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B 20 P O T SR B 2 B R A M e TR ) S R B 1 AR A | TS BRI A
B s 2R EAR AN TR] A AL, S0 L R TN 19 W, ek 1 B I ae . B 200 AR 5 AR i T A2
JEFR, R R BT AL 1 TR T W T B BRI AR LA P L R eV T P ) 1 WA
HEAT TGS, Z3d T B BO SRR A A0 IR | R AR W T R

FHEIR): AUHY A gnpE R G kiR
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VE R HE W IR BE A 2540 5 D Be B 07, 4 i 2
AR AR R, USRS R PR EE A5 iy
MRS SRE M. 400 H W (autophagy ) J&—
ol BEAR ST B o A QA AR, 3 I B AN 221
AT B B ) B 2 I A 4B R A8, A 2 I 4
KA S =T & & 0, 2 2 A A,
UESY A NN % F 7 NN U G R SR T E R O
AU, HEEAEOT, [ W A b T i b
TEFEHZ WK A, B WK (autophagosome ) fi 2
Y0 5 4 4, 38 a4 A G R A i RIS R T
DU W2 A SR A, X R R SRR Y [
8 I\ Ry 2 45 i) ) W 3% 42 (canonical autopha-
gy)o AR, VP2 W58 R, A Mo i 1n) T A 8
Hiu 5 Bl 17 R EC D, TR PN A 25 R R 2R
YRR S A FE AR T R AR AN L, BT
VR AW, ARIEERY R RE, AR
e [ W B4 R 2R A [ 1 (mitophagy ) |
R AE K H 1 (aggrephagy) . 1 & Ak ¥ K 15
(pexophagy) | J JFUAR H W (xenophagy ) 45 . i JEL A
F I, B B S5 TR G E AR IS, B AR A

WS HER: 2022-12-19
EeWB: FEARPEEETH (32072826)

=B 5 5 B RLG, TE BRI N AN, TR
B, AR F WA R il B K iz 3% 5 SR [a], T
W 4 B 7 w4y o 325 B A % (macroautop-
hagy): JE A N2 B S5 H4) %) 19 Wi 446 2 1t PN 4
Fio —MeAEOL N BT LA B R YR B A B
@1 A W (microautophagy ) : 77 it 1A 55 % 10 2 1 1Y
AR HEAA B Y. @aF BN 21 A
% (chaperone-mediated autophagy, CMA): H f
KEFRQ 5 J5 (%) £ 1 78 43 1 £ 45 (40 HSP70) iy
B BF, af LAMP-2A 5%z 1k B 2 ¥ iz 2 %
A

H RIS BRI E Y . e B /KT D
XP PR A AL A5 T TR A 45 BRI . Al T RS
YU AT, S 22 PR AR O e A L A i
52 3 AW M55 5, TEMR e A A bk
AR B & A v, T BRIR 9 7 6 34 (phagophore ),
Wi 5 7 e A 1) RS2 R 45 ) S A, 6 22 B N 1 H
By, AR IE AL 300 ~ 900 nm (1 [ WEAA, f0
G 52 5E 3 (microtubule-associated proteins 1A
and 1B, MAP1LC3/LC3) Hi Jfi 3¢ (LC3-D ¥ i 3]

{&[E1 HER:2023 — 03 — 02
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WA (LC3-1D . HETIN N, AWRABIFA B ok
5Tt R AR Bl P 5T R, T R AL v R AR
(1, ELARALHN AN A o U IR 5 VS e A
(lysosome) il 75 JE Ji F Wi 5 1 4 (autolysosome),
15 A MR R, ARk . i, ik A
W S84 TG i, — T A e ot 2 4 R A o e PR i A
P TR P BE T, 3— T T, AL TR 1 1 AR
BRI T B A AR AF ER B, 1R 2 AN TR AL A
I 5 A r R 0 30 o B AR 1 A Rk % 24 A 1 e
AR o A SCKE N ZH RS [ IR A . 1 W S
.20 TR b 3% SR FH 40 AL L R R A
W IR YT Y PR 5 i 5 A 1 R, TR B
2 D R 55 20 B W Y S AL, AR R
LA A mERF S R LSR5 5%

