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B E ERWEAEMAZRT (diabetic peripheral neuropathy, DPN) 2 ¥ JR ik & % WLEY 18 I HF L E, H A+
8 P 4B O B ] 4 29% % (painful diabetic peripheral neuropathy, PDPN) % 2 i 12 [ 5 ™ & & v g A8
EERE. SRBENHE TN T EGRERE, MEFHETHWENTIREXAEE. KENHRXK
B, &obfR5 DPN B K S YA x, HOmENE F K AWM B SRS KM K& AR ERF T E,
FEAAZ AT, N5l G251, RATHGLRERLE. B2 Gyadfls g i,

RIFETRER, 2R B S AR B PR 5 7 662 A RUE T W 4 B KR B R 2 —. AXH A&
R abIERR &, XHZE DPN F 8 LRI R AT, b Tl fiG /77 DPN R{EE B SE,
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Abstract Diabetic peripheral neuropathy (DPN) is the most common chronic complication of diabetes, in
which chronic pain caused by painful diabetic peripheral neuropathy (PDPN) seriously affects patients' quality of
life. As the main energy source of neurons, mitochondria are crucial for maintaining the structure and function of
neurons. A large number of studies have shown that mitochondria is closely related to the pathogenesis of PDPN,
and its pathological mechanism involves oxidative stress, calcium homeostasis imbalance and energy generation
disturbance, which induces neuronal apoptosis, thereby causing nerve damage and ultimately lead to neuropathic
pain. At present, many drugs exert analgesic effects by regulating mitochondrial function, suggesting that
regulating mitochondrial dysfunction may be the effective strategies to treat neuropathic pain. This article will
review the pathogenesis of mitochondrial dysfunction in DPN, hoping to provide theoretical reference for the
prevention and treatment of DPN.
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IETEYT) FIEGEIE o-2-0 oA I L mE T R g B AR
e —LinIT 2 v,

bR —FhEh SIS, 25 2 M
W, BAAYERANE SRS REZEDR,
BT g ) Ty i o AR A PR A DA = IR
(adenosine triphosphate, ATP) FITE X A4l fikaE. 4k
JAME T E SR R AR, B IR T RE 2
B RANGEES T A AEFF I OB R, (H & AP 2= 5
B ERAREH  FE PL R DI RE R AR I P 3 Bk
Kk DhpelEns . HRTHB7eR e, DPN s 4 2
WRAAE . FAPLEAZ R AR D R bl , FLRFIE 2
PRI, AR RAHZ T (dorsal root ganglia,
DRG) 1 H K24 m Mo tE, SR, WA
PEAN G e 22 5 i e 2k

DPN [IJEBMLEIEEZRE A, AH T HAUR AR S
2P, BT EVIAANE . HETERA LT ITHTE
J7 DPN [ 25%7), BA F T Fa ST IR 2590 7 AV,
HIBFEEREAR KPP EH 6T 5,
FEX) DPN [IHLHI AT IR A Lo A SO SR AR Ty
REFRAGZE DPN H AL e T LLERR, DU NS 5
DPN BN T ARG IR T SR (A S AN 2%

—\ LR RERERT

{E RIS A A = FEBNAS 1), 7R P IRTIR
KB EARI L, X 7R a8k,
P AS TG RAARE NS I I il & A3 ZORIE 3240
By, BT LA b W AR 25 RS2 45 D e 2R 1 ) 26
ik, xXITReEM S ERREE, &Riksh e,
YIRA BWEZ AT, DASAERRZRRAA N 57K
SERNE PE 4 (reactive oxygen species, ROS) T,
XTI RIS E RO 2, IR AR AR AAT (1) Al
INER T e S EERAA D RERENG .

