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ZR

EE BERAEMZ 1 -ONF—13E - EBFEEDEV 2 —ANF—TH%. L LENFDS, TOREIEHT
HVIREABERAEAIEILIL TWEY. BRESRE- 1 —ONF—PEERYTHDH, S OBEIMRE,
MERBRICEET2RBEHETIEFSV. BECLE>THERLEREIREZ S O5VENF H 5. FETH
(C1%, MPESTELUSHCESE, 28 MEEELPEMNTHS. BEICEL T, EELAILOD HbA.6.5% UTICERET
BIEEELY. H—OREE, TIVN-XETEREEELHEAT 3 ICEL TEFFEICHEREREEERT D
NETH?. 5%, BERHECIHL -EYREREHET 3 EHICHREBAOHEORVENLZEEL, &V

BOLBREEDERILENS.
(ERER#E, 49 : 149—157,2009)
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FUBHIC

BERBE= 2 — 1 8F — (DN) 3RS EIHEOT TS -
L EHHEL SND. KA ERTH, S L b AEE
TIEb - L L EHETH L. DNOBKIGIIZETH S L
DN &#Hb L Dtz A40F L3 <, DN i« O
g B oo HIZiX “treatable neuropathy” 255 < 5D
THHED RBD DWW EIZ % 5. DN O EE AT R IH S 5
Za2—uxXF—(DP)TH Y, #H%, DN &WzIEDP L
TW5 ZEN% ., DPIIEEMES X O R & A
DR RT S, & ICHBMREEXEEOAGTRICH
CES L, BFDO QOL # K& (% ). BREBED R THE
PRERIZAEGF RIS 2D IEHE LOFNE 25—, H
HEETIHEROAESBIICEER S ND L TH 5D, i
FEIRTH 0 S MREEL AT 5 BHEE <, MRPNZ
BREDbOTHEHETDHS.

DP OEHICHE L Cid, MBEEANEETH D 2 L3
TH 2, ZHTOEEIHEE ST, £ QLB & R
REEDEM S NCTE72A, MR 2 R S A RMED R L
72HANIBAFE SN T,

AAETIE, WA DN OHHE & JAF ICHEE 2 4T,
Ho TBE72VHEREIE L i) - Z 2 HITo0
T, TELRIERBIE L2ALRRD AL OTHI L2V

l. ¥ERFMZ 2 —ONF—ORESE CERKR G

DN OJREDIRITHEL G & KE—KTH Y, HHBHHE

ZRENCEIRS 5 2 & TIRIBEOIFEH X SN b, 100 HEHTAH
LZ L DFEPRBENTE7A, DNOJFEL S - L Hl
BLRTWVWODIX 1997 4£5 3K @ PK Thomas 12 & 5 5%V & &
b bDT, ZHITHEM L 72K ERERY4 (ADA) D535
AL CHRGE DM, E 5 OMFT 5 (Table1).

1. Bl = 2 —a /35— (hyperglycemic neuropathy)

PEPRIR 213 U TR S 2RIl o >~ o — 25w
FEICBIEE S N5 UGS 8 C, B H, B IEFALIZE b 2w
FTARPITHIT S, DN ORE#EHP O VR4 5 RHIZB VT
DI~ P a— VBT L C—RMICMBIT 5 & %
AbNa. HENELE & D% OTIE % HRRIYEE I
BT 5 EEZOND. ZOBRTHEGHIIANS LR
K, koM b a— VAR RIS T B A b b 5
HT, LRV EREZON, ZORBEHRUSFICAN
52 LIMTLBMBIHOEMFRIZE T a vy AR
AONTVERNTIEZ W, LALLM EZANLZEIZLD
DN OJREDERLBIRTL2OICHEHEEZEZ OGNS,

2. WHERY = 2 — 1 /3F — (Symmetric polyneuropa-
thy)

1) KE - BEAMEYERY = 2 —1a/9F — (Sensory/auto-
nomic polyneuropathy)

DN O EZE/AEI DP TH ), DN I3BkFIZIZDP ZHL
JEFICIEE ) 22— F— & 5t DP IR ARtk S
BEALTH B0, @, BEEH BRI B %282 CRMIZIA
DB LRI EL, BB RIKIO L UTh &R 2 & TH%
T5. ZORINIIEFRITEER T RER" O REREIRE 2
L, HEZETIZZ O/ Y = H % (Fig 1). #ilice s &,
WhW s “FRITR OBRERTEEET 5. BB HHIHE

*Corresponding author: #18 KRR 2R A G SR AR 106 A iS4 E (T520-2192  RE#E M A $H0T)

BRI R A B Tl R S 0 o O 2 i
(ZA+H 2008 4F 12 A 10 H)
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Table 1

a.

