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WE  EERZE SRS MR AR, — R R 12 SRR s X 2 ST, BT IZ R AT DA R
PR B E IR . FiRIE 35 & IR SUY. (exercise induced hypoalgesia, EIH) #{1AN S 36 PR JRTE R 40
TEMZE RGERFKE LATEEE B B ECR ;. AEIA i shiflliomT LIS e VA% 2 B0 a0y, IR AT IEaRE Ll s
FRX Bl 28 R G0 R 8 PR PR TR R G, X BRI A e S B A TR . R MRS N, EIH WA i g )2

AR 7K LU RO o8 AT R I A 5. WIS HE . BJR T AR Z/KF EIH O A8 UL, Ff oAk 25912 3 T B s

PRt EAAR AR

KR 2ShiF AU, YRR, Eshyrik, R M TR

FESES R49, R87

RGN A s . R AR B
iz gy LA X D Rgas shill 2k P RN
SRz sE, BRIz IR S RE S TR M AR Bk
S R TR AR A A R B B R ROV, A R
UGR[0 R R B BRI AT L X
Flv iz 3l i & ) B AL W (exercise induced
hypoalgesia, EIH) "' 27¥¢iz 4l 5 Bl %) 2 30 min P
I, 5 AL BTz 2 0 AR TE P Y 4 B R i Jak
%, RN BB shR IR T AR 2 RGEIK
JHIRIERE T, 77 ARSI B BRI RN, B A M
S I AR IR

— M, BBy A L E]
WL BRI R R YRR AR
AT RESZIE ETH AR/ INFIREEIN ], 177 Ao A A
RGN IIRE SRS R E EIH G 2R . A
P P AR 1 R B AT 2 L A oo ) R A Bl A
%, ISR AT R Y, SR SRR
PIRJE¥E (conditioned pain modulation, CPM) %{
B Y RS, BRI B EIH Y R0R
AHOG o — 2 TR BE 13 2 il AT ] Fsf 5 i H X A e
Bk . KRR E RN G K/5- 72 4 i (serotonin/5-
hydroxytryptamine, S5-HT) SEffigdid it ' 11k
KAV, I il K A8 R LK ST (periaqueductal
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gray matter, PAG) " | 1 #f Sk v 5 A 0 A A
(rostral ventromedial medulla, RVM) %959 N 47
PR B R AR A IR 1, A R R IA T LA
/IR e IR S A E T . HIRBTIE A R 1 A
i e X AR s e

AL, ANRIZERLE ) e i K i) iz gl de 24 i -
ARG i A SE IR G AR UE B M) s 8 2 )2
K AR SR B 23 DA K e i 45 A DX ) 9 il 45 3o A
K AR YA R 2 BT sh I R Koz Bl R
JZ (primary motor cortex, M1) "'* FIF ZM| Fij 4
M 2 )2 (dorsal lateral prefrontal cortex,
DLPFC) " SEJA R 45 48 3¢ i X AT LAE 32 8z 3
AN/ S L 1 G 1 ) 1 v ] R
(transcranial magnetic stimulation, TMS) ! {23
BV H7 (transcranial direct current stimulation,
tDCS) ' AF TR SRAHEAE . R0 PAG AN
FHE A PIR AR T IR A S5 A B R 22, SR, i85
ST -AS AR IR S A5 )23 - Fe 0 i AR R
AITEOI SRR 3T AT A 5 ) Ay BARAIL I
[ FIREREEE S (81772451, 81860410) WEMIiH .
s HIHEER A
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I3 e U e R e — 2B O FE 0 T Sl R
HRX I 22 RGEAS 2 BT LE R 224 BLAF A
RKRZESE, WIASCRMERE . B2 N RIEZE =4
J2 1T )R BIH S0 K 3R AT gedL], Jf4h4 B Ry
WFTEHERE , e EIHASCHITE AR T (B 1),

