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There was no audible trumpet fanfare, 

but at the AGM in May, the name of the 

Trust was officially changed to ñVasculitis 

UKò.  But have no fear, we wonôt forget 

our roots, or Stuart Strange, or our debt 

to his family for setting up the Trust 

almost 20 years ago.  You will find the 

history of the Trust elsewhere in this 

newsletter. Now that the new name is 

registered with the Charity Commission, 

we can move forward with printing new 

literature and developing the new 

website.  

In May, we said farewell to our 

Treasurer, Andy Bone, to whom we are 

very grateful for having taken over from 

Richard Harris.  Personal commitments 

meant that he could not continue, so Pat 

Fearnside has, very bravely, added 

Acting Treasurerôs role to that of 

Newsletter editor and vice -chairman ï a 

lady with many hats!  Pat hopes that this 

is just a temporary measure, so we are  

still looking for a new permanent  

treasurer.  Martin Thomas, from 

Cumbria, joined the Trustees at the AGM.  

Vasculitis UK has recently contributed 

£12,000 to fund part of a research 

project at Addenbrookes Hospital, 

Cambridge.  This research, into the use 

of a drug called Alemtuzumab in treating 

ANCA related vasculitis, is being 

undertaken by Dr Rona Smith and Dr 

David Jayne.  This drug, like Rituximab, 

is a manufactured antibody.  

We always welcome the setting up of 

new independent support groups and the 

new Lancashire and North West group 

had its inaugural meeting at Preston on 

September 4 th . Much of the credit for that 

must go to Jenny Fulford -Brown and Jann 

Landles.  

Many of the other changes that have 

taken place since the Spring Newsletter 

are discussed elsewhere in this edition, 

such as the new website and logo, 

Routemap developments, the new 

HealthcareUnlocked online discussion 

group and the Webinars launched by the 

Lauren Currie Twilight Foundation.  

So it just remains for me to wish you all 

a (rather premature) Merry Christmas 

and a Happy, Healthy and Prosperous 

New Year.  

John Mills  

 

www.vasculitis -uk.org.uk  

* Formerly known as: Vasculitis UK (Stuart Strange Vasculitis Trust)  

Susan    &    John  

(Victorian  Musical Evening) 

 

Cover photograph by kind permission of one of our Members, Anthony Falla.  

See more of Anthonyôs photos on Flickr: www.flickr.com/photos/anthonyfalla/  
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 Diary Dates  
SUPPORT GROUP MEETINGS  

Polite note: If you are going to attend please pre -book so the 

organisers know how many are coming, and, if food is 

included, that they donôt under or over order. Please be 

considerate and let the organisers know if, once booked, you 

are unable to attend. Once food is ordered the organisers 

have to pay for it !!  

VSG West Midlands (VSGWM)  The next meeting will be 

held on Sunday 23rd October at the Hilton Birmingham 

Bromsgrove Hotel. The speakers/topics: Dr David Carruthers 

-  topic TBA, and Dr Andrew McClean ðResearch into 

Tiredness. Contact: 4a Northbrook Rd., Shirley,   Solihull   B90 

33NT   0121 744 0318 davsamuk@yahoo.co.uk   

Oxfordshire  VSG  A local group lunch will be held at The 

Duke of Marlborough pub near Woodstock (OX20 1HI) on 

Sunday 6th November . Details from Sue Ashdowne  01295 

816482  oxonvsg@hotmail.com  

The next seminar  for the Oxfordshire group is being planned 

for March 2012 .  

Cambridge VSG The next meeting will be held on Sunday 
20th November . The speaker will be Dr Sapna Trivedi. 
Further details to be announced. Please contact Jenny Fulford
-Brown   01223 -565967    jenny.cambsvsg@hotmail.com    
  

Essex VSG  Jules Darlow (Support Group Leader, based in 

Colchester) has booked Benton Hall in Witham for an informal 

lunch - time meeting on Wednesday 23rd November . The 

venue is free but members are asked to purchase their own 

lunch/refreshments at the hotel. Please contact Jules:  

essexvsg@googlemail.com  or ring 

07789 -381680  

Lancashire VSG   The next meeting will be on Sunday 4 th  
March 2012.  The venue has yet to be agreed. Detail can be 
obtained from:  Jann Landles or John Chadwick: 
nwvasculitis@hotmail.co.uk  
 
VASCULITIS UK ðAnnual General Meeting. Will be held 
on Sunday 13th May 2012. Further details to be announced.  

