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women are main target population of listeriosis due to pregnancy-associated immune deficiency and
unique intracellular infection ability of LM to non-phagocytic cells. LM can cross the placental barrier and
cause significant harm to the fetus, including premature birth, miscarriage and even stillbirth. The role of
placenta-specific virulence factors is particularly important for researchers to understand how it crosses the
placental barrier and infects the fetus during LM infection. This review started by describing the listeriosis
in pregnant women, followed by summarizing the advances in understanding the LM vertical
transplacental infection and the mechanism of LM colonization in the placenta. Finally, recent advances in
identifying placenta-specific virulence factors involved in LM infections were presented, with the aim to
facilitate the control of LM transplacental infection and the improvement of food safety.
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(Listeria

monocytogenes, LM), LT fi] FR 5. 14 4= 1 4%
W, SR T AR A BRI R
TRPEEOR T, B AR 7T 51 2 4
. A LM IS 3 aYs (10° CFU/g), £
BOEH A MRS R EEH WiE RN
XFFILE . AN PG AR 105 B
NFE, BIMEJRAKE (10°-10* CFU/R) MEY
T Y2 S BN INOMAE . B BRESE . 2
g AR AR, R LM B SIS
B, 2B TRRMKEEN, BIOEE RN,
JIG B RE PR AP IR L S 32 S0 S BRI A A ) 5 F I TE
WA, DUdERpR LI E R R F P, M
52, D EUR ST BE ARG 5 PR e iR
JL, Hrp, LM i T R HBORAE N
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HENE DL, H SO S b At Y5 S0 TR
B, HAE 2 —r2 R i 2 e AR R ™
5 A ]
WHO) 2015 44545, RG22 3 T4 1 s 197)
AR BB AT 43%, Hid 14% % A A L
Wi #F 1999-2011 4E[0], wLEHAAE T 3 413 i
AWTRR G, 606 ] (18%) SUTURAHES; 7E
20042014 48], He[EHAE T 21 B35 L4
Fevia, WA JLIRAERA 21% (& B BIh
24%)°; FE 2009-2011 4E[H], 55 [ B F s $s il
Hr.l> (centers for disease control and prevention,
CDC) #i 1 1 651 BlRZEMEIIRF I, 14%
S iRA ", 78 20102019 4E[], £ E S
T 5576 BIAEWIRERE I, 48661 (9%) ST URHM
K, FEMEURMSRGIF, FET%N 19%"; 1E
2008-2017 4F[E], H[E 22 M (. HIRKX)
LT 759 I HRRREE B, SR IEE N

(word health organization,
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18%, 514 fi] (68%) SULyRASC, HiAJLIET:
RN T3%) 5 2020 457k R 2AIRYIEE Be r Bl
SRS T HE 102 5 G IR B 2 B R TR SRR e
B, A LAET- %A 23%1", 1kAh, 2015 4k
PP RIEBER S T 16 91 4 YR AH 5 2= 30745 T 9
BN, 2021 AEAR LR BE BEES /S BE 2 7
FHIE T 4 FlaT iR 2 R s ol 2403t
R B AR e ) KR AR 7, 2402 Hofth
HERY 1220 £, LA ] L= B 491 2 v -
fib EI K

DL EBCE U, G R AR R A TR
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R HENT — BRI N R 6 S 1 2R R T
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PRGFBE, AR LS R i AT 4 o A 4 g o
WAERPEN R 1 R, ZAEEATSYE LM
MEYE, LM HAFLGIE bR
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M TR S e i Z AL A e, S LM A
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) 1ML T B PR e 37 2 RE S I R DE AT
fE, M A R e R g e K LM AR R
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{5, 23k 40 MR B RO E A B G L i
e, SEGILR . BErE s A LI AE S
Huang ZE L FREHLY 1 2 &1 DNA (randomly
amplified polymorphic DNA, RAPD) 43 ill]
R, BU—ZIERGES LM Mid (8 F
B8 6 B IR AR AN by, e H iR A AR A L
M W AAEA R bR, I EAGRRRHE T A
F1iEHE . Luo ZEM A T — 7108 A LZET
PR, At L E ALY (whole genome
sequencing, WGS) & IUEAE LI h o &9
BEE T 43 B W ) 56 A1 2 RUAR ], R B LM
i 3 T H AL R 10, Lamond ZEMUR /N
. KR WERAAE AR R K I Y BRIR R
LM | HAAE R, B LM BEGKR 75+
KRG, SRHRERE AR L, AR/ B
JE FH ARV IR G AL 4