FRERHHIESE 49% 4% (2009 4)

BERINE = 2 — 1 F— DRI & SR IS

b.

= 2 — TS —

fCREL T (— MRk hR R )

WL Fe = 2 — a8 F—

AFERY =2 —asF— (FEINZLD D) BRI

B - AR Y = — a8 — BN, I B VERSEE B
SRR = 2 — T — Mg+ (?) H HEAE

B = 2 — a8 — (FEIZLD D) R = 2 — a8 —
I e HE L i ek

MREHR = 2 — 18 F — ML, AR S i

B = 2 — a8 — B, R DU

PRIV 3 22 76 MAgF s, HORERRE R 3 AR
REH CIDP Ptk

(Thomas PK, Diabetes 46 (suppl), 1997) tZ%

O

(CALCA - TH 'Y
U - Befd < k5 %)

(Boulton AJM et al, Diabetes
Care 28 (ADA statement), 2005)

RaPESE R —
(EFLALT)

Fig. 1

I2F TREEFERAIR L2 DP BEH LME SR TWEY. 2o
L9 BMEEREIR S & — TR A O FE A Ak X [
L, By FTHRMAREECZ ENSELS. HEER DP
DERRIET L BT 2 EFMENL VO LR LERAEVTH
%9. DP I3, BGHETIED 20, e FHORERO D
Wi EMEIChz s 2005, 72, MW, KERER,
A2 & NI R ERD LU - & 2 & OB EEIR %,
KHNZBWTIERERT 2 L oEREZ RS, LA L, &N
BRBEFOBMSZ XML TEORMICLBIN S 5. &
PERE R I RRMEDO B 12 L b 7 ) B0 TH 5. WE
KT E BRI T 24 L COREHAR ¥ v L o — B
OEERJFNIC /2 5. DPILEHE, WAH A S Btk R
WENTHEMREIRE 2 L) 5725, Sl E I Eh T
WIS 2% 5. WA EICB LT h, PRI O F T 1
BMICHEE ShaY. $Thbb, PR EME—H
HARE— BB RO NI E IS & 2 BFEERIIEBT 5. L
ML, FERIE DA 2 KD & e ORI T O X B

F-NTRERRE

HRINE 5 = 2 — 13 F — O IRFE R [ A0

DA = 2 — T8 — DR %2 & B O R R
Fwn7zoTniwn,

DP I3, JEEEAMRERE & H AR R A ERR I 1B A 22 0
RICH N =A%, #H, sensorimotor neuropathy O FHFED
MWEbhsZErSwv. FEB, ADA O3 ¥ty H AT,
Thomas D/ FUHEIL L 72535, TOHEELHRA LT, auto-
nomic neuropathy (X BIBEIZHENTW5S (Tablel). 2o
BOHFEEORBLDOBRICOVTIIEELEZ ), A
TR INY EBARATE 2w,

FRRIICE R 2 & &I HAMRREE DS 5 & A PRt
W2l THD. HROMENRH L0 Vinik 5OXAFT7F 1) ¥
AT, 2140 A+ v AHEHE L TWAD. HIRKE TIE%k
LW EMmbN, & A HHMRRREE B L 7R
IROB G258 SN T 05D, Z2RIE~DO 5 13—/ 121
KELLFaweomEddH oY,

2) BVEARVERRR M = 2 — a8 —

73k, Thomas & Z DR % & MU DR T CRAMERIET
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LPERFERE ) = 2 — 18 F—
(BRI 22 &)

B = 2 — 1S F — ;
(e s S B

HARPE= 2 — w8 F —), FFHEIE - OPLL - FARERAHE 2 L ISR § 5 BUiE

Fig. 2 MM EE O O IR & Ak

Hoa—unNF=U"%FL 5. HELRLEE2EZEETL L, K
WRAMEREEOLVEELEZZ b b, %K, ADADa vt
UHATIE, FREOTRER X ORIMEE = 2 -5 -3
SLOTRAMERE= 2 —uXF - Az dbbvTn
% (Tablel). 2MHIERZET 5= a—uXF—oHiflL,
CSHHDIANT D, M5 A% e 5 R W bR 155 oA 7 &%
B05 TNSIEHBORFHE= 2 —aXF—IZ5HEEN LY.

