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<Abstract>

Neuropathy is a common and often debilitating eomphcahon of diabetes.. Dmbenc peripheral neuropathy (DN) includes
a variety of different disorders that affect the penpheml nervous system The. ‘most common type of DN is the
predominantly sensory distal polyneu:opathy Typwully. symptoms bégin in the foot and proximally during the course of
the disease, reflecting the fact that longer fibres are involved earlier that shorter ones. Reviewed the pathogenesis, the
diagnosis of DN, the gait pattern and the e;’cetcisé, the treatment of pain in DN patient,

1M &

23 (diabetes memms DM)9}. —HP%{ "a‘h.'ﬁ*‘é
4173 3 (diabetic nevropathy, DNy& Gxdsl 3 F8 ’!}

W2 3ol S Ael BE A G S Y

o}, Be BRARASH AHNEAR Wt g

44 Ushied, g4z sl Bol B & 8lE #

Y& 8o ol 3o} BE Fo) B4 YRR
dephe Q04 BAAAEEelET ¢ 4 o

AR F 1989). 22jm AANMAYH Aoz A

o A, ANIAUY Sl ok (LS F 1994).

eja) slx) ARWBe) AT, T WAYEE
Aojshes] ABAEN PG ol 3o o)
b Uk U4R YAsES Wl 2aw olugz
(paresthesiasio] $lo1= AFHFol2tn 33, THE U4
JtEe Asked o $4¢ ARt Yascas @
ok Y AHES 94 34 B A%} ved vg
A3YFe 2 Vet 99, ok YAHE L SRR

AL AESES} Wold W, 2IA] A2} A
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A v A 7150l A& A Al g
(Harati, 1992),

ARWF 24 B8 &8 7l 3.».4] slém
aj7lohie WS, AN, FE BRA I, U
ol Welttal siae] A A, 45 Sein AN
3} @A (sprouting)e] %-"]»E.ﬂ“aﬂ}(Dyck 1985).
olejgt HAY RAE 47 ¥ (nogative symptoms)o}
%437 ¥(positive symptomes)’t SIth. FHAFE ¥3,
74 (cramping), 72 (spasm), A1 E74 3 (euromyotonia),
&0 NREA0) & Fe Aol o) X@HTh
SYFE B (weakness), )2 (fatigabiliry), Z2}7iR)
(byperesthesia), $-7}ZH(anesthesia), mwex gkl
(Harati, 1992).

DNs) e SxHEe) weh ekeht 84 Y47he
Aolo) ¥ 23 Solab $-85) BHE DN chig
21734 B (symmetrical polyneuropath:es), 52'*’5] f A=z
A4 A7 F(focal & multifocal nemopamym), &8y
o2 ¥HEC. N4 chid AP Ee By £
A2tesA Thy AAWE, A4 ) 292 2%
AAYE, 34 Ex o3 W4T £FAEF AR
AR¥F, 229 3 G2EY AP (ocal &
multifocal neuropathies)}e- AW E, M3t 9 ¥ &
AR, MY HAE £FUAYWF o BREG

DNel 39e YA 97 X 944 Qras 98y,
WAMY, B R S0, 22 el
9] o] slont ol E shiel WelniMo 2 4y
4 glE 1AL Slk. ¥s) olgt A7) ol ol ji
DNe| 9443 o]a4, IDDM(insulin depéndent DM)3}
NIDDM(non-insulin dependent DM)<] <)o) azn, 9l
¢ Eud FA1Y SERAE I& 5 3171 o gojct
A, 1994).

