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E
ntrapment neuropathies are the most prevalent type of 
peripheral neuropathy and often a challenge to diagnose 
and treat. To a large extent, our current knowledge is based 
on empirical concepts and early (often biomechanical) 

studies. This Viewpoint will challenge some of the current beliefs 
with recent advances in both basic and clinical neurosciences.
Extradermatomal/Extraterritorial  
Symptoms Are Common in  
Entrapment Neuropathies
Classical textbooks describe that symp-
toms in patients with entrapment neu-
ropathies follow defined anatomical 
distributions (eg, dermatome, peripheral 
innervation territory). However, up to 
two thirds of patients present with symp-
toms that do not correlate with defined 
distributions.10,27 This may be explained 
by the large variability and significant 
overlap of dermatomes/innervation terri-
tories, as well as by symptoms originating 
from deeper structures (eg, myotomes, 
sclerotomes), which may not coincide 
with superficial innervation territories. 
These mechanisms, however, cannot ac-
count for extensive spread of symptoms 
as described by many patients. For in-
stance, patients with carpal tunnel syn-

drome (CTS) often report symptoms in 
a glove distribution, as well as proximal 
spread into the arm.29

Recent data suggest a contribution of 
remote immune-inflammatory mecha-
nisms to extraterritorial symptom spread. 
In our experimental model, mild chronic 
sciatic nerve compression induced an 
immune-inflammatory response at the 
level of the dorsal root ganglia, far away 
from the site of the sciatic nerve lesion.37 
It is well established that neurons lower 
their firing threshold if exposed to an 
inflammatory environment, leading to 
neuropathic pain behavior.46 Because the 
dorsal root ganglia contain thousands 
of neuronal cell bodies originating from 
sites distant to the original injury, a gen-
eral decrease in firing threshold can ex-
plain the spread of symptoms outside the 
territory of the affected nerve.

In addition, severe nerve injuries may 
induce a neuroinflammatory reaction 
with activation of glial cells at the level of 
the spinal cord21 or higher pain centers.26 
This immune-inflammatory response 
may spread to contralateral dorsal root 
ganglia or dorsal horns of the spinal 
cord,20 which may account for mirror 
pain. It could be speculated that bilateral 
carpal tunnel symptoms, which often 
disappear following unilateral surgery,51 
may be attributed to such contralateral 
immune-inflammatory mechanisms.

In summary, symptoms that do not 
follow a clearly defined dermatomal/pe-
ripheral innervation pattern do not rule 
out an entrapment neuropathy. Rather, 
extraterritorial spread occurs in the ma-
jority of patients.10,27

Reliance on Large-Fiber Tests  
Is Insufficient to Diagnose Patients  
With Entrapment Neuropathies
The core sign of neural damage is loss 
of function, which can be examined 
with a standard clinical neurological ex-
amination (light touch, reflexes, muscle 
strength) and electrodiagnostic studies. 

Entrapment Neuropathies: 
Challenging Common Beliefs 

With Novel Evidence
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diagnostic for entrapment neuropathies 
and are still frequently used for this pur-
pose in clinical and research settings. An 
increasing body of literature suggests, 
however, that these tests in isolation 
have limited diagnostic performance.49 
Indeed, a significant percentage of 
patients with confirmed entrapment 
neuropathies present with negative neu-
rodynamic tests.3 The explanation for 
this phenomenon is that neurodynamic 
tests are tools to assess gain of function, 
that is, hypersensitivity to a mechanical 
stimulus, and do not assess loss of func-
tion, which is the predominant feature in 
some patients with entrapment neurop-
athies.35,45 Of note, recent studies suggest 
that those patients with more severe loss 
of nerve fiber function are less likely to 
show signs of heightened nerve mecha-
nosensitivity.3,8 These findings indicate 
that negative neurodynamic tests do not 
exclude the presence of nerve dysfunc-
tion. It is also important to note that ex-
aggerated responses on neurodynamic 
testing do not necessarily imply sensi-
tization of peripheral nervous tissues, 
but can be attributed to widespread or 
generalized hypersensitivity, as demon-
strated by bilateral pain responses on 
neurodynamic testing in patients with 
whiplash-associated disorders41 and fi-
bromyalgia.44 Therefore, test responses 
should always be interpreted within the 
framework of a comprehensive clini-
cal examination and sound reasoning. 
The skillful use of tests for heightened 
nerve mechanosensitivity and their care-
ful interpretation remain important, as 
targeted treatment can improve patient 
outcome.34

