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T B A B A R, DR AR G A i 5
15 #5H 1 5Z 14 (Pattern recognition receptors,
PRRs) U517 JFL A 2 43 F- 1552 (Pathogen-associated
molecular patterns, PAMPS), J& sl il N 1915 5 %42
DIVE AR s R 7, 5 AAE 40 DX Fh a4k PR 5
FEHL, IR BOE AL E AN . A SR AN
(Dendritic cells, DCs). NEJANMIFIHkELAHAE, 34
TG RIRIE B G RIESN . Ak, 15 ERHH
0 . IR FE S5 P R 0 I 2 B ik B A — 2
B IR K FLACH Y, B A G 4 A oK
(Damage-associated molecule patterns, DAMPS),
WREHEALIAN PRRs FIriR 5l BOE RIR eIt 51 k&
RAEP, PRRs HAEAT PUZE:  Toll ££52 & (Toll-like
receptors, TLRs). C RIKEEE R 71K (C-type lectin
receptors, CLRs). #EH 27555 K 1(Retinoic acid
inducible gene I, RIG )EEZIK(RIG-I-like
receptors, RLRS)FIZTTERZE A M5 R IR 113214
(NOD-like receptors, NLRs)®, Hr, TLRs J&
— RIS R T, A3 T A PR v A N BT I
EERH) PAMPsYY; NLRs 4 Fi s 1, 2510
40 v T R AL BN SR IR 51 9 DAMPSET,
PAMPs 5, DAMPs {455 #0E JAE (5 5 18 A
[AF-xB (Nuclear factor-kappaB, NF-«xB)iH i fif
24 5y 235 15 A0 HE i (Mitogen-activated  protein
kinase, MAPK)i %, 7 H T8 — RV R VEH
774, 4 & -18 (Interleukin-1p, IL-18) .
1/ %-6 (Interleukin-6, IL-6). 1/ %-8
(Interleukin-8, 1L-8) & i IRFEIH F--a (Tumor
necrosis factor a, TNF-0)&5, JF—F4 KRG m 7
PEREE, 15 TR AR ME T, ST PR
ROERRME IS, R A SER. BES5%E
FARFGEXS B RE T, g 5L pR U A H R )

GRETE PRI R SE . 41 R L T (Type 3 secretion
system, T3SS)a IV 73 il R4t (Type 4 secretion
system, T4SS)53uh#5 B 2 AU 8 A e &
240 Y P L5 A R D RV A, R B T
MR AL S MG S S R, WklE £t
FEIN, A FITFH A SidAE . ol ikl
5 e AL G X I ek B i B 3 N B
i Ak ke o (E 20 BRT AT 1 sk R AL o A 3k ke
16 EBE, FEAMA G & E A
PSR, ARG S 0 b ] = ok R B
B AR RG] . A TLRs F1 Fe 2Z & (Fc
receptors, FCRs)7E P A Il P G 2 IR G 15
LA B ) 42 b 3o R VR AE 5 v T 7 ) ke U 5 4
M f 55 RO, Aot Bk 6 s TS YK
FEDHEAT T 2538, JEXT M 4% 1 2R (5 5 d i 1Y
ORI LR T 5697 R REAT T
TRV, DA 5 2o ot SR LS s

1 AMBEERBAAERN

PR ALER ATE 5 7T BB LM R T 1 241
(Intestinal epithelial cells, 1ECs)#%iE I, 75 &
20 RS b T LS B A M B R A O , RS AE A TR
B ER AL 2T e & WLBh 2 AR e , X —2H
295 3 22 A8 AL FR O B B 5 4K F (Attaching and
effacing, A/E}iZstY, EPEC F1 EHEC )& F AJE
i JELA, EPEC SR #i FHRAi i 20 b4t bt 144X
SR ILEE A TEEY ;. EHEC J& T &t
JEAA, AT A B AN A 1 Y AR B EE 3R (Shiga
toxin, Stx), 5IEEICIER MPEIR FRAELE SN,
ETEC #l EAEC 275 R ZHA KK KR T4
EFEREE, WESIERG. 5. Sk
Shi YL 9 1 B B Rk 2 —U9 DAEC /23 1
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WL, FELER Z5 RIS, RPN 5]E
SRR IR, W'E d R . e AT IR A
JRM, 13k 5 Fl' DECs HIZEMt7EMush, i EIEC &
B RN IERGY, T R DR () i A
Z 1A SRR YE B AT S AR IR 1,

