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Human brain
40 Control brains 1I0GW -21Y
45 EPI brains with PVWI  23GW -27GW at birth,
aged 23GW-6Y

Immnohistochemistry & Immunofluorecsence

Antibodies:
Musashil neuronal and glial stem cell marker
Nestin neuronal and glial stem cell marker
GFAP astrocyte marker

TUNEL & Caspase3  apoptosis
Calbindin layer II specific marker



A schematic model for brain damages in EPI with PVWMI

’ Abnormal migrating cell
EPI brain injury & Neural stem cell
Neural progenitor cell
Bl Radial glia
~ Abnormal migration
Ncuronal death
-Cognitive dysfunction

CR neuron

Cortex

1 Loss/abnormal of migrating neuron

WM :
: and ghial progenitor cells

J
Loss of neural stem cells

SVZ ;:: PVWhRI f’f; . and neural progenitors

i, <& Decrcased adult stem cell
VZ &Y., _&g:e :VVhiL{c matter V()'lumc luss_
z/"\{/\,\/\.}’\! “Ventricular wall irregularity

1. Increased cell death markers, TUNEL and Caspase3 and
decreased progenitor cell markers, Musashil and Nestin in the
VZ and SVZ of EPIs with PVWI identified a previously
unrecognized injury to this critical region of neurogenesis and
gliogenesis.

2. It is possible that this injury in EPIs with white matter lesions
who survive will produce an irregular ventricular outline,
decrease the population of migrating neural progenitors, reduce
brain volume and abnormal cortical layering may affect cortical
function such as cognitive dysfunction, mental retardation and

epilepsy.
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similarities with
and differences
from Charcot-
Marie-Tooth
disease type
1A/heredirary
neuropathy with
liability to

pressure palsies.
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