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Abstract: Salmonella are a major group of zoonotic foodborne pathogens. After infection, Salmonella
can escape the clearance of host immune system by virtue of its unique immune escape mechanism and
lurk in the host for over a year to establish persistent infection. The persistent infection of Salmonella is
associated with the expression of Salmonella pathogenicity islands (SPIs), especially SPI-1 and SPI-2.
SPI-1 effector proteins SipB and SipC affect bacterial invasion and induce autophagy or apoptosis in
different ways. SPI-2 effector proteins Ssel and SseL can assist the intracellular survival of Salmonella
by regulating different signaling pathways, so as provide conditions for the persistent infection of
Salmonella. This paper expounds the roles of different effector proteins such as SipB and SseL in the
persistent infection of Salmonella and summarizes the effects of SPIs such as SPI-6, SPI-7, and SPI-19,

hoping to provide new ideas for treating the persistent infection of Salmonella.
Keywords: Salmonella; persistent infection; pathogenicity islands; SPI-1; SPI-2

U 1B (Salmonella) 2 ML Y f) 4 % R BH M U T RSP IR UL RE T 5 LU 5 AN AT

WAFER, RS R EREE N &S piE
P B SR R o D1 AT LU AR 2 Fof
¥y, SIRERE BIELE, AT
A E R . P s, BIEER BORAR AY
IRITHENE , 6% SRR AL T2 Hh B Sk
PR RPN 43S 5V T RIAE
T EARNAATE R BE VI RABLAK
ORI PN s R T s R A S SE
A DB A 1 e IR A 7E T 1
FARNDAGHEV AR, BIRBIN 1 FERR
B TR A BP0 1T R AR — B4 T A H]
AR, ENERNER .. HEHEBEAYF
BORMHNTAERT , RS R G LU RS,
Wt FRAR R eI e B,

5%, — 5T RAUP TR AR 3 240 M S M P A
TERE ST, T3 — 5 500 1] B M P 5 T 3 5 g
TG, WITHBUSHFREHE IS HE.
WE. B2, AMEEAS, Hd s B 5
LRI B T RHENKR, WIRERHENS
(Salmonella pathogenicity islands, SPIs)Z{ T
LR E 10-100 kb K/NAZERIEIFE, W
18 B KV 7% 1 Jr 20D B 3 s 77 44 Hh 4R 45
el misZra &N, hEEEDTE
AR RS, SRV T B B0R 1. Bl
S 20 ZFPEE ) BAEAFETD TR E A
B oA AIRARI] , 3% S 7 ) B A AEXT VD T T
15 EaE N R EEAEN, e B Rk iR g
1R RETT ] o Hese NG B2 SPI-1-SPI-5,
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BT Z 5 T U000 4 5 40 59 AR A
WA, RS2 Em2y ., S, MEWE
FRE I AL . SPI-1 Al SPI-2 & 5101 H ¥
LRI B IR ) 8y, R aE 2 R
5 il R YLt SC A9 7 S 2R NP SPI-1 Al SPI-2
I i Y TIT 7Y 4336 22 Gt (type 1T secretion system,
T3SS) ] LA EL A 8500 2 1 430 21 1 40N
3 3o 20 B AR R HE S O SR T TR AR T &
Y, [R]E R T DL o R i M S S
Y0 i R 0 I S A AR L B SR A, R
DITHEBANAEERE ST, A TR g
FRRRARST, SPI-1 T3SS AU B A £ 57
IR IR 22 5 6 A 2%, SPI-2 T3SS M 3= %2 47
IR ERAAEE, ST TRIENT
B, Ak, SPI-6. SPI-7. SPI-19 %3 /18
TEFRFSLE IR 2 72 (9 4 T2 0 4 R i 5%
i,

ARSCREE T BN AL FRXT VP TTE SPI-1
M SPI-2 4535 ) B TERR L v IR e B rh R
SRR BFSE (& 1), DU B4 3 T JR >
TR EOR ML S S e 5, WoR T T TR
WG RIS S %