Fhfo] Jelusl stz A A gaolt, ow
A 324, A, VB BRI Fol 282
NEA AT VY ARGEL FEY Aol Tepy
B Ao E A Al B Y9 o,
B, $FAR, FEANR BRY Eelaa Ok

1. gy dPEse Yol

T4 WSS WloeRE URY, A,
A o2 FR¥G. YRAL ALY g

(thickening), 4TMES] £33 4 (swelling and
proliferation), ¥ WE &4 (platelet thrombin)e] &4, 2
MEw oY, chERE Y 2HA%E (multifocal
ischemic proximal nerve lesions), AT FAAZ,
Y7 7PAY 4 (erythrocyte deformability)e] k4, 4173
A4 rago] Slck. tiabd & A2 (sorbitole] 23, 1)
Rt Byl 4% &S] 4, A sodium-
patassium-ATPase2] 32, Protein kinase C&] Wi}, B2
AAE2 oblxedt YA F, D24 (glycolipids)st
olulAte] SR (myelin)2 Yol A, ¥ANY %
9 2] 7 oiAk(inositol lipid metabolism), IHE ¥} g2}
22, v)ada $207 @ ¥} (glycosylation),
A7 A 2] Slck 72N A7 13 37t g
A B34 31, AT NGFY A5, A7 AR Fel
i,
dliite] DNs) welol BeME giAHd T Yt
§9] Aago] 2ol AUck. &3 YY) 2YP
(long-term hyperglycemia)e] o @l i) Z2gct. 49
Hom a¥Wge ANt AR viNE g3 ¢ 3
AR OIH EEo] 22H]g(soritol), HFL2 A
B5]3= 22018 7 2 (sorbitol pathway)e) 7]%5o] F715)
o] AAMEIME] ©]Q o)Al & (myoinosito)} F4
(uptake)?} A BLEIC}, ©] Qo] Al F(myoinositol)& M E
%) AN E FYSE 389 §A2A F5(uptakey}
A#s|d VER-LE ATPAL HES) Asislna A
AN ool Aejdvin YA sich MYl S
A YBUYe] SANA D vl AURe) F70) Fo}
A Agzel sl WAslel APYA el I
R A2 FFo] ABtsy] diFe] Aol FALAEI} 2
#slo) 3714 dqaimgol Aesng Aquxdez 3
B8t AU Adolel Q141 (creatine phosphate)s}
ATP7} 2280 425la ok ol o8 ixg
202 B JESUE ATPEAS YHEE Fhdle]
HEE-LF Yo 7)5o] SAxe) A Mz 2§
°l #3532 JEF AxAo] 4] AEwd X &
Ay ARole) Ayt 2eedn #delE F,
1992). =% FgA AP S ARSI} FasE
e ARAF 240 ¢ Res Yzhun] Behse
Q9ME & 49 AN Y AW E 2 T
Bxte] NBARAE BB ATY Pt BE AN
AAWE 27ldE 8 A7 e A 4 9 B4
449 A4€ 7D a2 @52 YA 7
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% el 3 A7 APULe HE 48] dhAMg
BASUC HAh 24 WA wuaEe) s
EY4o2 oRAn gon Ax4es} & Y4
9} A4l 9% ZAHT} 20-30% W ol M.

/3 A9 AT ol BHe] LA Yk
(aldose reductase) A} NBEA) N MR

R37}F DNej #Qld] “l&."\k:*]i-(myoﬁmsitol)ﬁ) 44
o eiA ABHE At ok 28t 874 2Fe

A& A7e RgEHo] Fvlslol FRoE AW Bge]
AHEYE Peche Rojch(Caloutt fet al, 1990).

Griffey(1988) §-& A|EWERAANYE ol §3io)

