
Infections 
materno-fœtales 2022

Clémence BEAURUELLE
Caroline CHARLIER Paris U Paris Cité, CNR Listeria, Hôpital Cochin Port Royal



Cas clinique #1

ANAES 2002

• Une femme de 36 ans, d’origine brésilienne, 
arrive de Guyane à 35 SA pour une grossesse 
non suivie. Elle est hospitalisée en Obstétrique 
pour des contractions avec un col court 12mm 
ouvert à un doigt. Pas de fièvre. Examen 
clinique par ailleurs normal.

• La MAP évolue favorablement, et les 
sérologies sont prélevées.



Cas clinique #1

• Sérologie Syphilis 
– TTPA (Test tréponémique) :1256 U
– Test non tréponémique : 8 U

àComment l’interprétez vous?
A. Infection syphilitique débutante
B. Cicatrice sérologique d’une infection guérie
C. Infection syphilitique latente tardive non traitée
D. Réaction croisée avec une leptospirose guyanaise
E. Fausse double positivité sérologique (grossesse)
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Cas clinique #1

TNT peut être retardé 
par rapport au TT

TT + à vie CICATRICE
TNT baisse dans latence
TNT monte si réinfection

Pas de différence infection
Tréponème vénérien
Tréponème non vénérien

Faux doubles positifs 
sont exceptionnels++++

TNT pas spécifique de Treponema
TT pas spécifique de T. pallidum



Cas clinique #1

àConduite à tenir ? 

Sérologie de contrôle  OUI/NON? DELAI SI OUI?

TRAITEMENT OUI/NON? DELAI SI OUI?



Cas clinique #1

àConduite à tenir ? 

Sérologie de contrôle immédiate
àDifférencier infection ultra précoce / latente tardive

Traitement immédiat
àIM 2.4M Benzathine pénicilline
à à renouveler selon stade de l’infection



Syphilis : la pire infection materno fœtale avec Listériose

• 80% issues défavorables de grossesse
– Fausses couches 40%
– Prématurité
– Infection congénitale qui est retardée > 2ans 2/3 cas

mothers with syphilis are treated early in pregnancy the
disease is almost entirely preventable.42

Spirochetes can cross the placenta and infect the fetus
from about 14 weeks’ gestation, with the risk of fetal infec-
tion increasing with gestational age.43 During the first
4 years after acquiring syphilis, an untreated pregnant
woman has about a 70% chance of transmitting the infec-
tion to her fetus. About 40% of pregnancies in women
with untreated early syphilis end in perinatal death.34 If
the fetus is infected, around 35% are born alive with con-
genital syphilis many of whom will not have specific signs
of infection, but have low birthweight.44 The most common
cause of fetal death is placental infection associated with
decreasing blood flow to the fetus, although direct fetal in-
fection also plays a role.45,46

About two-thirds of liveborn neonates with congenital
syphilis are asymptomatic at birth.42 Clinical manifesta-
tions after birth are arbitrarily divided into early congenital
syphilis at 2 years of age and less and late congenital syph-
ilis in older children.

The earliest sign that a baby is infected with syphilis is
often a nasal discharge (snuffles: see Fig. 1) that occurs
1e2 weeks before the onset of a maculopapular rash.47

Treponemes abound in the discharge, providing a definitive
means of diagnosis. Other early stigmata include the macu-
lopapular rash, hepatosplenomegaly and jaundice.

The stigmata of late congenital syphilis have been
described for many decades48 and include: Hutchinson’s
triad (blunted upper incisors, interstitial keratitis and
eighth nerve deafness), saddle nose, a defect in the hard
palate and rhagades.