2 AEBMAXMAEIRRERS
THEBWERELE

RAE ST HUAEE X &P B 5 P A e F A 21
P37 A B — FR 40 LA AE 3 Y A B Bl 2
YRR E SN, SR R SR B g2 1) F 2 40 LR 4«
PN SR AT AT SR () BT 2, SR ML X
BLAA 7 380 95 A4 ) A/ 22 G T %5 . PAMPs FlI
DAMPs i 1 5 i PR AL R 32 44 (Tumor  necrosis
factor receptor, TNFR), TLR. IL-1B Z{KZK %k
ANEZAAER, B0% NF-«xB i ; BekE b1
(Myeloid differentiation factor 88, MyD88)f &
TLR MHLEN, 5 TLR & RRE 55
MAPKSs Fil NF-«B f3i% ),

2.1 X} NF-xB @& H AT

NF-kB (Rel)Z< % B 5% 3¢ N 72 G i Se K
FARAT A B g8 S g 43— BE PR i = 1 2 . B0G
NF-kB i B2 — BN, SR 72 AL
B AR SZARPON S, 18 F A0 e s il e
SN =CRPAE SUR AU N (NI
—ZIE A MBI, NF-«B {5 S B HPIE&A
[ REA . s ML MR, Ll
) NF-xB i /2, S R NF-«B ZE 141 RelA
(P65)F p50 # NF-kB #1)11fi| 2 [ (Inhibitor of NF-xB,
1B LAl i 4 U 5 1 T 2K 8 7 4 Ll v 200
NF-xB )% il Z 424 TLR, RLR, TNFR
FIL-1R, B AR SN RO 1 15 5 15 328 25 AH
IO P93 FC #5211 o TLROKEF 5% 3 45 MyD88 1,
B THE TIR 45y 5 1 (TIR-domain-
containing adaptor inducing interferon-p, TRIF),RLR
B3 245 PG 53k A F AR TR R 5 5 &
(Mitochondrial antiviral-signaling protein, MAVS),
TNFR1 i 4 Z A EAEME A 1 (Receptor

% 1. DECs RYEKR4FE(RIETHR[1-2,11-12,14-18] EE3H)

Table 1. The basic characteristics of DECs
DECs Adhesion mode Pathogenic References
AJE lesion EPEC Localized adherence (LA) Bacteria attach closely to IECs and inject effector [1-2,11]
EHEC Bacteria form pedestal structure, ~ Proteins, resulting in the destruction of actin [1.11]

without LA mode

cytoskeleton, the inhibition of inflammatory signal

pathway and the decrease of cytokine secretion

Traveler’'s ETEC Adhere to intestinal cells, but

Colonized in the small intestine of animals, producing

[11-12,14-16]

diarrhea does not destroy actin Heat-labile toxins (LT) and heat-stable toxins (HT),
cytoskeleton causing diarrhea
EAEC Formed biofilm on the intestinal Secretion of cytotoxins and enterotoxins after [1-2,17]
mucosa, and adhere to each other  adherence and induce mucosal inflammation
to form a “stacked brick” on the
cell surface
DAEC Diffuse adhesion - [2]
EIEC - Invading cells, intracellular proliferation, intracellular [1,11-12,18]

and extracellular transmission, killing host cells

actamicro@im.ac.cn
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interacting protein 1, RIP1), IL-1R {%3# 45 MyD88.

ki MyD88 Jdid TIR £5M 5 TLR 454,

FEiE 2 E T EE R R A AH BLAVE FHHESE IL-1 SR HH 56
% B (Interleukin-1 receptor associated Kkinase ,

IRAKS) Fl J}53 YR A6 ] 7 32 AR A 7~ 6 (Tumor
necrosis factor receptor related factor 6, TRAF6),

IRAKA (1475 A3 2t S =X 1l R A 8 it L i T
P, 7S IRAKA N BRI ML . K63 EHEMIZ R
fEF IRAKL [T . TRAF6 SRR 1Ll) IRAKL
MEAEN, %40l Ke3 EiEmiz &1k, A
K[ 7B TG L i 1 (Transforming growth factor-B
activated kinasel binding protein 1, TAK1)AY3E4E
T, MAVS 5 TRAF6, TRIF 5 RIP1 F
Foxt, #HEAEM. Hrh, TRAF6 Fl RIP1 ¥AEH

