U B L A ik rh ki, SRS
A MBS s 5 . HRE ) R 2 vk R IR
O (Listeriolysin O, LLO) f&:— fh I ] /5 4 i 1) i
LANMAE . LM JEAE RELN IS, 7 ke L4,
AT LLO S [AME, LM R85 32 34 ) 1)
Y — BBl 5, PR BE IR B C (Phospholipase

B<: cjb@im.ac.cn
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C ., PLC)— ®k 5 Bt WL M¥ ®% s W C
(Phosphatidylinositol phospholipase C, PI-PLC) #lI
1% 1 19k AEL A 47 S+ W BE T C (Phosphatidylcholine-
specific phospholipase C, PC-PLC) I T, ik
i AT LLO D)5 I A A A e
MR, RATERALBE, LARIT LM M ok
w4849 I, KT LLO Y S N 7
LM A Jk e v Bifi 5 I [B] SE K 52 B 3l A58 4k . WLSh
ET A (Actin A, ActA) J& LM By —FhEE 1Y
JHETF, 257 LM #kktfE EA00 A nE. @b
actA FEIH RERSIEAT LM JBRR4i i A miehy o A1
e ActA K ILEhE A OCE T 2/3
(Actin-related proteins, Arp2/3) & &4 a] $2 5
¥ 0 s 1O A8 & 5K 59 ) 38 @ 85 11 (Extractable
nuclear antigen/vasodilator-stimulated phosphoprotein,
Ena/VASP) ZEAE AT MM, X PIRREE F1 Dbk i
AT, T 40 B S Bl E R 50 LM B A
HEMmAAE K (Internalins K, InlK) $ F 5
M (Major vault protein, MVP) 85521 %
11, Bl 2 ActA B Itk AIL3h & (Ut MVP
KRB, Iz REANHESE . p62 Byl
FlLC3 MyZE4E, #B) LM gk gt g
ActA 1, TERGLE, PI-PLC il PC-PLC 7
gk 39 v A % 4 T B4

3 HMEELRKPMERY

31 WINK®E

IR (Salmonella) =% 5| A F1 0 .
S E AR . WAL S PR IR 2 I R 58
(Type Il secretion system, T3SS), 2+ M b1 %
#7115 1 (Salmonella pathogenicity island 1,
SPI-1) 1 SPI-2, SPI-1 X} VI TR {228 &
WAy, SPI-2 WA 3 v 1) EG T 78 i I 1Y
FE

H Wi o A AR T TTIRE . YR
P27 S AR WY R 3 VD T T R R (Salmonella-
containing vacuole, SCV). K&V AFAE

http://journals.im.ac.cn/cjbcn

T SCV H, HAT— /i N SCV ik 1% 51 240 ity Jot
Al AN SCV B MTPT TRz =1k, 2R
ke T2 AmEREERD, OF
SQSTM1/p62, NDP52 Fil OPTN 4, X L6 [1iH
2 RAEE G A S kAT R AR 4SS
SRIG PR L 5 A A RS A 1Y Atg8 ST A 51 A
HAEMEE AR AR, ST TIRE R H iRk
ARG S TEK AR T RORIE . S5 —Fh s
L J& SPI-1 7£ SCV #T4L, Mz Hin SCV # A
WEiE, TEXFEOLT , I TIREAT EHE A
JLS B F WK . SPI-1 7E SCV JE /ML 8
TG LB % (Galectin) FUEEE, i
20 i PN 35 AR 52 B Pk (Endolysosomal  integrity)
f) galectin-8, SCV % galectin-8 1&1fij5 #5512 %
i HE B A NDP-52 B A0, M Tifd SCV 14
T B