Laboratory confirmation of a diagnosis
of syphilis

Unlike most other common bacterial infections, T. pallidum
cannot be cultured sufficiently quickly or cheaply to assist
diagnosis.1 Treponema pallidum is very difficult to visualise
using light microscopy and requires darkfield microscopy.
Consequently serological testing remains the mainstay of
syphilis screening and diagnosis.5

There are two main types of serological tests for syphilis:
the non-treponemal and the treponemal tests.40 The two
commonly used non-treponemal tests are the Venereal
Disease Research Laboratory (VDRL) and the Rapid Plasma
Reagin (RPR) tests. Both are relatively inexpensive (US$0.50
per test), easy to perform and sensitive, making them
useful as screening tests, but they need a basic laboratory.
Non-treponemal tests such as the fluorescent-treponemal
antibody-absorbed test (FTA-ABS), the T. pallidum particle-
agglutination (TPPA) test, the microhaemagglutination test
for antibodies to T. pallidum (MHA-TP), the T. pallidum
haemagglutination assay test (TPHA) and enzyme immunoas-
says (EIAs) are more expensive (US$0.75 to 3.00 per test) and
require an intermediate or referral laboratory.49 A further
disadvantage of non-treponemal tests is that false positives
can be caused by acute viral infections such as hepatitis
and measles, as well as by auto-immune conditions.2

Serodiagnosis of an infant born to a mother who has
a reactive treponemal test is not recommended because of
passive transfer of IgG antibodies through the placenta.
Maternal IgM antibodies do not cross the placenta and
detection of IgM in the infant indicates active infection.
However measurements of fetal IgM using the FTA-ABS test
have a high false positive rate. Newer diagnostic tests
including polymerase chain reaction (PCR) and immuno-
blotting have higher sensitivity but results must be inter-
preted with caution.49

The particular laboratory maternal screening strategy
used varies with either a non-treponemal or a treponemal
test alone, or both in combination, being used.50

Diagnosis of babies born with congenital syphilis poses
significant challenges for the clinician and, given the
previously low rates of congenital syphilis in Europe and
North America, clinicians may currently be unfamiliar with
its diagnosis and management.51 As most infants are asymp-
tomatic at birth47 and there is no clinically useful diagnostic
gold standard, the clinician must essentially rely on the
maternal case management history to determine whether
treatment is indicated in the asymptomatic infant.51,52

It is also difficult to determine whether a baby has
congenital syphilis in a mother with reactive serology who
has no history of infection or documentation of treatment
or previous serology results. In such situations, T. pallidum
IgM tests performed on mothers with reactive RPRs at deliv-
ery are useful for identifying mothers at higher risk of
having babies with congenital syphilis.53

Figure 1 The face of a newborn infant displaying pathologi-
cal morphology indicative of ‘congenital syphilis’.

200 G.J.A. Walker, D.G. Walker



Syphilis : le plus vite le mieux

• Transmission mère/enfant 3 paramètres

– Anténatale à partir de 16SA et ACCOUCHEMENT

– Infections précoce = spirochétémie > tardive

– Traitement maternel idéalement terminé à 16SA et 
minimum 1 mois avant accouchement

à Transmission passe de 75% à 19%

Stage Rate of transmission

Primary/ Secondary (early) 60-100%

Early latent 40%

Late latent 8-10%

Harter AJOG 1976
Fiumara

Clin Obstet Gynecol1975

Carles JGOBR 2008 



Cas clinique #1

àLe pédiatre vous demande quelles sont les modalités 
d’évaluation de l’enfant à la naissance?



Cas clinique #1

àLe pédiatre vous demande quelles sont les modalités 
d’évaluation de l’enfant à la naissance?

1. Clinique : rhinorrhée/ sepsis/ SNC/RCIU
2. Sérum couplé mère/enfant (pas sang cordon)
3. (1 cotylédon à CNR pour PCR)

Situation à risque maximal de transmission
Situation à risque nul
Situation à risque minimal



RISQUE MAX NUL MINIMAL
Clin Signes cliniques Examen normal Examen normal

Traitement mat AUCUN OU
MAUVAIS OU
< 1mois avant acc

Complet < 16 SA COMPLET 
> 1 MOIS

TNT BB + - +

TNT BB/maman >4 O <4

IgM BB + - -

PCR BB + - -

CAT Rx/PL/bio
PENI G 10-14j
150.000U/kg/j

RIEN 1 IM Extencilline
50.000 U/kg 1 fois 

Surveillance Séro 2 ans RIEN OUI



Cas clinique #2

ANAES 2002

• 30 septembre 2022
• Nolwenn, 30 ans, sans antécédent G1P0 24 SA 

consulte aux urgences du service d’obstétrique de 
Morlaix pour fièvre 38°4 avec quelques douleurs 
articulaires. L’examen clinique est pauvre. 