1 EIHAIGERRIE

XHERETCRER AR S, 4ok 2502 s R Re s
A EIH, fE—EuBA, AR A iz 2]
WAAIRE £ EIH, 1M EIH 7EJLA iz sh A4 Bz
PRI LIS, e B ERY,. EeRiEht,
Hviid 55 P AT 6 min fIas BE PR E X 9%
JF{E (pressure pain threshold, PPT) FIHHIHEAE
JF {8 (heat pain threshold, HPT) M, %55
BonZ i E EE e B T 7 X3k PPT 4%
Jne B SIS H EAE AR B2 3P, Jones
A 51 FE 15 min N LA 70% 15 450> % (heart
rate reserve, HRR) 3R 5¢ B H AT 42E 30 Tl ,
SR YRR . /RN A PPT HS i i e T
HPT, %G 7R EIH XU $0 35Sz AH 3 T
JEIRRAZ A SE A TR o TR R R T 4 B s Bl R
1,2 7= A4 B i ETH, Samuelly-Leichtag 25 ¢/ i,
LR 1F Wingate Jo 81z K )E ,, 2l =4
T 45 X1 PPT HMUHPT K48, X F = ¥4t
FHiz 3f1, Peterson 55 7 ZESLIG TR &P, 50% He K
H F I 48 (maximum voluntarily contraction,
MVC) 5 B 9 S5 AR 3 AT LA e 3548 in 2730 %
B DL B R HRA9 PPT, 1 Keilman 25 2% 230, 1F
SEIL 8 4H 20 s 1Y 8~12 kg A A 5, ZIAE T
HHESPPT L E G, SR, Y1z shfilEas Itk
KRB P TRT, EIH 2 BeaR &
R, BN, Krugerd§ ! fELIG R B, 25
s BE A AT 45 B AT OF 18 B B4 O B oK B &
(maximal oxygen uptake, VO,,.) JFHIZiREEH
PPT i B T K. Lau 4§ ° Wi — PRS2 T 75 56 i
100% MVC B I S &0l n, 2k By
PPT i A%, ETH KRR IH.

W BRI, A B BIH A G 58 25k H
PPT. HPT LA K % 41 ¥ < % B {6 (cold pain
threshold, CPT) PFH 3z il #& A&IREAZ, SR iR
SFEAE FE AN [R) 09 £ 35 R A B A A3 I RN R 458 3R
gt BV PPT IR RSR A MLAOR 22 DL A S8 A 21
T, CHRIFEE FIT oV EH R %],
11 HPT Pr AR i R v £ 22 i C R 4=, H

5RO AT RIE R E % U], Kk, PPT I
HPT HY S IR 25 R il GE A AR Y LS AR, AR
SR AR DA 5T R R 2 R il il - Be LA 3R AR
HORTEENBIES % .

TEMGIAR,  F8 7B LR A PP Sl ph 22 B
PR B Y BIH AR A 23 S BN [) A B 1) et L 2 2k
B, XATRE S 2 5B I B R A
FE R AL KA . Burrows 45 ) XF H T &
AP R (knee osteoarthritis, KOA) HEAL
B ot T ARG PRI ZR AR S5 BRI 25 13K
W, SRR Z B KOA S T Bl 9F A=A
BURZON, TAEJE &9 58 Lk > J5 W] A4 &5 PPT
Ko XTI IAL, Meeus 55 2 XFH T A 12
P9 55255 iE  (chronic fatigue syndrome, CFS)
1M N EJE  (chronic low back pain, CLBP) ) A
FESEAT 30 min, 0~130 W R 1 [ 4T 4238 8l 11,
Horr R IR W S 0™ 5 ) CFS AR th iz 3l 5
4B PPT (2% TR, I CLBP RH W LIZE T
NP IE R 5 EIHRLN o FaRgs R, A
TIEE R, 1652 Rl BRI T IR 45 B 1) i
SRIAR AT RETC L = A BIH, S H BRA TR 1 At
M, XnlfeS 3z BRSNS AN A .