1 HEHIEMEE B EIRE

FI A TR L P 448 O FIR T G B, T R
—Ff R SR 4 € (innate immunity )il 5% . A0& 1-A,
2 G B A R B 2 B (lipopolysaccharide,
LPS) B 2% [K PH B AP BE 19 Ik 26 B (peptidoglycan,
PGN) 4353l 8% toll #5714 4(toll-like receptor 4,
TLR4) 8 1% 1 PR 45 & 5 2 45 # 3 1(Nucleotide

Binding Oligomerization Domain Containing 1, NO-

%’
X J
°es  G-LPS
o e :
G+PGN G /{\{\j TLR4
l .

PN 5 4

D1) il NOD2 #L 4], TLRs 5 NOD #¥ % {4& (NOD-
like receptors, NLRs) i i J& 7 4 7 A= 410 i . 4
JHL 4% B A Wk 4 AT X ATk g, anfAl 1-B,
55 TLRs #1 NLRs A6, 4 RE AL 1 #6532
1A&(Retinoic-acid-inducible genellikereceptors,RLRs)
PR AR AL R, 38 3 s TR M H -+ 3
(interferon regulatory factor 3, IRF)-T #t & (Inter-
feron, IFN) I K AR s 22 Ge 0B JsUse gy, H Ik
TTAE RLRs, {5 BRI A2 19 TEN B 14 )3
16 RIRPE XS 18 A A= F S 20w AL
FG, i A g EE I B W2 Sk 2R 1 (sequestosome
1, SQSTM1/p62-like receptors, SLRs)IH ™, &4
WFFE A B2 Pl SLRs S F T %, 4 SQSTMI /
p62. NDP52 F1 OPTN 4 [ 451 S 4il g 1517, 1
gk, 25 1 AL AR R R AR UK A W) NBR1 &
14 Bl R A 26 SLRs ifE M.l 1-C,
Bk SLRs /SR F Sk, #MA C3(complement
component C3, C3) B LS Ay A4 [ w5 1) 4 QI
WY, C3tRic it e, RN A o AL, S
ATG16L1(autophagy-related protein 16 like protein
D5, HECE 3298 AR 18 5 51 B T AR P 20 BT 3
FEU2 = H B 5% 1 (family of tripartite motif,
TRIM)TE H B A6 bt B SCHE D) E, TRIM16

«— fEHEH]
— e
] EIHES
< v B
S
|
\. 4
=2 Sy
@+

Omegasome

B GG AR A A
A 0B B AR HOE ULK 25905 B: i s AR RGE i RLRs B0 F W, [R1I 32 31 A i il G045 C: AMA C3 5
ATGI16L1 &5 H 1 AWk D: = EIEFRIREN 16 TEERHEFLEER 3 B 353N 1 EB BFe 7.
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TEPFLBER 3(galectin 3) I F 45 ULK1 (unc-
51-like kinase 1), BECNI(beclin 1)#1 ATG16L1
P\ F% 5% [ EB(transcriptional factor EB, TFEB)
AR A2 7, TR 1 W 9 R O 1 W A 5 7 g £

R,
2 BMERRNIBE

H WIS 5, SR LR ULK / ATG1 R &
Y. Beclin 1. ATGI6L1 & &% [ W AH 56 2 (A
(autophagy related protein, ATG )2 4 2| 41 1% J4 il
Wik, 1E ATG12 2872 E Ak i% % 2 4t (ubiquitin like
system, UBL)H', ATGRR fE W K Z KEH Y
ATGS HE4r &£, W5 ATG5-ATG12 5 ATG16L1
) N Ui 45 &, ATGL6L1 H 3 % 2 e 45 i 25 4 4k
(coiled-coil domain, CCD) — %1k, X — 1% 240
ku 1Y ATG5-ATG12-ATGl6L1 Z &Y, ZE AW
KV 1Z % T E3(E3 ubiquitin ligases) 1 1