• Les mouvements actifs fœtaux sont perçus. 
• Pas de contraction, pas de mise en travail. 
• TA 10/6 FC 90/min, température 38°5. 
• La bandelette urinaire est négative. 



Cas clinique #2

àL’interne d’obstétrique a prélevé un ECBU et une 
hémoculture, et demande s’il doit débuter un 
traitement antibiotique?

A. Oui
B. Non
C. Ne se prononce pas : -)



Cas clinique #2 traitement préemptif de Listériose

àLa fièvre est fréquente pendant la grossesse
àLa fièvre nue est rare! et évocatrice

àListériose
àInfection virale (TORCH? Ou autre): CMV/B19
àPrimo infection toxo

Pas d’adénopathie
Pas d’éruption
Pas de signe ORL/respiratoire



Cas clinique #2 traitement préemptif de Listériose

àLa fièvre est fréquente pendant la grossesse
àLa fièvre nue est rare! et évocatrice
àLa listériose est grave

à25% pertes fœtales
à45% prématurité
à6/7 enfants nés vivants sont infectés

Pas tératogène

àLe traitement maternel réduit la sévérité NN
àOR 0.06 prélèvement central positif Charlier LID 2017

Charlier CID 2022



Cas clinique #2 traitement préemptif de Listériose

àLa fièvre est fréquente pendant la grossesse
àLa fièvre nue est rare! et évocatrice
àLa listériose est grave
àLe traitement maternel réduit la sévérité NN

àOR 0.06 prélèvement central positif

àTraitement préemptif amoxicilline
> 3 g/j > 5 jours Charlier LID 2017

Charlier CID 2022
Charlier CMI 2012



Cas clinique #2

ANAES 2002

• Nolwenn, 30 ans, sans antécédent G1P0 24 SA 
Fièvre nue.

• L’évolution est favorable sous amoxicilline. 
• Apyrexie, poursuite de la grossesse. 
• Hémoculture négative, ECBU stérile. 

Prélèvement vaginal négatif. 
• Poursuivons nous l’amoxicilline?
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Results
Of the 1063 cases notified to the NRCL between 
November 2009 and July 2013 [A: exact dates?], 
869 patients gave informed consent, of which 818 (94%) 
were included in the study (appendix [A: please send us 
an editable version of figure S1 separately as this will need 
to be included as figure 1 in the main paper. Please also 
delete figure S1 from the appendix, and resend a pdf of 
the revised appendix to us]): 427 patients with bacteraemia, 
252 patients with neurolisteriosis, 107 patients with 
maternal–neonatal infection, and 32 patients [A: these 32 
are not described in table 1, correct?]with other forms 
(table 1). Follow-up was available for 99% of patients 
(median follow-up period 5 months [IQR 3–10]). 
Comparison between cases included and not included is 
shown in the appendix (p 10).

35 (33%) of 107 women with maternal–neonatal 
listeriosis were born in Maghreb or sub-Saharan Africa, 
three times more than the general pregnant population 
in France in 2010 according to national records 

(88 000 [11%] of 832 000 women, p<0·001 [A: provide 
exact p unless p<0.0001]).13

Mothers of neonates with late-onset listeriosis (six of 
107) had normal examination throughout pregnancy 
and delivery, but all others reported symptoms (101 of 
107 [A: number change OK?]). The most frequent 
presentations at admission were fever with obstetrical 
signs (contractions, labour, or abnormal fetal heart rate; 
62 [62%] of 101 cases) and fetal loss (21 [21%] of 101 cases; 
figure 1A, table 1).

