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Introduction: what is a phantom limb and phantom
limb pain?

Following limb amputation, 80% or more of patients per-
ceive the existence of their lost limb, or sensations such as
hot—cold or tingling, in the space where their lost limb once
existed. The experience of the existence of this lost limb
and sensations is known as “phantom limb”. Even without
limb amputation, phantom limb can develop as a result of
motor palsy or sensory deafferentation by cerebral stroke,
spinal cord injury, or peripheral nerve injury; in these
cases, such a condition is called supernumerary phantom
limb. The perception of phantom body parts has also been
reported to occur after breast, penis, or eyeball excision.
In patients who have had a limb amputated, the incidence
rate of phantom limb complicated by pathological pain
(phantom limb pain) is 50-80%. According to some
reports, a majority of patients continue to suffer from
phantom limb pain for several years after onset [I].

In animal experiments, it has been shown that the
mechanisms underlying phantom limb pain are induced
by various factors, such as neuroma-derived abnormal
impulses resulting from peripheral nerve injury, hyperex-
citability of neurons on the spinal dorsal horn, and hyper-
excitability of neurons in the supraspinal central nervous
system. Functional brain imaging studies suggest, however,
that functional reorganization of the supraspinal central
nervous system plays an important role in the onset of
phantom limb pain. Brain regions within the primary
somatosensory cortex (S1) correspond to a specific part of
the body, constituting a somatotopic map (somatotopy).
After amputation of an upper limb, for example, reorga-
nization is observed in S1: the brain region corresponding
to the affected upper limb shrinks, and the adjacent area in
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S1 corresponding to the mouth/facial surface area expands
[2]. Furthermore, a somatotopic map also exists in the
primary motor cortex (M1). After amputation of an upper
limb in patients with phantom limb pain, both shrinkage of
the upper-limb area and expansion of the mouth/facial
surface area are observed in M1, and the excitability of
neurons in the upper-limb area increases excessively.
Because the reorganization of the somatotopic map
observed in S1/M1 (the sensorimotor cortex) is observed
not only in cases of phantom limb pain but also in cases of
pain following spinal cord injury [3] or complex regional
pain syndrome [4], it seems to be a common underlying
mechanism of neuropathic pain.

Motor control of phantom limbs: involuntary
and voluntary movements of phantom limbs

Patients who have phantom limb pain complain of various
kinds of pain. In a study involving 1,250 patients with
phantom limb pain who lost a limb during the civil war
in Bosnia and Herzegovina [5], approximately 58% of
patients complained of pain associated with sensations on
the skin surface, such as being cut with a knife, receiving
an electrical shock, or feeling a stinging sensation.
Approximately 42% of patients complained of pain asso-
ciated with a sensation of movement (i.e., proprioceptive
sensation), such as spasms or cramps in the phantom limb,
or feeling that the phantom limb was twisted. Thus,
almost half of patients with phantom limb pain perceived
unpleasant involuntary movements of their phantom limb.
Which neural substrates could underlie movement sensa-
tions of phantom limbs? Among phantom-limb patients,
there are persons who can voluntarily “move” the phantom
limb; that is, they can clearly perceive that the phantom
limb is moving voluntarily. Functional brain imaging
studies on phantom limb movements show activation of
M1/S1 and the supplementary motor area (SMA) similar to
that which occurs during voluntary movements of healthy
limbs [6]. In the case of involuntary “movements”
accompanied by an unpleasant feeling in the phantom limb,
in addition to activation of S1/M1 and SMA, activation of
the cerebellum, anterior cingulated cortex (ACC), and
posterior parietal cortex (PPC) are observed [7]. Both ACC
and PPC are known to relate with limb-movement control
and the perception of this movement [§]. In one phantom
limb study, however, ACC and PPC activations were cor-
related linearly with the degree of pain and discomfort
arising from phantom-limb involuntary movements [9].
The patterns of brain activations (including ACC and PCC
activations) accompanying phantom limb movements and
healthy limb movements appear to be similar, regardless of
whether the phantom limb movements are voluntarily or
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involuntarily. In terms of the perception of limb move-
ments in the brain, there may be no discrimination between
phantom and healthy limbs.

It has recently been revealed that motor commands to
the phantom limb are generated from the hand area in M1,
which is invaded and submerged by the mouth/facial sur-
face area through M1 reorganization following the limb
amputation [10]. It has also been reported that a combi-
nation of somatosensory feedback of muscle contractures
in the residual limb and motor commands to the phantom
limb can produce movement sensations in the phantom
limb [11].

