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Research progress of invasion-related virulence genes in
Salmonella enteritidis
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ABSTRACT: Salmonella is a common foodborne pathogen. According to the different symptoms of the disease,
Salmonella can be divided into Sal/monella typhi and non-typhoid Salmonella. The former mainly causes systemic
infection and local organ infection, and the latter mostly causes gastrointestinal diseases. However, recent studies
have shown that some non-typhoid Salmonella have also strong invasion ability. Salmonella enteritidis is an
important Sa/monella serotype that causes invasive infections. Its ability to invade phagocytes and non-phagocytes is
a key step in causing infection. Many virulence genes encode invasion proteins involve in this process. Most research
focuses on flagellar genes and virulence genes on SPI-1 such as inv, sip, hil, etc. In addition, there are still many
genes whose functions are not yet clear, such as y2bC. Most studies explore the pathogenic mechanism of a single
gene, but the pathogenic process is often coordinated by many virulence genes, and its biological characteristics and
pathogenic mechanism have not been accurately grasped. This paper elaborated the virulence genes related to
invasion of Salmonella enteritidis in recent years in order to provide new research ideas for the pathogenic
mechanism of invasive infection of Salmonella enteritidis and strong evidence for its prevention, early diagnosis and

treatment.
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YITICTE B AT TR B B 22 [RRA R L, 2
VEPEBERE I 5 IR R . VI IC P I 2 43 B 23k 2500
AF, DG TTIRE M R T CHE A PL S am g AL
W R UD T TGP R 5 | e I T N e, RIStk R A L HEH
JEVS . . MK SERER, — AT HUERIRYT, (R4
e, B AMEG B ARE AW, 0 Rk K B2 TR A
etk g iEM L BRI ST AT Wt L R A T
N PR BB IR S 3k BT R M R 5 R 28 T A N R T
Tl RERR R I AE DG o 6 RS0 R 8 i O = A g B F 1
[ R VR R, 0 W 200 2 R HCARIS SR A AR i 2B
2, B E KRB/ AR R S SR IER, MiTF2HIR
T At 36 A W 20 MR AT T AE M N A& L . B R
WITREA 2 Fhr Xk A B VAN 4 5 v 20 i A v A0 =
PR AE WA, WP R A 1 B4 W R G ] T
caspase-1, A5 IL-1 B9 S 40 FF175 5 B W 40 I A2
FTPL WANRTE S I FEURRE &5, W—B15C T
RUT TR B IRE A8, ZBORRE 3 MR Y5
F1HH pef.spv I rcko pef 5 HRSG M FIAE ¥ A0AT 5%, spv
S{RZBIIMIK, rek TSGR fE 3 G SN AOAEHT I A
PUXLEEE S R X T R R YDA B EOR AL S A 2
FERI R B AT 2

PETFU0T R B 1 5 (salmonella pathogenicity island,
SPI). JRRL(pSTV) K& 4 nl B st i ool i )y ik
FEFEBLIE R R, S500TICH X 1 3 40 MRS
Bt 1228 RO TR BRI A H S he O e . o,
IR BERSUR LRI EEE M6, VD IRE
thig &3 17 4 SPL SPI-1. SPI-2. SPI-3. SPI-4. SPI-5 7%
TEF A M 9 U1 T EC B o SPI-1 Al SPI-2 4iifiy 2 A~ A [R] ¥ 11T
Y431 Z2 i (type 111 secretion/translocation system, T3SS).
R T TR GBS T LA M4,
SPI-1 ik T3SS-1, #B4r4 ( LAEHE ML R 78 2“0 F 185
7, AN AN TS T AU, BESE 20 AN
EPE g 2= b A, 3SR & I —Fh D) e
s EA R A, B TR CHEEAE F 400,
N5 1 32 A0 RS A T 2 3 45 48 (SCV) DL 2 41t & 4l 31
B 7€ SCV Hli R YD1 TR H SPI-2 ik T3SS-2, X LRI
BB 43I 2 304 BB 1 G . SCV RITF AR I T TICH
B REAI R A b R A R AR AR S . R R ITTIR
WL LR MI)E, #EARRESMRE LS (Peyer 45), X
¥ Peyer Z51ENPUIRE LM EBIUR, J5 S MR &
R RN AR REAE E A LR . BIAREEE T 2598 B s