FUNDRAISING  

Elise Baxter will be entering the Ashford 10K on 9th 

October to raise funds for the Trust, in memory of her friend 

Clare Grossman who passed away in December 2010.  

Neil Holden will be taking part in the BUPA Great 

Birmingham Run on 23rd October 2011  

Janine Emma Brown of the Ashford Athletic Club will be 

taking part in the ING New York Marathon on 6th 

November . Janine will be dressed a Wonder Woman.  Janine 

is also raising funds in memory of her friend Clare Grossman.  

GENERAL  

Lauren Currie Twilight Foundation ñWebinarò The 2nd 

ñWebinarò will be held on Wednesday 16th November at 

5.30 pm. To register follow the links at:  

www.thelaurencurrietwilightfoundation.org/  

International Rare Disease Day  29th 

February 2012  

Work and Benefit  
ñWork and Benefitò give advice to 

claimants on all aspects of claiming 

benefits and appeal procedures, eg 

ñDisability Living Allowanceò, 

ñEmployment and Support Allowanceò 

and ñIncapacity Benefitò.  

The Trust has obtained ñprofessionalò 

membership of ñWork and Benefitò 

which enables us to provide information 

to our Members free . If you would like 

details from this website please contact: 

Susan Mills in the first instance: 

sandjmills@btinternet.com  

Alternatively, you can join ñWork and 

Benefitò as an individual member for a 

subscription of £19.45 a year at: 

www.benefitsandwork.co.uk/  

Professor Raashid Luqmani: The congratulations of the Trust are extended to 

Dr Raashid Luqmani of Oxford on becoming Professor Luqmani.  

Work and Benefit: See the column opposite if you are thinking of applying for or 

are considering appealing a decision on DLA, ESA or IB.  

Research grants: The Trust has provided £12,000 funding to Addenbrookes 

hospital to part fund the research into the drug Alementuzumab.   

Whatôs in a name: It was officially accepted at the 15th International Vasculitis 

and ANCA Workshop at Chappel Hill in May, that Wegenerôs Granulomatosis would 

be re -named ñGranulomatosis with Polyangiitis (GPA)ò and Churg Strauss 

Syndrome would be renamed ñEosinophillic Granulomatosis with Polyangiitis 

(EPGA)ò. 

Stop press   

In the summer of 2012 the NHS Direct  will change to NHS 111 . For more 

information:  

http://www.dh.gov.uk/en/Healthcare/Urgentandemergencycare/DH_115054  

Looking for 

things Iõve 

just lost      Working 

      Sleeping 

Eating 

Life in segments 

 News in brief  

Collection boxes  Did you know the Trust once had collection boxes? Neither did we. 

Recently we heard from Mrs Kerry Drew who had kept a SSVT collection box on the 

counter of her shop for years. She had diligently put the money in the safe but decided 

that, as no one ever collected the money, she would try to contact the Trust. We are 

grateful for Mrs Drewôs investigative work and the kind people of Alfreton for donating 

over £200 to the Trust.   

If any Member knows the whereabouts of other collection boxes please let John know.  

mailto:davsamuk@yahoo.co.uk
mailto:jenny.cambsvsg@hotmail.com?subject=November%20Vasculitis%20Meeting
mailto:jenny.cambsvsg@hotmail.com?subject=November%20Vasculitis%20Meeting
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The following was prepared by Dr Julie 

Williams at Birmingham University 

Hospital. It is reproduced here for the 

benefit of Members who would like to 

learn a little more about the workings 

o f  t h e  i m m u n e  s y s t e m  a n d 

autoimmunity:  

The immune system is a large group of 

cells that protect us from the outside 

world (e.g. bacteria, fungi and 

viruses). The immune system can be 

split into two parts, the innate immune 

system and the adaptive immune 

system.  

The innate immune system provides a 

basic and general form of defence 

against infection. A large component of 

the innate immune response is a group 

of cells termed phagocytes. Phagocytes 

are able to detect bacteria and other 

micro -organisms and kill them by 

eating and digesting them. The model 

phagocyte within the immune system 

is a cell called a neutrophil. The 

neutrophil is the most abundant white 

blood cell in the body and is found 

predominantly within the blood stream. 