Up to this point in this review, we have described
movement sensations of phantom limbs. The perception of
phantom limb movements, posture (position), and size can
fluctuate from moment to moment [12]. The phantom limb
is often perceived to be intact, resembling a normal limb,
or telescoped and shrunken so that the proximal portion of
the limb is perceived to be missing or shortened, with the
more distal portion floating near the stump. Occasionally,
patients with phantom limbs perceive that the missing limb
is swollen or enlarged compared with the intact limb.
These phenomena are known as “telescoping”. The degree
to which telescoping is perceived (how short the phantom
limb is felt to be) correlates with the degree of reorgani-
zation. As such, phantom hand movements of a completely
telescoped phantom limb create activity in the S1/M1
cortical region that normally manifests the shoulder
somatotopy, indicating enlargement of the hand region in
S1/M1, while phantom hand movements of partially tele-
scoped phantom limbs create activity in the S1/M1 region
of the arm under normal circumstances, and those of a non-
telescoped phantom limb activate the hand region [2].
Thus, the neural substrates for moving the phantom limb
seem to be closely related with those for producing phan-
tom limb sensations.

Phantom limb pain and the primary motor cortex

Movement sensations of phantom limbs are closely related
with activity in M1, but what is the relationship between
M1 and pathologic pain occurring in the phantom limb? As
described in the Introduction, reorganization in the S1/M1
cortices is one of the underlying mechanisms of phantom
limb pain, and the reorganization in M1 is not observed in
patients who do not suffer from phantom limb pain fol-
lowing amputation of an upper limb [13]. It has been
reported that repeated transcutaneous magnetic stimulation
of M1 and electrical motor cortex stimulation (MCS) are
effective in cases of neuropathic pain, such as phantom
limb pain [14, 15]. Further, in order to produce such
analgesic effects, the M1 somatotopic map area related to
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the phantom limb must be stimulated [16]. In addition to
MCS, electrical spinal cord stimulation (SCS) has been
used to treat phantom limb pain, but the analgesic mech-
anism of this treatment has not yet been shown in detail. In
functional brain imaging studies, various brain regions are
activated during SCS. In a majority of these studies, M1
activation was specifically observed [17, 18]. One proposal
is that SCS stimulates the dorsal column of the spinal cord
and its electric impulses ascend through the dorsal column—
medial lemniscal pathway to the brain. In physiological
conditions, the dorsal column—medial lemniscal pathway
conveys proprioception, vibratory sense, and discrimina-
tive touch sense, and these types of somatosensory infor-
mation are thought to terminate at S1. However, recent
studies clearly show that proprioceptive information is
directly transmitted to both S1 and M1 [19], and proprio-
ceptive information is mainly perceived at M1 [20]. On the
basis of these notions, electric impulses generated by SCS
would ascend the dorsal column-medial lemniscal pathway
and terminate in M1, and the impulses may then be per-
ceived at M1. Finally, SCS may produce an analgesic
effect through the stimulation of MI. Interestingly, no
analgesic effect is observed when patients treated with SCS
cannot perceive the electrically stimulated sense in their
phantom limb, suggesting that SCS must stimulate the
phantom limb’s somatotopic area in M1 in order to be
effective. Although the somatotopic area of the phantom
limb is invaded and submerged after amputation by the
reorganization of M1 (i.e., expansion of mouth/facial sur-
face area), electrical impulses by SCS (or MCS) toward the
somatotopic area of the phantom limb may induce further
reorganization of M1 (i.e., expansion of the phantom limb
area and shrinkage of the mouth/facial surface area). This
could theoretically result in the alleviation of phantom limb
pain, but future studies would be needed to confirm such a
viewpoint.

Reconstruction of the somatotopic map of phantom
limbs: future perspectives on neuropathic pain therapy

In order to improve activities of daily living, patients with
an upper limb amputation sometimes wear an electrical
hand prosthesis connected to the stump of the amputated
limb. Hand movements are produced by the contraction
and relaxation of muscles at the stump. The prosthesis can
become functional through training, and this training can
also be useful for treating phantom limb pain [21]. Since
the somatotopic map in S1/M1 corresponding to the pros-
thesis forms after motor learning of the functional limb
[22, 23], it seems likely that the acquisition and expansion
of the somatotopic area in SI/M1 that corresponds to the
residual limb and phantom limb is linked to the analgesic

effects of the prosthesis training. In fact, the somatotopic
area in S1/M1 is reported to expand through the training of
repeated somatosensory stimulations, and this seems to
alleviate neuropathic pain in the affected limb [24, 25].
There are many reports on neurorchabilitation for neuro-
pathic pain using visuomotor feedback of the affected limb.
Following visuomotor feedback, the generation of volun-
tary movement perceptions of the affected limb can induce
expansion of the somatotopic area in S1/M1 and then
alleviate neuropathic pain, such as phantom limb pain [26—
28], post-spinal cord injury pain [29], post-brachial plexus
injury pain [30], and complex regional pain syndrome
(CRPS) [31].