FHd DNo| Wb o) doll A | BAR e R UFo] T

Fteht GEA 21 HE}] (aldose reductase) AR & AH4-
@ MM olR 23§ WAHA Ayt vage

W ol dAMSH WBAC] M2 B NSR A . =

Apsl g
o8 Ao A2 Yol ARY RS 28

°|4& Yo7 DNo| ¥4t 2UWPEE Yol
At aUGLERE GAE ULE TG AT

(advanced glycosylated endproducts, AG?;)OI DR RS

o) 371 AYF AYFY Fosh ] AAOVE

Y48 Bt o] AfeiLL AMZE S99

48433 E SAsRan ZT2 el A
(prostacyclin)®] §H 58 AMAIAM Yds-R3) g2 -

A& 220 o) HY oz WY AAE /Y

HYe AR P|AYRY &% Yosln ABE
A& 2UAT {2 b4 AGEsE 2GS 71AH

o &AY B ope} AR add, 429 71384
.82 9 330749 vl g &3NG. 7Y 28 A

He)e A3 DL vlMABe) FE (ubutin)
W ol ARl WFAY WAPolth (Haras,

1992). Dahlin(1986) 58] @] o8 RieRxjolA
3ol A &4E HE 22101 F (fast axonal transport)s]
N FEr} A7)MFolekn Wrt. SilolF BAL &
27| @(target organs)e] 4N H4FUS fAlo] P
#0]7] rjEojr}.

#Z DNl HM2E Heyes AZAREA

(threshold electrotonus) *g0] lck. °|3!& HY A o]
2adel AEst %) Yehteald dg .3191"4 4
WAooz il Fie] 715d AHo| Nav-Keion-
channel §§2] 3}4:9 Cat+-channel %%3) %7]-3} a

#dc. w@atd DN9 w»wr.- Aol el

- DNgl #eder 3A 7l°1§}c}.

 (dyafunction)2 442110121} (Quasthot, 1998),

C gAMS WEY Sl AR&PARmerve wophic

factor, NTF)e} ‘@8 o] #o] Slt} (Stuart, 1999). NTF&
BAR ARFze] AP(urvivalyd ZAANAFE oY

et 2 Yl 4R GUE 2L 1739 Y

&3, Y2ty KatE 2700t Arlede AP AAAL
(nerve growth factor, NGF), | #= 417 2321912} (brain-
derived neurotrophic factor, BDNF), 4723434
(neurotrophin, NT)-3, NT-4/57} &@t}. o] wilEe
F2AAA ) WAL E N 2T K 1o ks
it}

I 1. Peripheral neural populations responsive to
four neurotrophins

‘Nearotrophin  Responsive ncural populations

neural-crest-derived small-fibre sensory

~ NGF :
) . sympathetic
: neural crest-derived medium-fibre sensory
BDNF, - —
. placode-derived sensory
NT-4/5 : .
o motor
ncural-crest-derived large-fibre sensory
: placode~derived sensory
NT-3
sympathetic
motor

t%¥ DN Wis #AfE Ae NGFolTh.

- Hellweg$} Hartung(1990)c) wk29, NGF &' (levels)e

2B EZEA (streptozotocin) e 2 FixE HU# |

A 2719 @A RN Fadcka Ly U
ol R 2ol NGF #e] S718tAl%, 234

3% 2R E 2APn Yok o)L NGFe] o
2)4) 2-2}o]E(retrograde axonal transport)o] £AEI0-&
& YyebdcE (Hellweg, Hanﬁng, 1990). NGF messenger
ribonucleic acid (mRNA) L Fx3lo] HolalofA
AL (Brewster et al, 1994). ol HAZA
(target tissues)o] 1= NGFigo] HI34A 28, o] A&
&N F(
symptomatic ncuropathy)e] gl Fir @M A
AAH9 #gagel A AHRANE 27l el
(dysfunction)e] FHFHT} (Anand, 1996). o] Fofl= ML
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o} (kerstinocytesyl SAE NGF el s} AT

ojH ¢ AREL FHRM }E NGF (tatgcl-dmvcd.

NGRS} B2 olgel 2719} He-ABYH 4
Fol SFBHE Ho2 HAETH (Stuar, 1999).