P v T LA, [R]85 Sl B A fat B A
I AFEh 4 EIH 85 AR R B 25 7. AT
R EIE D), thaF 2R E R s SR E (E R AR
Hg | TR AR SE 8GR . Naugle 55 ™ XF 6T 55%
HRR #170% HRR ) BIH [, 45 8 B K
RS0 N G (ED s S =Y b ) L R A e R ey S A &)
Ko SR T HH NS PRI B, s
(018 SRS By P A P i, omi IR iz 3
Al L5 | H EIH, 1411, van Oosterwijck &5 ' X} [y
T HEEERE ORI Firb B n 4 B
g (T3 AT EWAT) A8 P77 HERE B0
(chronic whiplash-associated disorder, CWAD) f&
FPIRIRASZ WIFER , 45 5 e IR i ik B2 11 Bl 30
TREMT BCPPTREAR, &P s B 90 T B i~
MEFEPPT HE N, ARYE LR Ge n] LU, (gt A G
77 EIH iz 2l B AR T8 s R, %
iR FRCAAS AT 58 A A B A 5 b I £ A ) A o B
EIH, 11 il 5 AR BRAEHE 32 (1) 56 B SR 5 K AR
() EIH K0 g o A, A8 A R gl i A
FEALRE ™ AR IEH ) EIH RV, X ERE TEMS R
BBl R A X R A IR B R R A IR AT e
S0 ETH 1Y GBI R 2 —.
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BribZ A, EIH ARG TR0 R AR
EYIE R o Lemley 55 B XJ b T A A CPM 7K -1
BB BIH 22 53, & 352 3 3 6 48 I3 st 1)
CPM 2% 1o A Bt 5 1) ETH 7K - 52 5 38 IR A G . A i
)72, Alsouhibani 55 ° WIFEH#F— 2 A SR H U
T 323 AE 78 S KR 12 B0 5 19 EIH AU IE &
CPM UV 2Z [ (A5 25, BIF 9 e BRAE R Ao e 7= A 11
ETH & B A7k 12 #5201 CPM 7 29 JE 37 1 A2
b b, seah, =R W BIH 2 iR & fris
Bl BEE I CPM RN I8 55, $&7~ EIH A1 CPM AR
AT BEAFAE IS () P00 38 [ DT 1 AR R0 Y
%,

XFF CPM U fig 22 FR 9 12 M I &
Chretien 5§ " & 3, AH LR A2l , H
CPM U A2 45 1) 1546 L A 12 M5 me J8 0 ik AR i
Bl PR B RIS T Vaegter 55 7 XF L T
ANF CPMZKF- B B LR S PR A e S 5 A
ANPLBHZE sh 5 B BETH 2 8L, HE5 R WR, CPM
S8R R X A 55 1) £ 2 S MEE 32 S B AR
PRI, EIH A1 CPM /K-F-Z (8] 1Y CER 4 s, 1B Bl%f
PRI IERAZ RS2 R AT BE R 43 B T AR R A 7 i
REMTIRe, 1 HETFE C2pbiEnR, 23l
BT IAEERE . )2 N R ZKTXF A A
i DX R A 28338 SO A R 490 A 0 5 T

2 BHFEKFEOEIHE

FH AP0 3 1 B2 A 7 A PR A5 5 W e AT
38 22 Fr i RN B2 2 T 5 T8RS AR EA T 9% fl A 328
A5 AR fh 28 T 2 P R W B AR L E R
REACT IR PR R SCEEIATY . FERFELAY AT I
T, f45 AMPA B¥ | TLR-4 ™' Fil p2X4 )
S T AZ A Hh BRI AL AT G I, $ -5 fink
3B B 24 A PRI TG A/ N TR AR s TR,
LG IL-1B, IL-2. IL-6. TNF-aZ5{g 41 4 il
SRR R X AT 0 A Sk
— 7 5 RIS (] (1432 2B 8 AN [R] 5 T
Wil IRz TR, i R AN .

Bobinski 55 ' S5 AT 1 AR BB 2R 45 A EEBE A /N
BRI B A 48002 20 s AP A L R K, 45
RWIR, B3 T B/ BRI AT e,
DL K BE IL-1B. IL-6 Fl TNF-a 2 15 /K F A9 i .
Leung &5 ') X o T # Ak b g fl i e 42 8/ i fE 2
SITHUR R, Hrpiz sh 24 7 AR gt
[, BT B REN M M2 28 (o il R

) EANIL-10 F kA0 8 E 380, i R LAY 2
JE IS TS TL-10 55050 AT LLER /3B ETH. 1A%,
Chhaya %5 " 3, FHE07 @A K RS FEE 5
JE R M1 R E WA (e R IR T) A
AN FRANAR R KA A, R R AT A A v
R A, SR T2 s U K RROT A
HH PRI R AZ o g, E A 4 K S A A X
Fase .