J A, 3 el 7 M 2R AR L 4 R R Y 3 R AL R
AR RN, SPI-3 W h REf 5T 4 v 76 i 18 R M AN NG
INAFG; SPI-4 5 EUGIE BN AH G, SPI-5 % 5 SPI-1 8§ SPI-2
LB A A o oA TERSE SPIs XHmR I T R EUR J1 15
i, KARASOVA 5K A HEfiz 9 VP I TEC B 5 A4~ SPIs 2878
AR T Balb/C /N M, 4590, SPI-1. SPI-3.
SPI-4 1 SPI-5 27 (A RE 7 5B A BRI MEAH IR, R UDTTIR
UK EERT SPI-2. £ 53 7h—T5 SPIs X} H 385k
95 SIWE5E o, RYCHLIK 2518 4 SPI-1 1 SPI-2 & R V1]
[ P 50 77 1) B

Br bR RGA, BAAETZRNIBETFS 5%
UITERH BRI 228 ki . PRt &
FAmE R, B IR hER%. A
WA RN A WA MR 5 R A R YD1 R 228 B 1
KEB TR, REAHARZZLAESESNIREREOLIMN,
B G F W R V0 1] BT {2 28 40 O 55 ) 56 R i iF 52 4 vh 7
SPI-1, 1 inv. sip. hil EFRHRERPRK L, WEEN—FIE
BN FERESRPEES B CEEMNER, B4
WA — LTI RE AR 19 A yhbC HFFHRR . B
W W 9 U0 1 TR S5 4228 T A DG M 88 1 SR RVE— 25k, DA
NIRRT AR 2R IR Y A B AL S AL O o0 T8 %,
R . RS GRS JE

1 REEXFHER

1.1 inv

inv i F SPI-1 F, ftf i GALAN U 5 i
IRANEE S B AT R BL T 4t 54k Da B (111 invd; 4t
64k Da E [ invB; it 47k Da & HHY invC; 4t 30k
Da ZEHBY invD. invA. invB Fl invC $)FHES, 4k F [
—EESREITIN, T invD AL FIR IR T i — 00
SEHIGH . GALAN Ml i My inv 2828 1R XHZ L 1Y
BT TR, KW inv (LSBT TR 728 F R 40
Frb TG i, invA 2872 1K%F Henle-407 40 g Y1278 11 He B 4
AL 100 %, TR A Zsgm . Bafc BB ED 15 4
inv BN, Hhinvd 2 50 R AfE FIFE ShEYL, i
REMYP T TR BOR J1 o invA (U T T TR, F1ER
LW tRES, invB St —F sopE B TEHB, # 5
HLA R AR T AE FA ST sopE AU, invC gt
ATP i, bl #edefiba i, 25 TSST-1 RN H
A3 K i fE EAN AR ST, invE B R R RN B 1Y
S, invF B S AraC FER G A REM, &5
BV R 2R, invG J& PulD A ZE", invH & Ak
EAAER, FHAER—FEREE A 2V 1T R RO 5
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Ay EA T inv RIS R TR A
A0 F T A3 I B B LA, invd A (8] i R R PR T O
PEFIPY, invR J&—Fl 25 R0 sRNA, Hf e v T
Hfp F 1, 5 OmpD M4 X,
1.2 sip