(7RI 8Y W TS RPN ¥ AL NE 2
ROS 7K-FFt i, B = MBEAE ™ B AR B8, Zekir
RSB REOZ W T, LR Th B RS = .
TERE R -5 400 AL BN R R 2%, ey TR
ik B 2 AR HT LA S I S B R N — > A R
PORE LRk T e RE S AN 40 BB 0 1 B FRFF ST
PEIR . o IR {4 A HEA QU B = 4, = A
il T B R A HL A 38 BE I O ROS 1774, £
TR IR AT I B G AT LG e e ysiE K, S ECEL
N, ORI E BRGNS RIEMRT A R, K&
A PEAMMA . EAE, R A NS K 2
RIAR D RERRAS, 45 & oSk, T E T
TE . R R AR A SR 2 45 DA
JOH0E MAPK A1 NF-xB 45 21 Jfl {7 = 38 6 R I0E 7%
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S . Hok, Rk ThRERENS T B = AR 2
i1, ATP AE Rk, A N B RR SRR, il 40 i
PE RS #RE IR R S BUm BT B shAh, 1
PDPN {1l PR Hi A% 78 A, =5 I8 E 4 28 6 R R 2R 00
PR T RE CAAIE B AT LR R i i U

T RRIARTHBERERS /E PDPN R HIAL

P22 955 B 1 A R 2 — i E R A R A B ) e R A
5|k FI 1S, PDPN & H fh i —Ff . PDPN [
T R0 56 FRAX Bk 5 B O AT A% 3 T RE
S F R T R Th e 2L S B R AT S 245,
LK Sk R 5 S R AE LI I s, I H 2
HUAIAR E fom @ JLrb s o e g ot o DA A )
P22 AL I A AR L AR A TT e S B A 4505, IR
Z RS FE S TEE R, G T
WA, B PR R LR B M. ik T
LR R RN, Bl RE R K
RS AIN S22 45, I 5 R4 R GuH 1 -

1. AL

T PN TE SR, i R I E R R A N TR IR
FEAE ATP; AR, B LRI AR IR . 24
ALEMHRTOT AN, STEBIETHERE b, W
B 5 7R . BRFRAVER A RS Tk 3
SIS, SEUIRB i sThee k. 1F
WREOUR, RPN E RN ARSI, 4
ROS 17748 H 4 R RGBS RRAEI0T, 4H AR
AbFEACSBOIRAS 8 IHH F 3 AT R UGS

H T A A, AR I 505 5 B0am i 2k
LN, BRFELRARTRE, & R R e 10
P ek B R . RRSRE BIRAS T = A Ak
I B R AR B AL ) I R AR B, SRR N )
RIS AR, R 51 R LR Th Re kg,
ROS i FEA R, TELRRLAR N TE SO VR ER, =40
FU AR, RN T P ROS MBI
MABER S R IAR R, 580 R E R s 2
RGINE R, 3 5] Kk N 35Sz 4% A
HRX AR 2 T B M, SR A S R A4 DRG
FEAE R EY, I R U E R
RIE, ROS F7= A RN 2 Jedh % i LR AR L 72 i
MR 5 1 ~2 /N 33, Rtk AT B8 & DPN
f i KB M. PR AR ROS X4t 2 ki fk & H
DNA, #t—DImELR RIS, SEMERER
TIReRERS, RO, KA SEE PDPN
A BN T, i e AT R

2. BEE A s

LRARTEA M RE R N I E L O, &

W 202553 L indd 165 $

(T

2025/3/14 13:31:17 ’7



* 166 -

T8 e =R BRAIE P A1 R A4 i A% 18 B X A 25 1)
Ik R KB I N R G877 42 ATP. ERERIR R, itk
1 14 2 2 LS A 2 5 J Bl M A R4 5] R AL
N, SRR AR N, Al E AN ST
(Oy) FAAET, —5ALE (NO) B A% 4k Jyid LA R
#h (ONOO-), [ F4Hwd, HS5dMt R CHA
B AT 255, 1 52 R ZoRL A4 Th 58 I 40| ATP
G e XM EORLAR D) Re RS — 0 T il i e AR
Bz, PEME IO BALLERE, BI1E AL S
IR, DL Ca®' KRR E
XL ] RE R & SR & eI e T 1 At
RIS OB T = R Re AR R 4E R L D RE, BB
R Z I F BRI RS, HRPE ot f 3t
[F e it £ v . 7E DPN 8 v, Hiafb
N2 FIPNH], FECROS JE B2 B A% R N,
FEIE ATP 77 A2 jd /b R 28 J0 T RE B g i el 5 AT
FLRW, SRR T] DL B E AL F RS A AR
LRAREDIRE 5, N TTLERE FR i /) BRABE A ok 2]
BORMER . g BATA, LRk ThRERERS 5 KA s
e RIS . RO Rishia, hEEH SRS
JCIR I ThRE SR, B2 K5) PDNP [0 BLEEFE .