We have conducted neurorehabilitation using visuomo-
tor feedback treatments (namely, mirror visual feedback
and prism adaptation to optical deviation [32, 33]), but the
treatments are still not effective for alleviating pain in
many patients. We believe that, in addition to visuomotor
feedback from the affected limb, a more powerful neu-
rorehabilitation strategy using motor control of and
somatosensory feedback from the affected limb should be
developed. To accomplish this, we are now cooperatively
developing a rehabilitation robot suit system (Fig. I)
[34, 35]. The system detects movements from a sensor
attached to the healthy limb (for example, elbow joint
flexion), and then artificial muscles and wires of the actu-
ator (attached to the affected limb) create passive move-
ments of the affected limb resembling those of the healthy
limb. Thus, the affected limb, which may have been par-
alyzed following nerve injury, can be exercised voluntarily
when patients intend to exercise the affected and healthy
limbs simultaneously in similar manners.

Under the condition in which motor commands to the
limb are successively generated from motor intention and
then somatosensory feedback of the limb movement
reaches S1, the activation of S1 is stronger than the con-
dition in which the limb is exercised passively without any
motor intentions or commands [36]. Furthermore, M1
activation is observed much more strongly when exercising
the limb voluntarily than during passive movements of the
limb. In particular, activation of the somatotopic area of the
limb was observed in M1. By intending to command and
actually commanding the affected and healthy limbs to
exercise simultaneously, therefore, the rehabilitation sys-
tem enables voluntary movements of the affected limb, and
then (1) visuomotor feedback regarding the affected limb
movements is acquired, as in a mirror visual feedback
treatment, (2) somatosensory feedback of the affected limb
movements are derived through the residual limb, and
finally (3) the somatotopic area corresponding to the
affected limb would expand, and this would result in
alleviating neuropathic pain. With this rehabilitation sys-
tem, the coordinative linkage of visuomotor and
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Fig. 1 Rehabilitation robot suit system for an upper limb with motor
paralysis and neuropathic pain. A sensor suit is worn on the right
upper limb (the healthy limb). On the left upper limb (the affected
limb), an actuator consisting of artificial muscles and wires is fitted.
Intending and forwarding the same motor commands from bilateral
motor cortices toward both upper limbs (red circles and arrows), the
sensor suit detects movements of the right limb, and the actuator
carries out movements of the left limb resembling the movements of
the healthy right limb. Thus, using this system, patients can passively
but voluntarily exercise their affected limb, even in cases of motor
paralysis and neuropathic pain resulting from nerve injury. Even
though voluntary-like movements of the left limb are performed
passively, patients perceive visuomotor (green circle and arrow) and
somatosensory (blue circle and arrow) feedback in accord with their
motor intention and commands of the left limb. Thus, the system can
help a patient reconcile the coordinative sensorimotor integration of
the left limb, secondarily expand the somatotopic area in the primary
motor and somatosensory cortices, and finally provide relief from
neuropathic pain (Co-development with Active-link Inc)

somatosensory feedback in accordance with motor inten-
tions and commands of the affected limb could become a
more effective strategy than current conventional neu-
rorehabilitation treatments. In fact, in a psychophysical
study involving healthy individuals, performance of the
discriminant somatosensory function of the limb improved
after exposure to the rehabilitation system (personal com-
munications and unpublished data). In addition to deter-
mining the future clinical utility of the rehabilitation
system for motor paralysis and neuropathic pain, we aim to
gain supporting evidence through functional brain imaging
studies.

Conclusion
Phantom limb sensation and phantom limb pain are often

discussed as one phenomenon, but some patients who have
a phantom limb do not perceive pain. The neuromatrix
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theory (i.e., a hypothesis that neural substrates for recog-
nizing one’s own body in the central nervous system
underlie phantom limb sensation and phantom limb pain)
[37] is a convenient and attractive thesis for explaining
phantom limb phenomena, but it does not provide a satis-
factory explanation for why phantom limbs are accompa-
nied by pathologic pain.

