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Digital nerve conduction in the carpal tunnel
syndrome after mechanical stimulation
of the finger

J. G. McLEOD?

From the Institute of Neurology, Queen Square, London

In 1959 Sears showed that it is possible to record
from human digital nerves the afferent volleys evoked
by the physiological stimulus of a light tap on the
fingernail. Subsequently, Bannister and Sears (1962)
used the technique in studying the recovery of nerve
conduction in a patient with acute idiopathic poly-
neuritis. This method of initiating volleys by stimu-
lating peripheral mechanoreceptors has been em-
ployed in the present investigation to determine the
conduction velocity of volleys in the digital nerves
of control subjects and of patients with the carpal
tunnel syndrome. It is known that in this condition
there is slowing of motor conduction (Simpson,
1956; Thomas, 1960) and of sensory conduction
(Gilliatt and Sears, 1958) across the compressive
lesion at the wrist, but measurements of the con-
duction velocity in the digital nerves distal to the
lesion have not previously been made.

A brief account of this work has already been
published (McLeod, 1965).

METHODS

The subject sat with the pad of the middle finger resting
lightly on a wooden block. A light tap was delivered
approximately once a second to the finger nail by a nylon
button on the end of a rod attached to an electro-
mechanical transducer (Goodman type V 47) energized
by a 9 volt battery (Fig. 1). The transducer and rod could
be screwed up and down in a vertical plane, and, by
varying the distance of the tip of the button from the
finger nail, the displacement of the finger caused by the
applied mechanical stimulus could be adjusted. The
transducer was operated through a relay by pulses
derived from a Digitimer (Devices Ltd.) which was also
used to trigger the time base of the oscilloscope.

The onset of the stimulus was signalled from a piezo-
electric ceramic transducer placed on the block beneath
the pad of the finger. The output from this was mixed
with the time-scale, and the first deflection was taken to
indicate the moment of impact and thus the beginning of
the mechanical stimulus to the finger. Shielding of the
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ceramic was necessary to prevent its signal being picked
up by the recording electrodes on the finger.

Recordings were made through electrodes of tinned
copper wire (S.W.G. 24) wrapped around the fingerat three
sites: the middle of the proximal phalanx, immediately
distal to the proximal interphalangeal joint,and just proxi-
mal to the distal interphalangeal joint (Fig. 2). The hand
was first thoroughly washed and warmed in hot water,
electrode jelly was applied to the skin, and after applica-
tion to the finger each electrode was covered with
adhesive cellulose tape to prevent drying and excessive
movement.

With mechanical stimulation, monopolar recordings
were made in turn from each electrode on the finger with
reference to a plate on the back of the hand, one of the
other electrodes on the finger being earthed. When
recording the reponses at the wrist, two electrodes 4 cm.

FIG. 1. The electromechanical transducer used for de-
livering a mechanical stimulus to the finger-nail. The pad
of the finger rests on a shielded piezo-electric ceramic
transducer supported by a wooden block. Three wire
recording electrodes are wrapped around the finger and a
metal plate on the back of the hand acts as a remote
electrode.
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apart were placed over the median nerve; because of the
difficulty in obtaining adequate muscular relaxation,
bipolar recording was more satisfactory at this site than
monopolar recording.

In a number of subjects the antidromic volley was
recorded from the digital nerves following electrical
stimulation of the median nerve at the wrist, and re-
cordings were made in turn from each of the three elec-
trodes, as described by Sears (1959). A condenser
discharge of time constant 50 p sec. derived from a
thyratron stimulator was applied to electrodes at the
wrist with reference to a fourth electrode applied to the
tip of the finger; the subject was earthed through the
metal plate on the back of the hand.

The recording electrodes were connected to the input
of a Tektronix FM 122 preamplifier and the responses
displayed on the upper beam of a Tektronix 502 oscillo-
scope, the time scale and stimulus marker being displayed
on the lower beam. Usually 50 traces were superimposed
photographically on 35 mm. film, but averaged responses
have also been recorded using a barrier-grid storage tube
(Gilliatt, Melville, Velate, and Willison, 1965).