3. bRzl /)%

e R 88 1 AN W7 1 il 0 SR Y o B RLAAR 1)
B BEMIDR, X—d BN RAED) 5.
F 7 T = MBI DRG RBUALRLRRE A b, Zeks
T RelEng . A SBUKSE S A RAR Bl ) B
A58 1 (dynamin-related protein 1, Drpl) ik
hn, b TERARS) ) AR REPIRAS . B b
755 1) ROS Il 2 kAR 1t 70 2, ol Bl i it
IBARTE BRI R AR . AR R I I e IR SRR
Drpl/Bax &0, MMk SR s 11t 7 2L,
A S T TRE . SR TIRE LR
PR AN SR B TR 5 F S IR S R 45 1 -
A S hfeREL . AR ERY, Dipl KIBERLZ
2 Q) AU U 23 E NS A L N S T G5 A
PRZLBIETN, FFR PDPN /B DRG #4148 JG I 4R R A4
B BRI S AR BH A5 3E NZeRifA, AT AR TR 4k
KARTEAS BN 1%, B b RAR M, FR LT
Mg V. Bz, kR4S e i PDPN s Ak
PRI iR, SRRl 715 i B O i S AR Y)
BE RN REZARZ LA S gl e T 1

4. LRRIAR H W

Ze BiAA B WR A2 A AL R B0 3 1) o i AR i
TR, PEAE 240 B Skl DLk FRIE Y I 2o bR T e
HERARZAR . Bh DL R AR R — R e +F
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AR . BE PR s R R I g e 2 R 2
kifkr=4 ROS, FECAASNEL, 7= A DyRe R A2
KRS E,  FEh 40 b B AR S 05 1 FEAIC,
TEE IR 1/2 1 & (streptozotocin, STZ) 175 5 AR R /)N
AL ZUPAIESE T FBER IR U #E PDPN K SR AR 7
1, DRG £ 0N ZARMERLIRFA R, Zobifk B g2
B0, WOE LR A B WS S g LAY E AR AR 5
WEKT,  BENS 22 MR PDPN K 5l A% B s vy e
IX R 2R A W TE PDPN (1755 2L A= 2 2 i 35 7
EMEEIERH, REW, 28814k S5 DPN 5]
) A9 28 3 3k 92 R 2 T PR D) ML A e R 52 4 B
W, 5 B — DI ORIR N B AR 2R Ak B R 5 b
PRIFE A 22995 BR M P9 2 TR] TR ML A B R

5. BT AR AL

AT IS BT (Ca®") A 438 R JBOR
SR A rT RN I B LR R, SR AR I B DA K
LR LR ST MM AT Ca® W FE U, 2 RAAT Ca¥ Ik
FE AT S E ) E R4 As 2 —, v LLE A
7 b3 40 P P9 i A7 B PR A MR TG Ca™ SRR 45
59, E4EFMRANMRSTREEZEEN. B
IR BN, LKA R A IS 7 ] DU S
17T Drpl FIBERR ARG KT