Another misconception is that signs 
of heightened nerve mechanosensitivity 
imply the presence of neuropathic pain. 
Under the former definition of neuro-
pathic pain, that is, “pain caused by a pri-
mary lesion or dysfunction of the nervous 
system,” one could interpret noncompli-
ance to movement as a dysfunction of 
the nervous system. However, the new 
definition, “pain caused by a lesion or 
disease of the somatosensory system,”22 

can be too costly for clinical settings. The 
use of a cluster of simple clinical tests, 
such as neurotips for pinprick sensation 
and warm and cold coins for thermal 
thresholds, may be an inexpensive and 
valid option for diagnosing small fiber 
degeneration.31

Value and Pitfalls of Neurodynamic Tests
Neurodynamic tests were first described 
in the late 19th century42 and introduced 
into physiotherapeutic practice following 
the pioneering work of Bob Elvey, David 
Butler, and Michael Shacklock. The origi-
nal terms, such as brachial plexus tension 
test, upper-limb tension test, and adverse 
mechanical tension, suggest that the un-
derlying neural disorders were due to ab-
normal tension. However, this view has 
changed over time, in that the tests are 
not tests of tension but, rather, examine 
neural mechanosensitivity. Thus, the no-
menclature was adjusted to neural tissue 
provocation tests or neurodynamic tests. 
Unfortunately, the nomenclature is still 
not used uniformly, leading to miscon-
ceptions in the medical field.

Neurodynamic tests are part of a 
standard clinical examination, but the 
interpretation of these tests and what 
constitutes a positive test vary greatly in 
the literature. While some define a posi-
tive response as the reproduction of the 
patient’s symptoms together with re-
duced range of motion in the symptom-
atic limb compared to the asymptomatic 
side, it has recently been suggested that 
partial reproduction of symptoms and 
structural differentiation are essential 
criteria for a positive test.28 Certainly, 
sensitizing maneuvers are crucial for 
differentiating nerve-related mechano-
sensitivity from other soft tissue–related 
mechanosensitivities. Furthermore, pain 
responses to specific neurodynamic tests 
should correlate with pain responses on 
respective active limb movements,19 as 
both movements induce strain and excur-
sion of the affected nerve structure.

The interpretation of neurodynamic 
tests can be challenging. Historically, 
neurodynamic tests were thought to be 

Abnormalities in these tests are often 
considered as the gold standard for diag-
nosing entrapment neuropathies. How-
ever, these tests may be normal in some 
patients (eg, approximately 25% of pa-
tients with CTS), even though the report-
ed symptoms are strongly indicative of a 
neural involvement.50

To understand this discrepancy, it is 
important to remember that the above-
mentioned clinical neurological and 
electrodiagnostic tests exclusively exam-
ine large myelinated fibers (eg, A-β and 
motor fibers), which only make up ap-
proximately 20% of a peripheral nerve. 
This clinical reliance on large fiber tests 
stems from early animal experiments 
demonstrating that acute and severe 
nerve injuries predominantly cause de-
generation of the large fiber population,2 
whereas unmyelinated fiber conduction 
seems relatively resistant to acute nerve 
compression.12 Recent work looking at 
slowly progressive, mild nerve compres-
sion, which more closely mimics entrap-
ment neuropathies, suggests that there is 
preferential degeneration of small fibers, 
whereas myelinated axons show signs 
of demyelination but remain largely in-
tact.37 Data in patients with entrapment 
neuropathies have confirmed that early 
small fiber degeneration (evidenced by 
reduced innervation density in skin biop-
sies) and dysfunction (eg, altered thermal 
detection thresholds) precede changes in 
large fiber function.35,43 These findings 
suggest that relying solely on large fiber 
tests in clinical practice may not be suf-
ficient to assess patients with suspected 
entrapment neuropathies.

