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INTRODUCTION

The first Royal College of Physicians of Edinburgh
Symposium on Rheumatology in the bone and joint
decade (the first decade of the 21st century has been
declared the bone and joint decade1) took place on the
22 March 2001.  To celebrate this decade a variety of
significant topics, which will continue to have an impact
on rheumatology over the next ten years, were reviewed.
Many of these topics represent a development occurring
over several years, such as cervical spine and joint
replacement surgery.  Increasingly, specialisation is essential
in rheumasurgery2 since the skills required are considerable
and the maintenance of those skills depends upon
procedures being performed regularly and frequently.  It
will therefore be important, with the advances in clinical
governance, to limit such complicated procedures to fewer
centres.3  Other topics discussed in this Symposium are
relatively new and their significance is only just becoming
apparent.  Perhaps the most exciting topic is the increased
link between atherosclerosis and inf lammation.  This report
summarises the proceedings of the Symposium.

1. RHEUMASURGERY – THE NECK

Cervical spine disease in rheumatoid arthritis (RA) is a
management paradigm.4  A large Finnish series has estimated
the mortality associated with cervical spine disease in RA
and has shown that it is significantly under-reported (perhaps
accounting or contributing to 50% of the 38/853 deaths).5

An association is reported between disease severity and
survival in patients who have cervical spine RA
involvement.6  In a review of patients undergoing major
lower limb joint replacement, 61% of patients had significant
cervical spine disease at the time of surgery.7  In a cohort
study of 254 patients with RA who had established cervical
spinal disease, followed over a mean of 10·6 years, a
conservative approach resulted in deterioration of atlanto-
axial subluxation in 35% (radiological deterioration) and
11% (neurological deterioration).  In cases of vertical
translocation deterioration occurred in 33% (radiological)
and 31% (neurological): in sub-axial subluxation, 44% of
patients showed radiological deterioration whilst 13% had
neurological deterioration.8  Over their lifetime, between
30% and 70% of patients with RA will develop cervical
spine disease, of which the dominant problem is atlanto-
axial subluxation; there are also significant numbers who
develop sub axial subluxation and vertical translocation.9-11

This represents a potential of 62,700 candidates for
cervical spine surgery in the UK per annum, with an
equivalent figure in the US of 220,000.  Compared to
these figures, only 10% (i.e. 6,000) in the UK actually
undergo cervical spine surgery.  Of those patients with
atlanto-axial subluxation, only five or six per cent actually
develop myelopathy.  Studies in early RA provided by the
Early Rheumatoid Arthritis Study (ERAS) dataset (a series

of 600 patients with new onset RA studied over a six year
period) demonstrate that between five and six per cent
have developed atlanto-axial subluxation and that this
incidence is increasing progressively over time.12  The
myelopathy of atlanto-axial subluxation is equivalent to a
multiple spinal cord injury and there is no significant reversal
of myelopathic changes.

Whereas previously it was thought that pannus was the
most common mechanism mediating pressure on the spinal
cord at the craniovertical junction, this tissue is less
commonly seen perhaps with the advent of improved
medication to suppress synovitis,13 and most of the damage
is end-stage minor cord compression.  The question is
whether it should be considered before damage occurs
despite the significant risks of surgery.14  It has been suggested
that degrees of atlanto-axial subluxation should determine
the urgency of surgery but in practice, if there is more than
3 mm of subluxation, it is likely that surgery will be required
and centres would advocate MRI scanning at that stage
with a view to surgery.

When to refer for surgery is always an issue.15  Once a
patient is bed-bound it is probably too late.  The current
philosophy is to try and avoid neural damage and a suggested
assessment plan is to perform a cervical spine X-ray; in the
event of instability associated with cord compression, an
MRI is recommended with a view to proceeding to surgery.
If there is instability but no cord compression is seen on
the MRI, it is suggested that follow-up MRIs are performed.
With regard to C2 nerve route pain, which is often associated
with head tilt because of discomfort, the principles of
management will be fixation, local injection and the use of
a collar.  The problem of non-reducible head tilt has been
reported in around 10% of hospitalised patients with RA
and is usually due to unilateral collapse of the lateral masses
of the atlas and/or axis.16