3. At = 2 — 12 /% F — Focal and multifocal neuropa-
thy

B AIRERE ST b o & b BHEEAYE W O X B AR PR IFR L C i £L
MR ELREONIRHGKELZ L DbV ONERHE Sh
5. A, BTHARRREOMREB S L. £ ITHIET 525,
FRED 2 W22 TEHTHI L b D, MR
BOMBIEZR EISEKNTLEEZONE. FRIZEIZEA
EASEAEDINITIHIE T 5. MIE SRR R Tl AR itk
WA - LU E & 723 BB AR R Ot R, IEBEI R % 5
L9 5. OffigE, mag, IRERE EONERELE EFHHZ
LN LHHD. ERITHREHRELBMAEE SN TN 5.
FHAEREGI S MRBEEDOHR T - E D HEIEH V. &
SAEBZEN 2B CIRIBRBEREZON 3 H0 1ITALt LN
%05, HIEKIZ 58% T, HIERD D DAL, itk DER
AN EEIIERBO R VBRI DE WL INhD. R
A9 ZEHE 3 LE RO R B T o S B R B 1 A s S
AEORBETIEFHEDO TG IR T2 &7 L, FIOTRY
EHE LD RH) T LdL . i, BRERRT 5, HhiliEr
KBTI Ldbdb, EEBMREEY % &% { OFFZEEIME
bNBH, FECHEBROBHIKT - iz EdRHIT LD
DY, MERKRHD % EZERT 5 &, Said 5 DOFIE$ % multifo-
cal diabetic neuropathy™ @ %% @ b & (ZFEAE B 2 — 5 45
B85 d Lty JREFHIEENS.

4. RAER

il %~ DEFIE DP 2 RX—2 L L THORE 2 4 OH & T
PREFED. 512, DN BSOS I = 2 — a3 F — R £+ DJF
PRI HEE R 3 2 ARUE <2 PH ZE PR BIR AT A LAE <2 I 1L 287 e 55 2 & % i
RO TWBE I ENL VDT, IEMREN% %3 5 (Fig. 2).

5. IGT =2 —u/¥F—

TAE AR (IGT) BE T, WL & b 4 ) /IMEMRRRE A

SV EPIKETHERBEIN TV R, HAETOEREIZR
BTdH5. IGT TDP 2EL L 2 I L IZENNOFEEWIF
FEOTHEINTVEY, TREIIHEIEL LR, 25
R v 7 EFEHTEEINLZEMEY STV S, KR
S 2T VA, KIMAERE R MM/ L E THER S 1
TWb X2, ABRBIER A v 2 VI E b2 )8
LA B L ARKRET A b A A Y REAITHRR I B L5 P
2T WY bV 5. EIPERLEBBHL O A THH
T5ZEPFEDEINTVEY, TRTOMERPAREIZIGT
DATZ2—TNRF=PERENTVDEDP, T2, 812 IGT
FA ML AR EICENT 2B 2REJRE TRV R e
BEM 2 32 2R EMR b S . —J), R A THE
L7z= o R & IGT 2” L, 4 » A~ - FFA &
i, ffEY Ve b — VBN E LI, T T =7 - R L
RS, TEL A+ 7OV N — AR ESE (ARD 5 TF
NRTOEEOUENZ SN EVHID. IGTRATEY v
FEGERR ISR 5 AR EE O R K 2 Z B 5 FTEREN