i TAKLPE02 3t i) TAKL 5245 Wi — o
IxB B E S W(1cB kinase, IKKs), IKK Hifi#fk
PR IKKa, IKKB A5 IKKy (NF-kB
essential modulator, NEMO)ZH i, IKKy i1 Hyz
RPIA Y K63 {2 RILHY IRAKL 455, IF4
TG AL S B B IKKB AY3E P, IKKB
FIKKy i 1xBo BEER1L, 1«Bo BRRILSFEL A &
7 R A SRR 1kBa Bl R
JERET p50 FT p65 AL ry 5 B, TEH: p50
P65 M — b i BRSBTS , E A A A% T AEA%
N 45 G R 2 1Y I 4 A% B 2% R (Deoxyribonucleic
acid, DNA)FSI, BIEH N A (K 1), 78
R4 8LAY NF-xB & 45 7, TNF 8 S0 18- Fh i 4
1 BAFF #l CD40L, fih & Hij{A & 1 P100 (NF-kB2)

LT, CD40L,
TE)F LPS IL-1P Flagellum BAFF/BLys
&
o TNF-RI| —- ‘MMIEJEU e O oA - ’Ega%hwﬂﬂ
TRAF2
TRAFZ@
; clAPI2
Espn | \REE IRIE Ospl TRAF6
EIEC ~
OwpB ) NleB | - ) IpaH1.4 \
— @ ——FF (B3 .,__.——/l'u-u
IpgB2 NLR - TRAF6 | (TAK 1 NIK

/ M1-Ub
Ospl | Kﬂ‘”“/(
NIeE /

| CTAB2/TAK1 ——(P)—/IKK

OspZ — %)

IxBa

-RAP]/®/ /
= v IKKa IKKa

CNPEB D @1%13% )} OspG -U"»'N:l-gaaz i
kB
StcE | ESF | } /
RPS3 NleH1/2 ;gpsz?_ NieC | ]
2 pﬁ — 7 NF-xkB2 RelB
52
IpaH4.5 | NleE /P
NEb2 ReIB.
GV, 10000 DTN

Inflammatory cytokines
]

1. NF-xB {5588 &M & B 1 AR (HR#E[11,16,8-33] 3k iC &

Figure 1.

NF-«B signaling pathway and interaction location of effector protelns[ll'16'8‘33].
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BT, 774 NF-xB EHRA p52, RelB Fl p52 i
P FIIE, # K B 4HMLAFE FIibk AR 2
B IKKo # NF-kB 175534 i (NF-xB inducing
kinase, NIK)LAEZ SR A2 B0E 2D NF-xB 38 %15
PR SR S AR B, KA NF-«B A 5
RICAHIER W FRIE, AFERER AT IL-1.
IL-6. TNF-a, AK—2afp A2,
1E NS5 i A HT-29 #Eidh, EPEC H

EHEC 7E/& e R 251 p65 Bl fk, EPEC (1#f
EHM FliC, EHEC WYMEBE M H7, DL Mk
KW HF 1 1 B2 11 (Hemorrhagic coli pili, HCP)#f