ENER KB, Whcs . SRR
FHA 5 NP 45 TR Mok B G &R
AWSEIMEILESZE, AT T LM EH
FERERIARSCHLE . Smith ZEUSIXHE YR 30 d Y
(33 HUARGE, Bk A 10°-10" CFU/g 1)
LM, Hrb 10 Hppie i AL, HABESRZEE |
Ja&E . MEJLAL A g il TAHIE R LM Bk .
Wolfe %5 Ab F 4T Ui 1 4 SRR B LM
foL, ZBPGITERFD LM (107 CFU/g) Ji,
ARG, AL B BRI IR LA
AR RIER N . 25 EFriR, LM @i &
M AERERIIRIL, HAG ARG S5 TR L
geo WA, NEIREESE T A BT
PRf# LM 3 BLE #1845 . Turco 55 POSL T4 %
FEMIT, MR B SR i A 57 )2 25 4%
B [FFE, Haider 58RI 4lifb i 22 FUH 7%
JRAME ST TR SR R R, XA
TE—E MM T ReE A KB AP R, X
S PR AN BE IR (0 57 )2 25 A B R K AT RE UM W5
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SYPATD RS, X LERER A BALH, EAG
A TR LM AR B AR L AR .
I, TRAIRTE LM I ELAL R AL F g AR X
LM BREE oy E 2

3 LM ERAETREREEDE)A
AL

5250 A FRZE R R LM AR R 25 55 i Ja%
Yefis )L, BREEBRRE AL RN . R FRAN

M EEREHE . GBI BT, BN BRI . B
MAE B 5 B . AR ERIGE,

Food contaminated with LM

BEAAR MR N RRE (AE ORI 5 N ) ) R e 3
WRAG TR, BREFNHE (K 24).
G B R — 2 1L 1) 25 LA 7 )2
40 Bl (syncytiotrophoblast, STB) % #% (K
2B), X S0 i A B ) 2 A% A, A
Fb LR B AT D S G LA A AR Ak
FrAEE ARG R, R G A B B AR A R
HHHL)Z; STB T2 J& AN 2 A0 20 i 4% 57 = At

ENIRW2E, E iR A A4 STBR,
BRI Z Ah, BN R )2 A (extravillus

trophoblast, EVT) J&if Mz 22 1L 3 = 40
ML, AT NGB AR v 128 4= A 22 B A g 5 g B
TIZUE I NS (1 2B)>1, STB Al EVT 4B
LM /g FE bR, KUK —& LM 5k
IR, 3T LM % IR EAEH,

HPek (728 STB, Ffil 1 i & T 40 i 5 28 o
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Figure 1  Vertical transmission of LM.
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5 L6 4 M5 N R A0 B AR LI s
LM {2280 T ft gk B4R EVT Jo HRs 4 #%,
PRI H B DY LB, Johnson 2510
LM 3 I8 s v S Fh TR R N RIA N, R
M LM RARREIF G BB, BESTEN L
rhI%E . Vigliani 1 Bakardjiev*#F 5 KB, 7E
5 EANME N AFETE A9 LM i 5 MR 3 E 78 T i
FAAR L. Wolf P ITE AR AT IR 400 3 4~ H
BAYRTEST LM (107 CFU/g) & SEEHARI
JUEHY, TR 7-13 d NSBURILIET:, XFR
AL TEY T IS, R 0 I 5 g A
KA HA B EAME A (1x10° CFU/g), %
B LM Al 7EX SEZH 215007 25 . Robbins %5
KRR, JER T RS LM E TR, B