I PERREF= 1 —ONF— ORERFIRS

L. RHE O (Fig. 3)

DP O RIE A& AHREY, MAERE (MR T)?, H
PRRERIES 2 LIRS B DY, AL NT- O 55
HHEND, RETEBILA ML AISERT A5 ADP Y
R=AR) X T —EEROTLHEY YA MM YOG L7
RIEMBFD L ZBEINTVE., T2, A Y AY VPR CRT
F FOOMRRIK T 2 EHREHOEAAR R O BEM % K25
R OBHETRET2HMEDDH L. L OERKHOIE Y
HEEWETVE D bW ARGERICL YVBEES T2
% OBMIKFIIAHEICEELTBY, R F = ACHRE
BHBICH-oTh o L DEELKARILEEZ SN L. AR
Iy 7T by AEHERIFIC LT DM NCV T LA
BERWIEROMIZRHENDD, L L, ARl 2505
DY DIERRER TIZER AR, ZoBB L L
T, 1) B RBERIREI T 7V KA, 2) B TIXERER
PRI IETT ) 2 MR LA B 2 o T %, 3) FEHI DR
BAOBATHDE Y, 2 EXFZE S ND P, RAOEE L KR
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MR

MR A

70 / L vE. ACEL VEGF,

IR 35D < TR

ARI - PKCRPH 3
o) R - BELRHE SR

MFACT - MHEPERZAL - ———

HGF, FASHRZER - il

NGF, BDNF,
CNTF

N IES
AU F—ACGHEF - PKC G
B BRALA M LR - BEANEL

PR B

P SRR A
T - FEIARE

Fig. 3 MRML I = 2 — /35 — DR KITED Tk

B S PIZ5> TWHRWITEEREED HETEX .

2. BB AR 2

FERIGIREE CH B kRD 7O 4 » 21) ¥ - TNFa # A4 Ml
N 5B T 5 2 LS L o Tnb. 2O, ZlEes
b5, BT R R R (W3 - > 27 CHlllE) WIS
BAL, Mil@ae2B23. COMAMETIE CakAt R
T —VAPEEIN, TRIN—=—VAZBIT. 4 VA VG
&0, ThoREMIBIZEE L4 < %25 MR Tl ERim
NANEAHEREIRE Tld % <, HLHREE I CBI5-3 5 miASBRiR
W,

n. & &

DP O3 LR OIHERF G 7 b L IER SN B 2,
WTNORF B SIME»r SER SIS OT, Mz ho—
W —FICEHETH 5.

1. WA

1) R

DP F il IZ RBUERRRIFZE 12 & Y HbA1c65% LLT A33E
BEANTWEY, HEBETIE, SOBTE2ERT 5007
LHYBEGTIERL, L DEH v, wRICHED sk % it
HEBE 2. L L, BUE, A MICHRSEE LT L
72b DI\ (Table 2). FAET ART #AHI AR ST
LDHRTH L. FH 5 OB, KRR i1k % 58 L
THRYD S RYBEZ G 5 2 &8, HER SN 5205,
FREOWELZZE L TOENEITMMAEN D L0 L2b,
responder ® RO VULETH A 9. L L, HEIIZFEIRD
ATEATHTHY, MBI L 2FHEFLETH S
ZEPLBEEERETET L. T2, FERD LV DP BED
BHONRE R DL ERGFALTRETH L. 251, T4, B
RIFTHF LR T\ = 2 — a8 F— & L TIEM: s P i ik

%43 =2—1us3F— (CIDP) »%:H &N, ADA O¥REI4H
WD APHRB S —IHAL & LT E N T W 5%, “treatable
neuropathy” % DP £ E 050 TRES LW L& DT
EETHDH (Tablel).

MAEEFDAHIR & IR ST E R IR T,
B2 SO TP EAEE L 4 5 (Fig. 4). 0728, MBS
B & LTI - B - S5 7R & DP O fE RN - % BER S
BIABODLIENHREIND, MR ELA S 2\ 1 A
RIBEE 1172 %55 & L7 DP OfeMNFiER D720 D
PEIFFE DM TIX, (L Hb & R R cfE L <,
BRf (A v A 155) EEilE (192) 2°H 570 THER
fERHTCTH 5 2 L FEHINY, & ICIEEH O EZEH
PAREREEIC S Y TR T B LAVRBENTWS (Fig. 4).