A, 1t Bh W% I Bt £ B B% (phosphatidylethanola-
mine, PE) 5TE AT 1A / 1B-524% 3(microtu-
bule- associated proteins 1A and 1B, MAPILC3 /
LC3) MR HE AR I i 42, ZH3% | SR A I iy XL
LC3 #fi A 2| #F WK (phagosome ) [ 5

JEIEE R

gas Ll

LC3-PE '
. alS)
P e

ik, 25 U2 A AR 5 G, fedk A mik
MR, A BB, K&/ ATG 8 5 3L
JZIE, % PE &) LC3(LC3-PE / LC3-ID347
EF AVEARAPIAMIE I, BT RL, XY LC3 (A
5R B B TR BRI g R A Oy ikl
F AR 2, 28 il @l A 8 1 17(syntaxin 17,
STX17)5E (i T HAMEE, fe F F AR 5 iR A i 5
TR I I 5 T A e e PR 2 )

B 7 B R S A (] 2-A) 0GR AR A1,
% A B9 BT B K (antimicrobial peptides , AMPs),
nyz Z Y (ubiquitin conjugates ) A A
(ribosomal proteins), 523 ¥ By F W5 B E0E IF44 A
M A S o7 1) 20 B 1 L (& 2-B), X R ER G 5 A T
P& K33 52 (antimicrobial peptide delivery)!', 7£
PR S A WE AT R, A0 B B TLR 5% Fe 32 4ARRL
R, LC3 . Beclin 1, ATG16L1 & AR5
M 4% AR (endosome ) 25 4 I, i I W)
S ARG (8 2-C), X — i FEBEFR A LC3 A
o ¥ W 4E A (LC3-associated phagocytosis, LAP)
55 28 B 1 W AN ) 1), IS A DG R 1
D7 A% AR A WA B A5, R iR 24
Wit 2 1. NADPH S8 AL i 7 A= 19 775 1 41 (reactive

AP AR I
' Lot

S
A
LC3-PE A

B. o5

H ﬂrb{ﬁﬁﬁﬁi

c'\\‘/‘

e

B2 A A AR A R S

A AR

; B: PUE MG L5 C: LC3 MHIEFWEAET; D: B WA

SREREA



282 oy

G’/

S 2023 4F

oxygen species, ROS), MK T ULK & 591,
BASE A, B WA 6 30 A0 20 TR IR )5, 2%
78 77 J5 2 THD 1Y) 22 0 4~ LB 356 4R R (galectin) 18
S, — 7 THIRE A 299 A [ W, D) — 7 TR 315 K
H W A5 19 B2 &2 (membrane repair) 2 fig (] 2-
D), B4 SZ 5 A MEAA R, 9 22 4 Tk %R

3 MEARAEHINHIS LR AR B

FI AR SRy 5 28 R 9K H 92 3 frfe, AR U1 52
& (pattern recognition receptors, PRRs) 7E /8% J&5 Xif

I R A R S P RN IS Sl St . R R AL RIS &R
GRE T, Eﬁuéﬁilﬂ SINAE T -VIEL 3 R 48

(secretion systems ), 73 YR 8 1 (effectors )
AU B B AN A 1 AR, S ki .

TE WIS FLHA, Sy SR 20 A 8 5, 40 TR 50
RO EE A PRRs 19T . A& 3-A, P BAZ AN
MR B (Listeria monocytogenes ) &G 2 i J5 18
14 43 W T L7 & (pore-forming toxin, PFO) | ¥ Il
Z O(listeriolysin O, LLO) Bl IR 77 I i i, I\ 75 I
6 bk 3R S AE 20 A BT b R A I A, L
monocytogenes <1 ActA FEH 5 M Arp2/3 &

