Neurelogical moerbidity and
Pregnancy.

Prematurity and low birth weight, particularly fom
IUGR, is considered to be the leading identifiable risk

factor for the development of scvere NM.

The precise ctiological factor for the development of

the majority of cases of NM has not been identified
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several large epidemiological
studies have documented that

women with analtered
vaginal ecosystem are at
increased risk of
pregnancy complications

(preterm birth — Choro-amnienitis —
post partum nfections)

Citokines; PGS and preterm delivery

IN -CHORIK 7?
DECIDUA ==

AMNIO

[ Chiamydia |
Streptococci
Staphylococchil
Gardnerella V, |

| Lactobacilli

NS PLA)

H-lu [L-18
6 [L-8

Aruchidonic

/ Coliforms I $2C

\ Haemophylus
Neisseria G

Gram-negative

mira-Enniotic ———e Endotoxins IL<la
\ infections 1L=13
INFa

Tissutal

{
mflammation

Amnion

-6
L-8
IL-10

-

ICiF B

neid

|

PLA,
[myometrium)

—, C reactive protein
chemotaxis
neutrophil degranulation

(=3

() sisompudsZund -"and

Chorion ' Decidua Myometrium

1830 pregnant women (8-14 and 30-34 wks)

Pregnancy

PG, —]

+» Contractility
at term

30% of microbiological positivity
U

MYCOPLASMA .

Preterm

UREAPLASMA U,
no infection

o GARDNERELLAYV.
PG i i |

CHLAMYDIA T, TRICHOMONAS YV, STREPTOCOCCUS B

Preterm

& U
infection : -

52%
THREATENING PRETERM LABOR E
Di Renzo ot al 1098




. . Sialidases activity
Bactenial e"@ymes in cervico-vaginal fluid
" \ (cut-off 10000 unit/mg mucus) was
associated to presence of:

Mucinase Mucoi .
Sialidase uchlytic enzp

Protease { Ureaplasma urealyticum

Collagenase \ Streptococcus agalactiae B
Gardnerella vaginalis

Chlamydia trachomatis

Correlation between Correlation between microbiological positive
preterm labor and sialidase (M+) or negative (M-) vaginal/cervical smears

Ay and sialidase activity presence (S+) or
aCtW'ty (1 80 cases) absence (S-) in vaginal and cervical fluids

% N

Vaginal fluid M+/S+ M-/S+4 M-/S-

Sensivity 100

ferm labor 3 28%
Specificity 67 ,

Preterm labor 37 A
Positive predictive value 714
Negative predictive value 100 Cervical fluid
Diagnostic accuracy 80
[erm labor

Preterm labor




Vaginal homeostasis
U Vaginal pHivalues Were obtained
Py colorimetric readingiol paper

Lactobacilli Strips carried by specialigloves
U

pH3.7-4.2 Cut—off point of pH

H

750 pregnant women —— 359, pH greater than 4.6 Vaglnal pH Wa.S pOSItlve (>46)
s

()nly 279 | Bacterial vaginosis
Chlamydia trachomatis

Streptococco group “B”
signs and symptoms of vaginitis Fungal vaginitis

: Escherichia coli
) )
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We are now aware. for example, that the risk of at
The incidence of cerebral palsy is higher among: twins and ; L - .
friplets than amond singletons. least one child being affected by cerebral palsy is
St : : 1.5 % in twin, 8% 1n triplet, and 43% 1n
Studies have found that twins make up about 10% of tetal cases
and one study found that 4.5% were among infants of quadruplet gestation

normal birth weight




Relative frequencies of cerebral palsy 1n
multiple pregnancies as compared to
singletons
The incidence of white matter damage after the 40 ' - 3 '
death of one twin 1s in 25 % in monochorionte
: o R s : 30+
survivors but only 3 % in dichorionic surviyors.
3 20
10
- = ..‘ !
0 I 1 : —=
Singletons Twins Triplets
2 From Blickstein, NEJM 1999
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Involved in Fetal Hypoxemia
due to Placentallinsufficiency

Involved in Fetal Hypoxemia
due to Placental Insufficiency

Feto-maternal immunologic tolerance alterations
Fallure of the endothelial vasodilator tone control and alteration of the NO
systems
Reduction of maternal plasmatic expansion

Increased maternal blood viscosity atlow shearvate Decrease of placental gas Decrease of the substrates

exchange suppliedtothe fetus

Inappropriate trophoblastic invasions

Placental hemodynamic alterations with reduction of placental perfusion Fetal

hypoxemia

Decrease of Fetal

Persistence (or increase)  Persistence (or i retal biopl?y_smal
of high impedance to flow. = increase} of high Fetalhemodynamic growth rate alterations

(with notchi) in the FVWof  Impedance to flow in alterations
uterine arteries the umbilical arteries

Centre of Perin. Med. Uniy. PG (Italy)

Cerebral arterial and arteriolar tone

Sympathetic
activity

Vasopressin

Baroreceptors




Fetal brain areas
supplied by P, Fetal brain areas supplied

ifferent )
porfi'o:;e:f the by different cerebral vessels

MCA

Circle of: Willis

P PG (Ttaly

MCA M1

MCA M2




Fetal
Cerebral Circulation During Hypoxemia due to Placental
Insufficiency -
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“Decompensation Stage”

Fetal Hemodynamics

Brain Sparing

Fetal Cerebral
Hemodynamics

Pl variation




Conclusions

Fetal cerebral adaptation “Cerebral sparing”
to hypoxia: initial M2/M1>1

Fetal cerebral adaptation Decreasc Plin all

to hypoxia: subsequent cerebral arcteries with
preferentialydlow in
MCA. “Bramnsparing”™
effect (C/P<l1

Fetal decompensation to Disappearing brain sparing
hypoxia signs in ACA

Disappearing brain sparing

Fetal terminal signs : } :
: signs in MCA




