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PLABRRBEFOTHRRRERT AP (DT SR F BT
(hyperfiltration-hyperfunction stage) (2) & % o Hx 9 Jk ¥
(normoalbuminuria or silent stage) (3) #& & ¢ 3 ¢ JF #
(microalbuminuria or incipient diabetic nephropathy stage) (4) %
v F 4 (proteinuria or overt diabetic nephropathy stage) (5)% %
I (end-stage renal disease)frfi# ¥ (uremia) - 13t % 2 A Fp
SRR 2t (DR F G 3 R 5 (KRS 39 R
() Fv I (DT %I o
(- )% 553k % 8 % ¥ (glomerular hyperfiltration)

# 1 Ap R § 5k g 5 (glomerular filtration, GFR)# ¥ * 3
20~40% o ~ % #<% 1 3m A TR iﬁ%iﬁ*‘i(renal plasma flow, RPF)i“gﬁ o
9~14% - 220~ S 8% 241 erm B 2 e 5 2 GFR & % >~ 304 H 4 o &

Ap B TR 4 20% =+ 0 fo GFR & & An B4 o 5 3 Bte o A
Bt {5 GFRIrE %A ¥ IR & % o

(= )i ¢ F9 /¥ (microalbuminuria)
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Mg 9 F9 fk(microalbuminuria)sh@ & & X & p = & 24 /| FFARR @
9 # ¢ ¥ (urinary albumin excretion rate » UAER)F = = ™+ 4 *
30-300 mg/d (20-200 pg/min) > & % B FRig ¥ F-v VCEFILGE A A
30~300 pg/mg °

FLABRAES 39 RS 5-3T% % 23RS 8~46% 12
Boo g FIa R o0 Fed S o BiEd R0 BB E FRE K Y
S SRR RIS S SO RS R
e F A RWEE N I R o B R AT RS R o
ARtk e
(= )39 F ¥ (proteinuria)

P R R B A A2 500mg 4k o A X 0 Fed P
F 4300 mg -

LA Rm A F ¥ afemie 10 2120 & MR 39 A 20~25 & B B

P B FEF L 5200 MmAFFID F L6 Ef 15 E P 9T 25% e
TohE » T % Bl o

FLAMERB R F B fem i 10 #4239 Ao B B F 58 3-16%
20 Ef AR A 55 20-00% 0 R Fv AR 1D #E i g 12-1ThiE > ¥ % B
Boo10EFEFn s 30%-

TR B E0 s > ¥ mTRA R C Bd RBREF 0 F R R AR
Bk 3D F ok MY R m B P o R ERE
A5 %ok i ¥ (Nephrotic syndrome) o #2283 JRdp s vt 0 39 AL
BREBLE T LEY RARE - REV S il oo 5
FLKE 3
SO QA
(= )% % ¥ (end-stage renal disease)fr/t# # (uremia)

T % B 24y GFR "% 7] 10~30 m1/min M T o B R B> F B H

(Fem= Fohi& rFien FARBTRI R BT 3
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FROORREIR R BRE S PETG P o TS T Vg & RE
FAepTES L B o ERAT RBYP R G amp b g MTERY
% %% B i (hyporenin-hypoaldosteronism) » i = 3 n 49 > pL B & F
FIpOEA Sm g S Ar s e R o R I AR GFR & 10 ml/min x24T o
TR Sml/dl o/ RS PR AR Rl R R
SRR Bl RE PR L 0 AR L EEP W ER o
PEHTEAMRLEERA PRI L FAHERMERT 2 TR
W § E R e R A F PR G R T P R
KAFLE ZAME - FRETVEREDE  FVRATRZ Kok -

=~ R RRR %"Fﬁyﬁa%ﬁﬂwﬂrié:}%

B feio R & MR TROB RO A2 2 (DR BT (2)
Bt w4 5 ()NF 2 M Ed a8 5 ()Ed % 4 s i xRt
Q)AL (6)B & azinfy o
(= )% o B

o B o BEH & 3L A e ¥ # (B-blocker) - T A FE % |
(o-blocker) ~ 4F &t 7] ~ FURA ~ & B FHEA o F L # 1 pF
% #r4|# (angiotensin coverting-enzyme inhibitor, ACED)frs ¢ (&
% &% Bredr® (Angiotensin Il receptor antagonist, AIIRA) o