Since pathological pain and coordinative linkage of
sensorimotor integration are intimately related [32, 33], we
anticipate that therapeutic mechanisms which affect the
reorganization in M1/S1 may lead to a clarification of the
underlying mechanisms of phantom limb sensations as well
as of phantom limb pain.
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Abstract

We have previously reported the efficacy of 5 Hz repetitive transcranial magnetic stimula-
tion (rTMS) of the primary motor cortex (M1) for the relief of intractable neuropathic pain.
The objective of this study was to assess the changes of cortical excitability induced by rTMS
and relations between rTMS efficacy and the condition of subcortical fiber connection in the
patients with central post-stroke pain (CPSP), which might give an insight to the mechanism
of pain relief with rTMS. In 16 patients with CPSP in a hand and five healthy controls, the
cortical excitability and visual analogue scale (VAS) were evaluated before and after 5 Hz—
r'TMS of M1 corresponding to the painful hand. Resting motor threshold, amplitude of motor
evoked potential, cortical silent period, short interval intracortical inhibition and intracortical
facilitation (ICF) were evaluated as parameters of cortical excitability with single— or paired—
pulse TMS method. Fiber tracking of the corticospinal tract and the thalamocortical tract
was investigated in 13 patients with CPSP, who underwent 5 Hz—r'TMS of M1. The patients
who showed > 30% pain reduction in VAS after rTMS were classified as “good responders”, the
others were classified as “poor responders”. Significant reduction of ICF in the good respon-
ders was observed compared with that in the controls before rTMS (p=0.010) and ICF in the
good responders significantly increased after rTMS (p=0.035). There were no significant
differences and changes in the other parameters. The good responders had higher delineation
ratios of the corticospinal tract and the thalamocortical tract than the poor responders (p=
0.02, p=0.005, respectively). Our findings suggested that the change of ICF in M1 and the
subcortical network around the sensorimotor cortex play a role in pain relief by rTMS of M1.

Key words: Repetitive transcranial magnetic stimulation; Central post—stroke pain;
Fiber tracking; Cortical excitability; Motor cortex stimulation
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VERGRANZB Y L 2o bk e B 2 IGPEIE L, &
R REREL T LHfEHER T
%1619, LaL, #IBEBMTH S M L Ek
ML KT B BE T AR OB S Icowvn Tk
HE VRN RSN TRV, RA TG, 14
B> pRERE BN A L, (TMS Bijf#IC Bi%

I 7o THR R SR T ML o B RN &
Al L 72 & 2 A, B & SEC ML o S BT E
(intracortical facilitation; ICF) ORIAsA 5
729, ABFETIX, M%% CPSP & L, HIH
i Td A ML @B E BN & BT O FkstiE
DM Z TV, (TMS OBRIFEFIR & ORI
WA L7zo M1 @ BB X, LUAT O #t
L MBI rTMS B #2 IS BB F 701 TR
RECECE L, BB T AEERME N MRT ©
ik v 7 VgD S fiber tracking THiHH L
7z

HEEHE

1. ¥R

KA E BB TE, (TMS &8 A
L 7= 2002 4 & D 2008 4 % T2 59 4> CPSP
(% LT 5 Hz @ rTMS CRIBERDL - M1) % BT
Lizo 209 b FOHA % FF A 5 EbE 16 AEF
(HPE 10 9, %P 6 JER, FIER 574 £9.1
) BV THRE F 220 R R R AR B0L TR
PREVEORBG £ 17w, BISRRHE O Hith 2
WHETd - 2o 2ike 13 5EH (B 8 5ehl, XS
FEW, FHAER 617 £ 88 k) 123w T fiber
tracking TR FAREMMELZRE Lo 209
b 2B ORFTOMRE %o lzs BHRE
teoma T, B 16 5B & EA S B (B
561, F¥ER3L4%) ZHBEL . Fiber
tracking % 17 - 72 13 W@ ) O #EEIX, Manual
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Table 1 Summary of participants' features

Central post—stroke pain

Cortical excitability (n=16)

Fiber tracking (n=13)

Age (y) 574+9.1 61.7+8.8
Male / Female ratio 10/6 8/5
Duration of illness (mo) 48.3 +60.3 56.4 +27.7
Right / Left ratio 10/6 9/4
Site of lesion (n)
Putamen 7 6
Thalamus 6 6
Subcortex 2 1
Pons 1 0
Healthy volunteer
Cortical excitability (n=5)
Age (y) 31.4+0.5
Male / Female ratio 570

v, year; mo, month.