ALK, RN Ca™ FELRIAEN T2 AT
T AT AR, ZRRARIE 1 Ca® itk
ERHES) Ca® Wi, JEPFAEL KR Ca¥ B, 1%
W = IR BRI BT, T ATP (4 R,
T 5 T 1 HLWE 2 A PR L Ak JBE P 7 PRI, 450 5 %
Ca™ WIHREL, SFEAMME A Ca® M, UM Ca™
W R R M 25 L T e 3 B4k R MR AR AR T e
15, B Ca™ KRG, 5k M LR A T e RS
BEASTTIRE G SR Ca™ 2R, TR 1Y,
Ca® R (1t 72 Hh T BE £ 4R R 44 P9 ROS 1977
g, AR SRR s, i H el E 5
AP IC S ik nT BB ME O, Al RAS M 1,
4 N5 48 % 7~ PDPN /MR, DRG H IS {5 515
TN, R R 55k A T RS2 B I AR AR B
IEH H eI BT L F 3 NZRiAAR, R IEH 2ok i
TEARMENJ17%, Biibi R, IFii% PDPN /il
B R HUBR S R e 534k, Ca®' R R
165 38 3 1 %% L (mitochondrial permeability transi-
tion pore, mPTP) JFJHU ) £ E IS, LBk Ca™
IR S mPTP i FETFG AT 5 3 2ok 4 i K
LRRL PRI LA R ARAL, B8 TR bR ThBERRS P,

6. ZHfRIHT:

ARAREA M TR 2R, MERR
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VEARSZ BT B AR I, A B AR T
PEIAET:, 5B AR A D) B AS 1) DPN A K.
LWL Dy e B RS SR S BU AR R T, R
ROS T2 mPTP ANREIFH, Wk 22 1 Fm A
4l (mitogen-activated protein kinase, MAPK) i i,
@ AR C MARRR SN2 51X —1d
e, BT 545, Drpl M H =R S EH
(guanosine triphosphate, GTP) 7K fif K 3% 2 £k bir 4 f) i
a2, HA- SRR B B AR A 2 40 B i
TREFE R R BY. STZ % S A0 PR K SRR
P A S P PR, ZoRifR B fi A T 5y, DRG #f
TN, MRV SRR 5 ORI I L AT 1R
1, AP TR S HA BTSRRI, 1Y aR AR
Dheenl AT 40 B 8 T2, o3 DPN B KB PR 7 /)N
BRI IR RDIEAR B2

7. BRI B

RIS A TR E DR 5 1 AR
R EEEAER, MREIEZH S PDPN K A Fl
RIEEVIRR . Rl XIRA 8 FLRAR, 72 IEH
TEOLR, RS2 R B ARG M ) g BRI R B BT, T
S iR AR B %) D A e e 4 . L e I
B B e N, BRI AR I Bl AR B R A,
o R PR R B> ATP P2 TR, S8
RIEIEZ . PR ZE 45 5 2 1B K =2 DPN i & W1
T ELREAE, 2020 R B B R EAE L, RN
FREL A B2 4L 2k

LRAR A T 7 B A PG 2R R e i,
IEAERE PR 2510 T AR Ak 5] RS 1Y) AR 2 D5 A v o) i 5%
MEIE P RO o BRI RS 2 FELA A B IR B2 1A 4 (transient
receptor potential vanilloid 4, TRPV4) #3507 & L340 it
Ah Ca® PYIL, Ca™ KTt AT e I 5 4 Ak 3 T
HH Miro 45 & BARINHI SRR R 1. HHT TRk
i&, TRPV4 [K4IH5MNEIE RG0S ), H+7E &
A PDPN (KB thik B, HAHHUA HC-067047
A AR PR K BRRI/IN BRI U PR Y 2,
- SRR JE VT 2 Al 2R ) v e B 75 5K A2 PDPN i
P AR B 1) B L R

=\ BRI ZRiAIR YT PDPN B 7Lk e

PDPN ™ 55 5 1 Joj N (] 1E 8 25 BRATRS $ioR 3
SRR Z B ERG, B2 FEERK, TEE
W o N PR A 3 o B A AR RE T H ATHVE T SR 3=
Loy N MLREEE S X AR LSRR ST AR T =
ANJ7TH . 55 A 5 2 B B R) (Food and Drug
Administration, FDA) #t#E (1) 76 97 PDPN [1) £ 4 £
i 5- 3 e - 25 R b IR R AR U ) RV T
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VT My & TR CGEE S o B RAY (b
WAt 2 SRR D DA K A BRACER T T~ S A Pk s T
NI RS BeAh, PUlssy CimeEmsT) M=
INRPUMARZG (B ERD WAk IASP @il H TRYT
PDPN Pl H B ¥ 2 $E A ZORL AL G ST PDPN )
FALIEAETT e,  Forb BT ) 12 ol o 7 S A 71
SR FEARLRLAR 1) A N A5 A3