TR IR IR, R R IR A, 4R LM 7R
B E A, X LM B,

KB E A LM B2 1 5 Py 4
AL, ORBLM AEE TR . A, (HEGEM
HARNLHIAIAB . M m, EEZ R
TR RS, # BIG 85 BE R () STB M EVT
HMIFELRE . A . BRI E AR
#HA R FEZES, MF EVT Al STB #2& LM 1y
SEFEAV A, AR AT 3 T 3 B AN [R) o 28 1 i 455 4
MORERY, BRF LM e FE A L R | G AE AL
RS, HIERADH XA E40E LM &
ey orFALE, DAL A LM s R4 i ot
JREEEM M Bk, LM 206 5E 5l
Tl e AR R R I M Z—
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Figure 2 LM infection of the placenta. Redrawn according to the reference [2].
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AT HEFPH LM ¥EATE F 400003
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B, InIB) WfEH T 878 Eaitz A, I8k R 6
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LM b2 L ER O (listeriolysin O,
LLO) #¢4R, LM BRI 1 3 40 M S5 ot o

IR, EANEEMREGEM A (actin polymerzing
protein, ActA) JEBUNISERERE, 2 IlshE
HE W RS, AN S 3 e W Esh )1 3f
T ST N B 2 R SR AL R BN AR A, A
Mtz LM JE AL A S e A ) 5 7%

LM Bt AR A B8 5L . ¥ i R L
P 105 s B 38 A Bl 5L A

(myeloproliferative leukemia virus oncogene, mpl).
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Figure 3 LM virulence factors. Redrawn according to the reference [33].
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ActA . InlA, Fl InIB % RAELE LM Jeafk i)
PR A [1] 5 DR A o B 2 7 R 3 ot 2R B 9 7 PR
+ (positive regulatory factor A, prfd) IL[EJE A
— 9 kb KIYEERFE, IFHH prd Fe AR 5T
5 DNA 255408 SR s 2k, Le
Monnier 45 PR 15 50 A 33 0 2 0T AR T
(10° CFU/g., JoBE. I, ANER prd W8
J3 A e O R R 2N EL, 1 h
Jo, MR BEARNET e AR R R , (HRR LT
RPERYY s MR AR 2 LM SRR S50 &
KEH 10° A/ ALE, Bt kAR LR YL
Morrison %P 585 /1 LM (10° CFU/g) # k1T
SPGB, K BRUIG 28 v bk = B2 Y A8
A0 PGB 3= B2 0 i 2, O R B B O BN Y
AU e &, HAEM SN BA B F
(RA>1), XEEHER], JodE S LM nl &gy iz
f, WABRERMGIL; MARS LM ZFrLIGE
Z MR RIRG R, 5 HE T A E S A AT
43, RIEA DERTY LM SR8 FH
e . BRI SR S LM &G iR
FHEFEA I HF FE2E LLO. InlA,
InIB. InlP il ActA**,
4.1 InlA F0 InlB

InlA F1 InlB 75 LM % ffH 42 2% A fa 3 40 i
HRPREEREZEEAY. LM RS 25 4
FIEW A, LR —HE & o a MR E A X
(leucine-rich repeat, LRR), N i & A {55 A9
FAEPY, T InlA Al InlB HAT Z A R0
TN TR Wt BB R R 5, InlA 7]
i C i LPXTG HF LM i T LM 4 fu e
FREEBE b, 15 InlA ByME—3Z 4R T8 341 iR 1A
i E-#5KG 55 1 (E-cadherin) 454, 1CiF40 4
TE LA ST AL (A TR % AR 3 e R AR
W, WEIRTE EAU)PY. WF5X R, E-cadherin
FIAILSh 2 1 40 B 28 2 ) Y AR AR E PO

: 010-64807509

Lecuit 45 P/ F R b 52 50 fff ] — & 91 3% ik
E-cadherin 284 (538 7% YL 41 M & - A B5E B Mh
AN (BeWo) HIA AR T 5% 40 i 15 R W
(primary cultures of trophoblasts, PHTs) #£%%
E-cadherin HY5M 2 454935 5 L gh 8 FUAH B AE
e R At InlA /v 519 LM KR LR A, &5
P E-cadherin-catenin & & ¥)HE 5 WL sh & A
200 6 AR DG HRARE InlA A5 LM #EATE
M. FERIK E-FS R A SR R g b,
TR Z S8R B A0 L N A AR SRR B-IE R 1A S
ZERY, InlA A5 LM B bR AR R R,