I TR A BT ) ) AR R 5 0 R AR T AR
O, T E3 34 HE B 0T A0 B ek AR Az R AR
HABFBEEL, HPARAREEALT o B 1
(Human leucine rich repeat and sterile a motif
containing 1, LRSAM1) i HE &R A RN &
S F 4 (Leucine rich repeat, LRR) %% #4 5 F
RING (Really interesting new gene) %%#4fiH 4
HelLa 2 Jifa ff 57 v SR FEVD T T IR TR, JA 3z R AR
F9 e S 07, DT 00 B FE v 1] G e B
T4 B3 EHERRAIEZ REEHR LAY (Linear
ubiquitin chain assembly complex, LUBAC) 7£
W TR R ELEZRIZ R, SEZ
A& OPTN. NDP52 1 SQSTM1/p62, M i B il Fil
G TR E M H M. £4 RBR (Ring-
between-Ring) E3 i% % ARIHL 1 H #6 A5 58
YOI R AR ) A R TE VD] R e
Jf1)5 , LRSAMI I ARIHL f9#EEU# LUBAC 1
Rz R AGIG SR, DT ] 240 e 5 rh R A FE VDT
IR 1 A K P57 358 B i o 0 R 05 10 1 4 T
RMGFEANF Rz RIELM G20 A v, DI -44
LN BRAGFE VDT G T 3 B
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bR Tz RALVERT, BEZRTE A TRV T ] IR AT Ik
PRy A B R EEEAEH . RA%ED
N 7 S U E I S Sy S R i
(Diacylglycerol, DAG)Z: 5, ifii DAG NI 2w
fitt. D (Phospholipase D, PLD)HI# g 2 i ik il
(Phosphatidic acid phosphatase, PAP) 2 5 574: 158
LB R (Galecting & —Fh p-FFLBETF 4SS
BEAEE R, [A7ETHUT . galectin-8 REMSIE T 5 %
FETEZAI SCV KA 15 F R WSS Gk Wy
A1 Tt R 1) 56 38 1k 0 A 0 R 43 JE VD 1T EG AT A
1%, Pk galectin-8 5 NDP52 454 TF i S I — 5
IS 2 NDP52 RAZ R# LA S AWgbR R E N
LAMPL 254, M58 A W& A=, BRI B 287D
I F B A M P 4

R FEVD 1] IR TR % G 20 ) 3 3 T A Py —
5538 PR A W SN o BRATIFEVD ] ER R ek
YU 5 S B8O N BE R BSOS AMP
M i i 2K 1 i B (Adenosine 5’-monophosphate
(AMP)-activated protein kinase, AMPK), Jji3hH
W A A o 3K — o AR O M N R BA(Liver
kinase B1, LKB1) Z&& (f1fE Sirtl 1 LKB1)
XF AMPK T i 45 R S BN o BRAGFEWD T IR
PEAANR)E , FLLeRE I N1 Sirtl AHEAE,
Sirtl ¥ LKB1 iy L BEEEN 25, £ 2 Mifbi) LKB1
TEAL G E— 5 B0E AMPKEY WA, B
PFEVLT TR Y RAW 264.7 4 i HE IS 2 Fh
Toll ¥£3244& (Toll-like receptor, TLR), TLRs %
TGF-B-1ifL ¥4 # 1 (TGF-p-activated kinase 1,
TAKL) J5¥ AMPK J6ifk, MIiE S 40 [ 1
P TAKL % V5 BT 1 4i i 5w, AR T4
MO BRAGIEVD TR A . IXEEE5 R, W
BFEVD I T8 TLRSITAKL/AMPK {753
SEAME L, HREA RGFED TR, R
EUNAEIN Sirt Al TLRs #- 7T L5 AMPK i # 1)
N E W, R0 PN B FE VD T] TR TR AT 10 52
e i 5, S K PR AN [A) 235 R 1 D IR A Rtk — 2P

&: 010-64807509

52,
32 BRERRKE

i G %% [G T Shigella flexneri & —F 718 5
WG, A5 A MRIYE . Nodl Hl Nod2 ] 3E4E
Atgl6L 2 4 HI R T, SR )5 4 IR B IR R 7E Atgl6L
S 7 X S A 0 B L 1 BB e s
TELRARI RN, 4008 285 11 Septins JE R4
TERE AR K DR ER A B e L s, IRl
TARGER RIS FE . Y SRR R Z 5,
i B B FC A U BE A Septin A2 8k 45 44 vh ik itk i
A, RSB R R Tl VIirG & 1145 Atgs
EASARES AL AR RES AL EA
Tecprl (Tectonin domain-containing protein) 7l
Atg5 B AT E, S WIPI2 AHEAEH
PRE S R IR B A% A A W R A, R
i@ 1L Tecprl-Atgs 5 VirG & F11E ST, 45

APICE T3SS ZrMiY lesB HEHHLEE S Atgs

4i4, HIHS Atgh 45 ALE 1 VirG 15 Atgs /Y
SEAAS AR . L, AR PSR B R AT 4y i
lcsB Jf-15 VirG si 41454 Atgs BHIET A Wik 4,
Ao 5 G A5 G T Ak ok 1 e %, 1esB g R
& i 45 A 25 ¥4 5 (Cholesterol binding domain,
CBD) 7 H A 51 B W ikt b & 4 w0 A L,
Rabl & 4i it i —Fh /)y Rab GTP i, AEA T & A
Jo DA PN J5T DO 28] 55 R SR IS i, Rk BT 1
PRIE Rt A R AT 7L i) Rabl A3,
RE A BT AR G 2 3% R R 4 1 e AT 1 0
3.3 MERERA®E