Clinically, the function of small sen-
sory fibers can be tested with quantitative 
sensory testing using thermal thresholds 
or the ability to perceive sharp pinprick 
sensations. There is growing evidence 
that small fiber dysfunction is common 
in patients with both distal (eg, CTS) and 
proximal (eg, radiculopathies) entrap-
ment neuropathies.39,45 Though quanti-
tative sensory testing has the advantage 
of determining thresholds in a validated 
and standardized manner, the equipment 
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refers to the presence of nerve damage. 
Numerous experimental and clinical 
studies1,7,14,48 have demonstrated that fea-
tures of heightened nerve mechanosen-
sitivity can be present in the absence of 
any nerve damage, hence in the absence 
of neuropathic pain. In this case, the un-
derlying pain is classified as nociceptive 
pain,24 which is possibly initiated by acti-
vation of nociceptors within the connec-
tive tissue of the peripheral nerve (nervi 
nervorum). However, heightened neural 
mechanosensitivity can also coexist with 
signs of nerve damage and associated 
neuropathic pain.45

Neurodynamic Treatments:  
Beyond Biomechanical Effects
Neurodynamic treatments are commonly 
used in the management of entrapment 
neuropathies, with proven benefits for 
nerve-related neck/arm and back/leg 
pain.4 The rationale behind neurodynam-
ic treatments has largely been based on 
biomechanical principles. Indeed, several 
cadaver and in vivo studies support the 
notion that neurodynamic techniques, 
and “sliders” in particular, are capable of 
inducing longitudinal movement of neu-
ral tissues in relation to their surround-
ing structures.11 This biomechanical 
effect seems to be desirable to address the 
reduced nerve excursion that is observed 
in patients with CTS.15 However, similar 
reductions in nerve excursion in other 
entrapment neuropathies have either 
not been studied or not been confirmed.30 
To our knowledge, no study to date re-
ports changes in nerve gliding following 
neurodynamic interventions in patients 
with entrapment neuropathies. Of note, 
though carpal tunnel surgery does not al-
ter neural excursion, symptoms subside.47 
One could thus argue that biomechanical 
factors are unlikely to account for symp-
toms and, therefore, may not be the main 
targets of nonsurgical management.

Recent advances in neuroscience have 
suggested potent neurophysiological ef-
fects of neurodynamic treatments. These 
treatments can induce immediate (but 
mostly short-lasting) hypoalgesia in hu-

mans,5,6 and may contribute to the dis-
persal of intraneural edema.9,18,38 Animal 
studies revealed that neural mobilization 
may induce anti-inflammatory effects 
beyond the lesion site, including within 
the dorsal root ganglia33 and higher pain 
centers.17 Furthermore, these techniques 
may activate endogenous opioid analge-
sic pathways in the midbrain32 and fa-
cilitate peripheral nerve regeneration.13 
These experimental data supporting 
neurophysiological effects are encourag-
ing, but further research is required to 
confirm these findings and to establish 
potential dose-dependent effects of neu-
ral mobilizations.

Management: Treating Peripheral  
or Central Mechanisms?
In patients with entrapment neuropa-
thies, as in many other musculoskeletal 
conditions, the contribution of central 
mechanisms has gained increasing inter-
est in the past decade. Indeed, patients 
show signs of widespread hyperalge-
sia,16,52 altered conditioned pain modula-
tion,40 as well as structural and functional 
(sub)cortical changes.23,36 These findings 
are suggestive of central mechanisms, 
such as central sensitization, changes in 
descending inhibition/facilitation, or re-
mote neuroinflammation.

Central sensitization is thought to 
be the cause of persistent pain where 
peripheral triggers are absent (or not 
detectable with our current medical 
technology). In patients with entrap-
ment neuropathies, however, peripheral 
afferent barrage continues to be abnor-
mal (too much and/or too little), which 
will undeniably perpetuate central adap-
tations. The importance of the periph-
eral trigger in entrapment neuropathies 
is well established: there is often im-
mediate relief of focal and widespread 
symptoms following decompression 
surgery or steroid injections,25 even af-
ter long-standing symptoms. These find-
ings highlight that the treatment of the 
peripheral trigger—if identifiable and 
responsive to management—is crucial, 
even when patients show signs of central 

contributions. Nevertheless, the scientif-
ic evidence for nonsurgical management 
to address the peripheral and central 
mechanisms in patients with entrap-
ment neuropathies remains sparse, and 
future research is required to evaluate 
the most effective treatment strategies.