Neutrophils are able to leave the blood 

stream to travel to sites of infection or 

inflammation. There, they readily 

detect and eat up any harmful micro 

organisms.  

Neutrophils are also able to kill harmful 

micro -organisms through the release of 

anti -microbial granules. Neutrophils are 

powerful cells of the immune system 

and are fundamental to the immune 

systemôs response to infection. 

However, neutrophils are difficult to 

control and may promote inflammation 

by releasing their granules at the 

wrong place at the wrong time. The 

uncontrolled release of granules may 

also damage healthy neighbouring 

cells.  

The adaptive immune system provides 

the body with a much more specialised 

and advanced response. One important 

contribution of the adaptive immune 

response is the generation of 

antibodies. Antibodies are produced by 

cells called B cells, and are generated 

against a specific threat. Antibodies are 

released into the blood stream and act 

like homing missiles. Once they have 

located their target they will lock on to 

it. The antibody then aids the innate 

immune response by attaching to a 

phagocyte (such as a neutrophil) which 

will then eat up the target or release 

granules in its direct ion. The 

generation of antibodies is a powerful 

tool employed by the immune system, 

but sometimes it does get it wrong. 

Occasionally a B cell will generate 

antibodies that will be specific for cells 

or proteins of our own body. When this 

happens the immune system begins to 

attack itself, this is known as 

autoimmunity.  

ANCA associated vasculitis is one form 

of autoimmune disease where B cells 

produce antibodies that are directed 

against proteins that are found on the 

sur face of  neutrophi ls .  These 

antibodies are termed Anti -Neutrophil -

Cytoplasmic Antibody or ANCA for 

short.  ANCA predominantly bind to 

two major proteins found on the 

neutrophil called myeloperoxidase 

(MPO) and proteinase 3 (PR3). ANCA 

have been demonstrated to be 

involved in vasculitic diseases such as 

Wegenerôs Granulomatosis (WG), 

Microscopic Polyangiitis (MPA) and to 

some extent Churg -Strauss -syndrome 

(CSS).  

In the laboratory a number of 

important studies have provided 

evidence that ANCA are actively 

involved in these diseases and from 

these experiments we can get some 

idea what is happening within the body 

during the onset of vasculitic disease.  

It is currently understood that ANCA 

circulating in the bloodstream are able 

to detect and bind onto neutrophils 

(also in the bloodstream).  Neutrophils, 

doing their job, believe that the ANCA 

antibody is providing the innate 

immune system with a microorganism 

to destroy, and for this reason the 

neutrophil becomes activated. As a 

result of this process, the neutrophil 

acquires the ability to stick to cells 

lining the blood vessel around it and 

releases its harmful anti - microbial 

granules into the environment around 

it. This release of granules is likely to 

cause a large amount of damage to the 

cells lining the blood vessel and 

promote inflammation which is 

associated with vasculitic disease.  

At present it is not clear why ANCA are 

produced. A number of theories and 

factors have been suggested. There is 

a strong link between infection and 

disease and it has been put forward 

that ANCA are originally produced in 

response to infection. If this is the case 

it would mean that something in the 

process of making ANCA goes wrong, 

leading to the production of antibodies 

that may also be harmful to the body.  

Exposure of individuals to certain 

chemicals may also be linked with 

disease. For example, over exposure to 

silica is considered an environmental 

factor associated with ANCA positive 

vasculitis. These, along with genetic 

factors may mean that some people 

are more at risk at developing ANCA 

associated vasculitis than others. As 

yet, there is not one single factor 

associated with ANCA - associated 

vasculitic disease and it is likely to 

result from a number of combining 

factors.  

The presence of ANCA in the serum of 

patients is used to help diagnose 

patients with WG, MPA and CSS and, in 

a  n u m b e r  o f  p a t i e n t s ,  t h e 

measurement of ANCA levels is an 

important way of predicting, and 

preventing relapse.  

This usually involves the patient 

donating a small amount of blood 

which is analysed in the lab. The 

presence and type of ANCA is 

confirmed by two separate lab tests.  