muscle test (MMT) 5 75 2 e, MMT 4 2% 8 Jii
Bl, MMT3 23R TH - 720 NREH B X
Ut AOER % Table 1 (2R3, 46, %
FRED D 6 2 HULERBLTEY, iTANPA
K, PO, AT FEHIRNEE, LA
BIRE % EOBREHRCAFET Ty 7 LD
BT 22boT, HoRBMEES
NG h o Tz AWRFEE KK 2R 275 B I8 9 B
fBFEERZRBROKRN D &, HIEBMICOW
THEB L UEHTS ¥ 7+ —AFav ey b
{107,

2. RREERERIAR (TMS) & &N

PRiCHELCTwa 280, ML CHBRE
OEBFEEEBEEL, TMSHF S~ a v
¥ A7 & (Brainsight Frameless navigation system;

Rogue Research inc.) &2 IV "C, S@HRALICH Y

§ 5 ML GERM & o LEE) 2534 Vo
FLCR 2 E91280Fa 4 L (MC B-70;
Medtronic) % % JH & H TR L, MagPro
ST E  (Medtronic) THERIM %17 - 72,
Wassermann D4 4 K5 4 » 23 WL, 4@E
IRf % B B4 (resting motor threshold; RMT) @
0% DI, 5 Hz DHET, 50 FoFI# (10 B
ORFIREED) % 1402 12 10 [ (G500 58) Wiy
L7 67.20)

rTMS il # T ¥ 3 @ L & % visual analogue
scale (VAS) TiFfiiL, 30%LLE VAS 2METF L
7= O % Bhd RAFBE, 30% Kk % B A BEEIC
—RLER,

3. BRETLEBITERBEIRBCE

HBE, BEAEDIC, (TMS BiBICHR T 7
I RSN T, S Th s ML o
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RN 2 e LB L 2o BEHBEEEOMN

% 12 1E, Bistimmodule TH##E L 222 H O

Magstim200 stimulator (Magstim) &, 70 mm @

8 DF a4 I (no.9925-00, Magstim) % JHv 7z,

Navigation system % i v» T rTMS & i C M1

R, o/ BB X 0 FRER

DFELERE T, DT 5 BH % rTMS Hifg TaF

L7 212,

1) KR E B (RMT) : 50 uV DL L@
motor evoked potentials (MEP) %% 10 [a]+
ool LEET S 0 B BRI BOREE

2) HE)AEREEN ORI (MEP): 120% RMT ©
RE CTRIE L 2B MEP O F iR,

3) BB ¥ ILBERE (cortical silent period; CSP) :
SEREFR AV % B RE B R S 2R T
130% RMT O HiEECHRIB L THE L 720

4,5) iy BB P9 il (short interval intracortical
inhibition; SICD), B¢ M{Eil (ICF) 1324 :
TSRS THE LA (G
80% RMT, AEHM : 120% RMT % 7213
1 mV Ri#® MEP 2545 & h 5 58¥) . SICI
IR 2, 4 msec %, ICF 134k 4 72 3K
B 10, 15 msec & v 72, REEIBO A O
a2y ba—EEDEFENE 10 FT o G50
M) 7 v ¥ MCHiATL, FRFSLICEEY
¥ L C MEP ORIl & W5 L 7. R8I
R 2,4 msec T MEP D&l % MEP2,4ms,
FIB RS 10, 15 msec # MEP10,15ms, RER
B D A % MEPcontrol & L7354, SICI =
1-MEP2,4ms / MEPcontrol, ICF = MEP10,15ms
/ MEPcontrol & €4 L 70

HBEM (B RAR, BWARE) (W

DT rTMS Bl O R EARENO FHA ICE1 D

% H & 5 #» Mann-Whitney @ U B % v C

BE L7, RISIIMS i 0 KB 02 L %

PAIN RESEARCH Vol.25 No.1 2010

Wilcoxon @ 451 & N BE % B v TRRHT L
70 p<0.05 ZAEE Lo

4. Fiber tracking

rTMS R 4THi 12 3T ® MRI (Signa VH/i GE,
Medical systems) THLERT ¥V VIl #E L
7z (Single-shot EPI, b fii = 1000s/mm?, Eljnih
¥=6 W, TE =80 msec, TR =10,000 msec,
Matrix = 256 x 256, FOV=26cm, A5 4 RJE
=3.0 mm), KIZ Volume-one & dTV (79—
7 b2 = 7, hitp//www.ut-radiology.umin.jp/
people/masutani/dTV.htm) & JH T, fiber track-
ing 12k b, 220LHEMH OB B & H
PREL B & Rl L 720 BLSIRO 1013 K
2, Al e il & i gl iZ FB)
TRELZ. FhZhofil & h - shfERidEn
WEREBH L XL To voxel EMZEL, MM
35 BMORH KL LA