DP OJRIB I B W TIIAHEREN L& 2 5. #EY %
WHEREE X EE D QOL M Lo A S5 FAEGTFHROLED T
DICEETH 5. Dolid HAEAIRRE S 2 21220 S SIBAR
MRiE, X 2EHOARL STHREL D DY O O}
Gl e D, ARG HFREEE DR TR O R IR 1Y) 70 o 3 s
BWEAT L7 & JEEEA &R E LRI IdSBIC w25,
RS T H PR B E O 22D (MDA ZEE & 72 ) R <, I
EEOMEIIHREEDMEBMEORRICH 2D I 5.

2) iz ra—

AR E O SR F & L C IS4 B oo 8 Z20%: A% EDIC BF
e T L R BMEDP SRDTHIH SN DCCT %, 4 ¥ A
) UERALEER X OERBEIL, 8 EMIBIZ S /2. DCCT # T W
DD HbAle %1 2% D7 (7% vs 9%) 1&, S EHITIZMEL
o2 (80vs7.9%), HREIR - AR R A a7 0%
WEEEEE L7z, S, MBS IIREO RIS L ) —H & 20
PIEEOEZIBEZHIHMES W EE2/RLTED, DP RBIE
TR 2 BHIE O 72D\ IUE A % 1 0 © B RACHERR 9 2 LB
AR RIES 5. ERS, DP OFSEIIZ MR, IR R
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Table 2 HERHME= 2 — /8 F — DIHEHEEBIFE D BLR

Al IR s Wi aAE
A T e e L T T
AR /90128 | BP |k Goam s | m | DisbetesCare | ERAEGIMIL P MV IO KT ORI
PKCP Hi# % B o ot | 1em | CinTher2r, | JERIEE (wbaroup) ORME CEREC &
34 (340 B | Ty R4 Y AR
IR T&I | #6T GRMEE) | RRDUGHRE 4
o ) KR () o | PR T T A Diabetes Med 21| sk z 27 (), ez a7 (VI : e
w VKR (R 5 §$%2QMW4ﬁ: mwm%&mﬁa %gg;zﬁé,mﬁﬁgx:7—%&§,rﬁﬁ
VUL D |y Diabetes Care 16, | yys gy - aooeiiias b, HEGRMAERC B )
CRTFE OLT) rx—yy | MRS BRI Diabetes Care 0. | yaiog 2 27 o, LHHZHAIEOU %

IgEa > ba— (IGT TIEAEZSIMEIZHEE) (HbA1<65%) +
AR EOUEE (EFE, S, AE, R &)

ARI $¢5-B#f (responder ?)

SE AR

Eybh =ty
B

FEAE TAE i BERH]

Fig. 4 FERFPE= 2 — 085 — O IGHRIM

I, SHERHERMAES L, 22N E ) CTER L
BETTHL) B EAMESRTVEY,

3) Wik

% { @ ARI BH AR & B\ XEIVEH O 72D 1 B S Wi
AN Mi— TNV L A F v M AERAE TR S RS
HERTWE, KFEZ b 72% ik B IR R ER O A 12
I3 E, G TBIE S NRAEMN % IET Ak NCV o
TAREORGIZ L Y HILSI N0, Z o) Rid iz v
FE—VHRRGFLRBERELS GEQIYAT A v 7T
HbAlc<7% B X U 7~9% BETHZHREL XD+ v X1
BEICK), F7-DPRWHM OB R (34E KM vs 34ELL
1), BRI KRTH -7z BD L Z L1, ERYEO R WE
HZOHTHGHEO NCV K TIZIERGH L Y AEICHIE S
7=.

ARTF 7 4 LA F v bHH 3HRERT, RRRE
FIEROWFII B 2N FEIE SN2, L L, R
L TCWS. ATV A% v MIOWTHE 2 MR
BT OMBEIEOUHFE I RE SN TDT. y )/ LV ERES
(2 & D R - BEEOWHE S HRED SN TV, Tok
DOBFERIIEH O 2 TRV, 7Y VT v VERBEEIE
WIZEWEBRO A 7% 6§ I H R TR OUE 3 E
FEEN TV, S KBUERBR CH A2 MRS 54
EhH L. BRILA ML ADOER o U RERIE, FREEFA Y
DR 5T, ERR R KBUERERTH A AEIIRE S hTw
20 PEHERICHTL2HAOAEHTH 5.

BAEE T, BRABRTAHR L W S NS m 71k %
W AR R IR S B S E B E o T
5. AR, WifE &7z PKCB BRESRZ, KRETH I ARG
B, ASETH I MBRRRER E CEM S N7z, Aahthids
AE SNBSS G Ik 87z (Table 2).

