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AMPK 7E A 295 BEAE AT o B9 AR LA &
FHIMIT FTREJE *

etz ez’

LA AL

CBRYIKFEE 2220, I 5180005 * IEITIT He b RH R 2 U AR DI EE Bt i B 2 05 S8 =, T3 518060)

W E WAREMEM (neuropathic pain, NP) HARRRLSE 4 R KW MAGBORMA 5| &2, K AENH
WA TN, MERANERAMBRNLAE, BOERTY, PTERHMRAEFTHNIEMEE, BiFK
oSt T AN E B, MR S AT R, R H B BUE & 8 B (AMP-activated protein kinase,
AMPK) 7 NP th X 4. K RAn e R A2 AL 2| X o B4R 1B, KR 2 sk N BRI )T T AT, R4
RE G An & 7R T AMPK 77677 NP o 8y 1F il ZERALE, & AMPK A %2 B 6 (&Y K TR I8 77 F 1

B, 0 fnia )y NP $e4LH oy R Au iy %

X AMPK; #Z&REMERE; S ®EKBAMN S THEE;, AMPK #%KiE 7

T 2295 FEYE LR (neuropathic pain, NP) J2& H 4K
A B P 48 R G PRI A BRI TS I — R BRI 1)
SRR, LIRS RGN SRR (A
FREMIT . 2 R VERGRESSE) FIAM A RGN AL
IR (ZXMEH. wIREEEMEiE. B
R B ZESE M ARIERTRFRE, NP R
PN 1%~ 18% %, HRAENM A E A0, 1
SRR BUR 25N T RO, N RSB
25 N IR ) AR AN AR ST >R 1 A OK ) 47 T 5
AR AIL TA Earfp i e & . H AT
RN, R RO & S (AMP-activated protein
kinase, AMPK) Z 5 42 Ri ik Dy e, BHEEALEI. &7l
. PP RRE. SEASIEEER RS, £ NP B R A
YeRpid AR BB E . BEE X AMPK HIBFFT H i
IRAMIFLAE NP EFHLEI A T B, AMPK A5 22
BRI IR YT B BE R RS AMPK (1 [ Py 4b
WEFHUIR, S HATRERBURLEIETERA, PUHEL
AMPK NHE ST RIIRIGIT RS % .

—. AMPK 4514 5T fE

AMPK SEAELET BT FLAZ AR W) 240 B A f v 2 O
S 2 F TR T A TR R A, R B R TR
FR) o VA AU 5 ThEE Y B A y S35 41 % ) e s = 5%
A& AMPK A7 T BEA 2Rk A4 ot 5 30 25 1 15 [ ol
AR AR IR RS G, EVF 2 AR B D REAN
P AR RS P, R T ]
VL Y/E =N (B SF =10 R NN (IR S TR LS GiPu e

YRR 728G X B R R IEAT B & 1)l =
filo WA AMPK J8 e i 45 i R 10 42 hr 1A SRR IR 1
(mitochondrial fission factor, MFF) F44 il £& ki 74 2l 1 4H
KA 1 (dynamin-related protein-1, Drpl) IR IE, vF
TERRARRIZEAS ;. AMPK AE UNC-51 £ H WiE
P4 1 (unc-51 like autophagy activating kinase 1, ULK1)
HETJE BN 52 40 2R A 1) B ks [ IS AT DLd i 4
PPARy 1t} [A] 315 5] T--1a. (peroxisome proliferator-ac-
tivated receptor y coactivator la, PGC-1a) 555 5
B LR B RE, SRR IR LR .