Surgical techniques for neck problems have changed.17

Whereas previously bone graft with wiring was
recommended, along with a variety of clamps or titanium
and other metal loops with occipital cervical stabilisation,
newer techniques include segment saving and attempts to
fix individual vertebrae together (such as C1 and C218 –
although the proximity of the vertebral artery means this
technique is not for the faint-hearted,19 especially in view
of the fact that 11% of patients have a congenitally large
vertebral artery).  Trans-oral decompression is no longer
recommended.  Posterior fixation combined with anterior
decompression in the presence of spinal stenosis is a useful
and safe method to treat instability and deformity caused
by RA, with over 75% of patients reporting satisfactory
improvement.4, 20  The follow-up available using the Ranawat
classification (a measure of neurological disability21) shows
that patients who have Ranawat IIIb (severe disability with
upper motor neurone signs in all four limbs) have a 16%
mortality in the immediate post-operative period with a
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25% mortality at six months.  Long-term follow-up of
patients with Ranawat II to IIIb shows 38% mortality and,
somewhat surprisingly, an average one Ranawat grade
improvement in survivors.22  Problems are almost certainly
related to the poor quality of bony material left to operate
on.  Variation in clinical practice remains a significant
problem that may be contributing to less than optimal
outcome for these patients.3  It may be that the
development of a myelopathy disability index may serve
as a useful measure of surgical outcome (as a variant to the
health assessment questionnaire23, 24).  It is important to
bear in mind the significant role that trauma can play in
destabilising the neck, especially after other joint surgery
has occurred.  Unfortunately, cervical spine disease in RA
has a recurrence rate of 15% despite initial stabilisation of
the neck.25

2. RHEUMASURGERY – THE LOWER LIMB

Joint replacement surgery has an important role in the
management of many arthritic conditions.26  It is important
that a team approach should be in place with careful
evaluation of individual patients to determine the optimal
timing and type of surgery.  In a review of the surgical
registry of patients with RA-related lower limb joint
replacements, around 8,000 procedures are performed
annually in Finland, with hip surgery at around five to
seven operations per 100,000 population and knee
replacements being similar at seven per 100,000 per
annum.27  There has been no significant change in these
figures over the period between 1990–7.  A recent estimate
of knee arthroplasty requirements for the next 30 years
indicates a likely increase of around one-third to meet the
needs of the ageing population.28  The role of synovectomy
of the knee has been controversial since no good controlled
studies have been carried out.  A small study of multiple
joint synovectomies combined with drug therapy for RA
has suggested independent benefit from the synovectomy
itself in helping to control disease in the long term.29  Knee
synovectomy has been reported to give satisfactory results
in over 80% at three years’ follow-up;30 ten year follow-up
of patients treated at a single centre in Finland show good
results in 60%, and their experience suggests that cartilage
preservation is an important predictor of good outcome.
Hip synovectomy is a much more difficult procedure
because of access.  In terms of priorities in joint replacement
surgery, stabilisation of the neck and/or upper limbs is
advocated before lower limb surgery is considered, and
then feet are operated on first if appropriate.  A large series
has examined the effect of multiple joint replacements
compared to single knee joint replacement and found no
significant dif ference in functional outcome or
complication rates.31  With regard to hip surgery, osteotomy
is no longer recommended.  Protrusio acetabuli occurs in
around 40% of patients with RA, and has been successfully
managed with bone grafting to pack the defect prior to
joint replacement.32  Patients with RA do not do as well
as patients with osteoarthritis (OA) with regard to successful
total hip arthroplasty.33  Cemented prosthesis have been
reported to loosen in OA with recommendations that
bone grafts be used instead,34 but cementless hip
replacements in RA result in poor outcome.  The average
age for hip replacement in RA is between 54 and 60
years; most patients are given a Charnley hip with an 80%
ten-year hip survival.35  Problems arising from hip

replacements include wearing of the material; a solution to
this could be to use ceramic heads, but these have very
poor shock absorption.  Metal-to-metal hip replacements
have been tried but there is a worry about corrosion.  The
incidence of infection is twice as common in patients
undergoing joint replacement for RA, compared to those
undergoing joint replacement for OA.  Figures suggest that
of 181 osteoarthritic hip replacements, 0·6% become
infected as compared to 1·2% of 1,053 rheumatoid hip
replacements and 1·1% of 186 juvenile arthritis hip
replacements.27  Management of infected prostheses is
primarily with early, aggressive antibiotics.