 The first test measures the amount 

and type of antibody (MPO or PR3); the 

second test confirms whether the 

antibodies bind to MPO or PR3 by 

looking to see whereabouts the 

antibodies bind to human neutrophils 

when looking down a microscope.  

The presence of PR3 ANCA is 

associated with WG, whereas the 

presence of MPO ANCA is more 

associated with MPA and CSS.  These 

associations are not completely 

exhaustive, a small number of patients 

with WG may have MPO antibodies 

present in their serum and the same is 

true of MPA patients with PR3 ANCA. 

There is also a small percentage of 

patients suffering from these diseases 

that do not have detectable levels of 

ANCA in their serum. As the type and 

amount of ANCA can vary between 

patients with vasculitis, ANCA test 

results are usually used in parallel with 

tissue biopsies and other routine lab 

tests to diagnose disease.  

 The Immune System/Autoimmunity  
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Mycophenolate Mofetil ðvð Azathioprine  

Mycophenolate mofetil is not as good as azathioprine in 

preventing disease flare ups in ANCA positive vasculitis, a 

European study has found.  

The findings led the researchers to state: ñAlthough 

mycophenolate mofetil is frequently regarded as a potent 

alternative to azathioprine, we found no evidence to support 

its use as the initial remission maintenance therapy for 

patients with ANCA positive vasculitis.ò  

The researchers say mycophenolate mofetil should only be 

considered in  patients with ANCA positive vasculitis 

intolerant of azathioprine.  

Azathioprine has traditionally been used in patients with 

ANCA positive vasculitis to maintain remission, in 

combination with glucocorticoids.  But relapses occur in half 

of all patients within five years of diagnosis.   

Doctors designed the  International Mycophenolate Mofetil 

Protocol to Reduce Outbreaks of Vasculitides (IMPROVE), to 

test if mycophenolate mofetil was more effective than 

azathioprine for preventing relapses in people with ANCA 

positive vasculitis.   

Doctors at 42 centres in 11 European countries recruited a 

total of 156 patients to the trial; 80 patients took 

azathioprine and 76 mycophenolate mofetil. They found that 

more than half the patients who took mycophenolate mofetil 

had a relapse, compared to little over a third of patients 

taking azathioprine. The incidence of serious side effects did 

not differ significantly between groups. There were 22 

serious events in 13 patients (16%) in the azathioprine group 

and eight serious events in eight patients (7.5%) in the 

mycophenolate mofetil group.  The type of serious side 

effects noted in both groups included serious infections, very 

low white blood cell counts, and the diagnosis of a 

malignancy. Doctors also looked at patientsô kidney function 

and did not find any real differences between the two groups.  

Seven patients dropped out of the study because they could 

not tolerate the drugs. There were two deaths; one patient 

died from blood poisoning caused by a fungal infection after 

taking mycophenolate mofetil for three weeks and one 

patient on azathioprine died suddenly from heart problems 

after nearly six months treatment.  

Commenting on the results, the authors of the study 

speculate that the dose of mycophenolate mofetil may have 

been too low.  However, they note that the dose was similar 

to that used in other auto immune diseases, for the 

prevention of solid organ transplant rejection, and remission 

therapy in vasculitis.  

IMPROVE was published in the Journal of the American 

Medical Association last December.  

This review was written by Maya Anaokar  

Vascu l i t i s  UK                          www.vascu l i t i s - uk .o rg .uk  

Review of an article in the Journal of  the American Medical Association:  ñMycophenolate Mofetil vs Azathioprine for Remission 
Maintenance in Antineutrophil Cytoplasmic Antibody ïAssociated Vasculitis: A Randomized Controlled TrialòðThomas F. Hiemstra, 
Michael Walsh, Alfred Mahr, et al.  JAMA. 2010;304(21):2381 -2388.   

 Microscopic Polyangiitis  

 Microscopic Polyangiitis (MPA) is 

inflammation of the small and 

sometimes medium vessels. In the 

past MPA was thought to be a type of 

PAN and patients would have been told 

they had PAN. It is now recognised 

that they are separate diseases. In 

microscopic polyangiitis it is common 

for the smallest blood vessels 

(capillaries) or the lungs and kidneys 

to be damaged leading to reduced 

kidney function or kidney failure and 

breathlessness  

 

MPA is commonest in middle aged 

people and affects both men and 

woman.  

