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Neuge fistériose
DQ@FQUOI la question se pose?
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Neuge fistériose
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Neurolistérigse
Quel tert;aln?
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Neurolistérigse
Quel tert;aln?

@R Characteristics Neurolisteriosis N=252 &
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Quel tert;aln?

ro°°
b*bg .
© L L &
Qe‘,Q Characteristics Neurolisteriosis N=252 {,\@*
& e )
- years & 6716 &
. e
é@‘f\/lale gender — no. (%) eé;@ 152 (60) @&6}
& Associated comorbidities ¢ R
<& : -
&p{“ Median number of associated comorbidities QQ,& 3[1; 4] (&@
Ng Median number of immunosuppressive comorbiditie@e’ 2[1;3] ,:\}0(\
<0 e RS
q’Q'\q’ At least one immunosuppressive comorbidities o(\& 216/252 (86) ,\ob
Q
N ¢
Q@" v' Comorbidités mmunosuppressn@% &e‘
© v Diabéte 22% Q@Q ,Qf,'.\o
v" Cancer solide 19% ~ L
v' Hémopathie 14% & ,é,‘e’
N
v' Lymphopénie 12% -Q"’-:( e}o
v Cortlcotheraple <{\5 ans / active 31%/19% Cb/\o
[o) (o)
v IS/cortlcotheraBle < 5 ans /actifs 40%/ 28% ?{LQ,’\/ Charlier LID 2017
PAS LA GRO§§‘%SSE Q‘l‘b Adriani CMI 2012




Neurolistérigse
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Neurolistéridse
Quels ygﬂes clinigues?
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Neurolistérigse
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Profil radigl&gique

Lesion (n=, %) Study. population, n=71
patients

<
Meninges 6M%ningitis 25/71 (35%)
Parenchyma & & Brain abscess(es) 4/71 (6%)
& .
ngb Nodular lesions evocative of abscesses 7//71 (10%) ‘\&@
2 = &
«d:»"” Non-specific whitte matter lesion é§“42/71 (59%) oec}
e &8 N
& Atrophy &5 33/71 (46%) &
1 Q
.{@& Dilated Virchow-Robin spaces &e?‘e 22/71 (31%) ,0@‘?’
L D
&b Cerebral herniation A 2/71 (2%) <
A0 & <&
q’@q’ Diffused brain edema \oo@ 1/71 (1%) Q,\::)é’
N o~ Q
Qs(y Ventricule Contrast-enhancing ventrlc@? 2/71 (3%) 0\3@}
© Q o\
Hydrocephalus &efe’ 10/71 (14%) &
o @
Vessels Vasculitis @*‘-‘f’ﬁ 2/71 (3%) .@&‘9
o\
Haemorrhage‘;\é’@ 10/71 (14%) \»"&
<0
Ischemia &0 7/71 (10%8\,
Other Concc@/ﬁant tumoral lesion 5/71 &@%’) Charlier CID 2018

- None Ngy‘#esmn 9/71@%13% _
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Prise en chafge
)onneewn Vitro
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v Resﬁtance naturelie
)
V(‘f3as d’émergence de resistance antllgsﬁthue 5
‘T“ & L
2 Q
< v'Peu de molécules bacter|C|deSI Witro <
S &
Q@;\" v'Synergie de la combmalsorlaﬁwoxmlllme/gentammme &
Vv N
QBCPS 0 . , control oa}‘)é' KQ’Q
© £° wosmt & Amoxicilline Péﬂ"n AAC 1982
-*% j ,\o&’ Carbapénémes ("‘ HOf CMR 1997
2] & Gentamicine, 6{“"& Naim 1995
< 54 AV 507 Triméthoprime, S Grayo AAC 2008
S, R Moxifloxacine <9 Tuazon AAC 1982
2, & Y S Winslow AAC1982
g &0 +/- Rifampicine & Scheld RID 1083
11 \6\/ AMP 6 ©°  Michelet AAC 1994 and 1998
0 4 N ( 24
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Prise en chafge
)onnee;m Vitro
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v Resﬁtance naturelie &
&
/P
y*Pas d’emergence de resistance antllgsﬁthue 5
(-s & L
& ]
&~ v’ Peu de molécules bactéricides /Qa\//tro &
S Q Qo
Ng O
5 v'Combinaisons antagonistes &ﬁ\wtro o
X L
\g;b 10 _ contrl b”)é control ,&@
©Q~ E °] GM 0.5mg] ZIN @?:ACTIONS WITH LISTERIA SP. 291 Pe@n AAC 1982
58] B2 . iof CMR 1997
27. ‘é’ﬁo ] / erythl:c%mycm+ amp|C|II|r|1I ‘,{0& Naim 1995
£ +
: ] L e erythromyen | O Grayo AAC 2008
25 AL I & Tuazon AAC 1982
8] &° = N Winslow AAC1982
g2 e ?{" Scheld RID 1083
2] " amp.c@ﬂ« Michelet AAC 1994 and 1998
11 AMP 6mg/l w @ 57
0 Q + GM 0.5mg/l =
04 ®lime (hours) 24 8 4