In the context of RA, when knee replacement is
performed approximately 46% of the patients have a valgus
deformity at the time of surgery and approximately 30%
have a varus deformity at the time of surgery.  Collateral
ligament rupture is rare.  By contrast with the hip, cementless
prostheses at the knee in patients with RA are as effective
as cemented prostheses.  Knee replacement may have a
significant impact on reducing disability in patients with
severe flexion contractures.36  Some centres have
recommended multiple joint replacements at the same
session.  The complication rate is around 1·2 times greater
than normal and it is suggested that two-stage procedures
are preferable.  Mortality following major joint replacement
in RA is higher than in other disease groups, with an SMR
of 1·48 for hip replacement37 and between 2 and 3 for
knee replacement, compared with patients with OA.38  In
rheumatoid foot surgery, the early 1970s showed poor results
from arthroplasty and the current suggestion is that if MRI
evidence of vascular damage to bone exists, arthroplasty is
unlikely to be successful and therefore arthrodesis remains
the best option.  In a recent series of 69 patients, however,
survival of ankle arthroplasties has been reported as 83% at
five years and 66% at ten years.39  In the forefoot, resection
arthroplasty provides good functional outcome, whereas
metatarsophalangeal (MTP) implants are really only useful
where there is low demand on the joint, i.e. for walking
only, not running.40, 41  Combined MTP fusion and
osteotomy of other affected MTP joints may be a better
approach.42

3. RHEUMASURGERY – THE UPPER LIMB

New developments in upper limb surgery in orthopaedics
include an improvement in outcome measures using more
subjective rather than objective measures, and potential use
of the arthroscope for more upper limb surgery has been
suggested.  The outcome from shoulder disease in RA is
significantly variable.  If there is significant subacromial disease
there is a case for early synovectomy to prevent rotator cuff
rupture.  In the event of glenohumeral disease, loss of cartilage
may be significant, but most of these patients do not require
shoulder replacement.  The timing of surgery is controversial.
There is an important balance to be achieved between
medical therapy and surgical intervention.  On the one
hand if medical therapy is failing to prevent joint damage
and sebsequent disability, surgical intervention offers the
opportunity to minimise that disability.  Synovectomy of
the shoulder will result in 50% improvement (using yttrium-
90) and thus can be done through the arthroscope.
However, no data are available from controlled trials.

Total shoulder replacement is recommended for
significant pain, loss of external rotation or the presence of
a non-spherical humeral head.  The state of the rotator cuff
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is crucial to the likelihood of post-operative success; it is
largely dependent on whether the cuff is intact before
surgery, but the problem is that by the time patients reach
surgery the cuff is often ruptured.  Ten year results from
long-term follow-up studies of total shoulder replacement
show that 82% of patients are expressing significant pain
relief, whereas ten per cent have moderate or severe pain.43

External rotation increases on average from 5° to 38°.
Around 55% of total shoulder replacements suffer the
problem of proximal migration.

A variety of shoulder replacements are now available.
The Liverpool shoulder, which is based on the prosthetic
hip, does not have good long-term outcome.  The hemi-
arthroplasty is technically unsuccessful although, surprisingly,
patient satisfaction is reasonable.44  Promising new shoulder
replacements, such as the bipolar arthroplasty, are relatively
untested.  An anatomical arthroplasty involving
reconstruction and retention of soft tissues may prove
helpful.  The value of cemented versus uncemented
arthroplasties is undetermined at present, as is the role of
subacromial synovectomy.