W& Jlili 4% [4] 14 Legionella pneumophila f&—F#
2 IRBAEECR T, ] 51 B i A B8 i B
FER . PE I ZE A A TS EA AR, Atg7
EAH 5284, RS Atg8 455 T8 B 4214
W W M2 (Legionella-containing vacuole |,
LCV)!**70 eV A] 5 Py 5 R IR BE il B, A
I 08 it A= A i e L B S, RS AR
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Rabl Fl Sec22b & (112 51,

SNARE # [1 Syntaxin 17 7 H WA BETE ol i
P R EEAEH, © LR AtglaL 5B H 5545
P 3R 1) -2 A 5 B 7 A, A B OB ik AT
T3 8k Syntaxin 17 X T 5 WA R il A 1) il
AT/, IR R FEARR T H C iy k9
g T s it 2 P 1 0% 2 11 Lpg 1137 & —Fh
22 TR 1, & I YI#) Syntaxin 17, #2F ifif BH I8t
Ak A3 A, Ravz B AR % BH KT B A
i F#Y Atg8 ( LC3) &5 PE &G, HidH
J& RavZ 7K fif Atg8 C i i) H 24 112 % JE FIAH < 1Y
TR 5L Z Al IR s, i 2 ANRERRILFI PE TE
B LC3-PE & A RTEFRI AL, HEMPH T B Wik
R,
34 HELRHFE

# S REIFF A (Acinetobacter baumannii, AB)
B—MHLSEURTE . AB IR A RELEZ R
E3 M LRSAML Sz RALEO WK, IF
M AVERAE A NDP52 K& SQSTM1/p62
YERI R 2 o BB 485 1 L[] sept2 F1 sept9
J&i, SQSTML HI NDP52 W /Nl b 4 i il 554
Y [ w2 E, UERT AB 5SS B AR T
B 14> . Beclin-1/Atg7/Atg8 . MEK/ERK
F AMPK/MTOR/ULK1 {55 %2 57T AB ifi T
F1 19 I S 7 194 & A 91
35 HFEZIKHAME

7 #E uh Wk B g F (Porphyromonas
gingivalis, Pg) /&Ysfm E4NME S AW, H AW
AR I F A0 T 9 AN AR 28 0 J0E Y Rz
41 Jits (Fetal bovine heart endothelial cells, FBHEC)
4 FE 3k N B 40 (Bovine aortic endothelial
cells, BAEC)i# S0 H W Pg f77E T L2 JE 40
AR Bl Bk N B2 41 e (Human coronary artery
endothelial cells, HCAEC) Il 7 7E F [ g A7®),
Pg B I RE % ST ) e 1A 15 o i A 45 1700

e JEAT R (Helicobacter pylori, Hp) &%

http://journals.im.ac.cn/cjbcn

NHAZANNE THP-1 6815 5 B W IRTE B, 372 p
W45 ; vacA I cagA BURTERH, Hp M3 FERE
FIFREV, WG R B, VacA it el AR 4
Jit N & I ROV #r 4k mTORCL 4 3% 1, il
MTORC1 M EA R fF 2, 2 ULKL Z 5
WAk, Bl AmT®, cagA 7F B WP/ RS R
L4 iE

B

%5 R

5 HAWRR IS EA L, T B RS SRR R G
Z A R ISR 50 X 8E SRR (Mycoplasma
gallisepticum, MG) /&% RAW264.7 J5 15T H
W, % AW N4 ERK {553l B 0%, TLR2 N
P MG IR ERK 550 B 5 R B W
w9 g2 7 JE A (Mycoplasma ovipneumoniae,
MO)EY/INR E 4 TC-1 IR M AWES 515
F 4 L X MO B E BR . Z A R R N &
INK-Bcl-2/Beclin | {555, H3z Nod2 i
P08 Raymond ZEWFSEIERT, %4 S LA
(Mycoplasma hyopneumoniae, Mhp) fiEf% ik A 4
BB RSB EIGIE T Raymond ZEfYBFSY4E
R, RIAE Mhp B AR ImIRAEA T, 5
Mhp BAPERE S AR B, LC3- 1T A Rk 5 8 T,
H'Y5 Mhp JEREE A ; Mhp 8L B 144t i
PK-15 BE & &G0 A Webr B ARk, W]
Mhp &G4 1 F A RE T3 A A A . AR K
P WA S B R AN RERG TR BUSE B 0 A W
XTI T Mhp 78 4t A Bl a2 Bt ] S 4 K 4
B, W A ML HE T Mhp 7640 i Y B985, H 3%
Tl I 155 S e i 2ok WK 2% A 5 3 B A 523 75 i — 25
WIefh . HWEIR SEBHAR RS2 SNARE &6
Y (fu3% syntaxin 17, SNAP29. VAMPS Z£# 1)
1 Rab7. LAMP2 (125, SNAPA7, ATG14 i
ZH5Tx—a &R, Mhp Q04 5 %k S0 55 AR T
VETIRELIET B AR 5 i B AR ) Bl 2 A L = T
— BT R T AR,