Bede LLAFIE & BRIEAS AR 0 SR B A iR 5 & O
BIRBEBOHME, MMT IZERH L0 LS
#*, Mann-Whitney ® U B % Bl v THGE L
720 %7z, Spearman DMV HE % H T MMT
LREEHRBoOMME L OMM 2RI L 22,
p<0.05 % A fE L7z

" =R

1. BRE /- ERBESRIRCE

fTMS i< & b CPSP % 16 #Ih 7 #1 T VAS
A 30%8, EART L 722 (BRw BLAFBE 2 50 580D o
RMT, MEP, CSP, SICI ® 4 HHIZD W T,
rTMS R O & BB 25 H AL, (TMS Rifk
DHEBLRELIED S h o (Fig.l-A, B,
C,D), (TMS fi ® ICF ix % B 1 LRI R
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A RMT
&% 100 -
g
2 % 80 1
1
E g 40 CPre-rTMS
~,E; 20 BPost-rTMS
3
0
Normals Patients Patients
[Good] [Poor]
C cspP
250 7
w200 A
]
g 150
£ 100 A DO Pre-rTMS
2 50 - B Post-rTMS
0 T L
Normals Patients Patients
[Good] [Poor]
E ICF
2 *p=0.010 *p=0.035
~
o
2 i
g.é. 15
ES ..
;’g OPre-rTMS
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N
" g 0

Patients Patients
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B MEP

1800
1600

=

R S S RN TR N S S S

1200
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88888
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[Good] [Poor]
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(v

SICI
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0.6
0.5 1
0.4 A
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0.2
0.1 1

OPre-rTMS
& Post-rTMS

Size ratio (meanzSE)
{1-Conditioned/Control)

Patients  Patients
[Good] {Poar]

Normals

Fig.1 The bar graphs show each parameters of cortical excitability before and after rTMS (mean + SE).
There were no significant differences in RMT, MEP, CSP, and SICI (A, B, C, D). Significant reduction of ICF in the ¥TMS
good responders was observed compared with that in the controls before rTMS (p=0.010) and ICF in the rTMS good respon-

ders significantly increased after rTMS (p=0.035) (E).

RMT, resting motor threshold; MEP, motor evoked potential; CSP, cortical silent period; SICI, short interval intracortical

inhibition; ICF, intracortical facilitation.

HETRALTEY (p=0.010), rTMS #HiciiK
LTw (p=0.035) (Fig.1-E),

2. Fiber tracking

rTMS (2 & ) CPSP &% 13 #lr 5 4T VAS
2% 0% LARF L 7z (BRf RAFRFIC538) o Fiber

tracking 12 X % B2 BUH B & B B2 BB oo Hi th
EVRBWRUBTHRCE» o7 (EhZh
p=0.02, p=0.005) (Fig.2), %7z, By RBAIFHIZ
BEARBICESMMT ® 227 285 <
(p=0.044), MMT & EEHFRBEOMMFICED
FABIBIER A A & 7z (1s=0.726, p<0.05)
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Fiber tracking

17 *P=0.02 *P=0.005
—_ [
4 08 I
=
3 O Good responder
'g‘ 0.6 1
% B Poor resonder
=3
_2 0.4
3
£
2 0.2

0

corticospinal tract  thalamocortical tract

Fig.2 The bar graphs show delineation ratios of the
corticospinal tract and the thalamocortical tract
(affected side / non-affected side, mean + SE).

The rTMS good responders had higher delineation ratios of
the corticospinal tract and the thalamocortical tract than
the rTMS poor responders (p=0.02, p=0.005, respectively).

2 =R

CPSP @ B B A YE 2 B L - | ki3 & A
Y7 <, Lefaucheur & 7% LI o> fkg B =4k A
22 FEfl (WAt 10 i, Fraffsis 4 ),
JlE k& BB AR, KRG % 4%
#) <, fE AN CSP 044 & &
Wl o SICI DX FH3A 6, 10 Hz @ rTMS ¢
ZOTFLASICI Z2HlT 5 EHELTW
510, KBF%E TiZ CPSP 16 SEH I 8w T,
rTMS O BRI R R AT 5> o 75 B C ICF 299
GWLTEBY, ZNMNOHzDTMS TH KT 5
LW R TH 720 Lefaucheur & ORHF L O
BV, BRI IR A T S h A ML B
545 LREMEHARCEZTM L ERIH L C
L, NMBEBEFROBOREFHELTWS D
Db s, 5Hz P EOEHE TMS Tid,
W& L TRFICHERERSAE LT, EiCH
fizz—a ralEsnl, EAAHEEHIZIE
PR E & R L EB O REYZ B0 b L &