1 SPI-1 W TEFE MR e

SPI-1 & FUPT TR Yk L fhid FIF
it mutS 634k 40 kb K/NRYFEHFE, GC &HN
44.97%, JLFAZAETHTA YT s 7 AU,
Hirp 39 ML A5 SPI-1 T3SS L5 1 .
RN R A MAAREE (55, 20 RS 5 40 B N
SN E IR Z AW, FEVD TR IR T 0 A
R AR E AR, SPI-1 T3SS SUW & 1 F1L 5
57 it v LA Bl 6 38 38 4 06 22 18 ANy, A
BEWTTH AR MG e, thBh HRniE =
AMBEEE, 5IRMUARFRSEIRY ) Lawley 45

e R 59 AR R JZE i 30k SPI-1 2800 85 1 SipB
I SipC A R AERF VDI R fr et e =0 1 H e
W T

SPI-1 23 1 SipB 2P TR FBEHK
A E S G, S SipC. SipD 454 1 3L [F] 4
B T3SS B IRECIRIZ AW, ThBhvbI TR T3SS ¥
HH RN B (43I B 1 B4t SipB 2
L Caspase-1 {7 XS 540 T, 3Lk
RS P B 5 i SRR B G 5 o RS B
A A R T, (RSN YD T B R, 1
SRFFEE PRI, IS, SipB 2 A Af LhiE it
SR A 3 200 RO T i el R, B 400 L T A
oo ZREMIR A, BAGFEWITTH sipB Gt
JARIEYL HeLla #HMfif5, 5EFAPRIBRGLA AL
P9 i P R Tl BTG, LR A ATP 5 1 B B A7,
UiH SipB £ [0 LA HeLa 41 b % it 1 72 52
RH, 20 B A A= A8 4k, EE SE 0 T 4 AR TE 1
N Z VDT T B A G AR I AT

3 —Fl SPI-1 T3SS & & 11 SipC 5%k
SRR DI E . Myeni ST L, SipC
AR e R B R, s 221-260 A2 A
381-409 &R 516 EWEPFNE EH C R
BEMRE S, BIRNhEAE, BRI
WRE, 5T 4 M BB ZR E HE T S S R
VDTV B R R e A A SRR
SipC R0 £ 76175 7 L W 4 M b Ak T & 4% 45
ANAT ZAREIAVE R . Rana 55 & BLVD ] ER 95 B A4 A
*4rFHE 3 (pathogen-associated molecular
patterns, PAMPs) Al LLE 3l 2 8 11 2 H Ak
(lysine-specific demethylase 6B, KDM6B){& 1,
P8 5 SR A0 ) il A 34 B ) ) 801 3% 1R (peroxisome
proliferator-activated receptor 9§, PPARS)E‘; T
HAY MGk, RS SipC HEH R fE £ = H 3
B -3 M MR-27 (histone H3-lysine 27

Tel: 010-64807511; E-mail: tongbao@im.ac.cn; http://journals.im.ac.cn/wswxtbcn



4330 Tl A 2 AR Microbiol. China

Nucleoid
(SPI-1 SPI-2)

Salmonella
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Mitochondrion Skeleton MHC Il ubiquitination
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1 SPI-1 A SPI-2 M ERBXDI TEFFEMRRNIER  WITW# /15 SPI-1 Ml SPI-2 #4840 2 1
SIS ENTE AN S GRS B IR s T3SS S —Fh th ZH0 & B U0 B IEAHIR A5, B DA
S LG AL W RS EAM, REEE MRS SR SRR T3SS RN A EEGE L M HE S
H 6 ) 29 20 A BRI S5 0 SR A V0 1 TR I A A3 O b sl i A RGN R, B ARSI
TSR RR S s T 5k Ros il

Figure 1 Roles of SPI-1 and SPI-2 effector proteins in the persistent infection of Salmonella. Salmonella
pathogenicity islands SPI-1 and SPI-2 secrete effector proteins into host cells and regulate persistent
infection; T3SS is a transmembrane needle complex formed by a variety of proteins, which assists the
secretion of effector proteins and translocation enzymes into host cells, and regulates the signal transduction
pathway; T3SS effector protein mainly inhibits the expression of signal pathway and restriction of metabolic
activity, so as to promote the intracellular survival of Salmonella and evade the clearance of host immune

response, establishing persistent infection; The triangle arrow indicates activation; The T arrow indicates
inhibition.

