e would like to thank O’Hearn
Wand colleagues for their interest

in our paper and the stimulating
questions they raised. We believe how-
ever that some of the concerns raised re-
garding the validity of the classification
system are based on misinterpretation of
our previous paper’.

First of all, the classification system
for patients with low back related leg pain
classifies patients in four distinct, hierar-
chical categories?. The classification sys-
tem is considered hierarchical because if
patients fit the criteria for the first cate-
gory they are assigned to this category
regardless of whether they meet criteria
turther down the hierarchy. Subjects with
a score of 12 or higher on the LANSS
scale’ were classified as Central Sensitiza-
tion (CS). When there was no evidence of
Central Sensitization, but negative symp-
toms such as hypoesthesia, muscle weak-
ness or hyporeflexia were present, catego-
rization of Denervation (D) was made.
Of the remaining subjects, those with
positive nerve provocation tests were
classified as Peripheral Nerve Sensitiza-
tion (PNS). Subjects with no suggestion
of neural involvement were classified as
Musculoskeletal (M). This implies that
groups CS or D may include patients with
signs and symptoms indicative of PNS.
However central pain mechanisms in
group CS and mechanisms responsible
forloss of conduction in group D are con-
sidered dominant, as they may persist
even when the peripheral trigger has re-
solved®. It is widely acknowledged that
neuropathic pain can rarely be attributed
to a single mechanism®. Where mixed
mechanisms may be contributing, clini-
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cal judgment is required to establish the
predominant mechanism® to provide a
foundation for clinical reasoning and
treatment. We believe that the classifica-
tion system has the potential to aid clini-
cal judgment in this regard.

We agree with O’Hearn that positive
nerve provocation tests may not be exclu-
sively a sign of PNS, but that also central
mechanisms could elicit these signs as
demonstrated by Sterling et al’. However,
a strength of our classification system is
that none of the sub-groups are defined
by a single clinical feature. Patients in
group PNS are characterized not only by
the presence of three positive nerve prov-
ocation tests (Positive straight leg raise or
prone knee bend test, positive trunk flex-
ion test in standing and positive nerve
palpation) but also by the absence of
symptoms and signs indicative of central
sensitization (LANSS < 12). In this way,
patients with dominant central pain
mechanisms are excluded and patients
with relatively “pure” peripheral nerve
sensitization remain in group PNS.

As O’Hearn stated, the LANSS ques-
tionnaire was designed to detect pain of
predominantly neuropathic origin. How-
ever, items within the LANSS scale are
primarily concerned with identifying
positive features of neuropathic pain,
such as hyperalgesia and allodynia, which
are hall mark signs for central pain mech-
anisms®'%. Also, consensus exists that
central sensitization is one of the main
mechanisms contributing to neuropathic
pain'". Consequently, we named the
group “Central Sensitization”. The term
Central Sensitization is simply a label. In
retrospect this label conjures belief that

subjects thus classified have purely mech-
anisms of central sensitization but this is
not the case. We have therefore consid-
ered changing the group label in future
publications. Furthermore we acknowl-
edge that the LANSS scale is not the most
appropriate instrument to detect central
sensitization. The use of the LANSS scale
is a first step, until other, more sensitive
and specific instruments are developed.

We believe it is misleading to inter-
pret scores obtained from the Oswestry
Disability Questionnaire, and pain, anxi-
ety and Fear Avoidance Belief Question-
naire in the study of Walsh & Hall'* as
evidence of central sensitization in group
PNS. We reiterate that subjects in group
CS were classified first and had higher
levels of hallmark features of central sen-
sitization, in contrast to lower levels in
subjects classified in group PNS. As
Walsh & Hall"* point out, higher levels of
disability and fear of movement in group
PNS may be caused by neural tissue
mechanosensitivity, present in all sub-
jects in group PNS but to a lesser extent
in other groups.

We would like to point out that fur-
ther refinement of the classification sys-
tem of low back related leg pain is re-
quired. We hope that our papers stimu-
late further research in this area.
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