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Deposition of Witness taken on Tuesday the 25% day of April 2006 at
‘inquest touching the death of CLAIRE ROBERTS, before me MR J L
LECKEY, HM Coroner- for the District of GREATER BELFAST as

follows to wit:-

The Deposition of Dr Brian Herron

“? ‘ of
who being sworn upon his oath, saith

On the instiuction of HM Coroner, Mr J I, Leckey, LLM -1Dr Brian
Herron, Department of Neuropathology, Institute of Pathology,
Grosvenor Road, Belfast, Northern Ireland, carried out an examination 'in
relation to the late Claite Roberts. I now produce a copy of my report as

Exhibit C._ -

TAKEN before me this 25% April 2006

—— Mﬁ’:& Senior Coroner for Northern Ireland :
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.i
CR - PSNI o
. |




LA

CORONERS ACT (Northern Ireland), 1959
gaepnzﬁfnn of Mitness taken on the day -
of 20 , at inquest touching the death of
, before me

Coroner for the District of
as follows to wit: —
(@Ihz gazpnzﬁﬁm of v4 WeeQ HENLN
of » ( Address)

who being sworn upon h +¢ oath, saith

Nopd B ¢ R = ol D Lmﬁ/o\m.h«..a»\f o
%%W ié\(\uﬂM%U\w’kﬁ%
Hose Mmagle Mool HSY Sy wmﬁ%‘;’i%
rx(we;w coovel Sclude —spilapeey O

p=te (Y szu\\v\,, 8- -P/\M_AWWY b

Sxm%mwww

B S\ T WS - ~ k/h):\&\ wﬁ/\&w\vptvw\m
e, brewam .\ o ‘f\—m\'«&*& %Cdj' MMW\,P U=
S ; wAfm W eooe 3Ruoce

Bl s Q\\@—e\ & U._Mu—q/l_h-& oy, Laea~ . AR ator
\\D.BN\M"JCFW\ P G S = = M&mx\

o>y e 'Xzb.f—m_.y{).,e_a)é“—e\ — CQoutelyr e LGOE6

\'”Bc/e»v\\,\s\rw——efo«\)\ U’LQ—P/V\_,W—M W\QL&»A
SUTSUAWN Ty M%%Qémwaﬁ:e;ekcup_;“\

(P SN M U= qN_ksq MM‘»% sl

CR - PSNI ‘ 096-006-033



- . - — - E— . u"‘-)
o e hooe W-uﬁ-\(*le\ “(6/@"‘\(\ = Cx@(\fnb—&-\/w
P VR Y. Q—ﬂv s Audsd. Moo M}AG‘.JV
tﬁ: Gy GM M(\{ D S V. S - _Q_MMM -
) \ S J1 J
/lzfv/ (.
—_/’) R
e .
- »
CR - PSNI

TAKEN before me this 25 day of Aﬁlﬁ Y 2050,

Y S VN 096-006-034
L o.9n0~  Coroner for the District of mr |



)

Cross-Examination of Dr Brian Herron

I found cerebral oedema which is an end stage of many diseases. I had been aware of
the low sodium (hyponatraemia) — but this may caused by other diseases. There was
mild inflammation of the brain. I did not find any virus to cause this though that does
not exclude a virus. A pathologist cannot exclude epilepsy. I was not thinking of
fluid management but SIADH. The main pathology finding was cerebral oedema
with a little inflammation in the brain. In a typical case of encephalitis the degree of

inflammation is more severe.

Mr McCrea: I weighed the brain. It was heavier than normal but there had been
abnormal development of the brain. 1300 grams would have been expected — Claire’s
was 1606. That is higher than I would have expected. I cannot recall what medical
records I had available at the time. I knew of the low sodium level, the query about

SIADH secretion and the respiratory arrest.

Mr Lavery: In addition there was some brain inflammation — possibly a viral
infection. That could have resulted from a gastro-intestinal infection. I would have
expected an infection to be the underlying cause. A metabolic cause could not be
excluded. Itis difficult to say what part, if any, her epilepsy played in her death.
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DEPARTMENT OF NEUROPATHOLOGY
- AUTOPSY REPORT

Autopsy No.: NPPM 114/96

Name : ROBERTS, Claire

Age: 9172 . ~ Hospital No.: 328770

Sex: E Hospital : R.B.H.S.C.