 

Occasionally MPA just affects the 

kidneys (sometimes called Renal 

Limited Vasculitis) so that an individual 

may only begin to feel unwell when the 

kidney function has deteriorated.  

 

Some of the symptoms encountered, 

specific to various systems are:  

Lungs -  Breathlessness, wheeze, dry 

cough,  

Skin -  Skin rashes and ulcers,  

Eyes ï Blood shot/gritty eyes, visual 

loss, changes in vision,  

Nerves  -   Loss of sensation, weakness, 

pins and needles,  

Bowels -  Diarrhoea, bleeding and 

abdominal pain.  

 

As with other type of vasculitis the 

diagnosis depends on the doctor 

recognising the pattern of symptoms 

and clinical signs. The ANCA blood test 

and a biopsy from the kidney or other 

affected organ are very helpful tests 

for MPA.  

 

P r e d n i s o l o n e  ( s t e r o i d )  a n d 

cyclophosphamide are often used to 

get the disease under control in 

moderate or severe cases. In mild 

cases where the kidneys are normal 

milder treatment with prednisolone and 

methotrexate may be given. If the 

disease is very severe large doses of 

methylprednisolone or plasmapheresis 

(plasma exchange) may also be given. 

When the disease becomes quiet less 

toxic drugs are used to keep control 

w h i c h  i n c l u d e :  a z a t h i o p r i n e , 

methotrexate and mycophenolate 

mofetil usually in combination with low 

dose prednisolone.  

 

The overall prognosis in MPA depends 

on the severity of the disease and the 

amount of damage that has been done 

to organs, especially the kidneys, when 

the disease was active.  

 

Relapses can occur in MPA though less 

commonly than in some other types of 

vasculitis and usually require a 

temporary increase in treatment. It is 

not clear how long patients with MPA 

should remain on treatment for and 

this should be discussed with the 

doctors looking after the patient on an 

individual basis.   
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Walking the Tightrope   
Richard A Watts DM FRCP Consultant Rheumatologist, 

Ipswich Hospital.  

The treatment of systemic vasculitis involves the use of 

powerful drugs which potentially have significant side effects. 

This inevitably poses the dilemma of benefit versus risk. As a 

doctor seeing patients with vasculitis and other long term 

autoimmune diseases I spend a lot of my time assessing this 

balance. In general the best principle is to use as little 

therapy as possible that controls disease activity without 

exposing the patient to unnecessary side effects.  

For many patients it is like walking a tightrope ï too little 

treatment and the patient may fall off with a relapse of 

disease, too much and the patient gets across but at a cost. 

So how do we make this assessment?  

The key is an accurate assessment of the patient and their 

disease status. Has the patient active or inactive disease and 

which organs are affected? Active disease may require an 

increase in therapy. Some organs require more intensive 

therapy than others for example kidney disease is more 

intensively treated than purely skin disease.  Inactive disease 

in remission may require no adjustment of therapy or 

possibly a reduction in treatment may be possible.  

All drugs have side effects, some are more significant than 

others, and some concern the patient more than the doctor 

or vice versa. Many of the drugs used in the routine 

treatment of vasculitis have been used for several decades 

and therefore the side effects are well known. 

Cyclophosphamide for example is generally accepted to be a 

very good drug for controlling active disease. When it was 

first introduced it radically changed the outlook for people 

with granulomatosis with polyangiitis (Wegenerôs 

granulomatosis). Because of this success, treatment was 

continued for many years. It then became apparent that this 

was causing unacceptable longterm side effects. Azathioprine 

was then introduced as an alternative for long term control of 

remission, because it has a safer side effect profile. Steroids 

which are the other mainstay of treatment are well known to 

have many side effects, some of which are dose dependent; 

that is the more you take the greater the side effects, hence 

why we are always trying to minimise the dose used.  Modern 

treatment protocols use much shorter courses of 

cyclophosphamide and aim eventually to withdraw treatment.  

None of the drugs currently available is ideal; therefore there 

is a continuing hunt for less harmful alternatives, which have 

the benefits of the present drugs but less of the risks. 