At the elbow, the most important determinant of
disability is impairment of flexion.  Other indications for
elbow surgery are significant pain or poor hand function.
Initial results from an open synovectomy of the elbow with
radial head excision show improvement in 54% of cases.45

Total elbow replacements, such as that devised by Souter,46

show that all hinge joints will loosen and cannot be revised.
This has led to the use of unlinked prostheses, which
attempt to replicate normal biomechanics.  The results of
surgery relate directly to the number of operations done:
in the best hands, 80% of patients should maintain
improvement by ten years, but complications are increasingly
common in inexperienced hands.47,48  Future elbow surgery
will depend on improving the design of the prosthesis,49, 50

a good outcome measure and consistency of surgical
technique, i.e. standardising with only a few centres involved.

Wrist surgery is often recommended at too late a stage
in the disease.  Once the zigzag collapse of the wrist has
occurred or if the distal radio-ulnar joint has subluxed, this
can result in extensor tendon rupture.  Urgent surgery is
required to repair the tendons and remove the end of the
radius.  If the tendons are ruptured, then tissue balancing
becomes very difficult and there is no point in attempting
wrist replacement.  Distal ulnar resection remains a very
successful procedure in RA, with over 80% of patients
reporting significant improvement in pain control.51  Radio-
carpal joint disease is best dealt with by arthrodesis.
Combined synovectomy and arthrodesis is very successful,
with 97% patient satisfaction.52  Wrist replacement is a
more limited option for the above-mentioned reasons.
Good long-term results are reported following wrist
arthrodesis.53

Thumb surgery may be appropriate in a number of
cases.  About 66% of patients with RA have thumb disease,
resulting in disability in 60% of these cases.  About one-
third of these cases have carpo-metacarpal joint disease.
Zigzag collapse of the thumb is common.  Recommended
procedures which result in improvement in functioning
include excision of the carpo-metacarpal joint and fusion
of the interphalangeal and metacarpophalangeal (MCP)
joints54 as this results in stable opposition of the thumb.
Flexor synovectomy is rarely needed, apparently because
of the effectiveness of immunosuppressive therapy; by

contrast, extensor tendon synovitis is still a significant
problem.  In the hand, the presence of ulnar drift is associated
with functional impairment and poor outcome from
surgery.  Swan neck and boutonniere deformities are
unlikely to improve as a result of current surgical techniques.
Metacarpophalangeal implants may fracture between four
per cent and 20% of the time, despite which the clinical
outcomes may be satisfactory.55  In conclusion, soft tissue
surgery depends on the extent of the disease process.
Arthroplasty must achieve soft tissue balance and therefore
the soft tissues need to be made intact in order for a joint
replacement to be successful.

4. RHEUMASURGERY – CARTILAGE REPAIR AND

REGENERATION

Contrary to the traditional orthopaedic approach to joint
disease, newer techniques are being evaluated where articular
cartilage may be amenable to repair or regeneration56 and
this has been shown in animal models.57, 58  This
phenomenon is significantly impaired by age.59  The use of
hyaluronan-based polymers into cartilage defects may
provide scaffolding and enhance the repair process in
animals.60  In humans, the same techniques have been
applied with some success.61  Articular cartilage is isolated
from blood, nerve and lymphatic supply, and simply rests
on subchondral bone.  Traditional treatment of OA with
joint replacement surgery ignores the potential for repair
or regeneration.  In young patients with full thickness
cartilage defects, joint injury may result in a significant risk
of OA in future.62  Similarly, young patients with
osteochondritis dissecans have a 32–40% risk of subsequent
development of OA.63  Novel approaches to these problems
in this select group of patients have recently been
considered.  Enhancement of intrinsic healing mechanisms
might be achieved using stem cell metaplasia or the
introduction of a ‘super’ blood clot.  The use of a composite
graft, which may be an allograft or an autologus graft
containing cartilage and bone, along with perichondral and
periosteal materials, would be another approach.64, 65  Finally,
a third technique would be cell regeneration using periosteal
patches from cultured cells.66  All these techniques are being
used in some novel experiments in Oswestry, a regional
orthopaedic centre in the UK with some dramatic
improvements in these lesions in young, non-obese
individuals with isolated cartilage damage.  Femoral condyle
lesions responded to treatment in up to 93% of cases in a
two to nine year review of these techniques.  At present
there are no controlled trials.  These techniques will be
limited by significant cost, but the potential saving of
cartilage for this group of patients may outweigh the cost
of the technique in the long term.  Future improvements
to these strategies may include stem cell usage and
modification of the genetic material before implantation.67, 68