Atgl2

7 LA L ST 1R
3 AJ;J i

Atgl2-Atg7

Atgl2-Atgl0
- Atgl2-AtgS
Sk}

IIE Uﬂ g Ath -Atgl6L1

R ZEVDT TG — "z

]]—»H

l-:rl‘llli

A FEYD | TR —— mToRCI

wa=/ ™\
Wi z” D
KRR R

1

LC3-Atg7

LC3-Atg3
LC3-PE

G E A, 2\ A R, R
PRRs AR, SMANTH actd FEREKR G, B A Wk
FLZE R LU ] S HE N CO A 5 2B I R K T
(Group A Streptococcus, GAS) 4y W 1) 5 J1 K+
SpeB A [&fi#fu 4% SQSTM1 / p62. NDP52 il NBR1
TEN Y SLRs, i A WEHE . BR4EHT SLRs 4b,
S FE VD T] QT (Salmonella typhimurium ) &G 4l
i J5 B T80 B 2800 £ - Sop i i € #E TRIMS6 F
TRIM65 E@ii%?%@ﬁﬁ%’i, M TEN-y 3K 5]
) H WA SIS T (Shigella flexneri) 53 Wb
B T ZRUAEO0, %Iﬁl IesB 5% VirA 0] LIl fE 32 A
Wit 22 GE X A0 TR AR, BT AR T A WE
R S, S, typhimurium 5%, S. flexneri 435
HEAL H ISR I TesP 5%, PgtE LI AMA C3 AFx
TC AT SR 3RE C3 SR 310 240 i 1 e, 4 B €0 3 26
BK I (Staphylococcus aureus) 43 W W) a % 1. 2 (o-
toxin, a-hemolysin)T] 5 ATGI16L1 S H: fth — &b
ATG A FINBE (exosomes ) B ADAM10
TS VESS G, TE IR0 B 231 1 1] ) 4 a5 40 7 11
AHZER

proLC3

La — il

IM Lp

% S
u ) — H
% Q. %

@/H\QUJ PR (1937 (Bacterial-
? containing vacuoloes, BCVs)

3 P A oM A A v

A AR BRI 19 2 ST s B AR BRI 1 W/ MASI T R C: AR BRI 11 W/ IMA S AR (il 5

5 D: 2 G

F A B AR AL B: 40 B B0 1 W6/ IMASTES 1L AL 35 40 1 E B 454

o S S I, A R A ORI B — 1
K R I Sty Jor 6 2 RS SR A9 U R A5 A, B Y
PR AR B TR DA 1 e 7 0T P 40 o JRG

PR EOE IR R IE] A WER BT RS B,
Z M AL T ULKL, ATGS DL & ATGI6L1
%0 ATG 5T, Qi 3-Co S, typhimurium
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iE ok 0B 53 3 &R 4 (type 111 secretion system,
T3SS)ZUNEE 11 SrrB fE #F S iR 11 1% AL 2
T (AMP-activated protein kinase, AMPK )/ Sirt1 /
LBK1 & &) 1Y B fift K 8 AMPK i 428 1 BT
|78 mTOR (mechanistic target of rapamycin) 7K-F,
i ULK 2 &Y HIE ™), S, aureus # A NIH
3T3 4 M0)5, ¥ MAPK 14 / p38 %f ATGS (IHER
A LA A WA 0 B, Dinic M 48P & X
— AR RS TR S A RS . Y
IJ R B8 (Salmonella) T3SS 58 v #% SseF Fl SseG A
%98 GTPase RablA 1Y 5 M5 & A% 11 iR A 4 [N+
(nucleotide exchange factor, GEF) 5 % iz 25 [ ki
I (transport protein particle 11, TRAPPIID) ) #f H.
YERT, 3 ¥ BHLAT ULK1 & & 9 1 20 28 0F T 8 8
A& Ik AILES 3-8 2 (phosphatidylinositol 3-phosphate,
PI3P) MY L, 4100 T A Wkt %) Jl e B Aot S5
5T B, YOI T IRTA U 2 1 SopF M HAE A 3500
HEH LI ADP WM V-ATPase 52 54
S ATGI6L1 B4 55, Hix — i AR V-
ATPase % H'RE 112,

