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the authors 'indistinguishable from reflex
sympathetic dystrophy'. It is therefore illogical
to suggest that the condition is a 'mimic of
reflex sympathetic dystrophy' rather than a
genuine case of 'traumatic self induced reflex
sympathetic dystrophy'. Certainly, the clinical
criteria fulfil Kozin's 'probable category'-
that is, symptomatic pain and swelling with
observed swelling2-and the bone scan changes
are classical for reflex sympathetic dystrophy
using either Kozin's critertia or the more
comprehensive criteria of Demangeat (acute
stage I category).3 Incidentally, the bone scan
figure in the article is incorrectly labelled-the
early blood pool phase is b and the late bone
phase a.

Part of the confusion in diagnosis of reflex
sympathetic dystrophy relates to expecting a
'full house' of symptoms and signs in every
case and this is due to a poor understanding of
the epidemiology-that is, the limits of clinical
expression. Central to this process is a basic
understanding of the sympathetic nervous
system's involvement in somatic pain.

Involvement of the sympathetic nervous
system is common in many pain states
(somatosympathetic responses)4 5 and readily
demonstrated with medical thermographic
imaging and triple phase bone scan.? Thomas
et al in a recent study comparing medical
thermal imaging and triple phase bone scan in
50 patients with chronic limb pain and vari-
able clinical expression of sympathetic disease
showed abnormalities in 74% with medical
thermal imaging and in 68% with triple phase
bone scan.6 Many studies correlating clinical
presentation with medical thermal imaging
changes confirm Chard's observation that pain
and vasomotor changes may be the only
manifestation of reflex sympathetic dys-
trophy.7

Also, in the present case (after viewing the
blood pool scan changes) I believe that signifi-
cant thermal abnormalities would have been
detected with medical thermal imaging. A
more useful terminology, rather than the term
reflex sympathetic dystrophy, is sympathe-
tically related pain state (SRPS), which has
two subdivisions: (a) sympathetically main-
tained pain (SMP)-that is, pain relieved by
sympathetic blockade, implying that sym-
pathetic efferent activity causes pain, and (b)
sympathetically associated pain (SAP)-that
is, pain that is not relieved by sympathetic
blockade because sympathetic activity is not
causal but is a response to the pain. This
terminology excludes the confusion when
sympathetic blockade fails to relieve what
seems to be a classical case of reflex sympathe-
tic dystrophy. It correctly focuses treatment
on pain and anxiety in cases of sympathetically
associated pain, where sympathetic manifes-
tations resolve once causative factors have
been eliminated. This was well shown in this
case.
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Sir: I thank Dr Thomas for the interest that he
has shown in our paper. I agree with the
interesting comments that he made about the
involvement ofthe sympathetic nervous system
in some pain states, based on evidence from
medical thermographic imaging and triple
phase bone scan. We must not forget,
however, that both techniques only reflect
circulatory or metabolic alterations and not
direct injury of the sympathetic nervous

system, which could only be shown by electro-
physiological studies. To our knowledge these
studies do not exist in reflex sympathetic
dystrophy, but undoubtedly they would be
revealing.

It is obvious that the patient whose case we
reported fulfils the reflex sympathetic dys-
trophy diagnostic criteria of Kozin, Daman-
geat, and other experienced authors.' Even
so, as we mentioned in the discussion, the
patient presented characteristics ruling out a

typical shoulder-hand syndrome (absence of
cyanosis and hyperhydrosis, shoulder not
affected, prolonged duration, and rapid heal-
ing after suppression of the causal agent), and
for this we prefer to use the term 'mimic'. In
our view this case is an example of the
conceptual, terminological, and diagnostic
confusion that exists around reflex sympa-
thetic dystrophy that we have already men-
tioned on other occasions2 and that Dr Thomas
has alluded to.

(As Dr Thomas notes, in fig 3 the bone scan
phases were incorrectly labelled. Additionally,
fig 2 should show the left hand affected rather
than the right.)
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Rheumatoid factors and the disease state in
rheumatoid arthritis

Sir: I read with interest the paper by Jones et
al' on the reactivity of rheumatoid factors
with IgG of various species; and, in particular,
their finding that in solid phase capture assays
rheumatoid factors specifically bind human
and baboon IgG but not the IgG of other
subhuman primates.

In a study carried out in our laboratory
some years ago2 we modified the standard
Waaler-Rose haemagglutination method of
assaying rheumatoid factor by using sheep red
cells sensitised with a subhuman primate IgG
antibody. This would show a greater degree
of immunochemical cross reactiviiy with
human IgG than does rabbit IgG antibody cus-

tomarily used for this purpose, and would

therefore permit the use of the system in the
inhibition-agglutination mode for the study of
the interaction of rheumatoid factors with
human IgG isotypes and their enzymatic
cleavage fragments. We chose to produce IgG
antibodies against sheep red cells in baboons
for two reasons-firstly, because we were
using these subhuman primates at the time in
other investigations in the allergy field and,
secondly, radioimmune inhibition studies3
had shown a high degree of cross reactivity
between the IgG of this species and human
IgG heavy chain.
When sheep red cells sensitised with ba-

boon instead of rabbit IgG were used it was
possible to show inhibition-haemagglutination
by human myeloma proteins of the IgGl,
IgG2, and IgG4, but not the IgG3 isotype, nor
rabbit IgG; while heat aggregated forms of all
four human IgG isotypes were inhibitory. We
also found that aggregated baboon IgG, unlike
aggregated rabbit IgG, possessed inhibitory
activity comparable to that of aggregated
human IgG in this system.

In summary, our findings from that early
study of the inhibition of haemagglutination
by rheumatoid factors of sheep cells coated
with baboon IgG are very much in line with
the results now reported by Jones and col-
leagues obtained by more modern solid phase
capture assay systems.
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Sir: We were very interested to read Dr
Stanworth's comments on our recent paper.'
Stanworth's original work,2 which we admit
should have been quoted in our paper, clearly
showed that baboon IgG and human IgG,
compared with IgG of other species, are the
preferred antigens for rheumatoid factors.
Using our solid phase capture assay we were
also able to show that human IgG and baboon
IgG are the preferred antigens for rheumatoid
factors. We feel it would be worthwhile
comparing the sequences of both baboon and
human IgG with those of other species of IgG
so as to disclose common epitope between the
human and baboon IgG which may be missing
from the IgG of other species. Any common
sequences between human and baboon IgG
could then be synthesised as a putative antigen
for rheumatoid factors.
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