5. CARDIOVASCULAR RHEUMATOLOGY – CARDIO-

VASCULAR PROBLEMS IN SLE

The recognition that premature atherosclerosis occurs in
systemic lupus erythematosus (SLE)69, 70 has led to a closer
inspection of this patient group for traditional risk factors
predisposing to atheroma.  The standardised mortality rate
for SLE is 9·16 for patients under the age of 54.71  In early
SLE, i.e. within the first five years, sepsis is the most common
cause of death (32%) and death is more common in patients
with active, rather than inactive, SLE.  In late SLE deaths,
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beyond five years of onset of disease, coronary artery related
events become more common (30% over five years
compared to 17% under five years).  The incidence of
ischaemic heart disease (myocardial infarction and angina)
is between 6·7% and ten per cent of large follow-up cohorts
of patients with SLE.72  At autopsy, around 54% of patients
have moderate to severe atheroma.73  In large cohort studies
of patients with SLE, increased risk is documented for
myocardial infarction, with an odds adjusted ratio of
between 7·4 and 8·5 for pre-menopausal women, making
SLE one of the strongest cardiovascular risk factors ever
described.  It is likely that only six to ten per cent of
patients with SLE actually have clinical evidence of coronary
artery disease; this suggests that the vast majority have pre-
clinical disease or significant risk factors.  Investigations of
patients with SLE, looking for pre-clinical disease, have
shown a significant incidence of abnormalities detected
on single photon emission computerised tomography
(SPECT) dual isotope myocardial perfusion imaging.  In a
study of 130 women with SLE, with an average age of 45
and 14 years’ disease duration (only ten per cent of cases
had known cardiovascular disease), abnormalities of
perfusion were present in 35% of previously unsuspected
cases and 90% of these abnormalities were reversible.74

Seventy-three per cent of the abnormalities occurred in a
single coronary arterial territory, implying there was a
potential for treatment.  The factors associated with
abnormal perfusion included the presence of clinical
coronary artery disease as the biggest risk factor, but post-
menopausal status, current hypertension, previous steroid-
related side-effects and high total cholesterol/high-density
lipoprotein (HDL) ratio were all associated with an increased
risk of perfusion abnormalities with an odds ratio of
between 1·7 and 2·7.

Coronary artery plaques have been found in 35% of
123 women studied with SLE.  Predictors of coronary
artery plaques included older age at onset, high systolic
blood pressure, prolonged steroid use and high C-reactive
protein with odds ratios of between 1·1 and 2·7.  Therefore,
overall, it is likely that up to 40% of patients with SLE have
sub-clinical coronary artery disease.  It is likely that the
mechanisms for development of coronary artery disease
include the presence of vasculitis, premature atheroma (that
may also be contributed to by traditional risk factors),
genetic predisposition and therapy for SLE.75, 76  In addition,
anti-phospholipid syndrome may contribute to the coronary
artery events.  In a risk factor study of events in patients
with SLE, high cholesterol levels, older age at onset of SLE,
hypertension, long duration of prednisone use, the presence
of pericarditis or myocarditis, heart failure and obesity were
all associated with higher risk of clinical events.  Studies of
the carotid circulation also suggest an increased incidence
of carotid plaques in patients with SLE.77, 78  Although
steroids clearly modify cholesterol metabolism, it has been
recognised for some time that active SLE itself will raise
concentrations of triglyceride and very low density
lipoprotein (VLDL) and lower HDL levels.79  Anti-malarial
drugs are known to reduce cholesterol levels in patients
with SLE.76  In the Toronto risk factor study, 235 patients
with SLE were studied to detect the traditional risk factors
for coronary artery disease.80, 81  Hypertension and diabetes
were found to be more prevalent in patients with SLE
than in age-matched controls.  Patients with SLE were
more likely to have a sedentary lifestyle with a higher body

mass index, a high VLDL and triglyceride level.  Insulin
resistance and diabetes are probably co-associated with other
abnormalities such as hypertension, lipid abnormalities and
steroid use.  Homocysteine levels were also found to be
elevated in SLE patients compared to controls.
Homocysteine is pro-oxidant and toxic to endothelial cells.
It is associated with strokes and arterial events in SLE,
although the role of homocysteine in coronary artery disease
is still controversial.  There is an association of stroke and
arterial events in SLE, although its role in population studies
of coronary artery disease is still controversial.  Therefore,
the model of coronary artery disease in SLE includes chronic
vascular inflammation with activation of endothelial cells,
the presence of a pro-oxidant state, and the traditional risk
factors for coronary artery disease.