Rituximab is currently the new kid on the block and shows 

much promise being no less effective than conventional 

cyclophosphamide for gaining disease control and potentially 

less harmful. However, we do not know the long - term risk -

benefit balance. Furthermore, we try to use drugs for which 

we have good evidence they work, hence the need for high 

quality trials of new therapies so that potentially promising 

drugs can be carefully evaluated, there are numerous drugs 

which have been used sometimes quite widely and then after 

careful study been shown to be ineffective or at worst 

harmful.  

We therefore always assess the patient carefully to establish 

how severe the disease is and then tailor treatment 

accordingly so that unwanted side effects are minimised.  

 Vasculitis Clinical Research Consortium  

What is the VCRC Contact Registry?  

The Vasculitis Clinical Research Consortium (VCRC) has been 

established in the USA to collect information and perform 

research on vasculitic disorders including Takayasuôs 

Arteritis, Giant Cell Arteritis, Polyarteritis Nodosa, 

Granulomatosis with polyangiitis (Wegener's granulomatosis) 

(GPA), Microscopic Polyangiitis, and Churg Strauss 

Syndrome.  

The Contact Registry is a method by which patients with 

vasculitis can register themselves with the VCRC in order to 

be contacted in the future about clinical research 

opportunities. The contact registry is completely anonymous 

and free of charge. The registry will be a global registry of 

patients will to be contacted via email about potential new 

research projects.  

Information contained within this registry will be used for 

recruitment to research studies directed at improving our 

knowledge and treatment of vasculitis. The continued efforts 

of researchers seek to improve the quality of life for all who 

are suffering from vasculitis. The work of the researchers 

cannot occur without the partnership with patients.  

Patients who participate in research make it possible for 

researchers to find new treatments, create new studies, and 

work for the improvement of all our lives.  

Who Can Join the Contact Registry?  

Any patient with a confirmed or suspected diagnosis of a 

vasculitis disorder (such as Giant Cell Arteritis, Takayasuôs 

Arteritis, Granulomatosis with polyangiitis (Wegener's) (GPA), 

Microscopic Polyangiitis, Churg Strauss Syndrome, or 

Polyarterteritis Nodosa) can register.  

How do I join the Contact Registry?  

You can join on line at  www.rarediseasesnetwork.org/vcrc/

registry   or contact John Mills for a form.  

How does the Contact Registry Work?  

After you have read and agreed to the Authorisation, the 

Registry form will appear on your screen. This form asks you 

for information such as your name, address, birth date, place 

of birth, email address, and items relevant to your disorders.  

Once you have entered and submitted this information 

online, the data will be stored in a secure, computerised 

database. No personal identifying information (such as your 

name, address, telephone number) will be given to anyone 

without your express approval.  

Researchers seeking volunteers will simply email you 

anonymously with details of projects seeking volunteers.  

Some Members who attended the AGM or who receive the e -
communications from the Trust may have already registered.  

Richard A Watts DM FRCP Consultant Rheumatologist, 

Ipswich Hospital.  

http://www.rarediseasesnetwork.org/vcrc/registry
http://www.rarediseasesnetwork.org/vcrc/registry
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The AGM was held at the Novotel, 

Long Eaton near Nottingham on 

Sunday 22nd May. There was a 

tremendous turn -out with over 80 

members and carers attending.  

In my opening remarks I said that 

great strides had been taken since 

2009, when it looked as if the Trust 

might have to  be wound up because 

of apparent lack of support and the 

resignation of several Trustees. The 

Trust now enjoys a professional 

standing recognised by vasculitis 

professionals and other organisations, 

including government agencies. 

Membership continues to increase.  

Some of the main items from the 

meeting are noted below:  

Routemap: Thanks were extended to 

member s  f o r  comp le t ing  the 

questionnaire for the Routemap. The 

project is on course for completion by 

early 2012.  

Funding: The Trust is primarily for the 

benefit of members and secondly to 

raise funds for research. As it was 

possible that the Trust might be wound 

up in 2009/10 the Trust made a final 

payment for research at Birmingham. 

This large payment had depleted 

finances. Therefore, in order to ensure 

the Trust became financially viable, no 

research funding was made in 

2010/11.  