4
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Table 1 Mechanisms involved in the interaction of pathogenic bacteria with host autophagy

Pathogen G orG* Function (B: pathogenic bacteria; C: host cells) Reference
Staphylococcus G* C: Activation of MAPK14 and the phosphorylation of Atg5 inhibit the [16,19]
aureus fusion of autophagic and lysosomes to escape the degradation of
autophagy;
PI3K/Akt pathway downregulates the autophagic level.
Group A G B: SpeB degrades SQSTM1,NDP52 and NBR1, preventing recognition [21-25]
Streptococcus by host cell autophagy-related proteins;
SLO promote replication of GAS and help GAS escape to cytoplasm.
C: Bcl-xL inhibites autophagy;
Rab30 promote the removal of GAS in cell.
Mycobacterium G* B: Eis, Pkn G, Sap A and Hsp16.3 inhibite autophagy; [28-43]
tuberculosis CpsA promote MTB escape from LAP;
MDP were recognized by Nod2 to enhance autophagy;
some mMiRNA (such as miR-20a, miR-23a-5p, miR-30a, miR-33,
miR-106b-5p, miR-125a-3p, miR-3619b-5p and miR-144) inhibite
autophagy, miR-26a induces autophagy, miR-17-5p and miR-155
promote or inhibit autophagy in different conditions.
C: IFN-y is beneficial to clear MTB;
1, 25-D3 induce autophagy.
Listeria G* B: ActA, InIB,PLC and InIK help LM escape from autophagy, [44,46-52]
monocytogenes C: MAC-1 induce LAP to enhance the antibacterial ability.
Salmonella G B: SPI-1 and SPI-2. [54-61]
typhimurium C: consumption of E3 ligases LRSAM1 and ARIH1 enhanced
LUBAC-dependent ubiquitin, which inhibited the growth of Salmonella
typhimurium in the cytoplasm.
DAG is required for autophagy;
galectin-8 restricts replication of Salmonella typhimurium in host cell.
Shigella flexneri G B: VirG binds to Atg5 to induce autophagy. [63-64,66—67]
C: inhibition of Rabl activity blocks formation of autophagosomes.
Legionella G B:RavZ prevents formation of autophagosomes. [73-74]
pneumophila Lpg1137 cuts Syntaxin 17 to block autophagy.
Acinetobacter G B: autophagy dependent on Sept 2 and Sept 9 [75]
baumannii C: Beclin-1/Atg7/Atg8, MEK/ERK and AMPK-mTOR-ULK1 are
involved in autophagy.
Helicobacter G B: VacA inhibite autophagy. [77-78]
pylori
Mycoplasma G C: ERK signaling pathway causes autophagy response. [79]
gallisep
Mycoplasma G C: NOD2 affects autophagy through JNK-Bcl-2/Beclinl pathway. [80-81]

ovipneumoniae

5 REE5RE

AR TR A AN, R 2 R LA
IS RA . OBL IR AR AE, SO A Wm0
b A PE T (AN RAE N 5~ IFN-y Z)MHEAE T, LA
P AR s QMM AR T AR
MIRNA 573 #1855 88 8 1 50 R Joit <5 >f BHL W7 52 5
4 A e A, BT K JRE 1 e g B % KA

&: 010-64807509

BARCAA RN FE A WANIRE, (HRH5
WFE AR A MEBL R 00 R B, 4 E A 41 i 5|
) A b RN E R K, BRI T AN Y
ARKREGE, B A A R K
oL IR P A R & =3 1 ok RN =]
=L IFRNTAE. BRI AT
Wy, 5z RM, RIE. RN mRNA 17
T2 TR, WABRTT A S HMEXR
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