The endothelial cell activation status has been studied
with the finding that E-selectin is up-regulated on active
endothelium in patients with SLE.  It has been suggested
that low dose aspirin is an important long-term treatment
for SLE because of the cardiovascular risks.82  The absolute
contribution of inflammatory, metabolic and genetic factors
to the overall risk of atherosclerosis has not been completely
determined, but there is enough evidence for patients with
SLE to have traditional risk factors identified and
managed.79, 83

6. CARDIOVASCULAR RHEUMATOLOGY – THE

PATHOPHYSIOLOGY OF ATHEROSCLEROSIS

Traditional risk factors for atherosclerosis have been
identified as partly modifiable and partly non-modifiable.
The pattern of involvement of atherosclerosis is often at
vessel branches or where there is complex dynamics flow.84, 85

Low-density lipoprotein normally does not have access to
vessel tissues unless the endothelial layer has been injured.86

This may result in the trapping of low-density lipoprotein
(LDL) on intimal proteoglycan, resulting in oxidative
pressure.87  Experimental evidence shows that leucocytes
will bind endothelial cells of pigs fed on a high fat diet,
implicating a role for inflammatory cells in atherosclerosis.88

The mechanisms for adherence of the leucocyte to
endothelium are now well established: a variety of adhesion
molecules regulating the rolling process onto endothelium
(using E and P selectin).  Activation of the leucocyteocus
with IL8 and MCP1, and finally the arrest of the leucocyte
using ICAM-1 and VCAM-1, both of which can be up-
regulated by the endothelial cells via interleukin-1, TNF
Alpha and LDL, follows.89  Eventually a monocyte cap will
form over the fatty thrombogenic material.90, 91

Atherosclerosis tends to occur as a series of acute events,
and evidence for this is obvious on studies showing
laminated appearances of atherosclerotic plaques.  The fate
of a plaque is determined by any inflammation occurring
at the shoulder region of the plaque.92  In mice, models for
atherosclerosis have been developed using LDL receptor
knockout mice and apolipoprotein knockout mice.93, 94

By contrast, mice that lack monocytes, P selectin, E selectin,
MCP1, the ability to make adhesion molecules like ICAM-
1 or VCAM-1 and who lack macrophage scavenger
receptors, are incapable of developing atherosclerosis.

In animal models, and in human observations, it has
been shown that there is an important role for infection in
aggravating atherosclerosis.94-6  In humans it has been shown
that approximately four per cent of patients with a
bacteremia will develop acute myocardial infarction and
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that, in patients undergoing abdominal surgery where a
bacteremia occurs, this also increases the risk of an acute
myocardial infarction.96  Human studies also show that post-
menopausal women have an increased risk of atherosclerosis
which is around 4·4-fold on those women with a high C-
reactive protein.  High ratio of total to HDL cholesterol
further raises their risk of atherosclerotic events, with a
relative risk of 6.97  The role of B-cells is considered to be
important; with the production of antibodies to oxidised
LDL innate antibodies are usually IgM and IgG 3 subclass,
but acquired antibodies to oxidised LDL are usually IgG
2a and IgG1 subclass.98  These antibodies cross-react with
bacterial cell walls and may affect macrophage uptake of
native oxidised LDL.  T-cells are likely to be involved,
especially the CD4 Th1 subclass which produce interferon
gamma; these cells react with oxidised LDL.  There is
evidence for oligoclonality and they are undoubtedly
involved in plaque stability.