presentation

trimethylation, H3K27me3)# ik, {2k M2 B SPI-1 T3SS & % 9 SipB. SipC % £
REVEA MR AL, HEGEHBNDTITEES Moy 50T TR By . iy jlsh
GRS IR IREE , A By FRea ket 12 EASHEI R mE FAEB g R EmHE, =]
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P AR 1 AN AR s BRI T 32 4 A 19 A
S5 TE N A A TE sh b5 SO Y H#EAT, SR fE 3 A
REWLE , NPT R TE ARt A5 15 AR
Bl Caspase-1 S5 & M T B W4l Bl 1, 5%
TE KDM6B ., PPARS i B T ¢ i M2 I 5 I 4
MO Ak, S B T 1] K 0 A 7R 4R IR B
HRAEL . AR A . L P A7 T 30455 5 2
L WS U T, SPI-1 &BTE R Vb 1] B R 22 P Jak
U A BTk, X TR S 1 T BORIAE 7 2
KHEE,

2 SPI2 AW THHE R A W 1EA

ANARAE SPI-1 J2 V1 B FR S PE L i Sk
TRBA”, B4 SPI-2 M ALERT LAFR A 4 B 1k Jak
YLy« F 1% SPI-2 S5 TP T T pykF Fl valv
BEHZ B 39 kb K/NREEEME, GC &l
44.6%, BRIBXIRUDT ST A g BES & A
SPI-2%%, SPI-2 & 4fith T3SS AHCHE 1 24
FEH, AR A BT (ssa) . TRATE LA (ssr) .
{BEEH (ssc) . R M (sse) Y SPI-2 4t iy
T3SS ST TS 40 b i A7 15 S 52 il 2%
ANAT gy, OB N AEE A VDT R R 3 e
SRR, B O AR R, Hrp Ssel |
SseL . SteD ., SteE AN 4 1R # 1 B EAE P,

ML YD T TR SPI-2 FRIKHY Ssel &40 § A LA
i T3SS A i s B M5 b o BT IESE
K Ssel 7] VL 515 F5& 1Q B A9 GTP B S 8
#H 1 (recombinant IQ motif containing GTPase
activating protein 1, IQGAPN)ZE4E, #MilfE &
R IOIR A ML RERE T, B E I RESZ 40t
A BT U T S A B T BrinK A5 A
IR E . 3D MRS X LB
Ssel REMS AP S PEMES 518 2 G 1, i Bt
J¥e SRk IR 8l Gi B Rk, Tl cAMP
PR, IRZGE TR Akt F1 mTOR 25 13

Ja sh AR A, s VD] B R A0 M B A7 TR R
J1, SEPHUILAERE FR A R Y

SseL A0 I —Fh B AL ) 297 AL, X
E VRN T s IR B A EEEM. ]
EAHFHIN SseL AW F X i 3 A A S I
TREFAE R, AL = 2 T R A
[l 24k, T UAEXS FURIUD T T F1 HD-11 A EAR
FABERI R T SseL RYLNRE, BHAM SseL &)W
T B AR XS PRV TR Rk, R AE
g P B0z R AR )18 £ IkBa 2 R AL,
N NF-xB {5 S gk, BRARMER T 103R
ik, PESME ERENE RN, AR TUTTEK
WA 4 T A P S B R S M IR e PO

F ¥ o] 4 x MW E A5 Y (major
histocompatibility complex, MHC) I Z&{A&JEH1
VIS Bl S 8 OB AR IR AR 9 A 380850
HRE R RSB I 2 Sy 45 CD4 T 2
ML, fesEHGE AL . WA M oA SR R, R e
FadE W BN S SPI-2 RN F SteD &P
SR Oy, 7RG, SteD A
PI51E ¥ B3 {2 %% # i (membrane-associated
RING-CH 8, MARCHS8)%54, 5% MHC 1128
o B ERZ R, PRI, ke
F CDA4 T 4 fe N & n) By, AP TR TS
FAR A A TE e A 2 P T e S A B e 1) 4
AR