Placenta and newborn gastric fluid were the most 
sensitive samples for microbiological diagnosis (positive 
in 50 [78%] of 64 placenta samples and 52 [78%] of 
67 gastric fluid samples), whereas maternal blood 
cultures were positive in 47 [55%] of 85 samples 
(figure 1B). Combination of maternal blood and placenta 
cultures allowed the identification of L monocytogenes in 
39 (98%) of 40 cases with maternal, placenta, and infant 
samples cultured (figure 1C) [A: it is unclear what is 
meant here, please clarify]. Hypovirulent L monocytogenes 
clones (CC9 and CC121) were never isolated, whereas 
hypervirulent clones (CC1, CC2, CC4, and CC6) were 
identified in 70 (66%) of 106 cases (appendix, p XX).14 No 
strain with internalin (InlA) truncation was found, in 
agreement with the key contribution of this virulence 
factor in maternal–neonatal listeriosis.15

All pregnant women [A: ‘pregnant women’ ok? Check 
terminology throughout ] with maternal listeriosis [A: 
OK?] recovered including ten (9%) of 107 who did 
not receive antimicrobials (table 2). Severe sepsis, 
neurolisteriosis, or death was not recorded in infected 
mothers (table 2) [A: where is this shown in table 2?], but 
only five (5%) of 107 had uneventful delivery and post-
partum [A: please finish the sentence] (appendix, p XX). 
26 (24%) of 107 mothers experienced fetal loss, 48 (45%) 
of 107 premature delivery, and 22 (21%) of 107 had 
delivery with fever or meconium fluid or abnormal fetal 
heart rate indicative of acute fetal distress [A: edits OK? 
We do use ‘and/or’]. 40 (40%) of 101 mothers had 
caesarean sections. Among 48 prematurely born infants, 
20 (42%) were born earlier than 32 weeks of gestation, 
21 (44%) between 32 and 34 weeks of gestation, and 
seven (15%) between 34 and 36 weeks of gestation. 
Six neonates developed late-onset listeriosis 7–17 days 
after uneventful pregnancy and delivery. Of 107 maternal–
neonatal cases, 89 (83%) had major adverse outcomes: 
fetal death, very high prematurity (<32 weeks of 
gestation), or early or late onset disease. Fetal losses 
occurred before admission to hospital [A: OK?] (21 of 26) 
or within 2 days after admission (five of 26). The term of 
pregnancy at the time of maternal listeriosis was crucial 
for fetal outcome, and multivariable analysis did not 
reveal other parameters associated with fetal loss, 
including maternal geographical origin, clinical features, 
and blood culture results (appendix p 24). Any benefit of 
amoxicillin-based therapy could not be demonstrated 
because of the low number of untreated mothers [A: 

Figure 1: Clinical and biological presentation of maternal–neonatal listeriosis
(A) Pattern of maternal and obstetrical symptoms for maternal–neonatal forms at admission. *Mothers of the 
six neonates with late onset disease had no symptoms and are not included in this panel; mean term at the 
diagnosis [A: edit OK?] of listeriosis was 30 (SD 8) weeks of gestation. (B) Frequency of positive samples among 
the 107 maternal–neonatal cases. †Other samples included samples of various organs collected at autopsy. (C) 
Distribution of culture-positive samples in the 40 maternal–neonatal cases with maternal blood cultures, placenta, 
and infant samples collected. [A: it is unclear what the colour blocks in this schematic represent. Please make 
this clear for the reader]

101 mothers in the cohort*
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 (without obstetric signs)

75 patients had obstetric signs 
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107) had normal examination throughout pregnancy 
and delivery, but all others reported symptoms (101 of 
107 [A: number change OK?]). The most frequent 
presentations at admission were fever with obstetrical 
signs (contractions, labour, or abnormal fetal heart rate; 
62 [62%] of 101 cases) and fetal loss (21 [21%] of 101 cases; 
figure 1A, table 1).