0. gy ﬂé%‘%gl dgk

Fuiy WSS Vel lolA gztel Azttt

% 0|23 270) FRAAY o} FRAY B ok
2 ook 397} Bold duAe 2ol e Aee
Wol A7se] fich. oll@ AP Sl 1798d
Rolio7} M @22 Fxiy AAWsil Y Bog ¢
olf AriFueta WYdE B Wxst gloigen,
52 1848 Hodes Il 91#) of o] Rei2tg o7

2 g9z gl ol4uA AT @ §, 1994,
Hodes %, 1948, Rolio, 1978) 3 Ao Q‘%Q}A}Q} zl-ﬁ
2zhs) 240) 714 Bgheta 2700 delike 2702
P ARPAA QFEm A (Dik F, 1987
Lamontagne & Buchthal, 1970)

2o TRINE BE B77} o) RojA. 3R

545, AAAPAEAS, AYRARLANAL E)
¥ TR} B, 2 JAE FEAAA R o
AR S0l BY TR} AAG RISA 5 1989,
7% 1983, YAL § 1987). 220 o) F-& Pl
WFel 2R QPATAN TRy A2 43
713ol ABAEHALY 01443 & Role F & 37}
BARTH (18T F, 1983). meh ARREBA} Y4
Ao 2 el o853 Sle AT 22 YA
olthy &l gAs Py A3 Vg W

Y A7l BT 2 98] AEAARAPPEE M

HY WA o8l AdolnT 7188

Q FAks FARH, 4S9 F9% =B oA
2 Y4HOE AAY 4 Pt Jlee HHE Yohle

Wl A4St Bal P AABe) Ao} Azl A
8§ APted Aot By 1T B B

ZARAES] o)go] T AW ¥R AAYY 27

EAolul BUA 4P (subclinical peui’d;);athy)Q-] 7V
¥y e A/ Hn Y @ADL §, 1989).
Hellweg (1990)c 206 %% 37t Sl Qz}&sl 50%
7} DN} g &olztn B} FuleiA 3 (1987) e
69.5%, °l $(1991)& 47.8%, ot %(1994) 64.3% oA

813 £2F Bfih (195 T74%7} 1P A2

Aolx, B2AEH FIUNF 25 &9 7t 7192%,

B LE 7} 20.8%2}3 Bagct & (1998)

& AT 86%, RSFPNA S6%9] v P ALY
£ R U (1999)F-¢ 568% #EH T4
AR LR T2 T 7 E1989)2 §8) g
29 spAA fgdol 789%2 4e) wedolga
Basgd.

DNelME 222504 € 25 A48 4 3
BY $543x0ke AR 22la ARk
#xofA 11 WEr) Hohn dlA ST (Harat, 1992).
Lamontagne ¥ (19702 Az o] SFNIAL
o 213 Yojur) el FAAAN S o) BUY A
2] 7 AR 280t doka Basisiey, 4
Az Y7 PR PRl By WFYS
271 T8 fY012z LA Ut

ANA AERARARE P2 AR J%
2 o] & Writhe WL 2 o]49 £ e, ol %
g3} 70N 2o AR ol 8elM YYo= Y
452 e Aold RHEE F, 1994). Craceo(1984) 5
3} Gupta(1981) 5o 1% H5A3A2fuAds] 47
M 2EE AR BRI} AR e) nte} ¥4
Mgl ARSI HAAo] BlA RolXH], o]z
A Ague) FANARY AN A4 YA 7
¥ye] slckn Bastgich. Eisen(1980)9) AT PME
FrtAild gx ARG ALREAN SRAAY
Hio} Sa2bzt NAFZE YAt 29v} Uee
Hasch gk (1994) Fo) ATIME FAHEANA

Ak AZRMAANAGIN FeAle) oldaas)

HEZH 498 §ohn B ol WiBR)d

Y A A Bl & 4 Yo A& =R Y

gl Zoldt.