WA R BT 125/75 mmlg PELE 5 i S F g"”gz/;aég B oo RAE
Fop b B BT H A 130/80 moflg T 0 3 2 AT EF B LR
LR FER SR THRROF A R M E R EE R TR %
W%mfﬁﬁﬂf’%ﬁamaﬂMF’ﬁwdﬁﬁgﬁﬁﬁjﬁﬁ%,
(LA = mﬁﬁiﬂi T dR el e v oighEr ACED &
ATIRA » H =t 5 U AR ~ 473 fe dr®] ~ B3 B

FEETR] N o) TR o YT B
I @q‘%fp}% & F el YRR EER MR

(04
7z xqﬁ;ljﬁg«fr}é
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Feriep-o B fRp b H L BE X L H 5 MEd v st v Frps o ACEL &
ATIRA ™ nf 5 6 3od fjfrsd 8 RROR R 238 7 -
(= )z
1993 & The Diabetic Control and Complications Trial (DCCT)*
WET 7 FES G 2R E(E X AT Tl ) fe @R 40
RF(F A -2 Z)FE6.0 F LML F AN T 2409 2%
R e N fﬁm B AR 3% e D4k A S oo gl R F - B M
FITEE > s L ARREREERE SRS Richa it d
% A T%T
1998 # United Kingdom Prospective Diabetes Study (UKPDS) 12
Sulfonylurea f= insulin ff #&is 5 % 2 3¥EFop 4 > it 8§ 34 &
TreT™ o> Jgilg 10 # f v B nf it b 9 Fed Fred 2 Fid 320 -
2E 1A F 2 AR A R P Fd R T fi R Ay
Pl T TROR R 2 o7 0 BB BRI AT P R 2

#%E})%%E)ﬁi%mxﬁﬁx?ﬂlji ﬁ’? °
(2 )M 30 4 &

pEaTHE 8>%m}w?,_}w@w06107\z }w?i
J,%I,;}%Pﬁ} °
()3 v 8 5B R P T%0m % 73 dvkan

R LY LR R R il NS L RS
7o R i B R E 0 B F LT ¢ (DR
<m&ﬁ$aiﬁn<m@%v%ﬂ{ﬂﬁﬁ@%w<®#@ﬁ%%ﬁﬂ“
I R (5)&@%%% ()T FES (DR (8)2
HARBALES (DR P (10) 8 1 B4 i
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v RO B OR & L

TREBDfrdy RPN HRLE T TREGE >+ pind 3 £
Tia4-8 o5 3 2030 25 > @k A FTE 10~30 & > RiE TR
KR R S R e R R B R TR R R R R
PO RLDP F 2 0F > PR TORE B E e L Y B e R
ok & o v PR furosemide(40~240 mg ° * B 2~3 & ) & H %
metolazone(10~40 mg > & p 2 & )¥ rE 3 fpoesk » § PFF & b PR R
LT Fen Ao fIARA > AT BRI AR A (FE P 2 25T )i
P o

%ﬁﬁ?wﬁ&ﬁﬁ?%ﬁ%%ﬁ&%m@ééﬁ’é%ﬁ?%ﬂﬁ
A FE A (D B 5 ()R Ean BIFH 5 (3) M B o Fv
e (DELEREDR  (D)AHF; ()8 ik (DEZEME 5 (8)
TR BEHE ek (DR B E TG b foin g

AN TR AR E IS TORR SR o 2 OBy R S R E
P RS % 21'1:),%,& TR EBRE ) BRBIRC PR o B L %G
Fiiat o EER Y U IRV L BES TR 0 L T TR Bh ek IR
o MEE %ﬁ%&ﬁﬂii%°

Nk E D TRRAH S T RBE LG F Ao f i‘rfﬁ’ﬁrs,&’?%
HEAHEZRS O FHRCITERT 2 50% 0 H 3 R E Fidefo
ﬂéﬁ%ﬂg&%i%i%’%&&%ﬁ&%ﬁéﬂ‘%’%%é§ﬁﬂ

FrAEE o

I~ = WA R iR
WoR § B B AR TR SRR RS NI RE sk o e
Brig % (creatinire clearance rate, Ccr)®™ F| 10 ml/min & & 5 3f&f+

-
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B 4o T8 1% 2 (renal replacement therapy) o T AR F & (&5 2
B (DFFEBE S (D8 rE47 5 BT HF LS - = &