7 =R

(1) a-fift % & (alpha-lipoic acid, ALA): ALA &
HL IR LR ARSI T I B A ORI 2452 —,
AR N ERARG AR BN 1, B BEORIPUE A
73, BEZ FAAEVRIT PDPN RUSSE S5 . 0l
FR, ALA VG T 0 R K B I5F I I 52 4% HL A2
TR % 4K 1 (transient receptor potential vanilloid 1,
TRPV1) &R EA 51 Ca® WL ZoRLRRE AL
RO 255 B PR LG (AP R P, ALA T RA%E I
s BERE, 352 5 AR FEE, TEERIE N
FUE S, SR P A, B R T B 2
RLARIHRERRRS, SRI%ZE DPN [ J& D 72 I R i
R FAMG AR AT RIIG K EE R, ALA B REF
et JEHAT e SRR~ AR,
BRI LS 2 AR, X ALA [T SRR SR

(2) ZHXA: = H XK (metformin) &) 72
TR ORE R 257, B BH b b e i s 1 e AR
HIBE AT, I HoO SR AR IR B S S 1 2570 1 4%
TR IAE T, AT ORI A0 G 32 SR AR AH 5 &
RS S T 2011 4, O HORUITEE — b
UEBIER R B B FAEH, 2R HEIERHT TR
WL, T XU T i R T R O R A
fif (adenosine monophosphate-activated protein kinase,
AMPK), sRZRiRDIRe M H g, {edirh2B e,
I HIAE STZ 75 PDPN /NI 57 P 2.

BEAh,  HOBUICAT (5 22 7 1 i 1 49 1) Drpl
TP RO A ZORLAR 1) e 4, AT R I 97 T g
S, HALEI# P & AMPK FIBERR k. A
Hprm RA PR, W R STZ %
PDPN /IR #GR I i ™, b 4-%00k 1, 8- ZF —H
P . i R A T e A S A 22 LR R B, 2K
HWE PRI AR BRIEPI . F34h—Fl AMPK U 77
F 22 H (polydatin) A AR UUELE B 15 Al 1
1 (silent information regulator 1, SIRT1), 45541k
Y Wty A 185 5 D 0 32 A4 y IR0 77 1-alpha (peroxi-
some proliferator-activated receptor gamma coactivator
1 alpha, PGC-10)/ %% 5K F E2 #H<[HF 2 (nuclear
factor erythroid 2-related factor 2, Nrf2) {55, M
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¥ STZ % DPN KR A1, I m Lk fhk
kA Y,

(3) BIEMEA: THEHR A2 R R i
LR EY, HARKPUEAREE ", LG
BEAR ML PP PR R T 0 K, I R R R 5 B0 2 45345
) ROS, V35N, WEFF R T . M &R
IR E MBI ZH AT LB A F ALE], TS
S RMIEE, Mk PDPN P filln, K&
1675 2% Ik ek 55 A A S IOR T3 577 5 PR 95 9 b i
AMPK B MR 2%, Ol E AMPK/PGC-1o j#
P8 A SRR IR AL BRI DPN; 223 Rl
VAT TRP JEIE A Ca™ WK ERZEM STZ 5 T HE IR
/N BRI 22 S

Bribz 4h, HEG KRB SR A Y 7 H &
R, bR TG LR AR AR Ak Ak /> ROS A= A1
M BEIE N SIRT1 3 P R o 2 I8 bt wh 40 4% 508 1
ARG . HR R CRE T HE, HET=
5 R AW H B RRAT A £ H e g th R s by 1k v
BES RS AN PR F RN 2R AR T 2, I Hsk$e STZ i
SR PRI /N BRI e R

2. e EARI 24

BE S T2 PDPN (U4FIE2 —, RULHmFZ
1697 PDPN (22l &0 TR R =4 . LBt
2 e B, (acetyl L-carnitine, ALC) & —FhiJii H £& ki
P R SRR 201, R SR (2 3t e = AR
WA B R, TERE R A R i 2 R E A
Mo IERRATIFFC R, ALC Al R s fil th A
PR IR B R R A BURAIE R, Xt STZ i85 5 HOHE JR I /s
B AR B o L A TR AR PO kb, ALC FEH
20975 BE A PRI AN 495 T 1k A AR AR o 38 LA AR X B
FHEVEA, HH AT ALC JER M A 2 0 B K 0
ORI AR, ToiAs MR it .