Take-Home Message
In light of the emerging evidence, we 
recommend that clinicians consider the 
following when assessing and treating 
patients with entrapment neuropathies:
• Nondermatomal/territorial distribu-

tion of symptoms is the norm and not 
the exception, and certainly does not 
exclude the presence of an entrapment 
neuropathy

• Specific tests for the small fiber 
population should be included in 
the standard clinical neurological 
examination

• Neurodynamic tests are not diag-
nostic for entrapment neuropa-
thies, but detect heightened neural 
mechanosensitivity

• Negative neurodynamic tests do not 
exclude nerve dysfunction

• Signs of heightened nerve mechano-
sensitivity do not imply the presence 
of neuropathic pain

• The effects of neurodynamic treat-
ment may extend well beyond biome-
chanical mechanisms

• Treatment of the peripheral trig-
ger, if identifiable and responsive to 
treatment, remains an integral part 
of management, even when central 
mechanisms are present
The scientific evidence surrounding 

neural pathology has increased expo-
nentially over the past decade, and fu-
ture research will further challenge our 
understanding of entrapment neuropa-
thies. Undoubtedly, a comprehensive 
scientific approach, including both ba-
sic as well as clinical studies, is required 
to improve our understanding of the 
pathomechanisms, assessment tools and 
their interpretation, as well as optimal 
management options for patients with 
entrapment neuropathies. t

 J
ou

rn
al

 o
f 

O
rt

ho
pa

ed
ic

 &
 S

po
rt

s 
Ph

ys
ic

al
 T

he
ra

py
®

 
 D

ow
nl

oa
de

d 
fr

om
 w

w
w

.jo
sp

t.o
rg

 a
t T

he
 U

ni
ve

rs
ity

 o
f 

B
ri

tis
h 

C
ol

um
bi

a 
L

ib
ra

ry
 o

n 
Fe

br
ua

ry
 4

, 2
01

8.
 F

or
 p

er
so

na
l u

se
 o

nl
y.

 N
o 

ot
he

r 
us

es
 w

ith
ou

t p
er

m
is

si
on

. 
 C

op
yr

ig
ht

 ©
 2

01
8 

Jo
ur

na
l o

f 
O

rt
ho

pa
ed

ic
 &

 S
po

rt
s 

Ph
ys

ic
al

 T
he

ra
py

®
. A

ll 
ri

gh
ts

 r
es

er
ve

d.



journal of orthopaedic & sports physical therapy | volume 48 | number 2 | february 2018 | 61

REFERENCES

 1.   Allison GT, Nagy BM, Hall T. A randomized clinical 
trial of manual therapy for cervico-brachial pain 
syndrome – a pilot study. Man Ther. 2002;7:95-
102. https://doi.org/10.1054/math.2002.0453

 2.   Basbaum AI, Gautron M, Jazat F, Mayes M, Guil-
baud G. The spectrum of fiber loss in a model of 
neuropathic pain in the rat: an electron micro-
scopic study. Pain. 1991;47:359-367. https://doi.
org/10.1016/0304-3959(91)90229-Q

 3.   Baselgia LT, Bennett DL, Silbiger RM, Schmid AB. 
Negative neurodynamic tests do not exclude neural 
dysfunction in patients with entrapment neuropa-
thies. Arch Phys Med Rehabil. 2017;98:480-486. 
https://doi.org/10.1016/j.apmr.2016.06.019

 4.   Basson A, Olivier B, Ellis R, Coppieters M, Stew-
art A, Mudzi W. The effectiveness of neural mo-
bilization for neuromusculoskeletal conditions: a 
systematic review and meta-analysis. J Orthop 
Sports Phys Ther. 2017;47:593-615. https://doi.
org/10.2519/jospt.2017.7117

 5.   Beltran-Alacreu H, Jiménez-Sanz L, Fernández 
Carnero J, La Touche R. Comparison of hypoalge-
sic effects of neural stretching vs neural gliding: 
a randomized controlled trial. J Manipulative 
Physiol Ther. 2015;38:644-652. https://doi.
org/10.1016/j.jmpt.2015.09.002

 6.   Beneciuk JM, Bishop MD, George SZ. Effects of 
upper extremity neural mobilization on thermal 
pain sensitivity: a sham-controlled study in as-
ymptomatic participants. J Orthop Sports Phys 
Ther. 2009;39:428-438. https://doi.org/10.2519/
jospt.2009.2954