At the end of each examination the distance between
the electrodes was measured to the nearest millimetre,
and the surface temperature was measured with a thermis-
tor on the proximal phalanx of the finger from which
recordings had been taken. In all cases the temperature
ranged from 32°C. to 35°C.

For analysis of records, the film was placed in an
enlarger and measurements made on the projected traces.
Latencies to the onset of the first negative deflection and
to the peak of the response were measured to the nearest
0-1 msec. It was usually possible to measure the latency
from the stimulus to the peak of the response more
accurately than to the onset of the first negative deflection,
and in six of the control subjects, and in two of those
with carpal tunnel syndrome, no accurate measurements
of latency to the initial negative deflection could be made.
In all subjects, conduction velocities were calculated be-
tween the proximal and distal recording electrodes, a
distance of about 4 cm.

FINDINGS IN CONTROL SUBJECTS

CONDUCTION VELOCITY OF VOLLEYS EVOKED BY NAIL
TAPPING Superimposed photographic records of
compound action potentials recorded from suc-
cessive sites along the middle finger, and from the
median nerve at the wrist are shown in Fig. 2 and
are similar in appearance to those obtained by Ban-
nister and Sears (1962). It can be seen that the com-
pound action potential recorded from a monopolar
electrode on the finger with reference to a remote
electrode on the back of the hand consists of a
negative (upgoing) deflection followed by a positive
phase. This whole response is superimposed on a
non-propagated positive wave, which is more clearly
defined after the propagated action potential has
been reduced in amplitude by a period of ischaemia
or by interaction with an antidromic volley as
described by Sears (1959). Because of the presence
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FIG. 2. Control subject. Action potentials evoked by
mechanical stimulation (S) recorded from successive sites,
R1, R2, R3, on the finger with reference to a distant elec-
trode R4 on the back of the hand, and from W at the wrist
with a bipolar electrode. Arrows show the commencement
of mechanical stimulus, as indicated by onset of deflection
on time scale. Fifty consecutive traces superimposed.



14 J. G. McLeod

of the non-propagated wave, it is difficult to be
certain whether or not the slight positivity preceding
the main negative deflection (well seen in Fig. 2,
R1) is propagated or not.

A light tap, which is only just perceptible to a
healthy subject, is sufficient to produce a small
response. The amplitude of the action potential
increases in size with increasing displacement of the
finger produced by the mechanical stimulus. The
maximum amplitude of the response was usually
attained when the displacement of the finger was
about 0-5 mm. At the start of each examination
the distance of the top of the stimulator from the
finger nail was.adjusted until a response of maximum
amplitude was obtained, but because of slight de-
grees of finger movement, readjustment was usually
-necessary at intervals during the procedure. How-
ever this did not affect the latency of the response
which at any recording site remained constant over
a wide range of amplitude.

It can be seen from Fig. 2 that the duration of the
rising phase of the action potential from the first
negative deflection to peak is of the order of 1 msec.,
which is considerably longer than the rising phase
of the antidromic potential recorded from the finger
after electrical stimulation of the median nerve at
the wrist (Fig. 3) in which it is about 0-5 msec.
This is probably due to asynchronous excitation of
the mechano-receptors in the finger when it is de-
formed by the mechanical stimulus. .