InIB 7£ LM J&Ye th i R 55 FEAE AP InlA
I BN AR T BE R L DL BE 3- B
(phosphoinositide 3-kinase, PI3-K) % fk, {H
PI3-K NAEH F#E; 1M InlB GEHECE PI3-K i
HE A RAFME I LM B 5 R

Gessain ZEPHAS T LM % BeWo 4iifits . A% i
LS174T 0 LA K/ BUR S R G, R
B BERER I PI3-K 54, W InIB B A5
InlA A5 LM 5 WigiE Fe e A, G35 B
BEA R PI3-K Gk, InlA 75 ZKHi InlB #%
i PI3-K P8l LM {22815 4%, X4 InlA Al InlB
XF LM 15 E R ARIREE T TR, IfER
T InIB %f InlA /% LM AR R CHEVE R

InIB 132 (AN BE— , (035 1iF 3 2 10 W i 3R b
(glycosaminoglycan, GAG). T 4iffiA: [N ¥z
& (hepatocyte growth factor, HGF). &% R
B2 A c-Met LK AMARS; Clq 34K (gCIqR)
2101 TnlB 4 N 3% LRR 254 FF0E c-Met, 1l
InIB 9 C %5 3 FH %M (glycine, G) ML
(tryptophan, T) & [X 55 4 1 2 it B (1) Big % iR
RAEFAE AR M b A B AE LM 4 SR
Hi, B) C3al/A5 InIB 5 LM &,

InIB " {E N —MZIHRER IR AR, B 5
c-Met A0 H.AE FHI#E STB 4 i+ i PI3-K fiff LM
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PEA STB 4, 15 B o ULsh & 11 28
FHHEPY, LM # A STB 754 InlB % PI3-K,
M EVT fiE£i55 InlA Fl InlB ZAHM KK
E-cadherin F1 c-Met!"*!, #ik InlA F1 InIB %} LM &
56 STB M EVT, ¥kl &4 s 2/EH .

KEMFFUESE, InlA 5 InlB J2& LM &Y iH
Ak 2ok AR T S 200 ARG B O 2 AT 3 4 ) T
2 S FB284 0 Lecuit Z8B7H] I E 8 RS
MR 2 H AR AT 1) PHTs K A= 78 LM DL InlA
BRLEA AL LM XF PHTs FORHE FINALRE ST, & B
Ik InlA B A= U B R ) B2 RN AL RE D) BH S5
wr BeAh, DR E R IG B S IR % iR T
A H LM B PR L InlA S FE R LM 45 3 R 58748
i, ZERRI, B4R LM XA SN B AME
Bt R 2B VE R B, T s 8 AR (AR 1 S AR A
R R BURG SAER A . DL REE LR, InlA
& LM B ARG F R EENFE NN T
Bakardjiev %" HES2 T InlA 76 LM /&Y% PHTSs
1 BeWo AN s 2iE, SR, 7EhPpny
H InlA 78 iR 25 H 26 BFE RN 42 28 10 A F B A7 e
W, MZ/NERFIREIE 7 ik E-cadherin %[
INEH InlA A5 LM RABRESERAN R
Phelps 2P FHBF2E R LLO BFE . InlA BRFEEL
InlB HFE 1 LM (10° CFU/g) 7E 37 “C 21T %
Y BeWo 4fig 30 min, & InlA 1 LLO AYEE
HEAEEE T LM X R4l iR 2830, M
KWELF] B /- FH) LM X BeWo 40 it it 1=
72, ML R T RERA A RS A IniB
e LM 2 A, InlB (FEKFHE T InlB 4
S0y LM NARVEAT, BI InlB ik HE LM &7
FERE SRR . HIDEHFFE R, InlA A IniB
I EARR 02 LM aEEIRBREE, (X
InlA 1 InlB PMERE ST i ASBIEA , HED ] 6E M T
InlA Al InIB &b FAHFEI A EI T, e &N
IR F U R T, SRR AR AR T
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InlA Al InlB {2 2&R/E 77 .