 7.   Bove GM, Ransil BJ, Lin HC, Leem JG. Inflam-
mation induces ectopic mechanical sensitivity in 
axons of nociceptors innervating deep tissues. J 
Neurophysiol. 2003;90:1949-1955. https://doi.
org/10.1152/jn.00175.2003

 8.   Boyd BS, Wanek L, Gray AT, Topp KS. Mechano-
sensitivity during lower extremity neurodynamic 
testing is diminished in individuals with Type 2 
Diabetes Mellitus and peripheral neuropathy: a 
cross sectional study. BMC Neurol. 2010;10:75. 
https://doi.org/10.1186/1471-2377-10-75

 9.   Brown CL, Gilbert KK, Brismee JM, Sizer PS, 
James CR, Smith MP. The effects of neurodynam-
ic mobilization on fluid dispersion within the tib-
ial nerve at the ankle: an unembalmed cadaveric 
study. J Man Manip Ther. 2011;19:26-34. https://
doi.org/10.1179/2042618610Y.0000000003

 10.   Caliandro P, La Torre G, Aprile I, et al. Distribu-
tion of paresthesias in carpal tunnel syndrome 
reflects the degree of nerve damage at wrist. 
Clin Neurophysiol. 2006;117:228-231. https://doi.
org/10.1016/j.clinph.2005.09.001

 11.   Coppieters MW, Butler DS. Do ‘sliders’ slide and 
‘tensioners’ tension? An analysis of neurodynam-
ic techniques and considerations regarding their 
application. Man Ther. 2008;13:213-221. https://
doi.org/10.1016/j.math.2006.12.008

 12.   Dahlin LB, Shyu BC, Danielsen N, Andersson 
SA. Effects of nerve compression or ischaemia 

on conduction properties of myelinated and 
non-myelinated nerve fibres. An experimental 
study in the rabbit common peroneal nerve. Acta 
Physiol Scand. 1989;136:97-105. https://doi.
org/10.1111/j.1748-1716.1989.tb08634.x

 13.   da Silva JT, Santos FM, Giardini AC, et al. Neural 
mobilization promotes nerve regeneration by 
nerve growth factor and myelin protein zero in-
creased after sciatic nerve injury. Growth Factors. 
2015;33:8-13. https://doi.org/10.3109/08977194.
2014.953630

 14.   Dilley A, Lynn B, Pang SJ. Pressure and stretch 
mechanosensitivity of peripheral nerve fibres 
following local inflammation of the nerve trunk. 
Pain. 2005;117:462-472. https://doi.org/10.1016/j.
pain.2005.08.018

 15.   Ellis R, Blyth R, Arnold N, Miner-Williams W. Is 
there a relationship between impaired median 
nerve excursion and carpal tunnel syndrome? A 
systematic review. J Hand Ther. 2017;30:3-12. 
https://doi.org/10.1016/j.jht.2016.09.002

 16.   Fernández-de-las-Peñas C, de la Llave-Rincón 
AI, Fernández-Carnero J, Cuadrado ML, Arendt-
Nielsen L, Pareja JA. Bilateral widespread 
mechanical pain sensitivity in carpal tunnel 
syndrome: evidence of central processing in 
unilateral neuropathy. Brain. 2009;132:1472-1479. 
https://doi.org/10.1093/brain/awp050

 17.   Giardini AC, dos Santos FM, da Silva JT, de 
Oliveira ME, Martins DO, Chacur M. Neural 
mobilization treatment decreases glial cells 
and brain-derived neurotrophic factor expres-
sion in the central nervous system in rats with 
neuropathic pain induced by CCI in rats. Pain 
Res Manag. 2017;2017:7429761. https://doi.
org/10.1155/2017/7429761

 18.   Gilbert KK, Smith MP, Sobczak S, James CR, 
Sizer PS, Brismée JM. Effects of lower limb 
neurodynamic mobilization on intraneural fluid 
dispersion of the fourth lumbar nerve root: an 
unembalmed cadaveric investigation. J Man Ma-
nip Ther. 2015;23:239-245. https://doi.org/10.117
9/2042618615Y.0000000009