The conduction velocity of the volley in the digital
nerves evoked by nail tapping was determined in 29
control subjects, eight of whom were healthy people
and the remainder hospital patients without symp-
toms or signs related to the peripheral nerves
(Table I). In every subject responses were recorded

TABLE 1

CLINICAL DIAGNOSIS IN 29 CONTROL SUBJECTS

Cerebrovascular disease 11
Healthy subjects
Idiopathic epilepsy
Cerebral tumour
Trigeminal neuralgia
Muscular dystrophy
Facial palsy
Labyrinthitis
Syringobulbia

- DD N N 0O

from three sites on the finger (Fig. 2). The latencies
to peak and, where possible, to the first negative
deflection of the action potential, were measured
and the conduction velocity calculated over the
distance between electrodes. The results are sum-
marised in Table II, from which it can be seen that
when measured to the onset of the first negative
deflection of the response conduction velocity in the
digital nerves for the control subjects ranged from
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FIG. 3. Control subject. Antidromic volleys following
electrical stimulation of the median nerve at the wrist, W,
recorded from sites R1, R2, R3 on the finger with reference
to a distally placed electrode, R4. The late wave arises
from distal muscle activity. Twenty consecutive traces
superimposed.
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36 m./sec. to 67 m./sec. (mean 50-4 m./sec.; S.D.,
8-0). Conduction velocity determined from measure-
ments of latency to the peak of the response ranged
from 40 m./sec. to 67 m./sec. (mean 51-8 m./sec.;
S.D., 6-4). There is no significant difference between
these two values, suggesting that little dispersion
takes place over the short conduction distance along
the finger. However, Dawson (1956) has shown that
there is a small difference in conduction time of the
sensory action potential in the median nerve be-
tween wrist and elbow when measuring latencies in
these two ways, indicating that in normal subjects
some dispersion becomes evident over longer con-
duction distances.

In 20 of the 29 control subjects a small action
potential was also recorded from the median nerve
at the wrist (Fig. 2). In these subjects the mean
conduction velocity over the palmar segment of the
digital nerves between the proximal finger electrode
and the wrist ranged from 40 m./sec. to 65 m./sec.
(mean 52-2 m./sec.; S.D., 6-:0) when measured from
the latencies to the peak of the response.

The amplitude of the negative phase of the action
potential at the distal finger electrode ranged from
4 uV to 18 uV (mean 10-1 V), and at the proximal
electrode from 2 pV to 8 uV (mean 3-9 pV) in the
control subjects. The amplitude of the action poten-
tial at the wrist was 1 uV to 3 uV (mean 2:0 uV);
because of its small size in relation to the back-
ground activity, good musuclar relaxation was re-
quired for it to be recorded.

CONDUCTION VELOCITY OF ANTIDROMIC VOLLEYS IN
DIGITAL NERVES FOLLOWING ELECTRICAL STIMULA-
TION OF THE MEDIAN NERVE AT THE WRIST Sears
(1959) first described the technique of recording
antidromic volleys in the digital nerves, and this was
subsequently applied to the study of nerve conduc-
tion in peripheral nerve lesions (Bannister and Sears,
1962; Campbell, 1962). In the present study, the
antidromic action potentials following electrical
stimulation of the median nerve at the wrist were

recorded at successive sites along the middle finger
in 17 control subjects, and the conduction velocity
in the digital nerves calculated. Typical responses
recorded from one subject are shown in Fig. 3 and
the results summarized in Table II. When the latency
was measured to the onset of the first negative de-
flection, the conduction velocity ranged from 44
m./sec. to 62 m./sec. (mean 51-3 m./sec.; S.D., 4.9)
and when the latency was measured to the peak of
the response it ranged from 41 m./sec. to 68 m./sec.
(mean 51-3 m./sec.; S.D., 6-5).

EFFECT OF ISCHAEMIA ON DIGITAL NERVE CONDUCTION
In order to provide further evidence that the
responses recorded from the finger following mech-
anical stimulation represented activity in the digital
nerves rather than a transmitted mechanical artefact,
the effect of ischaemia was studied.