bRk, XSR5SR T InlA i InlB /R
o ) PR 19 E B L) InlA F InlB A77E 1 B
FIYERT, {HA ¢ InlA 1 InlB #H B4R A HLEE
AiE4E, [FEE, T InlA F InlB & %A R 15 &
Yif, Z5GARRIMZREN, WHERE nlA
1 InlB 5 Jif 85 I UL AH DG i 32 4 I 2 AR 255 1
DA A RORSE . I EIRSCET AT, InlA fB5
HAbBEVER F a0 LLO AECAA/EH , (HAEANL T
LN RGHUENT InlA . InIB 5 H A #E
Z [E] B IRl
4.2 LLO

LLO J& LM 5 #if 5t b B o+ g it JLid &
HOAS AT B Y B 2 —), LLO Hi 529 45k
BB, BN SGA 25 MRERGSFHY.
LLO H hly N, 52 prfd4 LR, ZH
fi] P A0 6T TR 2 B 775 i 3= (cholesterol-dependent
cytolysins, CDCs) ZWEHi)— G, HEE 24
W fLEE K (pore-forming toxin, PFT) Hliz K
IR E ), LLO R H M s — IR
ROR A B R A P S Ao, At CDC
B BLER R AR A MR A=A, Schnupf %138
TER A hly BRI G S A%TEIR P 918 LLO £
T3 MZAT IR, RIS LLO MR IR
J7 91 /INAR A R) AR Ab R 25 el A8 2 1 BT 7 4
FECLLO B4R ae ok . 5 1 R fnad B = A
Le Monnier Z5B i i LLO Sl fE A LM 28 25 {4 &K
e ZE KR, &P LLO SRR 7Y 2848 (AR Bk i
PR Al P A AR X dak, I HANBEAE L IR)2
ML AR IR ARG L. Phelps g
FUM LSS R, F LLO B A LM &Y /N
GRLIESRZ A, REE LM JCHE B HUIG 45 5F
NGl FREE RN LLO & LM & iR 4%
RS E 2R I+

LLO KA B 5 HoAh PET S5 AHL,
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G T 43 1 H A KU I R R AR B TS AL S
RE 55 1 3= 20 L R 25 A4 1) JIEL T e 2, IR
TETE F AR ML S E RN 25-40 nm /)
BEZE L™, Czuczman 2514 7R I e 1 L0
BBz, difEsh LM 230U LLO 23 28 2 1 41 il
JERE . Myers S5 C5R FTE 41 (5 4% AR & B
PR 1 R P LLO 7E A WEAR B Y15 5 T T8 BT
Z/PHREZE L. LM ARG ERRIE 32 3] LLO 1
PERSZ I, 6= LLO WEMERT, 2= I RE i /)y B
BRI 20 B Y RE D R0 T S A RUEY. LLO
TEPE, 323040 M N PR DL Z A E 5 BRI .
WLLO T 55 K (signal sequence, Sec) 47ih
ARG E T SecD. SecF LI M & BvEE ™
AR PrsA2S BOYERE RIS, EAIXS
LLO /31y LM 25 81 32 240 O B 245 40 A 1 AR
AW LLO 332 B A 415 5 KBS (signal
peptidase Z, SipZ) MM, SipZ K6k 50
LLO M40, it LM 28 8 3 240 i RS 45 4 11 R
RN, HAh, LLO WG M2 2 &4 ig iRk
(5, 7€ pHAE A 5.5 8F, LLO WGP, X
A BB R A A I 20 L (Y R A2 LLO 15 Ak iy b 22
MY, Koster LB LLO fMEAE P 1 pH
A2, AR AR IR AR IR ES . LLO RIS
P LA PR, Myers S5 FO5R VA PR
HLMA] (reactive oxygen species, ROS) Fli% 4 A
L (reactive nitrogen species, RNS) Ab #
LLO, A3 LLO 4R TG BR ] T HAE A ik
HETEPESZ I T LM DA A A R