EHAAEREMRE, Khandg: ¥ @52 m 7 AN
ETH 7K 54 280 B AR K R A A IR e ik 22
S, HOMMHR S B BTH 19 A2 A T A T
SRR o Hop s BTH K R A5 20 7 K
MPIRAT N 3T /D s IL-10 W BE R & . IL-1B
S, [ I S A B A 280 P IL-10
() mRNA FRILFR i 25 T 5 . Bobinski % ' i &
PR TL-4 7650 3 32 20 T 7= A 0 BRI 2800 Hh 43 7 5
A, CEANE RS ALY /N TS 2 A M
Eafa, FME ALY ESEIL-4 . IL-1ra F1IL-
SWOE S TR, [R5 TL-4 F5405)
(/N BRI A B 7 A S S R AR, T I i R 7
IR 5 A6 R 0 40 i M2 3R TR0 5 fin DL S ML 3%
TR . R AFFE Y25 SR M B = L s A A A
SR INLARIE, HA s £ Ry ad 2 8 AG R i )
S72v) B 113K v QO G EAT B2 L it S (10 i R P2wl) =)
RO B AL, >R B M A G N TR T RE
JEH R F AR

B A ARSI FE 7 4 T ] s o E e )
7 EIH H 31— R B VE IRl A e . Fede i
VIR BE R, RRELI IR R RORE 24 AS AN C £F
HE [ A EAG N B RS L O oK A 40 i
(central transmission cells, T cells) I8 A& 45
EVEAES o A S R (BB IZ S RE A% 1 LR |
A SRR AZ B AR AR DT | 3 K g ) A
BAF B o X AR MY 12 B GE (5 Bl it Aa Fil
ABLT4E CHLET4E) tE ABIHBES 1, WOm 25
T AN I A0 ) T 400 AL 5 R 5, k5
TR R R . Lus 7 858 T 83T 129 4
ZAREAEARE BT UG BEUR RN . NI BN
HLfE S AR fh . HORE Az Bl = A R s o T
3R . a. 7E F23hi8 shHR A K I A A F gk
VAR, 55 s R o SR IERGE S AR T A
= A48 Je R R E A b, iz shad A=A A
ARJERE iy A\ I 4T Ao T AR S ShI TRl e A
BB EDRE ;o B3hisshis o2 5 A KE
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TATHOIIEIEE , X IR TR S T AT AR
GikHoe, HBEWEAEIE Bl Jm = A R 0 2 Al R ok
(RMARizshEAR) 1 o

3 BEET/KEHEHALE

CVAL, R HARXCA ] DX S 45 4 ] DA 10 361
BE AR s R Horh, e PN A% A
(ventromedial, VM) FIEFPlI#% 4] (mediodorsal,
MD) C#uEIE A FOMNANERIEL, IF o 5l)E sk
S AN AN A BRI <, i PAG-RVM
TATIERE, Sl AR S ER . S AR
7N, 1z BfERT R A i BT A R KRR ER AL
F/5-HT S e it R B K-, P2 HEis a8 4 s
M1, i AA AR 308 45 7 S 8 T AT IR gy v
R, W, SR sOE SR B s 2552
W ™ AT AR, SR AT S AR RO TS B TR
Sux i
TEM PP sh P, i A sl i B 1Y)
B BT R R P IR R 3 B T
RVM F1 PAG H A A Bi] 7 J 8 e il R 0 2500 7
FEAEAADG . BN, Stagg F 1O R A BRI 1)
KBTS A GIE 3T HF 38 7 PAG 1
RVM DI N JRPER i IRAY R, SRR Z R B nis
BT TR N1 R SR AL AR A TCR 5
AT R IBI/ (R, JF 54271 T PAG MIRVM XA
B-endorphin (B-EP) #1 met-enkephalin (Met-Enk)
7K, SR ETH AT LA BT 7 RS2 AR5 40700 44 965 i
FIrRHWr . AR M, Kim &5 B U GEUE T p bl B 324K
(u-opioid receptor, MOR) 7 K il 5¢ Wit 175 K
30 min, AR5 d. HELE4 JH MG E A AL
Sy AR, RETEIE 3 e 0 SR AR A TUR
SRRV B4 TR H BT PAG FITRVM N MOR # ik
() 3 S REATG, 1T MOR A9 0 B & I RE A 4E 4 RVM
H On 41 AR 2 At =, RIS 12 3
T AT HEXF RVM P On/OfF 40 ifd i35 Lo 1) 28 1k 7
(ESCIR, SRR o ™ ATV E A
BRBAT 7 BRAN, PIURPE RJFRZE A 5-HT RSk
N FIETH 2 1M1 X . Crombie %5 1 X 58 44 fekt i
NAZARE Lo A B A T2 AR & T 58 mg 1
— AR B s T, SRR, WAz
U IMLTE AEA 1 2-AG Y5 I 25 14 JF 7 A SR8 24
B FESIIRAL . Galdino %5 ) & BH T4 iz
35 K B PAG KRR ZR 32 1k CB1 kK F 1 2
Hahn,  ELZRd RRRER A e 11 1) 5500 R -5 S i 5]