In four subjects, a sphygmomanometer cuff was
inflated around the upper arm to a pressure of about
200 mm. Hg for a period up to 30 minutes. Figure 4
shows the reduction in amplitude and increase in
duration of the response to mechanical stimulation
which occurred with ischaemia in one subject, and
similar results were seen in the other three subjects.
After 25 to 30 minutes of ischaemia, no antidromic
action potentials could be recorded from the finger
with electrical stimulation at the wrist. However,
at this time a small response to mechanical stimula-
tion could be recorded at the most distal electrode
on the finger but not at the next electrode 2 cm.
proximally, indicating that dispersion of the action
potential was responsible for its failure to be re-
corded over longer conduction distances.

The dispersion of the action potential caused by
ischaemia is shown graphically in Fig. 5a, in which
the conduction velocity calculated from measure-
ments of latency to the onset of the negative deflec-
tion is compared with that calculated from measure-
ments of latency to the peak. Before ischaemia there
is little difference between the two values (51
m./sec. and 54 m./sec. respectively) but after 19

TABLE II

DIGITAL NERVE CONDUCTION VELOCITIES IN THE FINGERS OF CONTROL SUBJECTS AND OF PATIENTS
WITH CARPAL TUNNEL SYNDROME

Mechanical Stimulation of Finger

Electrical Stimulation at Wrist

Latency Measured to Onset of
Negative Deflection of Action
Potential

Latency Measured to Peak of
Action Potential

Latency Measured to Onset of
Negative Deflection

Range: 36-67 m./[sec. (23)!
Mean: 50-4 m./sec. (S.D., 8-0)
Range: 21-60 m./sec. (20)
Mean: 41-0 m./sec. (S.D. 11-4)

Control subjects

Carpal tunnel syndrome

Range: 40-67 m./sec. (29)
Mean: 51-8 m./sec. (S.D., 6-4)
Range: 17-55 m./sec. (22)
Mean: 33:0 m./sec. (S.D. 10-6)

Range: 44-62 m./sec. (17)
Mean: 51-3 m./sec. (S.D., 49)

"Numbers in brackets after range of conduction velocities refer to the number of patients in each group.
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FIG. 4. Control subject. Effect of 18 minutes of ischaemia on action potentials evoked by mechanical stimulation of the
finger. Recordings made from electrode position RI (Figure 1). Sphygmomanometer cuff’ around upper arm inflated to
pressure of 200 mm. Hg. Fifty consecutive traces superimposed.

FIG. 5.

Control subject. Graphs showing effect of (a) 18 minutes of ischaemia and (b) change in temperature from 20°C.

to 32°C. on conduction velocity of the action potential evoked by mechanical stimulation of the finger. The latency of
each action potential is plotted against the conduction distance along the finger; the conduction velocity is given by the

slope of the lines.

Open circles represent measurements of latency to the onset of the negative deflection of the action potential; closed
circles represent measurements of latency to the peak of the action potential.

minutes of ischaemia the peak velocity is dispro-
portionately slowed (23 m./sec., compared with 38
m./sec.) indicating that rapid temporal dispersion
of the volley has occurred.

EFFECT OF COOLING ON DIGITAL NERVE CONDUCTION
In two subjects the effect of cooling the hand on the
action potential in the digital nerves following
mechanical and electrical stimulation was observed.
The hand was first placed in iced water for about 10

minutes, and, after drying, the electrodes were placed
in position and recordings made in the usual way.
The hand was then warmed to 31 to 32°C. and
further series of recordings made. In one of the
subjects control records were also made at the start
of the experiment before the hand was cooled. In
both cases the amplitudes of the responses to both
types of stimulation were 10 to 209, greater at the
lower temperatures. Marked alterations in conduc-
tion velocity occurred with changes in temperature,
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in one subject the conduction velocity being slowed
by a factor of 2-8 m./sec. per 1,C. (Q = 2-3) and
in the other by 2:4 m./sec. per 1°C. (Q; = 2-1).
Although the rising phase of the action potential
was prolonged by cooling, the conduction velocities
calculated from latencies to its foot and peak were
affected to a similar degree (Fib. 5b), indicating that
the large myelinated fibres contributing to the action
potential were uniformly affected by changes in
temperature. This may be contrasted with the dis-
persion which occurs with ischaemia, as described
in the previous section.