R et E A M T RS e W Ar MR O A i A

ﬁ,gmﬁzﬁ%iﬁﬁgwmﬁﬁ%ﬁﬁéﬁwm%ﬁ%‘&#‘é
LG RERRARE) > TN RFRRLEEPFaSn

AR TR R
¥ 7k 5 % (diabetic nephropathy)ehis e i B 5 4374 i 4 B33
BFERP > FaFA gy £ ML > 2 A F 9 FRPu
FTHa Bt R -
(-): ¥R FNTEE
. #8 - naFREWEL R - BF 2 THELYL 25-35 ~ 7P
e FRICTER - RS PP FEERER > DT LR
ok @ sR R o
2. v FiAE A E>THE06-0.8 2 (HP=2Ah2-Fhp g
BHESHF s Jov b~ F R BT A IR A 2 R
B ook K438 4 Ak & ik i (keto acid)at 2% - Bl
FErEXE0THE (0.28~0.3 S ihdd FA G o B2 o Fd Fen
BrE IR eI BERF DT § T g (positive nitrogen
balance) % i . 18 3o B 4 % o
3. Fgh L B AT e 30~40% 0 AL P iAo B R R A o
4. PEaR - #r“,f Fo FE oasisai B R
5. W & p 20~35g -
6. # : # p 600~700mg °
7. 4 - = p 2400~3000mg > o~ "X fe & B = B IZH] G RA -
8. 47 SRk £ /13 1000cc BF > 7 *Lipldr 40~60meq » 47 P~ E - iR

\\Q
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= p 40~120meq °

9. 4F tHZEFv 2 FAZ > 55 p 1200~1600mg -
10. -k : ‘fﬁff\«f“ 41§ 4o

500~700cc » #t Gk A T Gri BB o
(= A Fop T % RN EN L

o
Lo &7 P 5y

FV

SRR E Ekd F(1.1-1.4 gn/kg =848
) AR AR A WA D

WELIMEERhE S o
2. FHBE IS T R E FIE A SR T B TURIL
R E 22 a4 H AR PR AT

TREME S R30~45
Kcal/kg m %€ ; 4 8

ﬂ%ﬁuﬁ%ﬁﬁm%ﬁ%§;@@0’§

2 g%j‘aﬁ_}_ 1.2~1.5 g/kg = g8 & > ok A F B4 0
T S R T

FPAABHEREE REFRIBF T R
s U R BRME T S BE T R NP

fdy G isR R

EL

B EY LR oo

Juy

(=)%

BRRTRRGE %S IHARAFTRMTE - SEETHR,

o Fev Hdr#1» & p 0.6~0.8 gn/kg EME & BH R
Py S

‘3H-

1. Trevisan R, Viberti GC. Pathophysiology of diabetic nephropathy
In: LeRoith D, Taylor SI, Olefsky JM. (eds), Diabetes Mellitus: A
fundamental and Clinical Text. 2000; 898-910.

2. The Diabetes Control and Complications Trial Research Group. The

effect of intensive treatment of diabetes on the development and

progression of long-term complications 1n 1nsulin-dependent

diabetes mellitus. N Engl J Med 1993; 329(14): 977-86.
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3. Effect of intensive therapy on the imcrovascular complications
of type 1 diabetes mellitus. JAMA 2002; 287(19): 2563-9.

4. Invensive blood-glucose control with sulphonylureas or insulin
compared with conventional treatment and risk of complications in
patients with type 2 diabetes (UKPDS 33). UK Prospective Diabetes
Study (UKPDS) Group. Lancet 1998; 352(9131): 837-53.

5. Turner RC, Cull CA, Frighi V, Holman RR. Glycemic control with
diet, sulfonylurea, metformin, or insulin in patients with type
2 diabetes mellitus: progressive requirement for multiple
therapies (UKPDS 49). UK Prospective Diabetes Study (UKPDS) Group.
JAMA 1999; 281(21): 2005-12.
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R FROH g R ET TN L ap R EP 9T 10
% OB E A SR R RpETEEALE 25 & 0 R BE 504 v S L
HAGm% e FWDCCT P48 % 1 2B Rm & 4 A mindl e 5
ERETORC 60% i SR 4 F e fe % A B UKPDS A 444 R 2 4
%%%&ipi’Fﬁﬁﬁ$ﬂwkﬁ%%’ﬁﬁ%ﬂi%ﬂ%”’ﬁé

