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Figure 1.

The effects of Salmonella effectors on host cytoskeleton.
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8 7 ) A, 3k S SR G ) A IR S A R U T T T
B e 2 AP, X EUEE SR PipB2
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SCV MR EMEMIE, T H- S5V TR &% YA
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PRAEHLSE IR I A AsifA 1458 78 Bk P m bR
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T2 AP, X560 SopD2 1 SifA Xf SCV i
SR EFREBURIER , g SCV 1EMIA
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SCV J& , Wi 1E E Ry SRt s, feff SCV )
VAR IR % . SopD2 FEIMHIX —id AR, &
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5 EIXF RILP #1 FCYO1 5 Rab7 454, BHIE
Rab7 {KH Y SCV [ REA N i F 207,

x 1. PIEMEERE SCV EIGRBABEPIER

Table 1. Function and target of the effectors involved in Salmonella SCV modifications and trafficking
Localization Effector Host-cell target Function
SPL2 PipB2 Kinesin Sif (Salmon.ella.-i?lduced ﬁlame.nt) formati.on, I.(inesin accumulation
in the SCV, inhibit the SCV perinuclear migration
SifA SKIP Sif formation, SCV perinuclear migration
SopD2 Rab7 Sif formation, contribute to the SCV instability
SseF ACBD3 Sif formation, stabilize Dynein in the SCV
SseG ACBD3 Sif formation, stabilize Dynein in the SCV
Ssel Rho GTPase Maintain integrity of SCV
SseL Ubiquitin Deubiquitinase
SteA PI(4)P Regulate dynein activity

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



1164

Zuoqiang Wang et al. | Acta Microbiologica Sinica, 2018, 58(7)

TP TR RE 1= A 22 RIS 1 1% Wi 2L 3 ) 4 R -
Hrp A, X 5T TR0 R G R 2 E &
OB Ik - S N R =0 o0 N 3 R i = S
VDT A RS 32 40 0 PN A A A B ) T BIL e
ZHATE, AT T80 8 R R AU R R
THAEAIRE, 5 R T X S 8 1 Al 52
M =5 A1 A A A B 0 AR K BOh T
T T3 ST IR R , A BT A B, SPI-1
BRI IR i 52 AR A5 RG], T HilD £
HUPTTEE SPI-1 09 FE2ERE T, Horp 2 297 £
SR AL TT LIS HilD & A mfa e tE, H4
FEARH S DNA 254G 098], & BT
A8 FEAM A RE 7055 . X R F VDT R RN
e A B B S B 25 T3SS AR
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Roles of Salmonella effectors in manipulating host cell function

. sk
Zuogiang Wang, Yufeng Yao
Shanghai Jiao Tong University School of Medicine, Shanghai 200025, China

Abstract: Salmonella is an intracellular bacterial pathogen that infects both humans and animals. After a long time
of hard struggle, Salmonella has evolved numerous mechanisms to evade host immune defenses, and finally
accomplished the process of invasion and replication. Although some of the host targets manipulated by Sa/monella
effectors have been identified, the interaction between Salmonella and host cells remains unclear. This review
summarizes the functions and mechanisms of Sa/monella effectors in regulating the host cell signaling pathways,

including cytoskeletal changes, inflammatory responses, membrane modifications and vacuolar trafficking.
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