FINDINGS IN PATIENTS WITH CARPAL TUNNEL SYN-
DROME

Digital nerve conduction velocities were determined
following mechanical stimulation at the finger in 21
subjects with the carpal tunnel syndrome, one of
whom had bilateral median nerve involvement. In all
the patients the clinical diagnosis was confirmed by
conventional motor and sensory nerve conduction
studies (Simpson, 1956; Gilliatt and Sears, 1958;
Thomas, 1960), the results of which are summarized
in Table III.

The action potentials recorded from successive
sites along the finger are similar in appearance to
those obtained in control subjects, and typical
responses recorded in one of the patients are shown
in Figure 6. When the latency was measured to the
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onset of the first negative deflection of the response,
conduction velocities ranged from 21 m./sec. to
60 m./sec. (mean 41 m./sec.; S.D., 11-4), and when
the latency was measured to the peak of the response
they ranged from 17 m./sec. to 55 m./sec. (mean
33-0 m./sec.; S.D., 10-6). These results are summar-
ized in Table II. In contrast to the findings in control
subjects, there was a significant difference in the
conduction velocities determined in these two ways,
and this is shown graphically in Fig. 7 fer two indi-
vidual cases. It is concluded from these results that
dispersion takes place more rapidly over short
conduction distances in patients with median nerve
lesions at the wrist than in control subjects.

The amplitudes of the action potentials at the
distal finger electrodes in patients with the carpal
tunnel syndrome were 3-20 pV (mean 9-5 pV) and
at the proximal electrode 2-9 uV (mean 39 pV)
and these do not differ significantly from the controls.
However, no action potentials could be recorded at
the wrist in response to nail-tapping in any of the
patients with the carpal tunnel syndrome, although
this was possible in 20 out of the 29 controls.

The conduction velocities derived from measure-
ments of latency to the peak of the response of both
the control group and the patients with carpal tunnel
syndrome are plotted against age in Fig. 8, in which
it can be seen that although in some cases of carpal
tunnel syndrome the digital nerve conduction velo-
city falls within the normal range, in the majority it

TABLE III
SUMMARY OF NERVE CONDUCTION STUDIES ON 21 PATIENTS WITH CARPAL TUNNEL SYNDROME

Patient Age Motor Conduction Sensory Conduction

Latency: wrist- Conduction Velocity Sensory Action Potential Digital Nerve

APB (msec.) in Median Nerve in at Wrist (Electrical Conduction Velocity

Forearm (m./[sec.) Stimulation of Index Finger) (Mechanical Stimulation)
(m.[sec.)*
Latency* Amplitude
(msec.) V)

G.C. 73 13 Not determined — — 17
JM. 58 95 — — 21
AS. 30 — —_ — — 38
G.O. 47 55 50 44 5 55
L.S. 54 46 55 4-0 8 4
M.A. 438 56 56 37 3 38
EXK. 50 72 4 37 11 28
A.O. 50 65 43 31 23 39
J.G. 47 85 54 — — 40
N.R. 51 4-8 47 2-8 12 21
E.H. 64 52 56 — — 34
A.H. 54 5-0 54 3-8 15 30
M.M. 61 71 53 —_ — 21
E.W. 51 57 45 40 10 50
N.D. 49 55 45 53 5 23
T.G.R) 59 14-8 28 — — 31
T.G.(L) 59 10-5 52 —_ — 25
S.B. 44 72 59 —_ — 33
S.S. 40 54 47 47 10 45
R.T. 52 4-8 52 40 16 42
R.F. 54 48 70 3-8 8 27
P.W. 38 59 63 — — 24

!Latency measured to peak of action potential.
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FIG. 6. Carpal tunnel syndrome. Action potentials evoked
by mechanical stimulation (S) recorded from successive
sites, R1, R2, R3, on the finger with reference to a distant
electrode, R4, on the back of the hand. Arrows show the
commencement of mechanical stimulus as indicated by
onset of deflection on time scale. Fifty consecutive traces
superimposed.
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FIG. 7. Carpal tunnel syndrome. Graphs for two subjects
showing latency of the action potential evoked by mechani-
cal stimulation plotted against conduction distance along
the finger. The conduction velocities are given by the slope
of the lines.