V. Egiorat

. FIFol M (Steven et al, 1997), Fixix}e] 56-83%
dA deg doin @ didie) Addde g3
2R ET AR A (lceration)olch. HEE A

AN AFe PEF Bl ZiAlE REEeln A&
A9 Yekpressure) Eolch £4A) @ B e 3

zt 5_}‘2i°] 7] (sensory vaee_dback, prqpnocepuon & pgxn)?}
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dYEct Y de Wo) AHSAER Jd AXsA
U FAEAY ke asg gt ok g
o] Sle @Ae BYF7I9 g wEoEA, e #
2§ gepshl reas, SPIRNE HHEo RN RS

$37 Sejo)sl@ 2O & AZ AEAYCimp)e]
olE¥ AFH 5!.3'.71_?“1 (automatic -

t}. DN@AE
protective mechanisms)o] A4 #c}.

Pihe FATIE @ Ee B BEepspl B

B8 EJA7)170) AEAGA e Aol o) 3
4 ASAYL YUo R UAY BEo|hn Hejgt).

whehd WelR che)uch YA 2 Wgaolst @k
o oA ¥ tlelM The tEl Mg ol EATNE
Ejolth. AEAUL ¢ Wol &4 Wskm, hE Yol A

72 o dubg sleleleled f-8ic diRie] B4
£ A% BE7|A0] o] § 8]
DN 82he &4 Wolahe U9)a 7psel A48 A

o i@ Baes oA g2t -sieie|7)§ AT H
Fol WeE WSk & BAo GEold AW

219) 42} 5. 6 &4 7] (distal electronic gait trainer)e]c}.
ol 71E F2 YR AAYF AP &ae) AR

& 91%) 2UE 5 Utk BANA RYAGe} ARE )

58 ok of J1FoMe Helelrle VAL nBA
Moo 2 HYP& A2EA olRol Zr}. Muellers) $1

€199 D¥A A%o] el PAE F2ATE
£330l ek 282 SI%el7) (feedback)7} F1A

BEY DRSEAAS WGE e ANE WRA @
4.

DN & 2H4-8321A9) Wejtte 2449 waA

of o] 4¢ T e W2 HAPRY %’*"W’ & ohig
B89 Hye] TP 29 AHBI7 B A

2] ZhA ffolch. DN 7b¢ UntalQ) e YR

WY A AEE (distal symmetric polyneuropathy)
ol: 3zt AR A PRIt 8P|} Ay
F4e Yol Alateiol Wo) AMske B¢ SHER

2RI ARAH7 A4S o 2o)of AYLE A

sjolgct (Sar, 1999). £FNAAN FP& 2= AL

RAFERZE At AR 24 B $FNE

33 gEos AW 289 F3olM 2 Wt a9

& 7PEA BalE F2(ouch) 3t WE e el B2}
A sia tele] fixztze) adeh; G2 §EA

9ol %, AEe) P 244§ BAr} (Courtemanche :

PEFTRREET TES

@A AR

et al, 1996). SV THL A=TH vl Fix VAW

3 BAES AAYES) FLE Boif (Thomas &

Brown, 1987).. _
DN 82 & A71sh 2714 A 2& ¥ =712, 29
o $EE &1 BEHLE B A& BYe=z Yo

: (Simoneau ct al,. 1994), Courtemanche 5-(1996)2] 480l
A& DN #2417} o &8 "1"7]7:1%._ H w2 F8E, §

@ 227164 o 2 2 A1RL 6 20 37 3, o)
€ F7]( cadence) ReiFAUT). BAHEL W2 2o}
dEe $% A4 e B¢ $94 & 22)7] BEolct. )
3 wde] Balg, ded u@ e AYE 442
28% a2go|ch. DN &
AEe RN o BE W3Yo] Rk oL e
AlRHreaction timesj] Z2F Hr} 3 Aoz & 4 9l
o}, 123 AFEA (automaticity)e] A4 w4 8ol71E ).
o #8% 21& DN wjfol] SaztaRuel gav} uay
3o 129 ¢ WA S 3 ¥