Placenta and newborn gastric fluid were the most 
sensitive samples for microbiological diagnosis (positive 
in 50 [78%] of 64 placenta samples and 52 [78%] of 
67 gastric fluid samples), whereas maternal blood 
cultures were positive in 47 [55%] of 85 samples 
(figure 1B). Combination of maternal blood and placenta 
cultures allowed the identification of L monocytogenes in 
39 (98%) of 40 cases with maternal, placenta, and infant 
samples cultured (figure 1C) [A: it is unclear what is 
meant here, please clarify]. Hypovirulent L monocytogenes 
clones (CC9 and CC121) were never isolated, whereas 
hypervirulent clones (CC1, CC2, CC4, and CC6) were 
identified in 70 (66%) of 106 cases (appendix, p XX).14 No 
strain with internalin (InlA) truncation was found, in 
agreement with the key contribution of this virulence 
factor in maternal–neonatal listeriosis.15

All pregnant women [A: ‘pregnant women’ ok? Check 
terminology throughout ] with maternal listeriosis [A: 
OK?] recovered including ten (9%) of 107 who did 
not receive antimicrobials (table 2). Severe sepsis, 
neurolisteriosis, or death was not recorded in infected 
mothers (table 2) [A: where is this shown in table 2?], but 
only five (5%) of 107 had uneventful delivery and post-
partum [A: please finish the sentence] (appendix, p XX). 
26 (24%) of 107 mothers experienced fetal loss, 48 (45%) 
of 107 premature delivery, and 22 (21%) of 107 had 
delivery with fever or meconium fluid or abnormal fetal 
heart rate indicative of acute fetal distress [A: edits OK? 
We do use ‘and/or’]. 40 (40%) of 101 mothers had 
caesarean sections. Among 48 prematurely born infants, 
20 (42%) were born earlier than 32 weeks of gestation, 
21 (44%) between 32 and 34 weeks of gestation, and 
seven (15%) between 34 and 36 weeks of gestation. 
Six neonates developed late-onset listeriosis 7–17 days 
after uneventful pregnancy and delivery. Of 107 maternal–
neonatal cases, 89 (83%) had major adverse outcomes: 
fetal death, very high prematurity (<32 weeks of 
gestation), or early or late onset disease. Fetal losses 
occurred before admission to hospital [A: OK?] (21 of 26) 
or within 2 days after admission (five of 26). The term of 
pregnancy at the time of maternal listeriosis was crucial 
for fetal outcome, and multivariable analysis did not 
reveal other parameters associated with fetal loss, 
including maternal geographical origin, clinical features, 
and blood culture results (appendix p 24). Any benefit of 
amoxicillin-based therapy could not be demonstrated 
because of the low number of untreated mothers [A: 

Figure 1: Clinical and biological presentation of maternal–neonatal listeriosis
(A) Pattern of maternal and obstetrical symptoms for maternal–neonatal forms at admission. *Mothers of the 
six neonates with late onset disease had no symptoms and are not included in this panel; mean term at the 
diagnosis [A: edit OK?] of listeriosis was 30 (SD 8) weeks of gestation. (B) Frequency of positive samples among 
the 107 maternal–neonatal cases. †Other samples included samples of various organs collected at autopsy. (C) 
Distribution of culture-positive samples in the 40 maternal–neonatal cases with maternal blood cultures, placenta, 
and infant samples collected. [A: it is unclear what the colour blocks in this schematic represent. Please make 
this clear for the reader]
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Cas clinique #2

L’hémoculture a une sensibilité de 55%
La négativité d’une hémoculture ne permet pas d’écarter le dg 
Poursuite de l’amoxicilline si pas de diagnostic différentiel



Cas clinique #2

• Nolwenn, 30 ans, sans antécédent G1P0 24 SA 
Fièvre nue.

• Place de la sérologie pour le diagnostic 
rétrospectif?

A. Très utile
B. Peu utile
C. Inutile 
D. Ne se prononce pas



Cas clinique #2

• Nolwenn, 30 ans, sans antécédent G1P0 24 SA 
Fièvre nue.

• Place de la sérologie pour le diagnostic 
rétrospectif?