Open circles represent measurements of latency to the
onset of the negative deflection of action potential; closed
circles represent measurements of latency to the peak of
the action potential.
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FIG. 8. Conduction velocities of volleys in digital nerves
evoked by mechanical stimulation in control subjects
(closed circles) and in patients with carpal tunnel syndrome
(open circles) plotted against age of subject. Measurements
of latency taken to peak of action potential.

is slowed. There is also some relationship in these
patients between the size of the sensory action poten-
tial recorded from the median nerve at the wrist on
electrically stimulating the index finger, as described
by Gilliatt and Sears (1958), and the conduction
velocity of volleys in the digital nerves evoked by
nail tapping. From Fig. 9 it can be seen that in nine
of the 10 instances in which no action potential
could be recorded at the wrist on electrical stimula-
tion, the digital nerve conduction velocity was below
the normal range. In the 12 patients with carpal
tunnel syndrome in whom a sensory action potential
was recorded at the wrist, the digital nerve conduc-
tion velocities in five were within the normal range,
but fell below it in the remainder. In the 10 patients
in whom action potentials were absent at the wrist,
antidromic volleys could not be recorded from the
finger.

EFFECT OF SURGICAL DIVISION OF FLEXOR RETINACU-
LUM ON DIGITAL NERVE CONDUCTION In four sub-
jects digital nerve conduction was determined at
intervals following surgical division of the flexor
retinaculum. There was a progressive increase in the
conduction velocity which paralleled the increase of
the motor conduction velocity in the median nerves,
and the return to normal range of amplitude and
latency of the sensory action potential in the median
nerve at the wrist which followed electrical stimula-
tion of the finger. Figure 10 shows the increase in
digital nerve conduction velocity which occurred
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FIG. 9. Conduction velocities of volleys in digital nerves
evoked by mechanical stimulation in :

A Control subjects

B Patients with carpal tunnel syndrome in whom an action
potential is recordable at the wrist on electrical stimulation
of the index finger.

C Patients with carpal tunnel syndrome in whom no
action potential is recordable at the wrist on electrical
stimulation of the index finger.

Horizontal lines represent the mean conduction velocity
for each group.

after operation in one of the patients observed for
the longest period of time (eight months). At the end
of this time the digital nerve conduction velocity was
38 m./sec. which is just below the lowest value of the
control range. This figure might have increased
further if a longer period of observation had been
possible, but it is of interest in this regard that
Goodman and Gilliatt (1961) found that complete
restoration of normal motor conduction did not
occur during a longer follow-up period in patients
with severe and moderately severe pre-operative
conduction defects.



20 J. G. McLeod

cm.
e -
A 42 18 4 O Weeks
a4k
38m/sec.,
2F 29m/sec 2l m/sec.
21 m/sec.
1 ] 2 "}
msec. | 2 3 4

FIG. 10. Carpal tunnel syndrome. Graph showing increase
in digital nerve conduction velocity in one subject at
intervals of 0, 4, 18, and 42 weeks following surgical
division of the flexor retinaculum. Latency to the peak of the
action potential evoked by mechanical stimulation is
plotted against conduction distance along the finger.
Conduction velocity is represented by the slope of the line.