SPI-2 & ¥ SteE 1] LLES M1 AU E BE4H
(e ) 1) M2 BI (5851 5 SteE il id 455 M
JRE RUEEE I 3 (glycogen synthase kinase 3,
GSK3) e k{5 5 4% S AFL Sk JA s 1 3 (signal
transducer and activator of transcription 3,
STAT3)WIR AL , A Bl M2 R 5 W41 i i £k 12521
M2 B 20 i A i D R AR S e U, ZEAR TR
AT PPARS BB EIVE T 52 B S At
I, 00 PN P T TR A A S R AR SR
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(AT S EANEDY,

SPI-2 T3SS XJ VP11 H A4 i P9 A7 1 A A2 il AN
ALECER, XN A VD) B RS M IR 1 AR
R S T HOE Fl . I AR PR T &%
B fE F g R MR, (A SPI-2 %W M
Ssel. SseL. SteD. SteE 58] LIA &AM il 15 3
B E ARSI RAYED 7, kG0 RGETERR
AL, EATTI BE S ) R R e 55 6 A B
WA ar il i, 155100 32 B g A i AR R )
TR R AEE, B M N A 0E 2 e
1, NS I BE S R S S A

3 AMEANSEDTEREERR
T AE A

B% 7 SPI-1 Fl SPI-2 ZA4k, iE4Ek Kk
SPI-6. SPI-7. SPI-19 %% J1 B W AR AIE
IR L P IR 1) R HE R T
3.1 SPI-6

SPI-6 & J1 55 K/NZ) 59 kb, GC &&H
51.5%, SEEVTTHAEFEA (RNA G i 5 K
aspV, FLEAFERNMIZZEEN pagN. HEIE
N safABCD % ; FFI SPI-19. SPI-20 %58 J)
By—iE4iis T6SS R4, X ETEE F il
S Ko Fk % )y i A FERRY . SPI-6 i
fim. Ipf. pef EHEEITIEMCH BE M
G R, S MG SR VD ) B AE I 1 18 Bl e
A BT AR R RS FE b T
R PR BT DRSS B RE F, VOR T Rk
PR A4 3 1 P2 SPI-6 4% iy AEAZ O B 1
STV i 1] DL SPI-2 #11 SPI-6 - HiAth B 1 3L [N
MIZIN, XA B TV 1) A 76 B W20 JEL o8 R 420
RUP T A P A N B E R . B R RS
SR 25
3.2 SPI-7

SPI-7 2 VDI TR i K81 5, NHEFRH

“EEIURT G, KY 134 kb, GC FaN
49.7%Y, SPI-7 W] LGRS & i 7 1 #ik Kt R
Vi SR TR s i Hag far s Vi Bolsiae
WV I e 2 5 ki 1E 3 Toll #3214k 4
(Toll-like receptor 4, TLR4)JIRIN, M kE G 9
6 R RGRRRD, BLAh, SPI-7 i A LG5
TviA FTTEMA, FT Vi JiERE MR RL,
S SPI-1 T3SS W{RZ8RE 71, TERHIEVTE
FRe Ve R rh R PR SR T TviA TR #E
BEAMRIL, £ BEHEEDTHE® L
HETE . Toll FE4Z4K 5 (Toll-like receptor, TLRS)
PO, WdE R RN, AR TR
WA M N AE IS B BT
3.3 SPI-19

SPI-19 JEZmtd VDI TR T6SS REunYy 24
RSy, K245 kb, GC ARSIV IHEFENA
B HE, ANEF SPI-1 Al SPI-2 f) 247
16, SPI-19 HAFTETHRAAMIDT T . IR IPT]
R4 5 R TE VDT TR R0 T o & B
EL W20 B VD 1R 2R AR AR AT b fifE 2T
LIAEMER R I, VYOI SPI-19 4w T6SS B
A 7E = Th1/Th2 BUGepe N 2%, SCELfE £k
PIUD T R B DR 3 BR O, X — R B A 2 T
SPI-19 5 J] S 7E VDT TR Rkt I e A v] 22400
(A o

HAR HETOC TV T TR R 2P B e i it 5 &2
L[l %¢ SPI-1 A1 SPI-2 4if% /¥ T3SS JBJF, {HA
A7k, SPI-6. SPI-7 il SPI-19 %2 /1 &t fi
g R Ve R A AL R, X R A S T
BN W S AZ A %) 7 TR