Pathologist:  Dr. Herron Ward : IL.C.U. |

Clinician : Dr. Webb/ Date of Admission : 22/10/96
Dr. Steen ;

Date of Necropsy : 24/10/96 Date of Death:  23/10/96

Time of Necropsy : 11.30 am Time of Death : 6.25 hrs

Restrictions : Brain only

ANATOMICAL SUMMARY CODES

History of recent diairhoea and vomiting, cerebral oedema (brain weight
1606 g), brain stem necrosis. Subacute inflammation meninges in

perivascular space.
History of epileptic seizures since 10 months of age. Neuronal migration

disorder.

CLINICAL SUMMARY

She was well until 72 hours before admission. She had visited her cousin who
had vomiting and diarrhoea. She had similar symptoms and 24 hours prior to
admission started to vomit. Her speech became slurred and she became
increasingly drowsy. She was felt to have subclinical seizures. She was treated
with rectal Diazepam, intravenous Phenytoin and intravenous Valproate. She also
had Acyclovir and Cefotaxime. Her serum sodium dropped to 121 and there was
a query of inappropriate ADH secretion. Her fluids were restricted but she had
respiratory arrest at 3 am on 23/10/96. She was 1ntubated and transferred to
intensive care where a CT scan showed cerebral oedema. Brain stem criteria was

fulfilled at 6 am.

In her past history she had 1atrogenlc epilepsy since 10 months and mental
handicap.
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NPPM 114/96

BRAIN DESCRIPTION

The fixed brain weighs 1606 g. There is no cortical venous thrombosis and there
is no menmgeal exudate. There is symmetrical brain swellmg with effacement of

gyri. There is uncal prominence but no necrosis.

On sectioning of the brain the presence of diffuse brain swelling is confirmed.
There is no evidence of cortical necrosis, either laminar or focal. There is white
matter swelling with effacement of the ITIrd ventricle but no evidence of shift at
the midline. The paraventricular structures includ_ig the mammillary bodies
show no evidence of necrosis. There is no basal ganglia or diencephalon lesion.
On sectioning of the brain stem there is no evidence of brain stem haemorrhage

to suggest Leigh’s disease. The cerellum is unremarkable.

HISTOLOGY

Multiple sections from frontal, parietal, temporal cortex, deep white matter,
routine sections from basal ganglia, periventricular grey matter, hypothalamus,

mammﬂlary bodies, brain stem and cerebellum have been examiined.

T

Cortex and White Matter The sections show that there is focal memngeal
thickening and a cellular reaction in the memnges and perivascular space in the
underlying cortex. There is no cortical necrosis but in the deep white matter
focal collections of neurones are present arranged in a rather haphazard manner.

Basal Ganglia The sections show no pigmentation or calcification and there is
generally good neuronal preservation.

- Periventricular Grey Matter, Hypothalamus and Mammillary bodies There are :
focal collections of neuroblasts in the subependymal zone suggestive of a !
- migration problem. There is generally good neuronal preservation and no -

vascular proliferation is present in the penventncular grey matter and

mammillary bodies. However small foci of necrosis are present in the
periventricular grey matter which are probably a consequence of-cerebral

oedema.

Hippocampi The sections show no displaced neurones or Ammon’s horn
sclerosis. There is some rarefaction and occasional ischaemic neurones are

present in the pyramidal cell layer. No tumour has been identified.
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NPPM 114/96

Cerebellum The sections show no sigﬁificant cell loss in Purkinje cell or granule
cell layer. There is no cerebellar cortical dysplasia and the dentate nucle; are
preserved. -

Brain Stem The sections show focal haemorrhagic necrosis. There is no
myelinolysis. :

COMMENT:

cannot be entirely excluded. As this was a brain only autopsy, it is not possible to
comment on other systémic pathology in the general organs. No other struetural
lesion in the brain like corpus callosal or other malformations were identified,
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