3. EHEEIATI

B & (rapamycin) & — FFE S H R 5%
24, 8 3 2 SR A 1 WG ek R P R i 11 2
KR ThRERERT, 75 2 BOpE IR AR AR U IR
fi % A (urolithin A, UA) #&—Fl R IRAFAE AV RE
WATAARU YD, UA BT DL Ik 400 1) /) Fis Joi 40 7 5k
TR S R Wk 0 SR 2 A/ R PHR #oh 2  BE 1t
PR R I . /K KEE (silymarin, SBN) &
—Fh SIRT1 &, 8IS SIRT1 R B 48R 14
AR AERTE W, AT Dk DPN A = B 5 3500
230 P, A SBN —8(, HEAZEE (piceatannol, PCN)
2 SIRT1EEE I, 762 Fh 2R 2 AF T 15 A R
AT LLE I 3G 0 SIRTT A1 Nrf2 (R PE,  HETH B BRI K

| T T —6—
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SR A 2% A TR R AR Th e R PR T MR I R B
PSRRI B W AE )R AR AR B IR

4. £GP

H AT — S 4 o0 Ca®' R HIHT XA 20
PRSI A B, W R T iz A8 i s T A
Weds EAK, T DL MR DPN R N R, P 2
FEIEIE 020 BeAA, M) a281 T73E M DRG 2 i 4 2|
A RET A AT A u 1S, o] REBHAS 5 51 A2 1
JA Ca™ HLJRIE N

B TR 25 BLAh, B A 1R 2 1E AR BIF 5T I
] Ca” A5/ PDPN JGI7 254 . Bl4n, ff (Se). %
B3 (CRC) FHAE 2R i B Wr DRG #1487t i 1)
TRP G#E, JMIT Ca®, X STZ i S r0kE PR s i
IR R ER P HE R ZEE (noopept)
I HNHIR R TRPVI #IE, T IHZR& ROS 17~
A DL K Ca™ IR EEFBE N, R B PR A S
ZEEME R Y. NEAMALE %N T -3 (human
recombinant neurotrophin-3, hiNT-3) ¥ J7 7] fif STZ %
S PDPN K R 2R A AL A R A W & IE o BY.
BEAh, o-Bi BRI Cav3.2 T-HUEE L, PRIK T &
P00 3 R BB SE A 22 T T 388 T RS e 40 i ) 2 A
P, TR AEEURER B,

5. BREATED)

MOTS-c 7&—Ff H Ze Kif& DNA g i () 26 F 4
FTAERK, CUOBEIIE B AT LA R A R AR . R R
JEPEFNJE O, i E AMPK/PGC-1a {5 5l
% [ A% STZ 75 5 1) PDPN /) B, 7 05 8 5 e 7 BV
L [ 2 R R AT AR IR DA AL, 3 R B2 2R AH G ik A
Rems DB BE PR . 40, i B R AR K (gluca-
gon-like peptide-1, GLP-1) & &N J5 R 1E 55
WRK, TS B AN A A, TR MR .
JRIGERIR C KA H Na's K -ATP BgApA 2 A —4
R A BRI, AT 250t i R s 22 o e R g BT,
XL RATAE W /2 V9T PDPN IV {EZ59).