The Trust has taken advice and future 

r esearch  f und ing  w i l l  be  by 

collaboration with other interested 

parties. This would mean that the 

Trust could pay for sections of 

particular research rather than having 

to fund the whole project. The first 

research project to benefit from 

funding in 2011 is into the drug 

Alumentuzumab being undertaken at 

Addenbrookeôs. Several other projects 

were being considered for later in 

2011.  

Thanks were extended to Fundraisers 

and Members without whose donations 

the Trust would not be able to fund 

essential research.  

Treasurerôs Report: See separate 

item below.  

Revised constitution: The Charity 

Commission required changes to the 

Trustôs Constitution to ensure we 

operate legally and retain charity 

status. The Trust had now defined 

those Members who wished to be 

considered Full Members. Only Full 

Members would be eligible to vote at 

the AGM. The changes to the 

Constitution had been made available 

to Full Members prior to the meeting. 

The Full Members voted unanimously 

for the changes either in person or by 

proxy vote.  

Name of the Trust: It was also 

agreed, by the Full membership that 

the name of the Trust be changed from 

Vasculitis UK (SSVT) to ñVasculitis UKò. 

Election of Officers and Trustees: 

With the exception of Andy Bone (who 

had tended his resignation) the 

present Officers and Trustees were re -

elected. Mark Griffiths stood down as 

Vice Chair but remains a Trustee. Pat 

Fearnside was elected Vice Chair and 

retains her responsibilities for the 

Newsletter. Professor Lorraine Harper 

will become a co -opted Trustee and 

will continue to advise the Trust on 

medical matters. Two new Trustees 

were appointed ðMartin Thomas, and 

Shirley Whileman (Treasurer).  

Spring raffle: The Spring Raffle was 

drawn by the Guest Speaker, Dr 

Richard Watts. At the time of the 

meeting the full amount raised was not 

know, but it was in excess of £10,000. 

The cost of the raffle, printing, postage 

and licence was approx £806. All the 

prizes were donated. Winners were to 

be notified by post  

Guest speaker: Dr Richard Watts was 

the speaker and he gave an interesting 

and informative presentation ñWho 

gets vasculitis, and Why?ò See report 

on page 8 . 

John Mills  

 Treasurerõs Report April 2010- March 2011  

2010 -2011 saw the Trust make a profit of £54,756.73 

(income £59,397.91 -  Expenditure £4541.18).  

¶ Donations for the year were £48,463.25, with those 

donations via Justgiving.com increasing from £622.92 in 

2009 -10 to £14,406.63 in the current year.  

¶ More members are using Easyfundraising and 

Easysearch, and income from these sources increased to 

£172.88,.  

¶ Gift Aid increased from £2143.54 to £3521.23  

¶ At the time the Accounts were produced the Spring Raffle 

had produced income of £5357.00. The setting up costs 

for the Raffle were £806.80 (licence, printing, postage) -  

all the prizes were kindly donated.  

¶ No research grants were made in the financial year 2010 -

11 to allow the Trust to re -build itôs resources.  

The accounts of the Trust were examined and accepted by an 

independent examiner (in accordance with the Charity 

Commissionôs requirements). 

A copy of the Accounts of the Trust for the year ending 31st 

March 2011 was circulated at the AGM. A copy is available by 

contacting John Mills.  

Andy Bone  Treasurer  

 

As Members are aware, Andy has now resigned as Treasurer. 

The Chair and the Trustees are grateful for Andyôs hard work, 

and wish him and Lorna well for their future together.  

 Annual General Meeting of the Trust -  Chairmanõs Report 

      Pat    Dr Richard  Watts     John 

After the meeting mini meeting 

Martin, Pat, John, Paul 
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Brief Report -  Dr Richard Wattsõ Talk at the AGM 
Renaming the vasculitides is a move away 

from naming diseases after eminent 

physicians to calling them after the blood 

vessels involved.  

So now, we no longer suffer from 

Wegenerôs Granulomatosis but 

granulomatosis with polyangiitis (GPA). 

Churg Strauss Syndrome is now 

eosinophill ic granulomatosis with 

polyangiitis (EGPA).  

Dr Richard Watts of the University of East Anglia and the 

Ipswich Hospital NHS Trust, guest speaker at the AGM of 

Vasculitis UK in May 2011, admitted the change had 

controversial, but the ultimate goal of the name change is to 

advance research and clinical care for vasculitis, especially 

faster diagnosis.  