4) BIETF - A

FERIE CIRTT L 72 e I 2 3% 5 % Wt A &, vascular
endothelial growth factor (VEGF) # 2 — F3 % naked DNA
(phVEGF165) OIAFEATTTIORETE M TS
MroNTHBED?, RPMRICEBERPZVE V). £
72, hepatocyte growth factor [22W T b FiRRERDSB Z e b
NEHELTwA. HilfafEE e LTid, AR AR
BHRE R ERA SN TV ADS, MV LREBEEICIE R -
T, EERBERECIdd 248, M ARSI, & 56
Bk, BRI EERMIL 2 E OB OB REIME ShTw 5.
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L B{EFHHE
1

FRERHHIESE 49% 4% (2009 4)

B = 2 — 1 v

j\f»[' BEi1L
DA 1 m -
r | G
BETEEYHIOET 2
2. RFF FiE 77— N7 =D
%ng :—:>77—~y‘71m7w
//’ BRATF F
H 35 T
o0 A @
gg; . ol T R O
M . TR ORI
DA RE G TR DU
TNFa
RAGE

Fig. 5 BRI = = — 1/ 8F — 120§ 2 72 2 Ta g

5) FEREEEY

RS A 350 TR HREEH DS R P % 7R 3 72 D IR A
MR TR CHER SN LELH B, & ITHiER
7% £ Tld drug delivery DRENRH L2 I2% 5> T b. DP
TR MREAMEM I E SN LHRETH Y, & TR
ER 7 &2 B9 2 W ORENLD 72 D 1SRN FE O M B fk
TH5DRG = 2—8 VIZHFEREWHRT 2 HELHLT S
VERH L., ZO7DI12F, BIRMEHOMENED 5\ i
Z2—T Y ORMIZERTBRTF F2ERYE$ 55512
RGEERZAT AR T2HASEGERL, —a—u i
WMoATErHEPEREEZOND. bhbhid7 7 —
Ve VATS LA ERELBWTDRG = 2 — 0 VRS F
FEEELZA, —2—0 > &RIRMICE L TR R R
BETHINLDORTF FEDBWTHHEHEET - XTF Fi
ERMABIAATET 7= R7 ¥ =B L, Bz bR
FEhifEcx 5 (Figh).

2. Btz 2 —uassF—

i A 2 R R AR e N, R, BARICEMRT S
2, HOSRERE R ZE SN LIWETIE, WERRELYB IR
bhwvE BEEZERTTREMA S 5. BRI ZEHE Tl
BROEGPEBELEINTEBY A7 04 F99, Gk
Ao g o 7)) O EOFMEIREI N NS, L
ML, WEIZHRERT 5 2 EHE L, HIRBEOMI & iBEg
HOMINEHETH .

3. SIS B RHER

1) G BRRE &

BN b7 o THRIMBEDS R § 5 B, & IS
H % BHOMBE % Z2HICIEFLSE2IEH VIS, S0
TBI 5. W, VEDNICKRIZERT 20T, BHEEZLL
KEBEORRZIWY EL I EPEETHS. AFVLF Y
RIZECRIL) D OB E KD B ISP G- AESE
Ihs.

2) BERRIE PR R

DN T, 3L ALETRTOFRMTEFHABIY 9 5. HEIR
FEPERRE R TR 1, R, DP SRR A AR, K
A DOFBIEF OEFUIW 50 TIZ AR was, D &b KR
D Na'”, Ca F ¥ A NVIHEALOBGHKE L, HEIEH %
BHTHAFYLFURPITONRAESENTH L. BT
B L7208, HHiEA D 5L DA ToE Lo B 5
MBREL Y, TR ORI (Z5RARP0) 23, SSRI,
SNRI), MNDA S KFETER 2 E25ERIEOIER M E LT
WEELDL. ftk R shiztEr 4 F(bS< F—,
TFAR)OFMEDMEEINTND. AT TF Y PRI
L BENTIE, ZBRI) 2ESND S LVFRTHL LS
TV e, A OGN EER I3 2 AR
A5, BIEHS GhECEHliT 2 LEEIRH I S X
I o720, ZERIL) o, WA S, K <N
WLZENRERHEINTWEDY, TI NI TFY D3k
TIVEDD, IRK - 5520& 2 LORERAOL RV 2H/T
IV (NVMYTFY RE) OREHERTLEHRD
551).