F AR 5 i B AR R Rl G 5, 7K % B (hydrolytic
enzymes) . Jid I 2 i (acid phosphatase) . a-%j %]
BE 1T B (o-glucosidase ) 554 il (A il 43 . TH AL LA
P, X SEREAE pH {HZ0°0 5 WG, DRk, S
H WA S AR A | P20 H A RHA pH Rl g
MM AHTR AT o AT, 6T R H EE i ~2
& (mannose-6-phosphate receptors, M6PR ) {1 77 ¢
A B 7K Ak it N 2 3R 2R AR ) 2% (trans-Golgi
network, TGN )iz i 2] N FF A AR, V01T QR 4
WA RZIONE IR T SIfA 5/ B4 = W R i Rab9 45
B, BELIST MOPR 12 i 114 [7] B [ AR 7 Sk 1t 1 7% 120
ST TIRE A, WA |92 FT 16 (Helicobacter pylori)
AR, 76 E4IMdrh M6OPR 3 [n] iz Hir, VS (A
AL MY, 1t Ah, Capurro 5502 1 BFSEUEH],
H. pylori 77145 13 & A(vacuolating cytotoxin
A, VacA )i 1 H [ 15 A8 5 1 1 TRPML
I H WS B AIE B, F R BB AR 2 T 40
W, ) TCTEAE B BRI R K TAT], R, XY
ML /N R S AR TR R TR i G A A B (] 3-
D). B M6PR fyiz ki, bR B0 R AT i
(uropathogenic Escherichia coli, UPEC )i i # &

VAT pH {EL, ST 7R B VA S P 28 3 ol

Pl e 28 e, 2 30 T 7 5 2 1 o Aok R 5 3] i
JT, fih & % T A 19 B ik £ (exocytosis), 2
UPEC B9HEHP

4 FRAREIREAF R EEE

I 400 ] 440 A 1 Al A PN Y A TR IA FE
AR R AEGE S 3 S35, XSS TE A
I ke o 24 v 2 B A T R T 1 W )
PESEAN I A W5 R 2E T 4 TR A

05 Sy 200 L R R AR ) 2 3 ) o, T A S
T T, B L 4 T AR 40 M S, B R B Ak
ATG HTASESI(K 3-E), ZHIERT, ei1&
F 5T B, R L AR A B L K B
TR 5 AR Y A4 . UPEC il ad #14F ATGI16LI1
I ATGT K R 28 b9 Bk B 7 R i ok,
WEBS RS e it A S ERPY, H. pylori FIH
JIR [ e - 2 0% 1 4% % B (cholesteryl-glucoside
transferase ) RN TE 3= 20 A 0 IR [T B0, B AR 2
B REAL ) BB [ B T B A BE 5 T I
WK B4 e, AN REHS B 240 B T BR 40 T8, I
AR 2E T 41 B G M PN 78 SR ) B i AR B Ik Ah,
Lai S50 2 8, H. pylori X JJH [&] B AR A5 98 755 3100 il
TR AVERRELS, Bk ATG12, ATGS LI
K Beclinl 58 ATG Jg 6l T H. pylori 1) g 4 3
Bi. S aureus W) a 5 2% (a-toxin) Al i 5 ATGS &
T [ 0, BRI cAMP K-, 5% ATGS 94
i S, aureus I, $om H SR S aureus 1
VAT