“. BdE AMPK JRYT NP HSEES I TT

K& IE IR AT S G R B FE R B, B0 AMPK
AJ DAZZ Al AN [R] F J BEAL eh Sh ) I PJR AT 9, R bR
AMPK A /NIRRT v, X8 AMPK 25
T NP (MK i 2. Maixner %5 ¥ 7 AMPKa %
DR il B K BRI 3 B3 AMIPK ol e ok /)~ R 450 00 2 3
TR R BLEIE IN, I DU BE T A B SORE A O
FRICH) AN 2R -1B (IL-1B) AR TR 4 H s A4 1
FrEVIL R A 4R M2 1 (glial fibrillary acidic protein,
GFAP) [ERIEIEM, FAMEMER BB A BRAEN 7
IR B 2R %1214 (glutamate transporters,
GuTs) ) N Ho—Tt L iE ], % AMPKal
RE 51 /N A BB TS A 2 MR B RS T SR RO 22
VI R S B L ERE AR, AMPK &5
T NP JE R, #Em AMPK A] f8 2 BV NP 75 2%
7%
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W LE NP SR . & 4% 51 E I NP
B, G R/ AL B PR SRR T R A
i 22 9 PR S IR 28 (chemotherapy-induced periph-
eral neuropathy, CIPN); #f JR 75 4 2 J5 BE P 32 i 45
A (diabetic neuropathic pain, DNP). #f 78 & 715 I i
AMPK RIS AN [F PR A AL Th SR AT A

XA 5 RN NP B, FEFRH
AMPK 57 = HUITAT A769662 T #40H #% As
PR 53 SCIE PR AR 2 45 1 1552 (spared nerve injury,
SNI) /)N B RIEIR SO ¥ Kun 25 UV BIF S0 0E 52 5 1 4
I8 3 0 CaMKKB/AMPK 38 4% 1 715 2 hL 4 7 W,
/D A B i 2218 PE R 18 45 15 15 2 (chronic constric-
tion injury of the sciatic nerve, CCI) 5| 2 I3 FHAT N -
T3 A — TR FEAIE S8 FORUON CCT 5 5 195988 I BE
WA HIER

BE AMPK SRt CIPN 45 TG (/EF . 57
Rl RE T HOR A HET A1 AMPK VETEEML, E25]
TR P P 2 YL IR 25 2R SO i AR TR R 5t A v AL
IX e iz B AT DU I 25 T BSOS AMPK K Til
Bl Pl BEAh, AMPK BSH I IR E B RSB S 10
CIPN on 7 R EA " R EERE,
FEPIRA U A o o C4 T
CIPN Hiay7 M IMAER,  H Al M ANE 2 5] X Fh
ZESEHINLE] . X T DNP, Sl —BF A&, A3
7 I T v B R A TR 3R PR i K R AMPK 1) 308 7K
o VREBRAR N IR A S LD RE, T R 5
AL IR OB, el 58 AL 308 B Jok i 0 £ 4 5 2 1Y
T HUNE RT DA I O A A T AMPK, R R
A AR A B TS, AR EALTER,
BERARTA B IR SE AL & =0 K7, F50 DNP 12,
BOE AMPK X H AR S A ¥ NP A R EAEH . 4
U, 5-% Kk DK W -4- B It i 1% B (S-aminoimidaz-
ole-4-carboxamide-1-beta-4-ribofuranoside, AICAR)
DUSESR) TRIRTE 32N =R =SS BT SR |
BRIl ek 5 22 24 R0 40 8 1 B (mitogen-ac-
tivated protein kinase, MAPK) 15 5 1% 5, Wik
RINBERENS, ZRfdseiE 51 RSP Y

I PRI 55 32 B, AMPK 307 77 %65 AS [7] 2R 2 11
NP B~ AR AE o — T0UK A b 222 AR 9% 98 9 N\ [l
YRR 7R B, 5 AR R A U N B, B2
2 AT B N IRTE o B R 1Y
KU 285 . e i N Hh B0 R AR %5 5 1) CIPN A 2L
2 ZWXGETT &, PmvEr SRS, IFAEA I
T A R B R R S D L S I PR
Wtk — 25 R B[R] AMPK J677 NP (Rl 47 1.
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—. BUE AMPK 7697 NP [} A REAL]

W EATR, 0% AMPK %t 2 Fh NP #0228 Bos
THRRAEA, FTREM K FAE ML -

1. L LR R D RET, S FRLR R T B 1)

LRETNRERAT S 5 20 NP 1) R A 4L R,
Ay GO (e I G EA T A [ ES Y A N
AT v IR R ANF IS, 451403 2R R0 A4 T g 51 g o
SRR R A M IIRe i, PHELTYEEYE.
FR. FAERM, R&FENP. fRIFLRARITIEE,
YERF LR BRI RS B BONTRIT NP T I F
R EIRTT AT CCT K BRI IR N, % AF F
WEBH 50% AMPK A%, [RIRHE R IUEHERHZ 0N
LRARERE R 2, Rk E B E A RE
BN, KK EE AR E AR B T A A
FTEEOE AMPK, S0 K BRE BEH p-AMPK.,
p-Drpl FIHTE T2 K T B 41 bk 298 5] -2 (B-cell
lymphoma-2, Bel-2) 1) R, €@k Drpl /3 B2k
WHAR, I 552 PR e K RN Pl B MY $R
BoiE AMPK R BE I L 1 5 2R R4k B A SEAR . dERR
LA T BRI T RE I RS AS IR NP,