PAIN RESEARCH Vol.25 No.1 2010

nhTws 3, £/, ICFREENOZ VY IV
B A A = 2 — 1 v ORRRE % BT
2rbEbh TS, (TMS OBRIARICHEL
T, MINOBEEMNE = 2 — 1 ¥ OiFE IR
H#L, H#EoERE~OEESRES N TS
WREMEHER S NS,

AW T, rTMS OB BRI AREC

Bk BUREEBOMMEIE L, BFESAT
W7z, CPSP IZ#9 % EMCS Ci&, BimahRas
B o ZRERNEZE 5 THVIERICH-R, EBRE
EPRECHoLLWEIA TV 19, BH
R R ARG CORE T TS LTw
BEAHATIED 24, HEOBEEML 25
pain matrix R 1FE) P52 #, FATVEA
PR A L O AN B G- 5 SR b E
BIAEE S N B 202, BB T O fgem s
SN TR EHBRELOPD LKV,
TMS % EMCS 7 & — 3R 5 8) TF ] B# i 13
RUBOP 72 ¢4 < RIBHE b BRh R Ak L
fil & P OfFER OB ER LTV
MR ZZ SR TWwA 18, \TMS & MCS @
WeE S = 2 — o YRR R LY, 20
FlI BRI & e 255, ML % BRI ICBAWIC
FFT2L0IHEALTHL. 35T TMS
O BrAE R & EMCS O 58 o B3 211
THEMESNABY Y, FHETMS & MCS
OBREBEEEBL T A lidd s L EL DN
5o AFFEDORERML LT OWED &, 1TMS
2 & BRI, RIEEE (MD), BE T o
FEmE, ha L E@RERSES LTws I LA
REEhi, ZhENABMEILTWEDO TR
{, PR 2 U CHEICERICHG LUK
HRRMOMHAZIT > TwB DL Bbhs, Ml
AHMT AT, MIAEKEZBAITAELD
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2, Mi2osomilgsE LT, BEET R
IR L BN D BERR BN B G- L 7= Bk % 7 8B4V
ZIGTEIL L, WIEMICEREDRERIML TS
LSS NB, F72, ICF & R BBl & BUR
B BB o i th 325 r TMS D Bl o Pl H -+
12 2% % T REPE SRR & 7z,

¥LEH

BERUT @ B & FERME & JIBOIAL o B FURAE
YD ZALD CPSP 12313 % rTMS O BRi&h 1S
5 LT3 I LAVRIRE iz,
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BUAERE IS T 5 RIEEEEH T RRE S

Tor—

EU®IC

BUHEBROLPTHEICHEEEEERE
bo b bBETHLEELONTVS, MiERE
EMER & IHREROBEERESER EZ 2 5
NLERTH Y, BFRMICHREZIND PR
EMRER, wESHERE BaURK
TIEMRRE (CRPS), XIBE, BHHBEBHEE
R ENBHDN, HEITHEMT S LB, &
Wi, M7 Oy sEE LEERE BRE
BRE 2 EOGBIRS NS 2%, 1B EA RS
BATL, &EEOHE (quality of life) ICEALE
BE5 2 TWBERDE\,

ECAHT, MARBMTHRUE SR T2 h
T, 72 & R RIS EEA TS O B R A
HELELTD, BICHERE KT L THEAD
BRERLIENTEL, DEDDOFEE L
T, FWICL ) EREZRET 5 —REHHFER
F#EHE (motor cortex stimulation: MCS) V,
P R ER B SR B = (Deep brain stimulation:
DBS) % EMTHNTEY, HRHIHE S
TWwb, LALINSDEBREIIEBISMT
b, BENTHL-OBEL-OL ) BE
bWa, FENLOBEMICMATEEICT
TBEREBREPBOLNDE DT TH vy, —
77, 19854, Barker 512 & o THEEHE RSN
HEEFHFESINTLIE, T/ IVICERE BN
BT S &I L D BREFELY BE YT, K
B EICFREERYES L, FERMNICEIY
KR E = 2 -0 2R84 5 2 L HSTTRE &
Bofz?, BERBIIEICKREL LCHVLR
TEY, BHETH EHFEEMHEIRBRES
2o TWh, BMERICL o CREREER
[ B E (repetitive transcranial magnetic

stimulation: rTMS) [ & 2 V), KL E
BRELTOWMRECHSEIrEI > T3, T
12 MCS 7 EOREERICEDWT, BERHEREIC
HLTHITMS IS EN, rTMS 2L o T
BRI L FROEBRBDEIBONL LD
BEVPIN TS, FLDTTIZ 10062 5
BERERD, #40% 28T 30% Ll Lok
BESEON TV, 40, rTMSIZ L 584
BIRERBICH T AREE, FOXAH =X LI
D2WT, BEOHFOEME F LD,