LT SPI-1 (W sip BY\FALE sipA . sipB . sipC..sipD
M spiE S ASEH L sipA & —FPON T, 4 H6EI1E 41
JE AT E EAM LB B TR A, AN R, R
YN IE AL, sipA 2 11T 5516 = A0 L sh 2 (1 ST
Pk IE R AN AL A B> SHATILA 500 sipA 1
MR RS, iz F SELEX £ AR FF & iy s A A iE Bk, 7B 138
FLiA Apt17 980 T Wk I 2 V01T FR B X Caco-2 AOAL it AR
7%, sipB. sipC 5 sipD # a4, sipB AMUATLLY
F-WLh & (44, ] 8 i 808 sl 5 [ 2R IR B,
B 1 45 A R A T caspase-1 175 S T E R A0AE, M
FECIL-18 WM AR, sipC P LB E 1 3h
S, AR UDT TR BRSO P 5 0, 38 0] 5 22 s o M AR
M, M RWTTIRERZE, EAEERAN R hi s =W
YRR, G W5 4Rs, SHRE A sipD HLiRBEMHIIm & VD1
TR R 28, JEBLIK  2 v0 1 G TR S0 1 i 250 55 P9
sipE VE MBS sipB mfa e tAa %P,
1.3 sop

sop K [1iE i IR /il R Gt %ia, 2518 F 4 M 5)
FIZMERI S . sopA VE NN B B4 W 3 1 E 4N,
THH B3 2GR T, ke £ M UbcHSa,
UbcH5c 1 UbcH7 1} E2s, TE5| & il & 5E B2 H & 4%
SHEIEFIRY, sopB SEHALT SPI-5, TEMAARYMITR A
AR B R ST, % O HA WUBE B RR M 1S 1, 43 e
TV T AN MR, 3 ) O 1 T R <SRl F (GEF) [l 32
W% Rho GTP i, #E— G AL NLshE FA% Y R F ArP2/3
HAK, BN E A E S, Ak AE 4.
SopB 7R S5 T Z R4l i, W Cded42, PLC
A Akt 8T 4 8 AT 4 438 SN F R A AR
sopD i #E 15 T A2 ZE TS, 1E sopD-GFP 455 W54k
B AAZTRAL A 3E R ST sopB (14 i AL Rt 1)
sopE LN FRIVEEIR |, sopE2 H5HAAM, 25Emss
WAZTFFER N T, 7% Rho GTP /i Racl 1 Cdc42, fih & JIL3)
FEEAE Rz EHE, O WA AR, (2 AN
£33 sopD B sopA 55 ARG L LR, A0,
zEP,
1.4 hil

B 7 hilA 1 SPI-1 | hild 4t 2 F LR
S R b R AR ZE TR0, hilA J& OmpR/ToxR #%5%
I F IR, VED—RR M, hilA R IKZ B

SR, 22 )5 R SPI-1 LB LW o7 B8 BT
invF J& AraC/XylS FKJG i sHIHTHF, sicA 24 TTSS f+18,
hilA 5 invF . sicA BJH 3 2455306 T iiESER AN prg . org
inv Ml spa 5%, 8812405 T3SS-1 B4 &E M
i B P, ADDWEBI 2595 1 #78 hild:Tn5 287844,
BRI MR 0 H XS0 E I« JEERIRAE S 09 hild 53
AR AT A R R VD 1) EG B TR 778 & 3% 25 5% . BOHEZ %1%
WFIE T W R VDT T IR B hild Z87E RN /NG K I 2 A FAL 4G 1Y
R, R BZ R AR B AN B Ik R VDT IR TE /NG
LR, (A5 B AR A b, AR S P 77 B B ) D R A
H G FINERS 00 2 A o ] . hilA HFRIBZ— R INE S
BRI RSB TEEE, BLHE hilC/sirC/sprA | hilD . sirA/barA .
envZ/ompR., PhoR/PhoB. PhoP/PhoQ. fliZ, ResCDB!M!' ™
& Hi pilC T hilD 9t araC BERE SR N7, 5 hild
JE BT WL R 25 GO hild B3, 3 FhEIEE A hilC .
hilD 1 rtsA /1, hilC 1 rtsA BB KPR, ok phsrik
% hild, TiEPHE hilD £S48 54 hilE & hilA TR
FRTE -, #id 5 hilD AHEAE X hilA ST, A
Y B hilE (K5 R AT ] hild B%5E 5 Je A28 e R, T
hilE X325 sef21 BB T & fimYZ £k,
HEEEN MZ Xt hilD AVEEAERANC, B4 fur, dam
o T SR .
1.5 sptp