Why me?  

As other physicians before him have explained to the 

members of the charity, Dr Watts reiterated that developing 

vasculitis appears to be the consequence of some kind of 

environmental insult in people with a genetic predisposition.  

As we age, so does the immune system and how it reacts to 

infections also changes.  

ñThat may explain why we see this striking age distribution,ò 

said Dr Watts, with the vasculitides occurring at the end of 

the age spectrum, with the exception of Kawasaki disease, 

which affects infants, and Henoch Schönlein purpura, which 

affects children to their teens.  About 60% of ANCA vascultis 

is GPA, 30% MPA and 10% EGPA and the peak ages for 

onset are between 65 -75. GCA is only seen in the over 60s 

with between 75 -80.  

British studies  

Epidemiological studies done in Norfolk over the last 23 years 

have identified 200 patients with a form of vasculitis; this 

means between five to ten cases a year in Norfolk. The 

conditionsô rarity is one of the reasons they are so difficult to 

diagnose, although the incidence is increasing, which may be 

a consequence of increasing disease awareness.  

ñIn many GP practices there isnôt even a single ANCA 

vasculitis patient. Most GPs will never see a case,ò said Dr 

Watts , although most will have other forms, especially GCA.. 

But what researchers have discovered is that GPA ï the most 

common form of ANCA vasculitis ï has a cyclical incidence 

with a peak every seven years.  Whether there is a similar 

cyclical pattern for microscopic polyangiitis (MPA) is not 

discernible because there are not enough patients to enable 

doctors to tell. The reason for the peaks in GPA is not clear.  

Global epidemiology  

Northern countries have more cases of GPA than southern 

countries, where MPA is most common.  Dr Watts speculated 

that this may reflect different genetic backgrounds between 

the north and south, but he added that incidence of vasculitis 

was unknown across much of the globe because health 

systems were not equipped to study the conditionsô 

epidemiology (figure 1).  

Similarly, little is known about possible ethnic differences 

influencing the development of vasculitis although one 

French study has found it more common in people of 

European origin than non -European.  Dr Wattsô team in 

Norfolk is collaborating with Japanese researchers to explore 

what lies behind the different clinical patterns to the 

diseases. In Japan the incidence of vasculitis is much the 

same as in the UK, about 22 people per million, but the types 

of vasculitis differ.  Japanese sufferers are more likely to 

develop MPA than GPA.  

Genetic risk  

Dr Watts explained that one of the challenges in this type of 

study is the lack of large numbers of patients; there being 

between 10,000 to 15,000 ANCA vasculitis patients in the 

UK.  

Dr Watts said: ñOne project will be to get DNA from 

thousands of people with vasculitis to see if there is a clear 

genetic signal between GPA and MPA. Are they two distinct 

disease or a spectrum?ò  

What is currently known is that there is a familial association, 

similar to the likelihood of developing rheumatoid arthritis or 

type 1 diabetes if a first degree relative suffers from these 

conditions.  

Environmental insults  

A whole range of external factors have been studied to see if 

exposure to them can cause vasculitis but little association 

has been found between some of the suspect substances or 

professions. There does seem to be an association between 

exposure to ultra violet radiation and the development of 

GPA and EGPA; the lower the exposure to UVR the greater 

the risk of GPA and EGPA (but not MPA).  

Current studies  

Dr Watts also mentioned the work of The European Vasculitis 

Study Group ï EUVAS ï which works to improve 

understanding and treatment of vasculitides.  

He noted that there were a lot of questions about rituximab, 

a drug being investigated in a number of trials. In the UK 

rituximab is licensed to treat Non -Hodgkin's lymphoma 

(NHL), Chronic lymphocytic leukaemia (CLL), and rheumatoid 

arthritis.  

Dr Watts posed the following questions to the AGM: ñHow do 

we maintain remission? Rituximab can be used to treat 

relapses but do we use it at fixed intervals? If we do use it, 

how long can we continue to use it for?  We need randomised 

trials to answer these questions.ò 
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Fig 1: North -South difference in GPA and MPA incidence  

Watts et al ARD;60:115607  

Report prepared by Maya Anaokar  