A. Très utile
B. Peu utile
C. Inutile 
D. Ne se prononce pas

Peu sensible 
Peu spécifique 
Aucune place dans le dg
Le seul outil de dg de listériose 
avant l’accouchement reste l’hémoculture maternelle



Cas clinique #3

• Agathe, née à 34 SA par voie basse, grossesse gémellaire, 
RPDM 23SA, PV : FC 

• J8 : Dégradation clinique
àCefotaxime + Gentamicine
àCRP, hémoculture, PL

< 5 mg/L
56 mg/L à J9

POSITIVE

Protéinorachie : 4.5 g/L

àQuelle est l’étiologie la plus probable  ?
A. S. agalactiae
B. L. monocytogenes
C. S. pneumoniae

D.   E. coli
E.   N. meningitidis



• Prévalence stable : 5 / 100 000 naissances (pays 
développés)

• Etiologie :
– S. agalactiae  : 50%
– E. coli : 15%  
– Autres BGN (4%) 
– Autres streptocoques (4%) 
– N. meningitidis (3%)     
– L. monocytogenes (1.5%) 

Méningites néonatales

Basmaci R,  et al. Clin Infect Dis 2015; Gaschignard J et al. Pediatr Infect Dis J 2011; Okike IO et al. Clin Infect Dis 2014; 
Houdouin et al. 2008



Streptococcus agalactiae

24

1938 19601887

Médecine humaine

sporadiques Nouveau-né

1990

adulte

Médecine vétérinaire

Mammite bovine

• Streptocoque du groupe B (SGB)



Streptococcus agalactiae

25

Portage 
digestif

Portage
vaginal

Colonisation 
néonatale

Infection 
néonatale

1 à 5%• Un pathogène majeur chez le nouveau-né

- Prévalence : 18 % 
(monde), 10 à 15 % 

(France)
- Transitoire, intermittent, 

persistant

• Stratégie de prévention : 
Dépistage systématique (34 à 38 SA) 
- PV, par culture, sans enrichissement
- PCR (HAS 2017)

à Antibioprophylaxie per-partum : 
diminuer l’inoculum bactérien



Streptococcus agalactiae

26

Portage 
digestif

Portage
vaginal

Colonisation 
néonatale

Infection 
néonatale

1 à 5%• Un pathogène majeur chez le nouveau-né

• Stratégie de prévention : 
Dépistage systématique (34 à 38 SA) 
- PV, par culture, sans enrichissement
- PCR (HAS 2017)



• Nouveau-né prématuré : E. coli = 1e cause 
(risque X 7) 

• Méningites à E. coli de l’enfant  : 
– Nouveau-né  ++ ( 71% )
– 2 pics : 0-3 jours [préma]; 11-15j [terme] 

• Physiopathologie :

Méningites néonatales

Basmaci R,  et al. Clin Infect Dis 2015; Gaschignard J et al. Pediatr Infect Dis J 2011; Okike IO et al. Clin Infect Dis 2014; 
Houdouin et al. 2008, Bonacorsi & Bingen 2005

In utero
(PNA)

↔ charge bactérienne 



Cas clinique #3

• J9 : Hémoculture : E. coli K1

• Agathe, née à 34 SA par voie basse, grossesse gémellaire, RPDM 
23SA, PV : FC 



Cas clinique #3

àConduite à tenir ?

- PL de contrôle OUI/NON ? 

TRAITEMENT ? 
- DUREE ? 2 semaines ? 3 semaines ?
- DEXAMETHASONE ?
- CIPROFLOXACINE ?



Méningites néonatales à E. coli

• PL de contrôle à 48h – 72h
– recommandée  / IDSA : conditionne la durée du traitement : 2 semaines 

après 1e LCS stérile ou 3 semaines (Tunkel et al; IDSA guidelines 2004)

– Peu fait en pratique devant une bonne évolution clinique

• Traitement : 
– + DEXAMÉTHASONE ? 

à Très peu de données. Pas d’intérêt
– + CIPROFLOXACINE ? 