2. SR AL DR, W R KCP

PRI (1) R J R A e 3 S22 el ] BB R i A 2 S
Z [l % A0 AR 2 TG B AT SEEA T Y, SRR
AR R % 0& . mTOR-4EBP1-eIF4E Fll ERK-
MNK-eIF4E 15 ‘5 18 6 75 1 15 Ja Bl R AR o 20 R G
2 U R R R G EH U, Melemedjian
26 OV L A R A 2 3 1 sh AL R T AR 224 (dorsal
root ganglia, DRG) FHAR By #1252 o WL %2 21] £ 1 Jo7 B AH
KIS 58 E (ERK. mTOR. elF4E. cIF4A. cIF4F.
elF2a. 4EBP F1 AKT) () i Jo#t £ 2 (A i &
Bn. AMPK B35 77— B XUNT A P 52 1% 63 A 2 A
JR G KT, s SNT /N BRI R B, B
] T 4 45 AT (spinal nerve ligation, SNL)
KEBEIFAT N H5b—F AMPK B A769662
W RIAAIER, FEIHe SNI /N B I
WEIE R I, AMPK SO 71 22 2 B UMK,
A769662 F1 AICAR 5 1] AN [F) 72 i Hb [ A%+ 8 A2 K
[A ¥ (nerve growth factor, NGF) 777 R £ 7% ) = X
MY (trigeminal ganglion, TG) B2 4
1 ERK. mTOR. eIF4E. eIF4F. AKT. TSC2. 4EBP
A rS6p HIMEER L 2. DL BT BB, NP A o
P 2 G RN AAAE DS, TS AMPK 1] £
1) P 1B ) ¢ B IR mTOR F1 ERK, 4114 i% 3%
B SRR, IR s ER NP 474,
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3P R TEIE, PR AT I

PR TCHI A I SR E VIR, R4 T
Mo ERIAYT NP OSBRI 2 —. RT3
& F il 18 (voltage-gated sodium channel, VGSC) 7E
A TTANE A R MG AL 3 R IEE SRR,
H rf Na,1.3. Na,1.7. Na,1.8 1 Na,1.9 ]z /> fii T-
DRG, Z 5", B KM, AT769662
1 FUNCAT B A FH NG 5 5 19 TG #1128 0 X% 4y
P I A I W52 3 T ERK K P Y FE IR,
AMPK 05 77 BEL W7 12 o #4803 P % A R 4 FH AT
J& AMPK i# i #1) ERK (1 7% ¥, M1 #0 f1] Na, 1.7
WIE, YR 0 R B AR IR ik
Ab, JEK AMPK /NGB0 R PT1 AT A 22 P B 4R
P E],  tHEE /> NGF R TG £ 7o HIRHK
HLIR U5 K RIS 5, IX Be i) #ih 22 70 % Ay ME PR AR
FEBEAIE B 53805 AMPK i3 —35 B VGSC 2% P2,
Ml s 52 A FELAS £ 8 1 1 (transient receptor potential A 1,
TRPA1) il F: EAEY) PR T RIL, & —Fl
J 2N AR RS . 7E NP 584, TRPA1 7] RE
T T R R R I 7 A A S A RO
TP SRR S h A B AR ™ DT,
i IR PE db/db /)N B DRG ' AMPK §ifi P PR AIK,  fiE
AHIC ) TRPAL Fak 3G I ot AR G hn, 2
PSR OO B s v A — FBUIIC/AICAR V697 4T
REA TRPA1 35 15 AL I FRAR /N BRI A S B R
BHIERY], £ NP AP AEAE KT @B T REfRAS .
K"l 18 (1 335 i 22 5 50 DRG #1248 70 0% A VE 1K 1
TN AT BE VAR shAE FLAL IR R T R A 32 A0 2 45 5
R e B, w5 K L, AMPK 1E 8440 1 S537 fir
AR BRI A RS Kv2.1, S8Rl g I
TR 6 A0 5 2 528 1 XA IR0 Kir6.2 3l T8 5 1
M PEAR A28 T R D4 A ik 12