The finding of CD4+ and CD28- T-cells in patients
with unstable angina and active RA suggests they play an
active role in mediating coronary events.99-101  These cells
are responsible for making high levels of interferon gamma,
granzymes and other mediators capable of inducing
inflammation at the plaque.  Patients with rheumatic disease
also have traditional risk factors for atherosclerosis such as
hypertension and abnormal lipid profiles.  Despite these
factors, markers of systemic inflammation remain
independent risk factors for cardiovascular disease
progression.102  These patients have an inflammatory disease
and some of the drugs they take, such as methotrexate, can
raise homocysteine levels.103

The role of steroids is also significant.  Immunologically,
these patients often have a variety of antibodies, including
antiphospholipid antibody, antibodies to HDL and
antiendothelial cell antibodies.  Some patients have increased
circulating immune complexes.  The cell-mediated immune
system is activated.104  The findings would beg the question
as to whether anti-rheumatic drugs used for RA would be
of any value in protecting against atherosclerosis.  Current
mouse models of atherosclerosis show that the use of
intravenous gammaglobulin, anti CD40 ligand and IL1
receptor antagonist, IL10 and anti TNF or soluble TNF
receptor antibodies are all effective in the mouse model of
atherosclerosis.  As a corollary, one could ask whether the
drugs used in cardiology have any effect on the immune
system.  Most of the statin drugs tested show an influence
on reducing macrophage cytokine release, macrophage DR
exposure, endothelial cell expression of nitric oxide and
possibly influence the interaction between macrophages
and endothelial cells.  It will be intriguing to discover exactly
how these mechanisms can be influenced in both patients
with rheumatic disease and those with no rheumatic disease,
all of whom may be at risk of atherosclerosis in the future.105

7. HEALTH CARE FUNDING AND RATIONING IN

RHEUMATOLOGY

A debate was held on the rational use of available finances;
at one extreme, management of mechanical problems, such
as back pain, and at the other extreme the management of
complex inflammatory diseases, such as RA.  Back pain is
very common106, 107 and costs the UK £1·6 billion per
annum;108 simple strategies for managing back pain have
been shown to be effective109 although only modest benefit
has been demonstrated in controlled trials.110-13

Nevertheless, extrapolating that across large numbers of
patients, a modest benefit in a few will result in a major
benefit to the population as a whole.  Investment in
physiotherapists as educators for managing back pain, patient
education and also physician education to appropriately
manage the conditions were recommended.114  There are
potential crossover benefits to other conditions since
improving fitness may result in lower levels of heart disease
and obesity in the community, although it is controversial
as to how effective these measures can be since lifestyle
advice is often poorly taken up.  Nevertheless, there is a
good case for using money wisely and influencing the high
societal cost of back pain with the more modest cost of
physiotherapy regimens.  This is in stark contrast to the
strategies currently available for managing RA, where
specific individuals may receive expensive compounds
(currently the TNF blockade strategies will cost around
£7,000 per patient per annum) with major therapeutic
benefits.115-19  This may seem a very poor return for society
considering how few patients could be treated with the
available budget.  However, this has to be balanced against
the cost to society as a whole of RA, which is estimated to
be about £1·3 billion per year, as well as the long-term
implication of rheumatoid disease on the individual and
family.  A vote on this debate resulted in a surprising draw,
with exactly the same number of participants voting for
each strategy.  The implications to health care providers are
clear: both of these strategies are considered to be of equal
merit in the management of rheumatic diseases.

CONCLUSION

Rheumatology in the bone and joint decade is a thriving
specialty with multi-dimensional aspects.  There are
significant improvements being made in rheumasurgery
resulting in more appropriate referrals and improved
techniques, but this needs to be guided by more evidence-
based research with properly controlled trials and appropriate
outcome measures which are being developed.  The
controversial new evidence for the increasing involvement
of the immune system in mediating atherosclerosis may
herald a significant change in cardiological, as well as
rheumatological, practice.  Rheumatology is a subject of
breadth and depth and, whilst newer techniques are being
developed, and newer expensive treatment modalities
become available to interfere more specifically with the
abnormalities in the immune system, we must not neglect
the important role that rheumatology can and should play
in the management of more common musculo-skeletal
problems which are amenable to simpler intervention.
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