6. HoAth

(1) AMPK/PGC-la 7] i 45 77: AMPK A& 4fl
Mo fe ERAS AR % 2%, 7E1IK ATP T, AMPK/PGC-
Lou 00 1 6 R F AR RS 2R bR cE R A T 2R
WL AR Bl 772 RO v SRR I SR 38 55 F 4% 33 R 4
TEBEFRAL B . Zhang 25 PV WF 0, B SR
A DRG # 4 76 H" AMPK/PGC-lo (] &k T, £
PAE LR R E DR R, Sl E LR AR Th ek
15, 1S AMPK/PGC-1o 388, RE08 238 LR 1A
ThRE, XF DPN HAGEIER M AR ER . ok
ZAFPE R, 40H] AMPK/PGC-1a il 1% 2> S8 4
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JCEE 340 R 2 kLR Dy RefE S, {2 #E DPN #H4o0
PRI, T Hl O A PR B BE Y, DR @R 2
LR D RE A 7E DPN H gk A A SSs/E
AMPK ¥ 71 Polydatin 7 A% SIRT, Mk
DPN K BRI A L300, 3 5 2ok ik A= & A B
ik A A ) g A 3 B A0 0TS 52 AR -y B2 (peroxisome
proliferator activated receptor gamma, PPARY) P,
1% B AT A TS0 B ) B R S N JEORT R A
0, B AR R /N BRI VT 2 1 Tt b AR
o v ok B & e e AMPK/SIRT/PGC-1a 38 #%
BRAE B W 27 20— P R T ZERIARLE DPN K
BLil b AR, IR RIBERR T IR T4 A
et HOAE K

(2D AR AR, Bl EHR T
M 90 (heat shock protein 90, Hsp90) F1 Hsp70 X T
W R A TR R0 E . KU-32 &2—
bk T 3 2R 2% 2R 1) Hsp90 #4I77],  mT BAFM I Hsp90
FEHGI Hsp70 7K1, B RAAYIRERE S, T
A PRI A 2 T IR RSB R . HAME A
fiE, KU-32 97 3% 3k #0081 Hsp9o ik 55 DPN [ 95
PR, KAPEMDIRETT AE S 4 Jo 2ok A e B ) ek
AN R I A 56

KU-596 /& 53 — Flofi AL 28 W AT AR, nl i 4%
DPN GEIR, o508 8 #4840 R AR A W e 4
W7 ¥ AT DA i b A of W PR s N ) i Sz, B
fRER R B T FR 2 . KU-596 A7) & 4k i 14 7 5K
TS0 W FR P 175 5 ) D R AN A 4 TG AR P e
Bepg M. X e R, SRR SRR AT LS
DPN AR AR B IR -

(3) BT B ATE R ERAR I IT AR
HAYEPIR A F s %, BA — L3 y7 kR
EHEATH . Bltn, &K% (hyperbaric oxygen, HBO)
A I bR /N B o 4T L ) BREAA R 22 il CCT
P FHOR AR B . AW 7idikiE, HBO
Al BEZRLAR R, T2 i 7<9m, I H HBO ¥
J7 0+ DPN J A\ BAT & 1R T7 2808 .

Hi £l (electroacupuncture, EA) /& — FiUR A% G &f
K5 HURNAR S A e 27 i Y, Shi & M stk
W, EAIGYT AT DL 0 o AR ik B ok R 40 i
A 40 52 A SOOI JORE, 38 e i I % R 10 1)
B 411 k-32 5548 5% (nuclear factor kappa-B, NF-kB)
5 T BN STZ 75 3 108 R s K BRI LB e o 12
I IIRATHE TR, EA TG Maft . &
WA SEL N, T RE A BER B ARAE R, BALAR
J7 DPN B ER BT .
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LRRLATERE PRI A R s s A £, SR
S ECRE R A RS B 1R g R, 5
BRGNS R0, A URS) PDPN R AR .
RUE L RIARTh EBERSAE PDPN HLHI T 432 0%, B0
FAERSEIN B, IR = A1 X 2R bR 3055 1 254 o

Wt 5 Xt 2R R T i 5 7E PDPN K JE AR LA
WG, AR F BRI IR R R A IE LA Th
Refsf, $RmPERPR NS R, Kk, RKRK
T 9 N7 24 0 Btk 28 R 44 T i B i 7F. PDPN 455k [ ¢
NIRTT, AHHRTT SRR IR BRI R 4T i
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