REAE HE P R RE SV (EAE YL 10], p65 MY BERR
A2 Wt A R T 79 40 T 328 T T 2K . BF SR R B,
EPEC W[l T3SS 43Whaiug £ Pk A M = 4 it
W, B NF-xB dEg, M5 LE pe5 Bkl
KP4 NF-«B {5555 S TGF-B 1E1kiEk
fif 1 ¥ & 2/3 (Transforming growth factor-B
activated kinase 1 binding protein 2/3, TAB2/3), AJ
H W EPEC %00 2 11 NIeE 2 1% o NIeE & (i T3SS
AU — RIS SAM i B IR LRSI, 43 R Sk
Hif&ii TAB2 FI TAB3 A9 Npl4 £:38(Npl4 zinc
finger, NZF)45 3 Y 673 157 1 692 437 F I 24 iz
(Cys 673 Fl Cys 692), fifi NleE 2k L4 F Az R
LS AIEE, AT 3 NF-«B %73%5'11[25]
EPEC &% & 1 NleB B A WAL REFHG 1,
168 1 BE T 235 1y Sl 2 11 ke 0 ) B T 32 AR A Efﬁﬁ/ﬂ
T, M i EPEC J&kx 10 8] 7 4t il (1) 773 . EPEC
BN F NleC J&—Fhers @ 8 g, AeE DI
NF-kB Rel % 1%, EPEC #1 EHEC A~ A LA il
B 55 R 558 B 0S8 T U] A A
TN 5 O o RIS HT-29 it i e 4
EHEC fEfSR0 i TNF-a 51 p65 Bizik,
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EPEC WU A] 5% &AM il ik —ad B2, XF NF-xB 4]
il f Z RO B P R R AR, AUFE NieB .
EspL. Ospl. NIleE. IpaH1.4/2.5. NleH1/2, NleC
M Tir, BRMGIEASN, EPEC HAY EspT il EspB
W RERS LI JE RV Y & A= 08 (3% 2). shn iy vh
KB, EHEC A% M i & (Long polar fimbriae,
LpF). H7 #iB&E M . Stx1 MIVAEE HCP 78K
Yt fevh FEGER B R E R, AR AT
FANL AR ZAREE G, T MAPK Fil NF-«B i
B, AR T (% 2). Hip Stx
R 1O AT SN, IR HA AR AE A . A
FERI, 15 Gh3 FAYERI N B AL, Stx #iil
T T ek, M i 4 S BT (3% 2). 341,
HMNIEFE 11 A (Outer membrane protein A, OmpA)ff
N EHEC FEAYSMREF, FIRI# DCs j=4:— &
SR RN T, 0 IL-1a, IL-18, 1L-10 ZP9
(3 2). C1 M5B il # 11 Bt (Secreted protease of C1
esterase inhibitor, StcE)J&:—FlEr B 1t A
FI8§, 76 EHEC B4R ¥ki 4L )s nlisi /b 1kBa
AIREAR, FD NF-xB [a] 20 IAZ RS A7, DA T B 3417
il g AE MV P, HATRst KB, EPEC Al 4hd
20 ZF 0 B 11, EHEC Rl 4wit 40 Z RN 2 11,
/48 EHEC i Y200 8 H 2T EPEC, {H EPEC
I SR A SN & A 1 g s BRI,
FARWR AE S JEUE L T3SS 43R0 H
KA g R ARAE SO, TS B G ALIAR R H
o AFIfYJE, ETEC FI EAEC i 2 7l K 43
FRIEATE B4 ETEC B F R dil)s, #4
fa 2 M7 K (Heat-labile toxins, LT)i%S$H NF-xB
PO M T 3R B R R 1 (Cyclic  adenosine
monophosphate, cAMP)X} K Fi [A 78 (Rat sarcoma,
Ras)kf: 1% = # % (Guanosine triphosphatase, GTP)
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Table 2. Pro-inflammatory and anti-inflammatory factors of the different Escherichia coli pathotypes
DECs Factor Putative or known Putative or known activity Associated function References
host partner
EPEC Flagellin TLR5 Adhesin NF-«B activation and inflammatory response [24]
Intimin - Adhesin NF-kB activation [24]
EspT Racl, Cdc4l Subvert actin dynamic by NF-xB, ERK 1/2, JNK activation and immune  [18]
acting as GEF of Rho GTPases mediators
EspA - Filament that constitutes the NF-«xB activation and IL-1p secretion [18]
injectosome
EspB - Acts as pore-forming protein  Induce PMN transmigration [18]
and a signal effector
NleB TRADD, FADD, Glycosyltransferase Prevents the assembly of the TNF death receptor [18,34]
RIPK1 complex as well as NF-xB activation by TNF
NleC p65, p38 Zinc-metalloprotease Cleaves and inactivates p65, inhibits p38 [18,33]
phosphorylation
NleD JNK, p38 Zinc-metalloprotease Cleaves JNK and p38 to inhibit MAPK signaling [18,33]
NIeE TAB2/3 Methyltransferase Methylation of Cys 673 in the Npl4 zinc finger [18,
domain of TAB2/3, resulted in loss of the zinc ~ 25-26,
ion and disruption of TAB2/3 binding to 34]
K63-linked ubiquitin chains
EspL PIPK1, PIPK3 Cysteine protease Cleaves the RIP homotypic interaction motif [18]
(RHIM)-containing regions of RIPK1 and RIPK3
NleH1/2 CRKL Kinase Inhibition of ubiquitination of p-lxBa and [18,23]
activation of NF- k B
Tir TRAF, SHP-1 Has an ITIM-like sequences Proteasome degradation induced by interaction [18]
with TRAF receptor protein
EHEC Lpf - Colonization NF-kB activation, and immune mediators [19]
Flagellin H7 TLR5 Adhesin NF-«xB, ERK 1/2, p38 activation and IL-8 secretion [19]
Type 4 pili - Adhesin NF-kB and MAPK activation [18]
HCP - Adhesin NF-xB and MAPK activation [19]
OmpA - - Stimulate DCs to produce IL-1a, IL-1f3, IL-10  [28]
and IL-12p70
Stx1 Gb3 Inhibition protein synthesis Activation of NF-xB and TNF secretion by [27]
THP-1 cell line
StcE O-glycoprotein  zinc-dependent glycoprotease  Recognizes and cleaves the protein backbone of [29]
mucin-like glycoproteins
OspG - - Reduce degradation of 1kBa, thereby inhibiting [23]
NF-xB translocation to the nucleus and
suppressing inflammation
ETEC LT GM1 Adhesin, colonization NF-xB and MAPK activation, inhibition of [16]
phosphorylation of IxBa.
LT-OMVs GM1 OMVs is associated to LT NF-kB and MAPK activation [18]
ESF - - Destroy the ubiquitination and degradation of  [18]
IkBa
EAEC Flagellin TLR5 Adhesin MAPK and NF-«B activation and IL-8 secretion [18]
AAF/II - Adhesin IL-8 secretion [18]
DAEC Afa/Dr DAF Adhesin MAPK activation, IL-8, TNF-a, IL-1p secretion [18]
and transmigration of PMN
(Fek)