AL E S AR BRI T R A B EIH, X T
5-HT #%¢, Bobinski % " & 1 7 56 1 2 JA K
SRIEMIGIEE )G, SNEM R AR K B> T
PHRPETT R, BAER T I S-HT K- F
FI5-HTIB. 2A. 2CZAAFRIAIG5E i Brito 5
e oA TS HENLA P/ R T IR P i fe i
ISR, LR TR, B3 TG RVM
PG 2 s AR i 20k W AR, LRI R
S5-HT ATREZ 5 T B AL A Pz B 4 3 1 o
RIS

MEUE], VR RIS EATG I J 2 F A,
T N AFTE 24 5 5015 5 0N 5 PR 45 1 D RE
. Horb Bl VM T MD R B TR T
FHmEI R S A p it . You %8 1 ) R Bl B A7
TEBCR Y Fefid VM AZ A 284557 C A8 ALF 4RI 1)
PR B A, PR shPmamER B, M
AignaF Bl 2 )2 (anterior cingulate cortex, ACC) pea
TEF ST Y Frfidi MD % 141 3224552 AS Fll C R 44 &
AHLBORIUE BAE A, Bl s ki & >, R
W H AT UEE SR s SRS B DSR4 IR A Y
CHEALYIF BRA s M AT, (HE3hizsh™ 4
A AR S8 i A BT ML 7= A= 32 sl 48 438 HAK
[HA] BE2%F Fe R (s A% 1 ™ AR Rl ), fe ik
s VM/MD A% A1 A G T e . Pagano 55 7 fifi
FHIZ 3 B2 JZ R AN K BB T 1 minyT, Hif
REbRIC (Zif268/Fos) S5t Won, MMkl s SMAL
Hhxt A1 JE 05 A S 8 P28 0 Bl s B
PAG WAL KA AR (glutamate, Glu) BEXSATTERH
201 Fos e B i F 1ok, UK y-=E TR
(y-aminobutyric acid, GABA) HefIl il L+ £ Ty
Zif268 /K F- NS, $875 PAG AT S il i 6
T R Al 05 5 MR 5 EAT AR Bl 2 ST iy
il BeAh, Cummiford 25 % Xof £ 4k B 9 H & 0F
17 7 LML il H AR DCS i) 7 e il B T 4 3%
FRVRELIR SO, T Ay P - e ik JE A/ M A 1A ) e i e 1)
RAAR I DY e BRI IR IR ARG, 1245 R
PTG B M1 AT BB 24 1 il AR AR S 1) . AR
M, IR H3ERE 3 K JZ A T MR R
P, Jovk A TRE 1E 12 Bl R 20 Sl A e A
ZIRIAER R, R 3 3his s T I 54K IH -+

AN, Bl i B 5E R A 1 R RIS X I
(basal amygdala, BA) . FEJESM#% (basolateral
nucleus of amygdale, BLA) . " Je4Z% X, (central
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nuclei of amygdala, CeA) N H: M4 (medial
division of CeA, CeM) 5 fk & # (nucleus
accumbens, NAc) Y] WAL S 54 T4
P B /N E FE AP P R 1 ETH., Kami 45 ) fif
FHRAE /N R T A B A e o a5 LT R, Ik
Horh A psh Akl . fEBE 5~13d N, i
A7z Bl PR /N B 4 JTCRE S 7 AR I AS I b 2 34
fn, RS T BA HEIEE (medBA) P BLA-
NAc#F GlufigfiZeon, MNZAR ST TS RE G %
FOE G, TERAL WSS T BASMUTES (1atBA) N
) CeM-NAc £ Glu BE#H £ 7T, B SIS 2577
A I, BN LT CeA
ETRIX I H GABA et o, EWE F iz
B ] RE PRI CeA N GABA AY T TS 7K S DA T 350 55 Jiz
B EEG T HSAE Y xR R, Fahis
Bl A RRTEHE S ARG 267 A r [Rl s, s 1 R E
SR, RPN B R e