 19.   Hall TM, Elvey RL. Nerve trunk pain: physical di-
agnosis and treatment. Man Ther. 1999;4:63-73. 
https://doi.org/10.1054/math.1999.0172

 20.   Hatashita S, Sekiguchi M, Kobayashi H, Konno 
S, Kikuchi S. Contralateral neuropathic pain 
and neuropathology in dorsal root ganglion and 
spinal cord following hemilateral nerve injury in 
rats. Spine (Phila Pa 1976). 2008;33:1344-1351. 
https://doi.org/10.1097/BRS.0b013e3181733188

 21.   Hu P, Bembrick AL, Keay KA, McLachlan EM. Im-
mune cell involvement in dorsal root ganglia and 
spinal cord after chronic constriction or transec-
tion of the rat sciatic nerve. Brain Behav Immun. 
2007;21:599-616. https://doi.org/10.1016/j.
bbi.2006.10.013

 22.   Jensen TS, Baron R, Haanpää M, et al. A new def-
inition of neuropathic pain. Pain. 2011;152:2204-
2205. https://doi.org/10.1016/j.pain.2011.06.017

 23.   Maeda Y, Kettner N, Holden J, et al. Functional 
deficits in carpal tunnel syndrome reflect reorga-
nization of primary somatosensory cortex. Brain. 

2014;137:1741-1752. https://doi.org/10.1093/
brain/awu096

 24.   Marchettini P, Lacerenza M, Mauri E, Marangoni 
C. Painful peripheral neuropathies. Curr Neuro-
pharmacol. 2006;4:175-181.

 25.   Marshall S, Tardif G, Ashworth N. Local corticoste-
roid injection for carpal tunnel syndrome. Co-
chrane Database Syst Rev. 2007:CD001554. 
https://doi.org/10.1002/14651858.CD001554.pub2

 26.   Mor D, Bembrick AL, Austin PJ, et al. Anatomi-
cally specific patterns of glial activation in the 
periaqueductal gray of the sub-population 
of rats showing pain and disability following 
chronic constriction injury of the sciatic nerve. 
Neuroscience. 2010;166:1167-1184. https://doi.
org/10.1016/j.neuroscience.2010.01.045

 27.   Murphy DR, Hurwitz EL, Gerrard JK, Clary R. Pain 
patterns and descriptions in patients with radicu-
lar pain: does the pain necessarily follow a spe-
cific dermatome? Chiropr Osteopat. 2009;17:9. 
https://doi.org/10.1186/1746-1340-17-9

 28.   Nee RJ, Jull GA, Vicenzino B, Coppieters MW. The 
validity of upper-limb neurodynamic tests for 
detecting peripheral neuropathic pain. J Orthop 
Sports Phys Ther. 2012;42:413-424. https://doi.
org/10.2519/jospt.2012.3988

 29.   Nora DB, Becker J, Ehlers JA, Gomes I. Clinical 
features of 1039 patients with neurophysiologi-
cal diagnosis of carpal tunnel syndrome. Clin 
Neurol Neurosurg. 2004;107:64-69. https://doi.
org/10.1016/j.clineuro.2004.08.003

 30.   Ridehalgh C, Moore A, Hough A. Sciatic nerve 
excursion during a modified passive straight 
leg raise test in asymptomatic participants and 
participants with spinally referred leg pain. Man 
Ther. 2015;20:564-569. https://doi.org/10.1016/j.
math.2015.01.003

 31.   Ridehalgh C, Schmid A. Validity of clinical small 
fibre sensory testing [abstract]. 6th International 
Congress on Neuropathic Pain; June 15-18, 2017; 
Gothenburg, Sweden.