1% PR W IR B (SptP) 24 SPI-1 b 4ithi—Fh T3SS 4%
M, Z5BRTICEMEZEMBINE . ZE AW N
SRS A Cded2 Fl Racl #) GTP BHEIG &, N85+
AR EHER H ANAE-E 2R AR, C ShasF s il 22 3G 1L
BB A I AME SR RS S Iksh, SptP il
IL-8 7k, MGG 3 A JE RS, spap 28728 bk
WA= AR AR B 0058, 7EA EJX Caco-2BBe Fl/)NRE MG
Jifl RAW264.7 HE s/l 26/ BUBRGLE I, SptP af 14
HER i e JB0kE,  HL 1L R 4 i A S 4 70
1.6 SEN1005

# 5 XIH(ROD)9, AN SPI-19, %X IsrE &R HIAkTD
PR . FARRBVITRE . WSTHR T TR E ARG T K
PR SRR I, A R UPT T IR b —AN2 24 kb 19
A Bt 4 vb IR B RODY AT AESifS 16 AN TFHEEAERY
DAS %P5k SEN1005 LK (7 kAT TIRIE . KBk
HZ5 T A x e WA A B A 258, i
SEN1005 S22k & L BB 8 M DGR | MiEE R . ik
FE R FIA B T A4k, G s shEE A fiG i fliN, motA
M motB LA Kb cheY Fl cheZ %M Nk, SEN1005
RSB NZ AL . RFERETIRTS, ST LA E
Wik 20 B P IR AR AR R 1 T A TR M2 L, /N B P B
PEAE SIS o
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1.7 spv

W 5 V0 TR TR Bk 5 How 01 BB G, — O 8
HBERAZ SV REEBENNYIGER. 4 RKE
Re 8 5| AL 4 B IR 1 AR 45 ZE VD 1) QA I i B A AR A
50~90 kb K/INEIFRL spvospy FEE S 5 AT B SEAE, 5
W RUPITTIRIERZE MG, S5 R IR 3 R
By E Y, spyR BLF spvABCD L, #4ihd spvR, @
LysR/metR FJ5 M IE ) 56 S5 B F o AT F A B 2
M), spvR 5 rpoS — &I IRIESF spvABCD T HIFR K
JrRE¥E H B FRIE, spvA TTHH spvR AYIE M JE ST,
spvABCD I3k spvB Fk FAE R 8 1 BRI bRIC, 2%t
DR 75 T 2000 Y S, ST R T SO T AR OGP
spvC NE/K PR 1, AR R A A U1 T IR BAE TS 2 40 b iy
AR, JRR S T S RGN AR
1.8 lon # cpxR

lon Z5ZFEEHUR, manis2d . BB, i
T A, Ton 27T R 8 hilC F hilD, 5174
¥ SPI L RZBMRILH BRI . BRARMRIB RN R4
R A B T B B4 B IR I RE 18 o cpxR 5 AR
B RGEASE, S5 RIDTTRER 5 R 280,
1.9 yhbC

BT, yhbC BTN REF AW, FHOCHF 5/ . CHANG
25TV o WA T R P S AR AR SR, S HH — TR A M
RUPT TR AR A yhbC FEAR G B AERRA EL, 7E2E K 10
h SR BB AR KR, LAk, XA RN HeLa 4ffAY
1RZERE ) W FRAK, At PN 4t B B30 (S 3 5 A T ik 1
1%, TEXSEMELNAEZR HD1L FP A tudisb . X nT g il
FrbkA K48 18 FAREE T HRRILADT,
1.10 MEEMHXFZHEE