LLO & LM gL id 7 v e S B Y 2 22 [
F, = LLO Y 40 T 58 48 PR VR0 206 18 1 40 T
Sy 2 R EE , S34h, LLO I 3k 2 5
LM B35 DL s A sz m™, LLO %Kik
RAFENEXT LM kiR AFfER2 R, LLO Kk
BAHIE,, LM R 1E 5 40 ) BE )t B =
ik, fR3Ri5# LLO 1Y LM 2878 R bk A BE Bk iR 4%
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Wik, LLO BZesh LLO k5 b i fA b 3
T, LM MW b i ki sz 280, Joikit
Frod Ay 29 LLO Mfa E M2 800 1 E A
B R SR, T R M LM R R RE
Schnupf VG AR BT AR LM JEdbfE], o
BT TE A RGO, 1S LM 244 1E A
MiBE I BEA . 7 LM Bt #2H, LLO fEME
AN SRS, PRI LLO MR 28B4 5%
Wi A AN, FEANMIAM B L A AR P R 4R i
JREEIREE R, LLO B AT A& 5 — e EH IRk,
fefl LM s B4, Li FU% 8 LLO
(R o T RA A LM kst , FAAIG 40 T 1 2L
Wtk . LLO WI/ERN—FH T4+, X/NRETF
TESF AL LLO, LLO 5|5 % 4 M 1 38 5z i Al
e BRI E 4T, LLO E—Fh A
BES 0, 24052 3335 LLO P4 B I
s SNSRI LLO B, M FL s A & 51 &
Z R M G SN, AN . MM EL AR . T
21 6 TR 2 R 200 e 9 T A R AR M A IR L
%[43,47]O

H Aif X LLO 75 1a 3= 41 v (9 25 04 oy
FHLH, CaMRMENEAN, HEFXLLOM
WA, WAl A g IR PRk E ., &
EME L WEE L TE 28 1 LA R A0 M P IR X
LM YL py52m . HETAOC LLO MR 2804
H T LLO Q0] fif LM Bl JR 75 I 1A 5 I 7 e
Pk % A R AL, R F G S ai i sl 21
gl KRAPNTRA RGBT LLO £ LM (R 28
JafE Ve, DL LLO 5 Hfth 35 1 R+ 194
HPMREER
4.3 ActA

ActA J2: LM f5e 5 IR AL fe i 28 19 2 11 X
FZ =1 ActA JE—Fh & 640 DR IEER I 5
JEEE T, & LM RIAENENAR, ERElT
M LhE A R EHERADY, ActA
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o B e E 4E A E & 1 (Wiscott-Aldrich
syndrome protein, WASP) 45+ Arp2/3 JL8h &
A S5 W0 RS B 20 T SR T, RO Bh B R
&, RELM NshEAERGIER . BT
SIE AN, EE AR ActA FHEERE LM HE
R LR I, S AN R] AT UL R 1 sk
ActA TR Fa g R, B Lsh & A
HEMHES) LM 4N sh e ke, 4k
F14) 200 A e [ B Ao B OBUBBE 25 900, BB LML 4
i A IF IS E ARG EEY, (2 LM
ETMshERr Iz, ey sormaE £4
ZUNAGHEDY ZEIKRUR/ N B LM R
STB JEAKHi ActA TEAIAEMEY HOUF LM LM 25
R &4 5 EC Y, Le Monnier 550 f# A Actd 3&
PR LM R EG R N, bR e —
FREEPE D 55 10 28 2t AN BB 3R B L 3h &R B JFAE 41
JEL T A% 1, 4 2R 2 s iR LAY a2 e BIR ) A A
B FE/NEBERI T ActA i LM %1t EVT Ml
STB, J#1E STB ARG LE, KU ActA
AR HOT LM iR LI A &
FAEMPY, Bakardjiev 451" 1 8 37 4T UR K R
YRR, TR T A FRIK ActA By LM B K5
HPAETY LM, KBIAKIE ActA 1 LM Rk
FLEFA R LM PFERRAK 1 000 %, FEIRYL
L BPA RN LM 7RG R K U 2 40 ) A4
RHOREER, UERT ActA fEdE T LM 7E1E 3 41 il a)
54 . Koster F R BUMBR Actd FE [ LM Xt
Fofth 4 b bR AR . NG5 B 4 L R (human
colon adenocarcinoma cell line, Caco-2). & i
MM 2 (Henrietta Lacks, HeLa), K'& I f&Zi%E
LM R (Mdck cell lines, Mdck)FI3E M &% 4%
B (vero) MIRZETIWEFEIL (GX 174 1%).
UEAh, IEHARESE KRBT, LM @il ActA THe4iiE
SRR, SEZRA 22 53 BT AE AT 2253 2L 11
FREEmpa], #EM X vl RE 25 ActA SKX 8 1E T2 41 iy
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PSRN TR S S