Prise en chaﬁge
)onnee;émma\es
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e“""/\o fé &“’%&
. & . . . . . . , . . 0
<& Y Amoxicilline+ gentamicine > cotrlrr(j@(azole (méningite rat) <
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& & Michelet AAC 1998
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S S S
P %° §°
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Prise em‘charge

\

b\')
\/Ar‘(;u?mellllne 6-20%

\/eivmlpeneme 14%, Méropéneme 39%

& \/Amm05|des 20%
v'Fluroquinolones 30-70%
v Triméthoprime 40-50%
v'Sulfaméthoxazole 24-30%

Nau CMR 2010

)IfngwSIOﬂ meningee

Compound (reference[s] for
CSF penetration)

AUCcgp/AUCS

Uninflamed or mildly
inflamed meninges

Strong n
inflam

Penicillins

0.02

Penicillin (46, 107, 108, 194, 246)

Nafcillin (164)
Cloxacillin (46, 217)
Amoxicillin (18, 35)
Ampicillin (35, 46, 72)
Mezlocillin (94)
Piperacillin (51, 168)

Carbapenems
Imipenem (15, 155, 263)
Meropenem (34, 41, 142, 170)

Aminoglycosides
Gentamicin (28, 46)
Netilmicin (29, 55, 177)
Amikacin (26, 76)

. \'@'Fluc)rc)quinc)lones

Ciprotloxacin (173, 261)
Ofloxacin (169)

Levotloxacin (189, 223)
Moxifloxacin (4, 5, 105)

Chloramphenicol (46, 74, 270)

Macrolides (98)
Clarithromycin (137)

Tetracyclines

Doxycycline (56, 107, 108, 269)
Fosfomycin (75, 115, 193)
Linezolid (20, 252)

Metronidazole (93, 101, 258)

Rifamycins

0.0087

0.034

0.2

0.047,0.21, 0.25
0.2

0.24

0.3-0.7

0.24, 0.43

0.62

0.71

0.46

0.6-0.7

Not available

0.2

0.058

032

0.3
0.14
0.39

Not available

0.7-0.9
0.92
0.79 (0.71-0.9«

0.6-0.7 Q

N\
0. 15\}00

O
Ratios of individual CSF and Ratios n§élv1dual (

serum samples suggest
AUC ratio ~0.2

0.18 (0.09-0.27)

)
IQ:-) .
e(A
Not ava{@l‘g

«0@

0.9 (0.8-1)

Rifampin (52, 62, 89, 106, 150, \{, 0.22

163, 174)

e

Trimethoprim and sulf@moxazole
(57, 125, 257) "),

Trlmethnprlmﬁy

Sulfametho:

Q..

in (2, 31, 65, 192, 205)

Glycope
Vancol

0.18
0.12

0.18, 0.14

sery mples sug
ratio ~0.2

ﬁ()l available
4

S

Not available

Not available

0.42-0.51
0.24-0.30

0,30 (0.29-0.48)
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Prise e@’charge

Dorngees cliniques

&
oé . . 7 *
v'Pag®’essai randomisé &
& & &
<0 e}b\ &
'Q:". @. -\Q>\Q’
‘?59?;{& , . @é‘ Q’bé'
<& V' Merle-Melet étude monocentriqugsRennes P
o
«0&& v'Cotrimoxazole/amoxicilline (TMP 8mg /kgﬁ?vs amoxicilline/gentamicine (3 mg/kg/j) @(\6\
) \/ 0 O 0 ') \)(,
\q/@, DC 1/15 (6.5%) versus 4/7 déces (57$Q\®> 0.05). Merle-Melet Ji %,%9%
Q@” ob"’o \i&&
© @9‘\ ;\o
v" MONALISA s &