DISCUSSION

A tap applied to the finger nail probably excites
mechano-receptors not only in the nail bed and in
the pad of the finger, but also in the subcutaneous
tissues and deeper structures. According to Winkel-
mann (1960) the distal glabrous skin over the volar
surfaces of the finger contains dermal networks
from which arise myelinated fibres supplying heredi-
form endings and Meissner’s corpuscles. Pacinian
corpuscles are found near the glomus body and the
deeper subcutaneous tissue. The nail bed contains
mainly unencapsulated nerve balls and nerve net-
works but no Meissner’s corpuscles, although there
are occasional Pacinian corpuscles. It is not possible
to deduce from the present work which sensory
endings are excited by nail tapping, but it was shown
by Sears (1959) and has been confirmed in this in-
vestigation that the main deflection of the evoked
response represents activity chiefly in the fastest
conducting fibres of the digital nerves.

The conduction velocity in the digital nerves of
orthodromic volleys evoked by nail tapping, and of
antidromic volleys following electrical stimulation
obtained in the present study are in close agreement
with Sears’ figure of 54 m./sec., S.D., 4-7 (cited by
Bannister and Sears, 1962), for the conduction velo-
city of antidromic volleys in the proximal phalangeal
segments of the digital nerves. Rosenfalck and Buch-
thal (1964) have also studied the conduction veloci-
ties of volleys in sensory fibres in the upper limbs
in man following electrical stimulation of the

digital nerves; they found a mean conduction velo-
city of 63-5 m./sec., but state that the velocity is
15-309; lower in the fingers, which agrees well with
the present findings.

The main negative deflection of the action poten-
tial recorded from the finger with surface electrodes
in response to both mechanical and electrical stimula-
tion is not preceded by an easily recognizable
positive wave. In this it differs from the action poten-
tials recorded from the median, ulnar, and lateral
popliteal nerves which usually display a morg pro-
nounced initial positive deflection (Dawson, 1956;
Gilliatt, Goodman, and Willison, 1961; Gilliatt
et al., 1965). This difference is probably explained
by the fact that the digital nerves lie superficially
in the finger and close to the recording electrodes
whereas the other nerves are more deeply situated
in a volume conductor and are at a greater distance
from the recording electrodes. The compound action
potential recorded from the finger in response to
mechanical stimulation can often be seen to be super-
imposed upon a positive wave which is not propa-
gated and which is of greatest amplitude at the most
distal recording electrode. The wave can be seen in
relative isolation after a period of ischaemia or after
blocking of the propagated response by an anti-
dromic volley, and it probably represents a poten-
tial generated by mechanical deformation of the
tissues.

The response to mechanical stimulation behaves
in a similar manner to that following electrical
stimulation under conditions of ischaemia and
cooling. It has been previously demonstrated by a -
number of workers (Magladery, McDougal, and
Stoll, 1950; Cobb and Marshall, 1954; Fullerton,
1963) that motor conduction is slowed after a period
of ischaemia, and it is clear from the present work
that sensory conduction is similarly affected. The
rapid decay in amplitude of the antidromic action
potential recorded from the finger after electrical
stimulation of the median nerve at the wrist and of
the orthodromic volley following nail tapping is
consistent with the findings of Magladery et al.
(1950) and Gilliatt and Willison (1963) on the median
nerve. The dispersion of the volley which occurred
indicates that the nerve fibres contributing to the
action potential are not uniformly affected by
ischaemia.

Henriksen (1956) found that cooling the ulnar
nerve over the range of 27 to 30°C. caused a reduc-
tion in nerve conduction velocity by a factor of 2-4
m./sec. per 1°C. which is close to the figure of 2-4 to
2-8 m./sec. per 1°C. found in the present investiga-
tion. The temperature coefficient (Q¢) calculated
for the digital nerves in this investigation was
2-1-2-3, which is in close agreement with that of
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2:18 found by Inman and Peruzzi (1961) in single
nerve fibres in the cat. In the present experiments,
it was found that the amplitude of the compound
action potential following both electrical and
mechanical stimulation was slightly greater at the
lower temperatures. A similar effect was noted in the
frog nerve by Lorente de N6 (1947) and in the cat’s
peripheral nerves by Kiraly and Krnjevi¢ (1959).
In contrast to the effect of ischaemia, reduction in
temperature causes conduction velocity to be slowed
uniformly in the fibres contributing to the action
potential.