à non

Daoud et al. 99, Cochrane 2015; Durrmeyer , et al.. Arch Pediatr 2012, Gendrel et al. Lancet Infect Dis 2003; Tauzin M et al. Clin Microbiol Infect 2019



Cas clinique #3

• Evolution : 
– Pas de PL de contrôle – Claforan 21j 
– 9 jours après l’arrêt des ATB – J39 de vie (16/9): dégradation 

clinique, choc septique

Récidive de la méningite à E. coli
- Hémoculture et PL  + à E. coli K1 
- Claforan + amiklin
- PL de contrôle H48, H96, J19, J25 : culture neg

Méningite à E. coli :
• Mortalité : 10% 
• Séquelles : 25- 50% 
• Rechute : 2 à 21 %

> préma



Méningites néonatales

Basmaci R,  et al. Clin Infect Dis 2015; Gaschignard J et al. Pediatr Infect Dis J 2011; Okike IO et al. Clin Infect Dis 2014; 
Houdouin et al. 2008

Janus 

Commensal Pathogène

Facteurs d’hôte ? 
Facteurs bactériens ?



Streptococcus agalactiae : phylogénie

• Sérotypage ou typage capsulaire
– Largement utilisé
– Antisérum / méthodes moléculaires
– 10 sérotypes : Ia, Ib, II, III, IV, V, VI, VII, VIII, IX
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IN tardives
méningites 

néonatales*

Phares et al. 2008; Edmond et al. 2012, Kwatra et al. 2016, CNR des Streptocoques 2016, Chaguza et al. 2022

Infections précoces Infections tardives

**



Streptococcus agalactiae : phylogénie

• MLST (Multi Locus Sequence Typing)
– 1350 ST décrits 
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Manning et al. 2009

Clone ST-17 (CC-17) = 
hyper-invasif
IN tardives –

Méningites néonatales

Jones et al. 2003, 2006, Bohnsack et al. 2008, Manning et al. 2009, Huber et al. 2011, Bisharat et al. 2005, Lin et al. 2006. 

Adhésines spécifiques de 
ST17 (Srr2)

Intégrines (α5β1, αvβ3) 
surexprimées en périodes néonatales 

dans  les vaisseaux cérébraux de la BHE 



• 8 Groupes phylogénétiques (B2)
• Serotype : Somatique (LPS) (Ag O), 

Capsulaire (K), Flagellaire (H)
• MLST : STc 95

E. Coli : phylogénie

Denamur et al. 2020, Houdouin et al. 2008, Basmaci R,  et al. Clin Infect Dis 2015, Geslin et al. BMC 2019

Antigène capsulaire K1 similaire à celui de 
N. meningitidis groupe B.

018:K1:H7 clone historique mondiale
045s88:K1:H7 et O1:K1:H7

(France, 25% des isolats 2004-2015) : 
plasmide ps88 like (sidérophores)

• Espèce clonale, transfert horizontaux (plasmides, PAI)



• 8 Groupes phylogénétiques (B2)
• Serotype : Somatique (LPS) (Ag O), 

Capsulaire (K), Flagellaire (H)
• MLST : STc 95

E. Coli : phylogénie

Denamur et al. 2020, Houdouin et al. 2008, Basmaci R,  et al. Clin Infect Dis 2015, Geslin et al. BMC 2019

018:K1:H7 clone historique mondiale
045s88:K1:H7 et O1:K1:H7

(France, 25% des isolats 2004-2015) : 
plasmide ps88 like (sidérophores)

• Espèce clonale, transfert horizontaux (plasmides, PAI)

Aucun facteur de virulence suffisant pour 
expliquer la physiopathologie des 

méningites néonatales à E. coli

Facteurs d’hôte ?
Microbiote ?



Infections néonatales

Take home messages

E. coli

Cefotaxime + gentamicine
Corticoides, FQ : pas d’intérêt 

Risque de récidive

S. agalactiae

Dépistage systématique
Sérotype III, ST-17

Amoxicilline

1 2*

*1 
Préma

Infections materno-fœtales 
– Suspicion listériose à maintenir amoxicilline si pas de dg alternatif
– Jamais de sérologie Listeria
– Syphilis à traiter avant 16 SA  et dépister le NN par TNT  BB/maman



MERCI DE VOTRE ATTENTION
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