MONALLSA
Patiens avec septicémie et
neugslisteriose

\OQ
\/Assgq?latlon indépendante avec meilleure survie ée,i@'
A &
éejv' ] .\Q}\
g Cotrimoxazole 0- 49qﬁ) 26-0-92) 0-027 &
< 7
&g,\‘f’ Aminoside ,ﬂ'GO (0-38-0-94) 0-024 &
5 o)
q;&°° Betalactamine active (Qef‘\ 0-10 (0-04—0-26) < 10M4 b\)c’?o
S o O
¥ & @
RS &g E— ©
o o urvie avec urvie sans &
: : < .
Betalactamine active &0&"” 66% 1% ec*‘z’c’
. &
Aminoside & 69% 46% &
(ef’?' \\;-,8\

v'Durée de la blthgi‘%ple (< >3 jours ) a un effet protecteur g@ﬁependent

OR 0.35 [95% @J“E’) 22-0.56], p<0.0001). Q@*

i’\/ ©



MONALLSA
Patiens avec septicémie et
neugslisteriose

Q
,00

\/CorgBmalson amoxicilline/gentamicine &
<
/wAmoxmlIIme 200mg/kg/j = 21 jours <& &

& &
{Se,"’ /Gentamlcme 5 mg/kg/j = au moins 3-5 jours é@g’ ¥
\57{?59?, <\>“?‘\'\Qz @(Q%Q
& v'Place du cotrimoxazole (TMP 8mg/kg@éf)Q

v'En deuxiéme intention o‘~“ O

N
& v"En association dans les formes abg@dees
4\0
v'Allergie betalactamines &&Q
<> &
\\‘257 )

v'Place méropéneme rpﬁTdeflnle o

v'Allergie amoxmllllné P
%,\oo O

N N

’\9 B




istériose

P\
D £ d
as @& dexamethasone
&
é_\o
N &2
«0&6 Dexaméthasone adjuvante 4-58 (1-5&3’«5&3-98) 0-008 o"’“\{\
& & ¥
¢ & &
) c,?’ < Q’b
(_)ﬂ‘?' D\ <&
& S &
Lol : Qo
%«o\f’ Suré\gee’avec Survie sans 50&0
oy
o Dexamethasone < 47% 73% §°
\S“?‘ X "2




Neurolistérigse
-acteurs@ssociés 3

a mortalité

x\°°
‘b -
S : S
Q 100 : 3-month mortality \‘e}
Parar:atre OR [95CH] __@' »
@%mocultures positives 3-67 (1-60-8-40) O OQQ " |
& Monocytopeme 3-70 (1-82-7-49) ®0003 g 6o
° 3
«0& Défaillance multi viscérale 7-98 (4-32-14- 733) <10”4 5l
Q) o . o (1 p ; —— Neurological cases without raemia
S Décompensation comorbidité 4-35 (2- 79—6@1) <1074 . | —geurolog.caucasesw.th ﬁaam.a
N B : —— Bacteraemia cases
& / L . z
©<S* Néoplasie évolutive 5-19 ( —8 -95) <1074 | «o&e’
,@fe’ S T S Sy s " oy e e
0 N Time after dla&}B‘le (months)
e S
e}\\ ‘\o’\*«
\"’{0" “’b
N «0
&° S
R ’LQ
Parametre associé en anal Qnultivariée a une survive réduite dans les neurolistérioses v\
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Diapositives supplémentaires
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A. Axial contrast-enhanced T1-
weighted MRI with a ring-like

enhancing pons lesion corresponding

l to an abscess (arrow head).

B. Ax@fcontrast enhanced T1-
w%@hted MRI with a ring-
&%hancmg lesion of the right

<@
" parietal lobe corresponding to

an abscess (arrow head) with
focal meningeal enhancement.
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C. Axial T2 gradle@‘t

echo MRI W|tfgu

markedly h@o signal in

right cergBeIIar

pedL@tere

coeﬁ%spondmg to focal
<Bleeding.
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ischemic lesions highly evocating of .\o&' hydrocleg'}alus and
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