In patients with the carpal tunnel syndrome
Gilliatt and Sears (1958) showed that the sensory
action potential recorded from the median nerve at
the wrist following electrical stimulation of the index
finger was reduced in amplitude and its latency to
peak increased. In a number of patients, and particu-
larly in those with obvious sensory defects, the
action potential at the wrist was absent. They postu-
lated that the abnormalities in the sensory action
potential were most likely due to slowing of con-
duction in the large myelinated fibres, with the result
that the action potential became dispersed and
desynchronized; by the time impulses reached
the recording electrodes at the wrist the action poten-
tial was reduced in amplitude or had wholly dis-
appeared. In the present work it has been shown that
considerable slowing of conduction can occur in the
fast-conducting fibres below the level of the lesion
at the wrist and that in general this has been most
marked in those subjects in whom the action poten-
tial following electrical stimulation of the finger
has been absent when recording at the wrist. By
comparing the conduction velocities calculated from
latencies to the onset of the negative deflection of
the response with those calculated from latencies
to the peak, it has been shown that rapid dispersion
of the volley takes place along the finger in many
cases. It seems likely, therefore, that slowing of con-
duction and temporal dispersion of the volley account
for the failure to record an action potential over
longer conduction distances. Gilliatt and Sears
(1958) were unable to exclude the possibility that
the reduction in amplitude of the action potential
at the wrist following electrical stimulation was due
to an increase in electrical threshold in the damaged
fibres; however, by stimulating the sensory receptors
in the finger by physiological means it has now been
shown that this is not likely to be an important
factor.

Gilliatt and Thomas (1960) demonstrated slowing
of nerve conduction distal to chronic ulnar nerve
lesions at the elbow. In the carpal tunnel syndrome
conduction velocities in the nerve distal to the lesion
have not previously been determined, since in pre-

vious investigations only the motor and sensory
conduction times across the compressed segment
have been measured. The slowing of conduction
found in the present investigation may be partly
due to reduction in diameter of nerve fibres below
the constriction (Thomas, 1960); although this may
not be the only explanation for the marked slowing
of conduction which occurred in some of the
patients, reduction in fibre diameter in the digital
nerves was certainly observed in the case examined
histologically by Thomas and Fullerton (1963).
From the practical point of view, mechanical
stimulation offers some advantages over electrical
stimulation of the finger in that it allows conduc-
tion to be studied over short distances, a procedure
which is unsatisfactory with electrical stimulation
because of difficulty in controlling stimulus artefact.
The measurement of conduction velocity over short
conduction distances in the finger is of particular
value in patients with neuropathies, when slow-
ing and dispersion of the volley is of such a degree
that an action potential cannot be recorded over the
longer conduction distance between finger and wrist.

SUMMARY

The conduction velocities of volleys evoked by the
physiological stimulus of a mechanical tap on the
finger nail have been studied in the digital nerves of
29 control subjects and 21 patients with the carpal
tunnel syndrome.

The conduction velocity in the digital nerves of the
middle finger of the control subjects ranged from
40 m./sec. to 67 m./sec. (mean 51-8 m./sec.; S.D.,
6-4), and of the patients with the carpal tunnel
syndrome from 17 m./sec. to 55 m./sec. (mean 33-0
m./sec., S.D., 10-6), when the latency was measured
to the peak of the response. In the patients with the
carpal tunnel syndrome there was evidence of rapid
dispersion of the volley over the short conduction
distance along the finger; this was in contrast to the
findings in the control subjects.

Digital nerve conduction was studied in four
patients with the carpal tunnel syndrome at inter-
vals after surgical division of the flexor retinaculum
at the wrist, and a progressive increase in con-
duction velocity was found in all cases.

The effect of ischaemia and change in tempera-
ture on digital nerve conduction was also investi-
gated.
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