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Letters 

Ruth Nevill 
or Moira Johnson 
Blackfriars Special School, 
Priory Road, 
Newcastle, 
Staffs ST5 2TF 
Telephone 01782 751986 
Email: 
ruthnevill@compuserve.co. uk 
moira jjohnson@yahoo.co. uk 

Sue McKechnie 
Head of Children's 
Physiotherapy 
Royal United Hospital 
Bath NHS Trust 
Combe Park, 
Bath BAl lNG 
01225 824220 

Dear Editor 

Hydrotherapy for children with tracheostomys with or without 

assisted ventilation 

Does anybody have experience taking this client group into hydrotherapy 
pools? I am aware of, and have spoken to, physios working in the acute 
setting where they may have access to emergency medical support should 
they need it, but what about in the community? 

I have Jacqui Taylor's guidelines from G.O.S. and have spoken to physios at 
Booth Hall, Alder Hay and Stoke Mandeville (thank you for your help!) but 
I am very keen to find out what the situation is in the community setting, 
where of course people ultimately live. Do sessions take place in schools, 
public pools, community centres etc? What are the staffing levels required? 
Is any special consent required? Do the children find it beneficial? What 
emergency procedures are in place? Etc. Any experience, good or bad, 
would be gratefully received. 

Ruth Nevill 
Moira Johnson 

Dear Editor 

I have been a member of a working group of the Royal College of Paediatrics 
and Child Health that has written "Evidence based guidance for the 
management of CFS/ME (Chronic Fatigue Syndrome/Myalgic Enceph
alopathy) in children and young people". Over the past 18 months a multi
disciplinary group has been critically appraising research papers and writing 
recommendations based on this evidence and of best practice nationally as 
agreed by consensus of a Delphi panel. Although it is primarily intended for 
the use of paediatricians, it gives a comprehensive description of the 
condition and guidelines for the management by multi-disciplinary teams. 

The working group consisted of paediatricians, neurologists, child 
psychiatrists, pain specialists, O.T., parent, representative from a patient 
group, teacher, research officers, and a physiotherapist The fact that we 
managed to come to an agreement on the guidelines should be celebrated, as 
it is such an emotive subject! No doubt it will stimulate discussion after it has 
been circulated widely. 

It will be available to download from the RCPCH website www.rcpch.ac.uk 
and glossy copies will be available for purchase. 

Sue McKechnie 

Copy for the 

MARCH 2005 JOURNAL 

must be with the editor by 

1st FEBRUARY 2005 

The editorial board reserve the right to edit all material submitted 
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HIV Encephalopathy versus Cerebral Palsy 

widening, with the frontal lobes most commonly 
affected. Cerebral calcifications are linked to local 
break down of the blood brain barrier, perivascular 
inflammation and mineralisations. Evidence of 
calcifications and mineralisations are associated 
with vertically transmitted children more than 
transfusion infected children. Such findings are 
especially prominent in children under the age of 
five years old, with most occurring before the age of 
two years (Brouwers et al, 1998). Acquired 
microcephaly is associated with all HIV positive 
children (Brouwers et al, 1998). Autopsy results not 
only support brain imaging studies but also describe 
the common involvement of the spinal cord, with 
associated corticospinal tract degeneration, delayed 
myelination, and axonal injury (Brouwers et al, 
1998). Grey matter is not documented as being 
significantly affected with HIV infection, which may 
be why epilepsy is not associated with this 
condition . 

How Pathology Differs from Cerebral Palsy: 
Although children with HIV encephalopathy often 
present with spastic diplegia or spastic 
quadriplegia, the pathophysiology should not be 
confused with that of cerebral palsy. HIV 
encephalopathy has the potential to be a progressive 
condition if not controlled with appropriate HAART 
medications. Cerebral palsy however, is a persistent 
but non-progressive disorder of the immatrue brain, 
but pathologically is unchanging. HIV 
encephalopathy results in symmetrical neurological 
symptoms because of the symmetrical dispersal of 
the virus in the brain, where as cerebral palsy can 
involve a unilateral lesion resulting in hemiplegia. 