e, AR IER AT SZEE, s dm AR
o VUL PR 114 i B % 57 s sh I 1 18 & e B 4
PRI FE G S A, IS RS O 175
fto Yokoyama %5 "' FE B S HOER B T ik — 3
%, Ht T 2S5 YRz iR XL N R E
77 —42 hiWFegififtiz s, IHHEZFEN TR
[l pHAH (4.0~7.2R8%) RYRRMER W, B4R
WY, AT S5 s SRR /N AT I T e
AR . M RVM X 8 A N- H 3L -D- K 2 4 iR
(N-methyl-D-aspartic acid, NMDA) 2Z{ANRI1 il %
(IR AL AT B2 57 P2 B R BOEm M AT Be AL =2
—, Da Silva 5§ ' ZEWF 5 ] 52580 Sl W Ak 1) R N
BT B IR 455 NRI1 2K =¥ i) DNA ) 528
BRBEeEE, ARSI RS T 4 S AR
e, Bfif5 Lima 55 ' FES250 /NG T T 57 R is
SRR pHS.0 W RS AT | Z PR RN, FFAESE
3Py RVM XS e T e Qe (b B, & 3
WY 1 5 A7 W IR L NMDA 52 /R NR 1 7 JE A #ft 8
o ER, 5S8R EOm L g
FHOGHK 1KLL UG 28 S n] REFS Al RE 1189 AHEZ
RIBAAAAE EIH ORISR, Bz 3 ek A
() BT 25 5 3z By H B 55 e 7 A T 7™ J 4
TV, SRMTEESZ BARRIIE S EAT LIS 5358
Z BRI, I Bl AR 2 T AR A R A O AR
EIH,

4 FEKFEHEHLHE

VER B St A B R B X, Ehisshae 2
M1 FIAH Iz Bl B J2 VT 7 A SR 2 58 AT
IAEIZ Bl 7 v A R A AR 0 Al S8 DU
A1 45 9] 9% YK AR S GE B2 )2 (primary somatosensory
cortex, S1). DLPFC. & 5751 4% 55 Hofb %
AHSCHG X P A= AC TGN, FFE— 0520 P A (5
SALBE O BB I DA R HE S e T AT R AR
o bR, AMIZ 5 FEs K T Hain
B 3l iz Bl LB A BLEA TR A R RO K F
PRz eGSR E G S SR EE R L

PP AR K AN [ A B ) ML IR 7 1
1fii B TMS . tDCS 8%, 3 8ljiz 5045 5 2 Re % 76 1k &2 5
Hem ML BT AR B A ] B 5 A — S R R Y B S
Vi o Granovsky &5 2 i A9 HEBL IS (14 £t Bl A FE E
T TMS JIIEOT 28 T W& WBEmAE T, W]
I 5 M1 B shE & 2 (motor-evoked potential,
MEP) AR IR R 22 I 1] 152302 CPM R Y
FERIEASG X TIZIE, WHoEE HEN TMS H13#%
M1 77 A 1 B B A7 O Rl iz sl il 28 ot
DA (B Y 22 5 7 AR D AR T SE K MEP BFR], #7
M1 2X%arPEIE N, B4 TE 2 01z s 200 345 1
T DT A G K MEP, 33 b, 38 R 3 - i Bz 0ok
H R JZ RS R S, (RIS R B B ol
NGlu, ZMEAE (dopamine, DA) FIEH I FAEE
(norepinephrine, NE) BEMfZITIEERE M, HATHE
S M1-PAG S5 REIEHIFAe E T AT R . e
Fh, Lee 5 ' FEXTLF 4E URIE 8 E4T TMSIRYT
J5 LA T Hz #1110 Hz Jl M1 AT DL A BUR AL
B, SR THE A AR B, R & B 1 Hz /1Y)
TRATR R SO R A, T IAT 0 8 T R
M1 B 50 A %A E ] o 107 Scibilia 55 ' I %
X M1 AT Y rTMS I RE 5 1 5 5% o - 12 31 ] 28
(& AKY, JF HHES B3 VAS P4 IR 1
IS