HETACHI ST 2, ActA 78 LM & i 4% 3%
BAERE L AR PR RS AT BB AR . (R X
ActA 45 LM BGRB8 40 F-HLH 5 A A R o8
M, e ActA A AN M T EC AR AL
ActA 5 HAhEE I F A ERRE DL ActA 4 i
SNIIRESE . BAR, ActA TURHIERI AT IR EY LM
FHumE EAM R, (R TIE 202t R
HHEMT LM R AfE E4HE . KA 2250245
15 EA K B AT R B E . ActA TE SR
232k LM Ay R RIE F AN B, ActA AR iy 22
BT N RG S ARy HAE 2
4.4 InlP

InlP & —FhErfag LM 27, 2R f
LM it 45 EL A e it o 1) M 1 B 0 Y,
InlP AR EARGH A SIBEN, LA
KR SR IRZER , RS AEE Ca 45 A0 M R
LRR ZEFIfil— 443 N w5551, 5
JHE o ARERIRTE L /NI FR I R ek
YA, InlP FERRELERY LN S, InlP 1)
BG4 LM FE TS S 40 A P 0 AR K R 2
S LM {RZ2 IR £ eR P Faralla 2615 i
TE V2 IR BRI /IS BR b (o 2% JBE 14 A InlP,
A B InlP T LM XK BRI/ B 20 1 e 42
Zefwim, it HAb RS E R AR /N I ELf
AZRIK InlP 1) LM JE&YYNRUG, B3 LM 228
GILIBE F1U8 55 . InlP Y FEAVEIK AL RS
IR FE A (afadin), InlP-afadin AHH 1
ATDEE LM SRR VR R, R b 58 i 4
AR, 76 InlP BCAYZAEIRE RS,
FHARE 5 220 L8l 28 11 AH B4R R R 2R r e
A, TS U AR FA S I LM 228 R 407,

i, XEEWFsE R, InlP IR RZ
e ARG ILEE T V] e kR FE R 2R, (HAH
Pl R F, InlP WFaEME . Rk, W&
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PE . InlP-afadin & G40 /E HTAIL R S8 AH G5
el =, T — 2T 2 MR ARG

Ak FiAXE LM R B A AR5 R
W, mTARREEANRZ, SERAD
LM F 7 A P AF R — 2 R
iR, HET, EHRZHPEI TR LM
MR ELAR RN, BR T shPeal, ANABEsE
BET AN MR B0 20 R L At FH Y BeWo
MR, KRR g, HEEH
Z— 2 5t AR 1 AR R 3 0B R R TR
BeWo A AARIZAG & T A AN, RE
BeWo 4 fifg 45 ) 5 H 5) 38658, (H i T ixX 2L
B BT AR, 5 RIE R iR
FTAMEAHL, EUFRZ G M STB 40 i 178
AFITEE . E-cadherin 433K LUK 7 i 5 B i
J5 25375 3 AR AT HEAFTETE 2 22 5 0 BRILZ
Ab, BT — A AR AR MERS B T ARG £
BARGEE, WEBRRE . RN BRI LI IR 3505
H B B8 A sk 7 LM 5 AR
(& o 2 AL ST T AR IR B0 A
B, TEIXSCARSMER P i ] T NG S A0 A A BEA
M iR LIFET 48 N B A A S G LI, LS
ARy b Tl B R, A BEBR— 2 2R R SRS T S
Wi AL R R D RE . 25, WA ADIISR
BRGNS N B AR ZERCDIIE ST |
PR ARSI S AR HGE D S AR
W EEENRE AR DT LM 3 1A, AlRE
EE IR R R LR SN -y
4.5 LM 83X B RAE K& M

LM @2, nl S 8o0E 7 A RAE R
JW.. LM A7 AIM2 (absent in melanoma 2) .