http://journals.im.ac.cn/actamicrocn
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(53 2)
Type 1 pili - Adhesin NF-kB and MAPK activation [18]
AfaE-l1ll DAF Adhesin NF-kB and MAPK activation [18]
EIEC OspB GEF-H1, NOD1/2 Cell invasion NF-kB and MAPK activation [19]
IpgB2 GEF-H1, NOD1/2 Role in producing membrane  NF-kB and MAPK activation [19]
ruffles
IpaH1.4/2.5 - E3 ubiquitin Inhibition of M1-Ub-mediated activation of [19]
NF-kB
Ospl Ubc13 Deamidase Inhibit the formation of K63-ubiquitin chain [19,23]
OspF MAPK phosphothreonine lyase Dephosphorylates MAPKSs and inhibits the [19,23]
downstream phosphorylation of histone H3 at
Ser10, altering the chromatin
IpaH9.8 IKKy/NEMO E3 ubiquitin ligases Cause IKK y/NEMO polyubiquitin and [19,23]
proteasome degradation
IpaH1.4/2.5 p-1kBa/Bl-1 E3 ubiquitin Affect the formation of M1-Ub in TNF, IL-1 8 [19]
and PAMP RSCs
OspG - Kinase Reduce the degradation of 1kBa [23]

fiti GTP fili& 1k 45 1 1 (GTPase-activating protein,
RAPL)HE , (HAMML T cAMP HIE I A
(Cyclic-AMP dependent protein kinase A, PKA),
HIPHl iz A AR 1 LT XF ETEC Zh K3
e, ETEC FEK&Ye HT-29 4i o f 3 K 4 A kje
I FRER T LASFLEE | p65 BRIk, H7E TNF-a
S ALY p65 BiR L, ETEC Al it RN ¥, fif
P65 114 T 198 A e JEF T ] SE - T AR AT , X6 SR S5
EFIDE R, A HGERR, ETEC AW mHF
(ETEC secreted factor, ESF)iffEfIR 1xBa A1z &
AR, EAEC MHEEE FIIC Al#; TLRS
PO, BOERE (S S, AT IL-8 A4l
(Kl 1), EAEC 7EJ&Ys HT-29 41l 7101518 p65 1Y
BERRAL AL 5 TNF-o A2, (EAER e, EAEC
SIS 58 R F- T4 ) pes po R it
DAEC %} NF-xB I MAPK il H #8471
FH 38 %@ 1 Afa/Dr Al AfaE-I115 DAF M HEAEH ,
{40 T G B A IO T AT E T, T BRI Bl S
SRR (% 2). DAEC it VIRIMB RS
(Type 6 secretion system, T6SS)RI | A | Kz 4
ZHIL-8 I IL-6 FY 53 , (ELX AR AR AN e

