#3245 HH6H] sl Vol. 32, No. 6
202046 H Chinese Bulletin of Life Sciences Jun., 2020

DOI: 10.13376/j.cbls/2020076
TEHE: 1004-0374(2020)06-0614-07

B IR H T B R R BT YR R B I 5 i R

FxH, g, xldw, FwrT, FIR KMHMH, FRE

(LWL R AR R 0, fR5E 071001 2 bR A dn Bl 508, fitE 071001)

i E . RIEEWRE R (Listeria monocytogenes, LM) #& — P 7E H SR T V2 AFTE (M & PR PR NS5 20 i
UEUREN N B R YL 5 £ S U IR . BFR SR, LM KRGS S MR IR RA A, EHH T (N
hE A, ZHRHEHBELE O, UEIEARSEA. P EEZ) MIERT, BRI EREBIEINGREMIR,
B o ARG AN Bk B A I 7R E A B KB R, @G LB A YR L s fErk AR
LM 753 1A Sh 40 B8 1 BEBR T TH 40 R -1 232 38 7K S 0 o528 R0 i 2 200 P 46 1 A PR s 5 B0 T R R R
OO A 1) R A o e ek R AT SRR R

FKHEIR) : PRIEARIRE B o BRORCIN s AHPRIE T AR . Rk

FESES : R155.3 HRFRERS : A

Research progress on pregnancy failure induced
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Abstract: Listeria monocytogenes (LM), an important foodborne zoonotic pathogen, is widely found in nature.
When pregnant women and animals were infected, LM can induce pregnancy failure. Research reveals LM can
arrive at the placenta with blood circulation in the organism. With the help of its virulence factors such as internalin
A, Listeriolysin O, actin polymerzing protein and InlP protein, LM first targets extravillous trophoblast cells and
subsequently disseminates syncytiotrophoblast cells or villious cytotrophoblast cells. Then it crosses the villous
stroma to fetal capillaries and infects the fetus. Placental apoptosis, the changes of cytokines at maternal-fetal
interface and the activation of placental cell inflammasomes play important roles in LM pregnancy failure. In this
review, the above-mentioned issues were discussed based on the recent research progress.
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