 32.   Santos FM, Grecco LH, Pereira MG, et al. The 
neural mobilization technique modulates 
the expression of endogenous opioids in the 
periaqueductal gray and improves muscle 
strength and mobility in rats with neuropathic 
pain. Behav Brain Funct. 2014;10:19. https://doi.
org/10.1186/1744-9081-10-19

 33.   Santos FM, Silva JT, Giardini AC, et al. Neural 
mobilization reverses behavioral and cel-
lular changes that characterize neuropathic 
pain in rats. Mol Pain. 2012;8:57. https://doi.
org/10.1186/1744-8069-8-57

 34.   Schäfer A, Hall T, Müller G, Briffa K. Outcomes 
differ between subgroups of patients with low 
back and leg pain following neural manual 
therapy: a prospective cohort study. Eur Spine 
J. 2011;20:482-490. https://doi.org/10.1007/
s00586-010-1632-2

 35.   Schmid AB, Bland JD, Bhat MA, Bennett DL. 
The relationship of nerve fibre pathology to sen-
sory function in entrapment neuropathy. Brain. 
2014;137:3186-3199. https://doi.org/10.1093/
brain/awu288

 J
ou

rn
al

 o
f 

O
rt

ho
pa

ed
ic

 &
 S

po
rt

s 
Ph

ys
ic

al
 T

he
ra

py
®

 
 D

ow
nl

oa
de

d 
fr

om
 w

w
w

.jo
sp

t.o
rg

 a
t T

he
 U

ni
ve

rs
ity

 o
f 

B
ri

tis
h 

C
ol

um
bi

a 
L

ib
ra

ry
 o

n 
Fe

br
ua

ry
 4

, 2
01

8.
 F

or
 p

er
so

na
l u

se
 o

nl
y.

 N
o 

ot
he

r 
us

es
 w

ith
ou

t p
er

m
is

si
on

. 
 C

op
yr

ig
ht

 ©
 2

01
8 

Jo
ur

na
l o

f 
O

rt
ho

pa
ed

ic
 &

 S
po

rt
s 

Ph
ys

ic
al

 T
he

ra
py

®
. A

ll 
ri

gh
ts

 r
es

er
ve

d.



62 | february 2018 | volume 48 | number 2 | journal of orthopaedic & sports physical therapy

[ viewpoint ] 

@ MORE INFORMATION
WWW.JOSPT.ORG

 36.   Schmid AB, Coppieters MW. Left/right judgment 
of body parts is selectively impaired in patients 
with unilateral carpal tunnel syndrome. Clin J 
Pain. 2012;28:615-622. https://doi.org/10.1097/
AJP.0b013e31823e16b9

 37.   Schmid AB, Coppieters MW, Ruitenberg MJ, 
McLachlan EM. Local and remote immune-me-
diated inflammation after mild peripheral nerve 
compression in rats. J Neuropathol Exp Neurol. 
2013;72:662-680. https://doi.org/10.1097/
NEN.0b013e318298de5b

 38.   Schmid AB, Elliott JM, Strudwick MW, Little M, 
Coppieters MW. Effect of splinting and exercise 
on intraneural edema of the median nerve 
in carpal tunnel syndrome—an MRI study to 
reveal therapeutic mechanisms. J Orthop Res. 
2012;30:1343-1350. https://doi.org/10.1002/
jor.22064

 39.   Schmid AB, Soon BT, Wasner G, Coppieters MW. 
Can widespread hypersensitivity in carpal tunnel 
syndrome be substantiated if neck and arm pain 
are absent? Eur J Pain. 2012;16:217-228. https://
doi.org/10.1016/j.ejpain.2011.06.003

 40.   Soon B, Vicenzino B, Schmid AB, Coppieters 
MW. Facilitatory and inhibitory pain mechanisms 
are altered in patients with carpal tunnel syn-
drome. PLoS One. 2017;12:e0183252. https://doi.
org/10.1371/journal.pone.0183252

 41.   Sterling M, Treleaven J, Jull G. Responses to a 
clinical test of mechanical provocation of nerve 

tissue in whiplash associated disorder. Man 
Ther. 2002;7:89-94. https://doi.org/10.1054/
math.2002.0443

 42.   Supik LF, Broom MJ. Sciatic tension signs and 
lumbar disc herniation. Spine (Phila Pa 1976). 
1994;19:1066-1069.

 43.   Tamburin S, Cacciatori C, Praitano ML, et al. 
Median nerve small- and large-fiber damage in 
carpal tunnel syndrome: a quantitative sensory 
testing study. J Pain. 2011;12:205-212. https://
doi.org/10.1016/j.jpain.2010.06.010

 44.   Tampin B, Briffa K, Slater H. Detection of altered 
sensation in fibromyalgia patients – do re-
sponses to the painDETECT questionnaire match 
with quantitative sensory testing? [abstract]. Eur 
J Pain. 2009;13:S46. https://doi.org/10.1016/
S1090-3801(09)60130-0