actamicro@im.ac.cn

(EReE  AINEO R I TPS A ki hE ) el e 1] 0SS
4 e,

P TiAh4HTE (EPEC, EHEC, ETEC, EAEC,
DAEC)#BREMT & T4 EAM M By R 1H , 7EAH K
s Zai/b51H p6b B, FRm iR R AT,
S MANHEEAH L, TR ALY EIEC #5519 p65
WRRRAL AR R AR, 5 TNF-o B S 1) p6b i
iR k7K 7E EIEC 5 TNF-o AL [T ,HT-29
A p65 B LA B R ™, EIEC WA E,
AfeiEd TLRS H50, M@ NLR BUG
NF-kB, 5 TNF-a 3121 p65 Bk L8 EIEC
R IpgB2. OspB 5 NOD1/2 454, #4i%
NF-kB F1 MAPK (¥ 2). EIEC R332 i
Ospl . OspF. OspG 5 Wr[al Z#/EM . 2 K
(Ubiquitin, Ub)j&—F 1z A4 T EAZE MR N Y
L2k, ATTEETEEE(EL) . 454 M (E2) Tl FE 1 (E3)
PIFE R X EA T o B 38 IR T AN EIEC 4
S 0% 26 PR FH T NF-xB 38 Bt A 48 AN BT
U Ospl 1l T K63-Ub (12 B/ T AR —IZ K
GrFH 63 AL FRAR L) L, IpaH1.4 Fi
IpaH2.5 51i TNFIL-1B il PAMP RSCs ' M1-Ub
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(ZE 0 FEEART—Z R 501458 LA i 2 R 5%
IVIE R, NIeE [F]J5 4% OspZ tif it 4GITRs, 5t
JF 5 TAB3 %54, Jfiit TAB3 By 1 BH
TAB-TAK & &¥)11 K63-Ub HYZE4E, 18/ T IL-8
2 S92 (] 1)
2.2 Xt MAPK & 88845

MAPK {551l e d5c it B kb b fRsr
B M P2 —, 1650 R Ay Iy 2 T3 1o M S i 1o
i E B AT, MAPK S8 [ g A
NN = RIS, AL HE MAPK S i (MAP
kinase kinase kinase, MKKK). MAPK i#{its(MAP
MKK)FI MAPK, X 3 F s ek
W, JERIE AR A Ak L I N
HRAE N 5 22 Tl e 0 20 M AR PR HE A R . L
YA 3 A FEA MAPK Z ik M E S
1T B4R 1/2 (Extracellular signal-regulated kinase
1/2, ERK1/2). p38 # SAPK/c-Jun % B A iiis i fiff
(c-Jun N-terminal kinase, JNK)PY, 538 o H:
i MKKs 3008 , A] 52075 2088 (Thr)-X- 1% 282 (Tyr)
SHKEE PR L . AR —41 MAPK X ZIERR Y = K
R FoEAFM, ERK ZiETAH Tey
(Thr-Glu-Tyr) s 57 o 3% AN 0 B 51 AT LAk —
BRI — A MAP W, FE I
FLEAE g, 4 ERK1 F1 ERK2 ZHJ8; —J& KK
MAP 3, U ERK3, ERK5, ERK7 Fl ERKS,
HI G S A IR C-oR a5 F B i, K/ AL 60
%1 100 kDa AN%F . p38 Kk E A Tgy (Thr-Gly-Tyr)
PGS, 4 o, B. v, 8 Il ERK6. INK %k
A 3 ARG, EATREE ST RS A Ty
(Thr-Pro-Tyr)., JNK1 Fl INK2 )33k 8 1715
i INK3 (2B HA R k. MAPK Lﬁﬁﬁﬁ%
S A B P RAE R I e A A A S (R 3R

kinase kinase,

KBRS A AN S RE R ATED . Thr A Tyr AYHE
W2 b 2 22 B 1 DR R WL B A 31 ;. MKKL
M MKK2 #7% ERK i % , MKK3 ,MKK4 il MKK6
WHE p38 3E K , MKK4 Fl MKKT 3% INK 3 5 %2
(% 2).

EPEC F1 EHEC 7E/&IL HT-29 4 jifd i) F- 4151
e ERK1/2 WM AL, , {H 3 IS S0 23 B AT [ 1) 428
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Research progress on signal pathways of different
diarrhea-causing Escherichia coli infections
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Abstract: Diarrhea Escherichia coli is one of the main pathogens causing human and animal diseases in the world,
and brings great losses to the social economy. According to different pathogenic mechanisms, diarrhea Escherichia
coli can be divided into six types: enteropathogenic E. coli, enterohemorrhagic E. coli, enteragglutinative E. coli,
enterotoxigenic E. coli, diffusion adhesive E. coli and enteroinvasive E. coli. Different pathogenic E. coli invades
the host in different ways and causes different inflammatory reactions. In this paper, the differences of
inflammatory signal pathways caused by different pathogenic E. coli were analyzed, and the relationship between
inflammatory signal pathways and pathogenic infection, prevention and treatment were discussed. The paper aims
to lay a foundation for the study of pathogenic mechanism and treatment of diarrhea E. coli.
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