~ Muelier(1994) §-& ¥E-9] 715 (mobility)¥} 2¥9]
#avl A A BAel B Y& Shn 49

B o) Bixst BAE W Foler] Boke AY

o) ARSHE F AL &89 (disuse) HE 282)
eh(weakness)® WH 7H53 A 49U A &
EollA Bergin(1995)&, 28l & HF R (body sway)s}
A AAe FA7L ickn Bt B
w@xe] #egel 2de 299 Bavl e} ads
$37 Arel 24 WRolgkn Yot

#2l, Boucher(1995) $& 2 41739 4=

sk AR A Alole) 2R Y BAE 9] AP AYE

ENCY) 335 94 27U (cale)= Bt Bag

- Fh Y 49 S AN e U2 A A

& HZ BRI (sensory integraion process)e] AHg4

(automaticityy& A0}, o) B¥YW 3-8
®73 (complex attention-demanding environments)e] 2zt

M2 AFUc). 7Y olo] ApM2Ae) &4 Y
PAEN A A RS AT

Courtemanche(1996) §-2| @72] &L Be) 23]
A aR4-8312e) Qgtoln). RA4RUZS) AYA) B

o 8oFEe] %ol A, B4 783 (conservative)o.2. 2¥)
s8] A’g s19°]7] (somatic feedback) PiEelct. 3

%ok DN RS 242 $1¥0] ¥oh DN 8207
29745} 2o D3] sl Yeke Bel
o
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V. 88

AAA §39 Kohe Puwne R fAsked

Zadd. 3= $F8 Ul 43§ dolzdn.
a2la Agde] e ELE) "‘%}"é% e 4

olf¥H WA s UYRE ARMolth (Berger &

Berchtold, 1979). $$A18 Y #as) Agzxe)
A}, Ay ﬁ%&oﬂ(dyshpopmtemaomw}ﬁl B4
sis} 2& NIDDM3} ¢d B2l B33} Al )

A& SHAQTG. 9us, FYAY ANEFe

NIDDM$} 289} WhAle] 2% 48§ P (Wallen-

Henriksson ct al, 1998). Patricia (1998) ¥¢) A7IME
AYBAL AR, AN 24, 29, 7 24, @

25|18 $@o) £F0l AI} gl YARAE FAA
th. A &L Ydr)e] IDDM (msuhnadependem diabetes

mellitus)& 7} A7t fA ARG &E(mobm citcuit -

winge 2 AUMA ATH, 28, 0% 3 2UEE TENS(80H2)& #12)%-910) 33 & S, UM 222

AMABC Rowlarish Zinman(1984)2 242} xba 7 sh

EYEW £F 123 F2de) stle] 42 5T

(VO2 max)e] $H4HE Byt Campaigrie s} SREL

(1984) IDDM 2 §9] 43¢ AU S’.%}%%- 23 % .

wE FAY *HE%E“‘(glyeosylatcd hemoglobin Al,
HbADS e AR = deh

$5L YT $2& ol 7A AR, ol
o 2498 8% 4 WA =93 WAYEE N
710 A8 Yug B4 YACLE AN Dok,
"hg3 (retinopathy) %2 WE EAZF QU§ w= A9
s Al Hed n, AYEEH e Yo £F

& sisjo} YriWallerg-Henriksson et al, 1998). &% 8

EEL A& L (nsulin reaction)) =AXY FA) B
Zojof @rh. A4 Wi (insulin reaction): el 31,
o) U, AA 3 UA2F 7l Relrkintemet):

V. SSXI&

Py wa%e— mau ARNAE W
22 7125 289 4 F& Aol Qick 2R P

7t AS BREe 3]4"31% 30l Qq m Y
4 A3 Eo) e BAEE A& F3E 240
3} S(buming or scaring) Bitha A Hc}. 7 &

BEY(ouch) TAE FFo2 AN B3l 4E

Bl BAEE A olR7 iR 833

Fusd AN !M(Somexs & Somers, 1999).
#3249 TN AR 7188 B weiAA) Qg
xm EALE YRGS N REo] EPE
A AE) YRS APzl ojal &4