Y TR AAZ A M5 L e A P9 TP R 2 4
& A7 L (bacteria-containing vacuoles ), iX 26 i1
R 2 TR ) B PN B B B AL T A R s ) R T A
I, WA A G R F 20 0 ) SR — o R i
4 T8 (Legionella pneumophila, LP )8 41 il 75 W J=
TE L N B B0 2 4 ] 1Y W I (Legionella-
containing vacuoles, LCVs), M N5 % (endoplasmic
reticulum, ER)# 557 B 0 £ 2045 LC3 45 [ Wi AR i
Yy, i LCVs Pl A8 [ WERCT X —id Bk
M T IV AU 4330 2 58 (Type IV secretion system,
TASS) R 2K 1 LegA9, Huid ab [ Wi {12 2F 24 g Xof
LCVs AYiE5I, &L 2 h 540 240 L [ W, LP A 3%
RAWAH PR, #2758 LCVs o] A WA EL AR et T
LP (ki . (R, Choy 45 Bififi5 & BH, LP i 43
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W, LpSPL Fl RavZ H# 5 M iR 7l LC3-I1, Jf % H
C iy H 2R 5 1 2 R 2 [R]  IE rg BE DT 1), LC3-11 A
TREBE PE &40, Fir A 2S5 A 4 B 1 0t 368 2 e 4
il LP — il it LegA9 Hf LCVs #L[a [ I, b
B 4 15 3 4 B 57 20 4 AR K B85 o — T AR B
LpSPL F1 RavZ i A W, 134 A4 0CEE SRS 156 B 41
e R AT DA FH A R ) e S B0 A B3, G i
T W T S R

BT LP &b, Hifth— B4 e o R FH T 243K
W, &A% HI /R 2R R ( Yersinia pseudotuberculosis)
TE HfL N B B A0 25 R 2k TG TR 1 WD (Yersinia-
containing vacuoles, YCVs), YCVs A H MEfr &
) LC3, 75118 & (rapamycin, RAPA) Jil # 41l s 1
W, YCVs R/ R, W N 4 T B 15 ™, A
{ani, Pujol 554 & B, ERAEHR/R AR IR TA (Yersinia
pestis) WA 7E LC3-IEMi i) YCVs H & il i) 4
PE, AT HE A W R AT S R N K (late
endosome) —EAE A BRI, fE#E YCVs By 5
Y. e R (Brucella) 75 ER T EE &
I T A% & 10 (Brucella-containing vacuoles, BCVs)
H A i, BCVs £ ULK1, Beclinl 45 [ W2 4 [
+, T AR R A, AR B A e

AL A TR BRI, TRV VE 7 BT R (Mycobacterium
marinum) FVE R AL M. marinum {2 3 5 WA
BE DR Rk A [RI BF, 1 B KON 2R 11 ESX-1 BT A
I 18 &+ (autophagic flux), i# i< fE #F H W% 42 f1 2
7 SCFF R WL (Mycobacteria-containing vacuoles,
MCVs)#,

5 REMIERmIATThaIBMEIET

S 5 R IR AR A i 3 B, A 400 B 1 W 4
L PN 240 TR 1% 38 5 AT R B AR R IR T R R R AR,
W85 SN RE T (W] B Be i 4y A 5, 38 g d
b fE A A WA T R . BT, O
— 2 g R R T R BTz 8 (&L 4-A):
RAPA . — H XK (metformin ) #1# 3 JE 7E (rilmeni-
dine) 55 [ Wi 175 5 550 T 097 15 A% 4 E ke 0BT
2 UM R G AT I A5 Y5 &4 M (chloroquine,
CQ) A1 2 & ¥ (hydroxychloroquine, HCQ) 4§ #ii )=
P24 H T EAE R F WS SRR I R T
AT FESETH 25 AE ™ Ak, HCQ BR &8 11 2
(doxycycline) # F TG Y7 C. burnetii 71 {2 1912 14
Q #A(Q fever) L[> WA,

— fEPEANEEINTE — IR «— fEHEAME — A

/—:LRS‘ NRLs, SLRs
R @

& TR 7

~HHXUIR

|9 r-—x\ g ——-\\
@) (@)
NS S g —
y LA
.-'-:.}%:.\\-.-, =
- (&) <«
_ %_% BCVs
s azr

AEITAD-
2 Maugl6L1 compe

e
GIESyH o
IR S i T S
( S BURED ] [Tk
' Ik IR Pt e =
e 1k
1
!