 45.   Tampin B, Slater H, Hall T, Lee G, Briffa NK. Quan-
titative sensory testing somatosensory profiles in 
patients with cervical radiculopathy are distinct 
from those in patients with nonspecific neck-arm 
pain. Pain. 2012;153:2403-2414. https://doi.
org/10.1016/j.pain.2012.08.007

 46.   Thacker MA, Clark AK, Marchand F, McMahon 
SB. Pathophysiology of peripheral neuropathic 
pain: immune cells and molecules. Anesth Analg. 
2007;105:838-847. https://doi.org/10.1213/01.
ane.0000275190.42912.37

 47.   Tuzuner S, Ozkaynak S, Acikbas C, Yildirim A. Me-
dian nerve excursion during endoscopic carpal 

tunnel release. Neurosurgery. 2004;54:1155-1160.
 48.   van der Heide B, Bourgoin C, Eils G, Garnevall B, 

Blackmore M. Test-retest reliability and face va-
lidity of a modified neural tissue provocation test 
in patients with cervicobrachial pain syndrome. 
J Man Manip Ther. 2006;14:30-36. https://doi.
org/10.1179/106698106790820863

 49.   van der Windt DA, Simons E, Riphagen II, 
et al. Physical examination for lumbar ra-
diculopathy due to disc herniation in patients 
with low-back pain. Cochrane Database 
Syst Rev. 2010:CD007431. https://doi.
org/10.1002/14651858.CD007431.pub2

 50.   Witt JC, Hentz JG, Stevens JC. Carpal tunnel 
syndrome with normal nerve conduction studies. 
Muscle Nerve. 2004;29:515-522. https://doi.
org/10.1002/mus.20019

 51.   Yoon ES, Kwon HK, Lee HJ, Ahn DS. The outcome 
of the nonoperated contralateral hand in carpal 
tunnel syndrome. Ann Plast Surg. 2001;47:20-24.

 52.   Zanette G, Cacciatori C, Tamburin S. Central 
sensitization in carpal tunnel syndrome with ex-
traterritorial spread of sensory symptoms. Pain. 
2010;148:227-236. https://doi.org/10.1016/j.
pain.2009.10.025

EARN CEUs With JOSPT’s Read for Credit Program

JOSPT’s Read for Credit (RFC) program invites readers to study and analyze 
selected JOSPT articles and successfully complete online exams about 
them for continuing education credit. To participate in the program:

1. Go to www.jospt.org and click on Read for Credit in the top blue  
navigation bar that runs throughout the site.

2. Log in to read and study an article and to pay for the exam 
by credit card.

3. When ready, click Take Exam to answer the exam questions for 
that article.

4. Evaluate the RFC experience and receive a personalized certificate 
of continuing education credits.

The RFC program o�ers you 2 opportunities to pass the exam. You may 
review all of your answers—including your answers to the questions you 
missed. You receive 0.2 CEUs, or 2 contact hours, for each exam passed.

 JOSPT’s website maintains a history of the exams you have taken and the 
credits and certificates you have been awarded in My CEUs and Your Exam 
Activity, located in the right rail of the Read for Credit page listing 
available exams.

 J
ou

rn
al

 o
f 

O
rt

ho
pa

ed
ic

 &
 S

po
rt

s 
Ph

ys
ic

al
 T

he
ra

py
®

 
 D

ow
nl

oa
de

d 
fr

om
 w

w
w

.jo
sp

t.o
rg

 a
t T

he
 U

ni
ve

rs
ity

 o
f 

B
ri

tis
h 

C
ol

um
bi

a 
L

ib
ra

ry
 o

n 
Fe

br
ua

ry
 4

, 2
01

8.
 F

or
 p

er
so

na
l u

se
 o

nl
y.

 N
o 

ot
he

r 
us

es
 w

ith
ou

t p
er

m
is

si
on

. 
 C

op
yr

ig
ht

 ©
 2

01
8 

Jo
ur

na
l o

f 
O

rt
ho

pa
ed

ic
 &

 S
po

rt
s 

Ph
ys

ic
al

 T
he

ra
py

®
. A

ll 
ri

gh
ts

 r
es

er
ve

d.