FWE- F3 2EUE AetE e R5MRS §
FAR7L 7R B AEden. Y9 &Ped

A e
A A73% o) #4k& A4 (regeneration) ©) A WFo)n
$3e &40 X FAYH (small-diameter
nociceptive fibers)e} M)A 44 B5-& B8 Yoivch o
2 B30 A& Mol SEP(dorsal hom)e] Y&
AR A"l @Bigich. GRAZATL Yo TG
& #844 A3 (aociceptive impulses)e) A& A

% gtk A AR A B9 chelol 3

A7\AAS(TENSHE 84 B5% F¥3he 2=t
Z43irk(Somers & Somers, 1999).
Somers(1999) $& 322 & I F Ue VA

Wol] 1.2413F <t A-8-3ch o] A7e) Ak R
o TENSE 2 84] S84 4393 F3AR &
saelekn Ych. A TENSE 208 & 9 339 %

- E7} 38% AR Bnfct. 179F Bk TENS

08 F F5o] YR Yol 4A A& F 4 A2

o}

VI. ® 2

Gy *‘%‘H%& #!RH Z}Z}M"l Yrisiclzt
£ SAE W AYEE A ARG &S} gol

o Be) P2 AFAS) Sape) Aol #
AR 2% Qe cheled dzol E8 Wk 22
s AYe] 4713 Bagsh RAZA EAS A1

gt g} *S*MI Y e 7g dzgzas

3oz °lzmt} ﬂlic $3 8o & 2 5 8V
£ o 9x Aagde

AgA_Y, Alo| oy sjof &
BB GE &’aiﬂrﬂl ¢ Babdolr}. ¥rlHe s

e B3ElE AR ARG AAsict

ool g B ARYS 3 FUANE P
YoM, APAR, BINE, WF S 3%, vz
3 Ay, 283 AR WY o we A7 Y
&t -
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<Al'm 2 3>

270, 204, BAY : "TPNA A¥ekeod B
e a7, mv}zwmmzu 139, 28, 221
226, 1989.

R e o L P ’*‘73*45%*}(11) LLC

FAUNA A7, 18, 13-21, 1983,

AL, o] -, o]H7] : “%h&zwﬂsl HRARA
HAbst Mg zRdasdiar, dl?hﬂislt}ﬂzl,
113, 1%, 1-9, 1987.

A3, ol &8, o137 ‘%h&z}owﬂi FRIRA=
At MARZHEAS FAF, aaggei ),
A411R, 13, 1-9, 1989.

43, A7 el 27 D0y A9ET a8

ARSI o312, 4238, 12, 6774, 1999,
bR, AW, ALE PR AT olgry

A AR Anlel RS, deAgs)

2], 21, 6%, 1201-1211, 1997,
U9, ALA, BAR T T BriolAS] NG

Z4dA AP R AAVEIAY, hedgeiers)

], #1229, 3F, 601-609, 1998,

AT SRS ARYE, daeltyn, A3,

6, 656-663, 1994.
deie. YL Al F BN oy N?H%—

o AR ', AR, “ﬂlsﬁ, :

1%, 1994,

°)7g%, W& : T ﬂ*‘ﬂ’d""a‘éﬂ e “l*h—:
8o B A7, AR B A zﬂls-‘d 13,
111-114, 1991.

ol g7, AU, WLF §: TES YU VG D

A, S, M7, 18, 77,1983, _
Anand P, Terenghi G, Warner G, et al t “The M of

endogenous nerve growth factor in liu_m_an diabetic

neuropathy.”, Nat Med 2, 703-707, 1996.

Behse F, Buchthal F, Carlsen F: “Nerve biopsy &

conduction studies in diabetic neuropathy”, J.
Neurol. Neurosurg Psychiatry, Vol 40, 1072-1082,
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