NLRC4 (NLR family, CARD domain containing
4) HINLRP3 (nucleotide-binding domain leucine-

rich Repeat 3) FRGE/MEMAL, AT
TEIE R M= R & I caspase-1, DI ETEL

: 010-64807509

(e R 0 S (Vi = | R P T
(interleukin-1B, IL-1B) Al [ 40 i /> & 6
(interleukin-6, 1L-6) &) F1 430 slo . X
2P, ke B S SR B A AR KA
Fo 7E LM B R, B S 8UR bk
Kz . STB B1b, I 7™ A4 A 56 RAE X
N, BESWSSRLE . STB 1E R MR TEPE 4 5 i
OB i IL-1B ., MG iR LM & 4
Cérbulo-Vazquez 5P 4b F 4 Ik v W]\ 28 i
BB EE, I LM RS E 24 h,
A R s AT e T 9 FhA e, R
M2 AR & IL-18, IL-1B Huxd A
- FIRE 20 %5, IL-18 MBS RERS 1L E LM
PR YL . LM R Y iR 4 o0 B WO b I T
CXCL9 F=4: 4AEJ N, Chaturvedi Z5P8V%
LM 8 if 45 = A JRORE S0 A2 Hh B I 41 i A R
i H PR A L AR i AR TR CXCLY 5k
f), #ALRF CXCLY 7= Az () 9 HE SN T
HRRG AR, L 2 W 20 Y RN 4 A H P ks 4
FL B 4 S T 40 = T ) 0 5 b ot i L 2R R
R 20

PR R, LM 7E Y R 5 L 72
SRS AR RRE RN, B RIEA
IR ) 248 L DR 43 0 A A R sl ) LM R i
£, A BT RS R R OG0 SERE KU

5 REER#E

g brd, % LM RER ST . &
BLAEREHLER L & LM i — 250 35 g IR X 2R
Jif B AR LB I AE AL oy B2, ARk
o FEh, InlA M InlB 4> 95 % m s k
E-cadherin Fll c-Met #H HAEH], i LM JEATE
T4, HEAT LM 403 LLO YR IR, 72
VF LM R B M . ActA B s ENLsh &
PRGOS HE iz 2, Fe i/ 40 il i 9

X: cjb@im.ac.cn



2150 ISSN 1000-3061 CN 11-1998/Q =4 T #2244  Chin J Biotech

InlP {2 LM A% A AEF o

AR, BEARXT LM R TR £,
A2 LM =M A C 8 ) [N 6k = R Gt
I¥o WNTE B ARG o0 T HLH v AR, (HI% R
RIA 3 3 S S R R ) (R P Bl A
ARG A1 AR LR R A% 4 o R g e s
W, LM 258 G 5 B A F 57 36 B A SeHL
AR BEAEHEE AL LM fE4E A2, XU LM
SEFE I ELRML s 5 DL R G B AR A
FEESE; Beda, LR EE TR IR DL T Re
D5 T A7 4, JUHE InlA A0 IniB 7EZG M 517
FEUEFR AT T AAAE SR InlB KA
LM {278 EVT il STB i A4 A AT ; LLO #k
LG 7 AR, HE TR A2
12 AT ATE2E 3 ActA LUK InlP (2285 £ HL1H]
WFoTael, NE LR EIETEOR . 4,
HFF A NI T IR A M KB, A A bk
) LM A A —2, Hith s
A3 B AN T A VR A 35 £ VR R R TR Y LML 1
MR T THE LM &6 S8 i A v iy 1
M. BHRETET SR SR W m, BH
WF: (1) Bf RN AR R R, T 7E VR4 49 1)
MR EEIREE A T 274k, I LA ik — A5
7% LM R 28 IR 8 B A B RIUE I 25 (2)
InlA BEREIK A LLO $& 5 LM A {218 3 4 i A %
R, ARG A ) R R AR SR
FRAZ i LM AAR DL B2 A A AT A5 T R 52 )
LM Af2; (3) BT ImASKIER R, 4P HAR G R
1R DL Rk A 7 25 R P8 ot EVT Fil STB
MIRZRRCR ;. (4) WGP i) EA KGR
J2 20 AR AR A BT 5| 2 19 A 56 9 i S5 I K HLATL
fil; (5) FEFH A IEM ARSI BAERL, o
HRGHIE LM B 1 R T AH AR FABLE]
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