F2, BT ONASEOR T, ERS A TTHE I NN E
Y 7= 2R ED, Bilwy A7 (CaF v Rl a2
UH Y R)DHINRYF R FUANY L0, & 8
HOW T N Tw5b LT 5 systematic review 25
2% LaL, FHli R OBBUIHREDTINE L, h# & wmf)
R REEY & LB, mrEiE 3 FTFOREY L AL
BT TWLHL K94 0bH5 ONUAHO=2—1
F—35<{t) (Table3)”. —J, Az L2012
RS ORIERZRLT 2BIKRTH 2 LR A 1EH 2 A
THEYOLVEOFD (HINANRVFV+EN AL L) OR
AOFEBIZ R ESNERETH A . EYOHHLIZED
ETIZENTVEA, $TICTALINY v EFaaxtF o
EFCK CRER I AR R M b 2 38 & L TR S h
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Table 3 MRERMEEROERFTA N7 4 ~

Bl FEy & RIS

X

L | D O~ B
2) BT - D] — PR PIRAR

4) BENOHH

3) EWHACIHEE LY, B ROMECRBINGE & BT 2 FRIBORE

2 1st line grade A

SHRP) O QHAEH) (VNN TFI L FTTFTIY)

SNRI (FauaftF v - Ry 77F%F3 V)

WA AU RSO G CTRifh

CaFx RN o UAYE (FARYFY - FLANY V)

VR A AR

JR I« AFH O HAMERAT B 5 & 1st line O3EW PR

FEAAL P PIIF—L

A - M - SERUESE, LRLEEM ToR SRR % T o—
WEIPRIG 70 DY IS, HUOUE st line D 3EY) & OF %5

3 PR - QOL O FF a2 Il J2iti - 1) SIMEEMAT 3/10 LT CRIEHICH 2 9 2954, hHsEAkbe. 2. SR OFREA4/10 LLEo

Yitr, st line OIEH 2 1 FEGEN. 3. POHUEZ WA (30% MUT Odk) 13, Mo Ist line OFEPYITEE

4 2nd line grade A E = B N Al S

3rd line grade B L
TR - 5 T S A

PolF WL ASE-SSRI- X ¥ ¥ L F » -NMDA

Ist line DFEW DHEH T DKL VA, 2nd & 5\ 13 3rd
line DY) % K 2 IS MERT - Kt v & —ICREA

Recomendation : grade A : 3 VR D SN S, grade B : #EDED SN L. (LK 51 Z %)

TWa. KDETIE, P20 4F 11 HBE, Bl o3 235
PRRER B 5 VIR IS H 5.

—J5, BT B B OB RAER O B AT S h
TWw5. EROFNFEE O EZIH X VAS (visual analogue
scale) % NRS (numerical rating scale) 7% & ® EEIRYIREE )T
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Abstract

Pathophysiology and treatment for diabetic neuropathy

Hitoshi Yasuda, M.D.
Facuty of Nursing, Shiga University of Medical Science

Diabetic neuropathy (DN) is the most frequent among peripheral neuropathies. Since its pathophysiology is so
complicated, neither classification nor therapeutic management of DN has been established. Sensory/autonomic
polyneuropathy (DP) is the main type of DN. Since diabetic patients occasionally have one or more subtypes of DN
and/or other polyneuropathy including treatable neuropathy like CIDP, the treatment for DP has to be conducted
after excluding the possibility of other conditions. Glycemic control is most essential to prevent the development
of DP. However, it is practically difficult to keep HbAlc under 6.5% so that drinking and smoking better be re-
stricted and blood pressure be properly maintained to retard the progression of DP. Aldose reductase inhibitor is
only one commercially available drug for DP and its efficacy must be evaluated by nerve function tests along with
subjective symptoms. More vigorous therapeutic procedure is expected by obtaining not only more potential
drugs based on pathogenic mechanisms but also the technique targeting of DNA/siRNA of given peptides at dor-
sal root ganglion neurons.

(Clin Neurol, 49: 149—157, 2009)
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