FREEEER SRR (TMS) 8

B [E D MagStim #t& 7> <v—20 MagVenture
MY, HRTELNIEBOLETHY, B
CHIEDOY 2 THERE VA Vv E LTI,
AEaAfVE8DEILNIEHY, KKBHT%
RIFFT ADIZENAT VS 8§ DFET A VHEFIC
2o TWvhb,

K R EEBFESABM(MCS) REZES
B SURIB R (r'TMS)

— BB IR RS S RS- ¥ —
Ty b Thb, —REHF Lo TH Penfield
@ homunculus O & 9 12, —KEENEF -1 #K
Mab, —h, BB, T BEE I
BERREBEADEMLIHL ThHE, BED
MCS DR 6, FITEFREL I YT 5 —
PEBEF DKM DO 5 — 2y b & B2, Bl
BICHELT, —REBHFOFOEHORET
LERAELBEONDEOHELHA Y, L
L, EXAEEETIIRENMELS, Ko
BrAaEM AR L T, BESIREL LEskst
THILEEETHE, —F, rTMSICL 2%
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FWERICBWTIIFRELTHGTETH L2
O, KEMOBESNLADEIMZRH L T, B
AR THEZEDNTETH S, T2 T,
Fr TV TNI AL LA NVONME & EIN
THIANVOBEDE=Y — %L T AHNF
RFVY¥—3 3 ¥ A F A Brainsight (Rogue
Research Inc, Montreal, Canada) %M L T,
KR B O EE AR ERAL & H L CRIER MR
L7z BREDHR < MEP OFEVPRETH 5
BEIAZETE, FEF - ar 2 EHTA
CETENL OB ERICFEETE S, LA
DEBLHNVT, F—0BREEFEOEEIA
T, —RKEEE, —RREY, #EERE, A
SEEIE IS LT rTMS 2979 & —REBE O
HHBRBETRETH -7z (1) Y

B

MCS b = S5 48 18k 0 #1082 8 L e
THEUSHZOE L 73% T, AR &
BIERED52% DEMETH B Vs MR ERH 5K
BEIY)IEBETHLLEEZONED, T
CHERES, BT, hOEANERE BRI L
THEY, 3o X D#E— L%,

1) FURRZEEBRAAEEE (' TMS)
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Year stimulation site parameters N causes of pain
Lefaucheur®® 2001 M1 (painful area) 10Hz, 80%MT, 1000pulses 18 post-stroke, brachial plexus lesion
Brighina'” 2004 Lt DLPFC 20Hz, 90%MT, 4800pulses 11 chronic migraine
Lefauchewr® 2004 MI (painful area)  10Hz, 80%MT, 1000pulses 60 Poststrolce, brachial plexus lesion, SCL. trigeminal
Pleger® 2004 M1 (hand) 10Hz. 110%MT, 120pulses 10 CRPS type 1
Khedr™ 2005 M1 (painful area)  20Hz, 80%MT, 10000pulses 48 post-stroke, trigeminal lesion
Hirayama® 9006 MI (painful area) 10Hz, 90%MT, 500pulses 20 iosz_:(t)-stroke. brachial plexus lesion, SCI, peripheral
Sampson® 2006 Rt DLPFC 1Hz, 110%MT.32000pulses 4 fibromyalgia
Johnson® 2006 Lt M1 (hand) 20Hz, 95%MT, 500pulses 17 peripheral lesion, Crohn's disease, trigeminal lesion
Andre-Obadia® 2006 M1 (hand) 1 and 20Hz, 90%MT, 1600pulses 14 post-stroke, SCI, peripheral lesion
Defrin® 2007 M1 (hand) 5Hz, 115%MT, 500pulses 12 SCI
Saitoh* 2007 M1 (painful area) 10Hz, 90%MT, 500pulses 30 post-stroke, brachial plexus lesion, SCI, peripheral

lesion

SCI: spinal cord injury, MT: motor threshold, M1: primary motor cortex, DLPFC: dorsolateral prefrontal cortex, “unpublished data
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