W

P4 Zui A R 25T
A: FIWESEN5; B: AW C: FWEIE 57677 i P 20 R Y D: 4 A B ™ 22 s SR e ot A B

HW5E &I, 4P (isoniazid, INH ) A1k R ik
i (pyrazinamide, PZA) %5 &) 2 FH TIRIF 45 0

AT B (Mycobacterium tuberculosis) W 259, 'E Al
AMYBE B ARTCAN M, A BEE 5 S 408 A 1, 12
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AR EX N M. tuberculosis WG R, B &5 2%
% (azithromycin, AZI)38 155 $1 il 175 B 1A 152 4k BEL 187
M. tuberculosis F W[, K8 AZL 7] 5g 3%
S AVE PR LM INH B, PZA £ (A S
FIAT B DR YT S5 4%9%, T AZT 55 [ W il 57042 i
M. tuberculosis YL, FE0H H W -2 XL M. tu-
berculosis &GN A BGEHRZ — o 5 M. tubercul-
osis Z5fPl, Conway %51 & B = J$17 % (trifluopera-
zine) W] il S. typhimurium ¢ HeLa 40 il Hh i) &2
il T AP VR 2 ATG16L1 M 1), 2 B Al
FHZRE 17 s T 2 2 B P 40 T R B (8] 4-C) 6
2R 1 W AT A Sk X L PN 4 TR R e

TESR W, (2 E 20 B Y R 0 — SO 20 T A AR IR A%
KW, (B (& 4-D)Ir 7R, UPEC, H. pylori Fl
LP S e A1 AR A g oF 7 SR, A, 7Efd
FH A W15 TR 7 % G P 5 0 B AN 7 2 v B
TH, FEIRYT b P2 v 290 ST s TR AU

6 R E

D SRR 75 R ) A L T AR A SR AR g B A
LA P —F 43, 2 4t P 40 TRV R S 1 A 2 (]
W EZE, 45 5 B 241 5y F LR 3 22 () A= 422 )
AE. TEAHTH AR R, — 7 TH 40 Ml o [ Wik
WS BRI A, o — 5 A B A B A R4S
MINE SR, BT, 40l Bl A R g iR, I
PRANTA, A PRk b T MR 1 s 2k 3t AL ] 1 AN 58
ST, A, MEE 20 H WA OCHE 1 &G
FI 5530 2% 7 200 T 2 A9 2 B, AT A W AR T )
TR HLE] AR S FOMERA o[BS, [ W5 40
HAAT 530 [ Z [ AF TR 52 A= 0 S HK, a7 B b 2R
FET 41 M 19 W55 40 TR A AE ELAE AN B 58 2 i
TR PN At TR 2 i 1 AR Ak, TR B — DR R A KRR
G E I i 2 (8] B P (crosstalk ) , FFREAHSEA5T

i 2 W5 R A AR R AR R R A A
FH, BRI . A FH ARG 17 W5 A 21 L, Xt
TR 1 5 R0 4 TR R . T B X A N
S TR SRR 118 24 B e A T %) A TR B 4 R I
j\]i% (ERLAS 3 B A, A0 R 35 & 4 i A

B W M, 78 259697 ik #2 v, 200 B
18, afFE EYEU L sMih RIS

S 3wk
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Advances in autophagy induced by bacterial infection
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Abstract: The autophagy pathway activated by bacteria has two faces in maintaining the dynamic balance
between intracellular bacterial removal and proliferation. On the one hand, cells recognize and remove
intracellular bacteria via autophagy; on the other hand, bacteria evolve various escape mechanisms to inhibit
and utilize autophagy to promote their own proliferation. A comprehensive summary was made of the complex
relationship between bacterial infection and autophagy, involving the activation of autophagic pathways by
bacteria, autophagic response pathways, the interaction between bacteria and autophagy, and the regulation of
autophagy in the treatment of infectious diseases to review recent advances in bacterial infection and
autophagy, as well as the utilization of autophagy, so as to provide reference for subsequent autophagy

exploration.
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