4 REHRZE

UITRAE N 2R BN R B IR R
WER IR, AR )5 vl 5| kgt it .
FETEATRHILE B BV 1T ke T S R G
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B AE0 AT 2 S R Ry, — HERFEZRATT
o SE LT
4.1 BHEMBRESENE

UITHEARE 5, PbtE E0aE 2500
o I P A7 106 A T e A 7 R S R 1 S A
SPI-1 Fll SPI-2 585 J) 5 78 I 78 v & 4% 1 34
o VI TE 7 5 0 0 43 W 2 Fhaln; 28 1 I
6 EAE A AR, PR EVD T R ke e
FERGRYIBR, I SEBRF L E e B, AN
PRI A P38 3 AN TR 14 5 8 ma v 1] R e v
Y, WA T E EE AN A v T, R
FCEHER I T TN AN, SR RS 58
AR e S AR L IR I D G B R B |2
M AFAE, EATI EA VR FR D T R RS
PR, REHME LS EH T2MIPT TR
RN 1, (BATSRAE 1R 22 AR N I 000 B A 1F
Fib—S42 40, HFER NI R st
S B

T T VS BRSNS A [w] I 3 B 445 77
()8 7 5 KRRl M IR G 1 VE AN R AR . B
FEVPITPE SPI-1 SptP & [1 7] LAZEEAREE [T SicP
BB R IR ARG AR E SR, P ST
FRELPE IRy s &Y SptP TLik45 4 SicP
PR e R e R ik, HX H AN i 475 FE 70
I RFE e AR B A FE VDT SPI-2
Sty T3SS ik W PRI T L 7E F w4t g o
(AT, (EAGFEVTTE SPI-2 %W 2 [ SseB.
SsaR ., SsrB ZF I RE MY 2 AR PRl A= 18
241 B M PN A A B Y B B R A R
B FUOREAS [ I8 B 00 1) B e e S e 1) DT R A
ASAHTR] o AN R IE B YD1 SPI-1 Al SPI-2 (1)
P MAAAEES, X 0TRE S AR Mg BV ]
WA AYE . BURR . A A RESEAREE
I RE SRS IR, EVD TR
T3SS MISEFEN B ik 83 HiF, A B T

IV AE e R Rp S AT 5 | R D FEREE AR s T
B FE VDT TR AR A, W i P9 e ViR JEE 1 iR
T T3SS Eik, HEWIIEBEHEM -
BB A s T3SS ki, Mik—H AR
DIRENEAD A = 7B R R o i 3 N S h N i1
BRIV T TR I BEORAILEH, GBTFRAT
il 0L 95 78 2% 5 5 | R B AN [ IR i, S R4
X P b AT VD 1) DA A S SR e i R 2 B i 5
ES

BARTE T B XU T B B AR B P A7
NEK, HAEBIEIAA SPI-1. SPI-2 %5 /)
SR T TR B R RSk B T b 75 . Lawley
SR RAGIEVITE AsipB (SPI-1 Z45) M
AssaV (SPI-2 Z ) EEEFF LA 7E T 16 £ 5 B
GRS KB BAER, ST
A LAF) R 25 7 5% SPI-1 Fl SPI-2 Z AN [ K v7
FRE PR, SOV R R M L ML A AT
FATE B VTR RE ) B A A B IR
L] P ) 3 42 R S P IR AT 2 A I T BN TR
R
4.2 FHEMERESIDIIRRGE

L P AT B VD 1T R AT DA SR i T e R S
PINERR, BRI, XA TRy
B KIRME, WFFEH KBVDT T RENS LARIR A5 E
SAFAE T EWEANI . b R AN A - A R,
HA — RS PR B T4 I 2510, B
WP R i N TRYY, RIRAS VDT
A BRI B A B AT T 18 BRI, JFrThe
FFE i e R AR5, SEREBREY. R
ANt , Frglih s 5 20 A Ay V0]
Y, ATRE S B R A S 2 A R ARG, X
TCEEIEE TV TR 9 B 4 1 40

B 25 V0 11 R T A R T T AR 2R A N W
L RBRZS VDT TR T B B A %5, 38 U1 ek
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