Neuroplasticity in therapy sessions may be limited 
for the child with HIV encephalopathy. Johansson 
(2000) describes the increasing evidence that 
astrocytes participate in synaptic plasticity. There is 
also evidence that astrocytic plasticity is experience 
dependent, affecting the growth of new connections 
(Johansson, 2000). Furthermore, functional 
representation of affected body parts has been 
associated with non-use or disruption of local 
intrinsic cortical circuitry (Johansson, 2000). 
Astrocytes are continually being destroyed by the 
HIV virus, possibly resulting in less cortical 
plasticity due to the affect on intrinsic cortical 
circuitry. This in turn could affect the outcome of 
therapy. 

Treatment Options: 

If a child is tested positive for HIV infection they 
will inevitably require drug treatments at some 
stage . Children can live with higher viral loads than 
adults before presenting with associated illnesses 
(NAM, 1998). However, with the knowledge of HIV 
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encephalopathy being most prominent in the first 
year of life, early intervention may prevent lasting 
damage to the immune system and hopefully 
prevent further replication of the virus . Guidelines 
on when exactly to start therapy remain vague 
(Muella et al, 1998). Children can now access many 
of the drugs licensed to adults including reverse 
transcriptase inhibitors and protease inhibitors, of 
which there are many options. 

REVERSE TRANSCRIPTASE INHIBITORS 
Nucleoside analogues (dideoxynucleosides): 
Zidovudine (AZT) 
Stavudine (d4T) 
Lamivudine (3TC) 
Didanosine (ddl) 
Zalcitabine (ddC) 
Abacavir 

Nonnucleoside reverse transcriptase inhibitors 
(NNRTI): 
Nevirapine 
Delavirdine 

PROTEASE INHIBITORS 
Ritonavir 
Nelfinavir 
Indinavir 
Saquinavir 

(Mueller et al, 1998) 

Nucleoside analogue drugs target reverse 
transcriptase to prevent the virus from entering and 
replicating itself in the cells. Protease inhibitor 
drugs on the other hand, prevent already infected 
cells from producing additional viral particles. 
Several protease inhibitor drugs can cross the blood 
brain barrier to inhibit viral replication in the CNS, 
and have even been shown to reverse the course of 
neurological damage (Rohrer et al, 1999; Tepper et 
al, 1997). Triple drug therapy is well established and 
has had encouraging results in children. 

Resistance to Drugs: 
Adherence to medication can be a big problem and 
can result in drug resistance (Muella et al, 1998; 
Gavin & Yogev, 2002). To prevent resistance 
developing, a child needs to take their medications 
regularly at the right time and in the right way, 
which can be difficult and complex. If a child 
becomes resistant to one drug they may become 
resistant to other drugs in that group, reducing their 
treatment options (Muella et al, 1998). Once a child 
has exhausted drug options, their viral load will 
begin to rise and their immune system will be 
compromised. It is important for medical staff and 
colleagues to address this issue to prevent the 
progressive nature of HIV encephalopathy. 
Shingadia and colleagues (2000) advocate 
gastrostomy tube insertion for children with 
encephalopathy to improve medication adherence 
to address this issue . 
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HIV Encephalopathy versus Cerebral Palsy 

If resistance occurs and viral loads begin to rise the 
child may experience flu-like symptoms as well as 
being at a greater risk of infections and illness. Viral 
loads can rise and even if new treatment options are 
started, the viral load level may not return to its 
original suppressed level (NAM 2001) 

Conclusion: 
Children with HIV encephalopathy can often 
present with a similar clinical picture as cerebral 
palsy children. This is suggested to be due to white 
matter lesions, accumulation of infected 
macrophages in the basal ganglia leading to 
neuronal loss, tissue necrosis, and calcifications 
(Tardieu, 1998). The nature of the infection in the 
CNS results in symmetrical neurological signs. 
Unlike cerebral palsy, HIV encephalopathy has the 
potential to be a progressive condition and therapy 
goals therefore need to be considered differently. 
The rate of deterioration is dictated by the extent of 
replication of HIV in the CNS. Grey matter is not 
significantly affected, therefore epilepsy is not a 
recognised feature of HIV encephalopathy. 
Encephalopathy can be prevented by reducing the 
associated risk factors. This has seen the 
introduction of protocols to prevent mother-to-child 
transmission. HIV positive children now have 
similar access to medications as adults, but these 
options can be reduced significantly when 
adherence to medications is poor. Nonetheless 
medications that can cross the blood brain barrier 
are able to reduce viral replication in the CNS and in 
some instances reverse the course of the 
neurological damage. This may be best addressed 
by gastrostomy insertion where adherence is an 
issue. 
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