HEE RV TR M2 sh a8 E, 2 540 0 B 2 A
RPN EER N T VI TREHEE R SRRk 22
ARK 3 TR, HEESUR A FE 2, R
FSEBHR A, 2/01F0E 2500 ZRUALTER . V1 TRE K
ZH M IE R AR B PR RS, X — Il FERR AR AR 1k
(phase variation), IXFAILI 5 240 B ekt 15 3 e RAE T
Ao SHEEZSH I REA A 1 20k 50 R, Zifidix
SO SR AR PR AR b 4 AR, S 1 REER L flg
s, 2 KU fMIh v s, XA T8 S EIE R mot,
553 KL i v 4, 5 4 XONTMIHE B 2R PO DG ISR IR . %
VL f1iC 1 f1jB 43 2R A RIIAH B 2R (1 gm A% D). 4520
F fliBA f3.¢7 3 5L f1iB, fliA F1 hin, hin & DNA 1L,
WL B A FIC YA R E AN AE LS,

I g VDT T HRIK f1iC JE N, SIS B & .
EENPANFEMNE MR EBNEZES NEA, TN 202

BB N LS R T TR FE MR e R 2, (H¥EE fE
BN F W38 3022 [ BA AE LA e AT 2 5 iR VTR
BB R IR M ANTERE . i THFSEiX — a5, BARBOSA 45714y
T HEIE 3 M B A HE B (SEAmotB) F 3K 38 3 P A E ¥l B
(SEAfLIC)RAERR, 1Tl Hi & FIHEE A S 1038 B X% X8 i 18
SEM G BB IVE ] . BRI, i R
W32 B AR VDT QTR B e A M e 5 GBI VR, IR iy
W1 TLRS FU M 28 V0 1] R T B 2 11 0800 £ 2R 52 L 440 TR
FRGIERE, Biikg 4Ry, (HEF AR F SEAmotB 1
I F G R RO X 5 T SEAJLC, HED#E B B0 AEAE A T
W RVDT T ERB A A B R . A R AR AR IR 1 R o]
V55 IR AE, SEAMIC BRAE SR YL A 54 55 i
1%, SEAmotB 55 WA E MRS IR AR R, X A AR
R A 1 0 R 5 IR SR 28 M B S BRI AT G, (R38R g
il TLRS BT RN o 3 SMNE B 7R A0 TR A= W ST 1l
HAEEEH.

2 HERIE

i BTk, AT RS T] R R 2R e
MBS P e SPI-1 MIBEBIEIN, WFE 2 LA N al S
FLEW) AL BB R BOR AL A TR R, HEOR LR
TEEd AR5 LN DA RS 5, #0 E R R Vb1 QR
HLENAZ %, o A A 52 98 FL A W e 1k S SO BIL ] o B
RUTTIRGAE M LGP AW IR, 251522 58, (RABBVERGLA
JRARFIBE T R EIH# S, TR MR B A L
B ImRRBUANIIE | JSEARRAFRE AL, SRR G
B2 TOCHRARIY, U R (12 X
14 LI ROA T R o 3l 1 AR 2R ST 7 3 R A #5417 17 20
TR T2 WbR B R O B2 R SRS, T
RER A I BN PG SR (I B . 5340, H BixH % vb
IR R RN AL WIS 8 AN, X AR SCEE TR Y it —
AARE AT g AL I B S (LR R, X AT 24 G T &
BB INE R WAV L s

B FH AT TR R U T T Y A5 P AL e |
S BWr . YT R SR o AR RN TR A |
o T A PR R RO e S AR R VAR S R ) SR DN A T M
THRLA O, S A SR TS, AT L LA R AL RO
F10 A A B RIS (67 i Ry S, TR AR T HLAR 2R L
il AT LR BT 3 T A, DR ARk R
MBI . ST KRR A T .
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