4. FMAHIPRE R A BSOS 98D RAEA BRI
TR PRE JOE

KA R T 3R B 48 JOREAE NP 1)K e I 4E 5
HRC OGB48 1 I 40 R Vi A0 D 98 M A TR T
(R34 22 S 40 28 9 RE PR P> 1 BERFAE . 0% AMPK 1]
DA Tk 400 1) b 22 SORE B0 7= A, kD PR . E CCT K
B BT A1 T AMPK BRI I RIEACPERUIL, /MR
5 £ P AR R TR 4 L B B 1 W TS A A e R
¥ 1 (ionized calcium binding adaptor molecule 1, Iba-1)
R R ARV S 1 GFAP BRI 2, RN
SR FROBUNCICE AMPKC BT 400 1) e Jo2 48 B 1R 3 A
BT CCI 547 M P AMPKo Fli%& £ AMPKal
022 DRl B e 2k 1 R BRI RAT s HLAE A TR o 4
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VS A AN IL-1B RS 2, 237 Ak B i & 25 4L
(partial sciatic nerve ligation, PSNL) Kk [l 1 )i 52
B 7R o 4 ) 5 A A A R TS 2, B RS
AICAR BB B3R )P0 [ B, $0H R BE S A IR
J3R 20 B BB T TL- 1B Fak g o ¥, IX Se it S
ol AMPK U NP 5 # 28 RAEH K

5.3 INAB B IR ISR TETE, PEA =R 1R
S PRI E T R R IR B

MEmE, BB TSR HSARE N
SRR M EREE A RRRE T, BEIRAEE R A
ThRERRAS LB AN 2 NP R BN EENLH] . AR
R AR ISR N 2 3 B M A 2R AR R
J Bt G A BT M IS B A I OB 2K . 7 NP A
Rrp GluTs B9 VE R ZRIE BT R R, 310 GluTs /)
I, ST A SRR R TR TR LA 3 R R
J7 2% R 7, Maixner 25 ™ 7E PSNL A i Al AMPKo
i DAL B KRR R I 2 I R 2 R IS 1K 1 (glial
glutamate transporter, GLT-1) ] 3 1k /K ¥ B&AK, 1M
AMPK % 7 AICAR g3 3% GLT-1 f3% 1, K8
A AR 15 T R B AR R A R s A R T 1
N4 T AICAR ¥6 97 B eI /D K BRI AT Ao
HISt AT WL, AMPK 7] LLIE 58 GluTs 3 1 R 225 7K
P AT o

6. I AL S

AR R IR SETE NP [ R A e o
PIFER . tadithiG, ML AN BTE AR Wi A
i ALEE (superoxide dismutase, SOD) J#/> 2 S EGH M
% (reactive oxygen species, ROS) Fid JE 1 2 5] 4
AR, BRI AR R B R AP BT (A
AHBE., BRIMEM SRS , XL
PRI T T X A A R A R Y A
FE5E IR Ve B 3 3% S 1 DNP KR & 31 ROS Jig it ik
A=W TN T FNBE AL 2 =K T, T
A7) SOD HIEMERFAK, FKETE DNP KB H Ak
PG N = W XU 6 7 e 8 4 i) P — 1 A i
=W I T, 30 ILE A 1 SOD v 4, FRAIK
PEIR I N P U] AMPK ] 3 3 41 ) Sk N i
RS B E ST AR

7. V7T GABA Refas, 4ERF N IETERDS DhRe

v-% 3& T & (y-aminobutanoic acid, GABA) J& I
LNV BETS A ANV T8 f T A 8 0T
GABA REFRSHIREIA A& NP 72 A k7 ) 55 LAl
FE NP ' GABA REZ AL £ Z RN GABA & /b,
G, ZAARETERSY, ISR T IR GABA
e AL i AH O 1 Na'-K'-CI A28k 1/K'-CI Hefia ik