FEtDCS J7 1, Meeker 45 ') DU Xof 1 P4 P2 i A
RIS E AT T ML IR B (%AgtE) i,
T b 2 O B Z W R B3 I T 22l mPFC. Ay
AR . Bidr % . ACC UL PAG S 558 T 171
0350 i DX A I3 £, B DCS P 9 M1 I Sl
B T FATIEI iR . R, tDCS Fl 3 shiz
3454 0T BAE 6% 77 Ak BT ORI EIH, 1) 4
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Mendonca %5 '8 F1 Sato %5 ! fdi Ff tDCS 45 541 iz
SR T B ER T MR BRI, HXTZF4E
HUfSE (fibromyalgia, FM) Hi# MR AR E
T T AR KR . 1 Reidler % 7 38 4% % 3 FH
e tDCS AT LA 5 25 14 55 fekt B A FE 1) CPM RN K-,
HAF0AT 2 E I N-L B R AR NAA (H4I05¢
BHERREY)) ACERIEME, b e & iRKr
B, 4278 M1 Y DCS J80THE K i FEL 2L
MW R ZA X 3RS S, EAAEENE,
Cummiford %5 B &I DCS F I M1 J5 774 i 54 97
5550 SR R R e 7S 6 M- P i M AT . S1- 5%
M, DL PAG- Fr i 8 A MUAZ P 1) T fil % 12 S A4 ¢
PE, R BRPIRIEERIX AT iES S T tDCS #G
M1 I PR RO R . BeAh, SR ML
I BRI RE N AR B AN, (P H AR IHBA
UEHE SCRF B T M1 RE RS B B Bhiz sl ok
(BRI, , MBS Fb — 3 IR R MR K - il 22
o FAE ML BT ARE 0, LLEShiE s
I ARARIESE J2 15t-12 {5 B VR 38 19 B it -1 80128 Bt
PRt AR W] BEZE ETH Hnjs oCk 0,

FrM141, DLPFC L2 Kz J2 P IR 1) E 1
X, HFHAAER TR . &1 %5 PAG S5 14
Pl X2, W M BURTRYT I RS
—, T F 33z 3% DLPEC 19 1% 3l /K A7 e A k4%
N o AERFFEIESS, XF DLPFC il M1 #£47 tDCS
FLRT DA R ek WL B 25 A Ak 7Y L 2R
T A 7 RN Sk 7 R R MR i R S e
WAL % . fEE3hizsh )i, Ellingson %5 7 38 X
XF LG T EF 4 UG A BB RN B X R4 A58 3h T 79
FIE A R B PR IR A2 5 B S iE 8B Ak, 450
N, BB HUEFS A BIH A RN, 53340 T x|
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Fig.1 Mechanisms of exercise—induced hypoalgesia in spinal, subcortical, and cortical levels
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Exercise Induced Hypoalgesia: Spinal, Subcortical, and Cortical Mechanisms”
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Abstract Exercise with adequate intensity and duration or specialized exercise therapy have been widely proven
to be effective in enhancing pain thresholds or increasing pain tolerance in healthy subjects or chronic pain
patients. Exercise induced hypoalgesia (EIH) may involve various central structures in the endogenous pain
modulation; motor stimulation with different types can activate either spinal cord induced local inhibition or
supraspinal structures induced descending pain inhibition influencing the nociception at the spinal cord level. At
the spinal level, continued exercise can down-regulate the expression of IL-1P, IL-6 and TNF- a, while the
transient hypoalgesia effect of voluntary movement could be elicited by gate control of the dorsal horn; at
supraspinal and subcortical levels, endogenous opioids, cannabinoids, and 5-HT-related descending inhibition of
PAG and RVM can be modulated by exercise with different intensity, while the nociceptive discrimination of the
thalamus and cognitive processing of the basal amygdala might also be affected by the somatosensory input of
exercise, respectively; at cortical level, M1 can be activated by voluntary movement, rTMS or tDCS showed a
significant antinociceptive effect in patients with chronic pain, while the DLPFC, MOPFC and insula associated
with exercise have also been proven to participate in the EIH effect. In pathological pain state, the EIH is affected
with the limited activity of motor cortex and the impaired function of descending pain inhibition, while the active
treatment with exercise at non-affected body parts can still partially reverse the pain sensitization and induce the
EIH effect. The investigation of EIH effect at spinal, subcortical and cortical levels will assist one to better
understand EIH mechanisms, and help to provide the prevention of chronic pain via non-pharmacological exercise

therapy.
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