S
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2 K A B It R A A I PR AF 78 R B, GABA
ZARBBIA. GABA fTE Y A2 HE GABA FE Ak I
2y E A R AR T O VE A P oA R B,
CCI % S I [ N 5 GABA RERIZ T HITE T34
AR, {E CCI KRB At MR B4R C
(cytochrome C, Cyte) FH P 28 7o FNE A0 A 2 il R &
fi§-3 (cleaved caspase-3) FHIEMIE LR EMEIE 2, Cyte
Fll caspase-3 A& L RLAAP TS AR R B (. IESEH
R EURTT U AH] GABA RERIZ TR TS, ]
XEER MR TR, W AT O B %Y
FIVE T B 505 AMPK 4E 2R bk fazs, #Em
/> GABA fEf &t H %, AAFREYE
FEET B AMPK 3842 U85 2 kiR T Rg s> CCl K
SRR O T E, S AMPK 2 75 L RE D
GABA fEAHZ LI T I8 Rtk — D R AR .
X SURIE 7 U I 4E R M GABA fEFa 78 1T At 2 0%
AMPK 0 B2 f 2 B

VU, H L) AMPK 305 71 K A P v fo
LR

AMPK 03 77 7T 43 B e AMPK 305 711 Al [R]
B AMPK 07, B AMPK #0E 7R85 AMPK
TENVHE AR HAE . )42 AMPK B0E 52 F8 (T
fA[RES ]S AMP BA5AR BRI BRE AMPK IR 557,
LI B AMPK 5714 AICAR. A769662, [A]#:
AMPK BUEFIE XN, B2,

AICAR 72 — Mgt 844, 23 N 40 i Ji5 % 1k
i AICAR HEEIRNE, ML AMP % AMPK.
AICAR ] 38 i FA A 0 1% 1 2 40 55 2B (1 19 298 1
VAT B T IEE PN Ml e SORE. BN R R
BRI RIS Y &2 F g A H K. A769662 T
FOE AL Bl I AMPK SR, A769662 171
PR (1) 3 42 1 LR d 3 0 1) R R AL ) 2R O K R B
22 I8 KT LA T 4] VGSC B AR i 48 70 D% A
PR WK DL, AT69662 BEAR IR Bt 40 28 70 M 7
PE I AE FROR B 3% = T HoAh AMPK B0E 7, SRt
ik B, A769662 [ T i i i AMPK # 1] VGSC
Gh, BT EBE M VGSC, %00 I E WL IR R
A769662 {EIHTT IR 7 T H A IR KK 77 B2

R ORI 3 400 1) 2 Ak P I i 52 45 0 T 98T
AMPK. ImFRATAFFC R, —H OUIE S £ Mg s
WD NP R, BB T 2 A 1, 4
FR R AT B3 A6 P, ImdI R iR R R, RIETTE
AER ™, AT TEE Y 2, AAMEIRR LS
T RIFHIHERE, ERITIEHE AR RS SR
CIPN J5THIA BTG 7m0 R 119, Je w5 oA
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ZyNEEEA N T DNP a7 B 32 B A (R 42 )
AMPK s BT B 22 g nll i s AMPK
W Lehifkhae Y, JR bR M, SR
JRANMLFEAL, IR 4 A IR R Y, )i
TR R RS R PR IR s

T, M5 REE

gE LRTR, AMPK @i £ FHLEE T NP, A
EPULE 5 A LNSRE (L I G IE 2R =21 el B S N e
T AL SRR SO SRR A I
O A1) 2 Ao £ 328 SR BT T A% S AMPK FE B iR 1k
J7 FEIRI . PP EE5 I NP i & AR 1)
YEFH, AMPK A B8 P0G TT T E 5% . B
HITET X AMPK £ NP iU i SR A 78 4y, — 48
) 16) JEAT 7 BB £ T S AT I B AR AE . R
F] (1) AMPK MEZ 32 A2 1E T AN [RI 4 AN [ DX 3
Bl & 5T AMPK JE %5 NP 2 [[] [ 8¢ RIR A FLAA
WroesE, R AMPK WAE NP R PER, AR
EPEIEN AMPK BSOS, RHESIRATE 2 T 7R
KiE

F @b RER: AEFRARALLH BT,

& £ X W
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