iR R R F] o BB RORA Sk ¥ TR BH T
s L AARF A o
WP CREPEFS A% 1A% 2 AR AR L F st s

32% o Pittsburgh it Fmat 3 » RGN F o R < flehd @y

=

Mo ARE NG 2.2 c FREfc £ Y IR AP Y 0 2 R D

o

[T

B R
(- &M M & L % % (Rapidly reversible neuropathy)
TR A MBER FTARG- BA SRE O R RY FL I
IR R
(= )3F A ,f@g‘;:)]%f%“(Persistent neuropathy)
PR )ﬁfiz
I B g /86 5 31040 5%
(Distal somatic sensory / motor polyneuropathy)
TEMERRY BV L Som®¥ o AW MR LR W T Rk A
d R E B TR E R £ 27 AT KT KA F o
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ERR VTS L L RARR A RARR
(1)-] & ' % (Small fiber dysfunction )
F- i vRpII AR (s 2 Tiﬁﬁ?iﬂé*ﬁﬁ);j&g
FAAGAGLT NG HEE LRARI PR IRSB L &4 o g
7§ (light touch )fr4-%l(pin prick) e » i % € & & B 7 &
(2)= f«a)ﬁa’%( Large fiber dysfunction)

Xy
u\w

S E % K (vibration) e~ 42 = ¥ g (position) e4 B
¥ fARNEME A o ZHFIFIE MR IRk
2. P A A A T % % (Autonomic neuropathy)
A T PR A s R
(D3t > g - &% T 2 @it
(AT 6 ——4 2 & p T 5 & (hypoglycemic
unawareness or hypoglycemic unresponsiveness)
(Do g3 0 — 2R CHEERE ~afd 2w ETFE TR
R ) S
DA & s nm> e —4& | pF ~ R F M D (gustatory
sweating) ~ 2 e & A o R & 2 K
(5) % % & & — A 4 AR~ % Ak~ F R R MR
(gastroparesis) ~ ¥ B2 ~ {2 £ ~feapipinEpk
(B)iv 2 78> G ——— A 24 T PP AcRed ~ @inobdf ~ Bokm %
A g iz foif i B 14 %47 (vaginal lubrication)® > % e
e
(2 )Rt/ % iz iial (5o % (Focal/ multifocal neuropathy)
T ERET ¢ G TS

=1

1. g4’ (55 % (cranial nerve neuropathy)
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1 &~ W DD

U e

. 1T 14 5 % (proximal neuropathy)

LI RERRAY 4R T % (thoracoabdominal radiculopathy)

84 5% % (local limb neuropathy)

B e LI Iﬁ % (compression or entrapment neuropathy)

= BARRA R RERE
ﬂ‘%ﬁﬁ:}ﬁsﬁﬂ Ps’»’saﬂ),%ﬁﬁﬁ#ﬁgw oG AW R F G~ LA
m fodd 502 (neurohormone) > & > * — f§ B K P 4o
WA
v v v
EIE i 3 RTHU S B T
FETE RO G
FoE BY4LETS
4
#1GFs, insulin i Tpolyol i w8 | | % i
GF-1 &2, NGF, Hiyoinositol ST S S |
P75 & Trk = 48 INg/K ATPase # % JEDRFIPGL/NO 4=
i JGLA ; TPKCB
TAGEs ' ¥
» 4w o AT gL < w2 GFs, 4w
O < NGF, IGF-1&
?¢ -2, 1nsulin
N 1T * i
By B F B N kg(demyelination)
fm PR T fricd
apoptosis v BB R
A
GHWP

AGE : advanced glycation endproduct ( fs#p#it % & )
ATPase : adenosine triphosphatase (’Jﬁlﬂ Z EEpLpE)
GLA : dihomo-y-linoleic acid

GF : growth factor (£
IGF :

£ 7]13F)

insulin-like growth factor (#

P h R L EFF)

Trk : tyrosine receptor kinase (fitz fi= =)
EDRF : endothelium-derived relaxation factor CGhRp p R fm#e 2 %3 7|3 )
E L)
PKC : protein kinase C (3 F i)
NGF : nerve growth factor (# 3§24 & %]3)

PGI :

prostaglandia [. (& 7|
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v~ (ST 2 & $ (Advanced Glycation Endproduct, AGE)feik A4

—dxm 2 0 g AGEs frimre it iR LML 1S ;I;W;I,L e p g
% LR Rt RORADAT] - i Wik ch 2 BNk A A
Rend R0 o pUR AR e (Schwann cell)iw?s % piffics 3§ #
EEfra g (myelin) & 4 > @ SR X4 91> BEm £ 47
A A L e R B A SR IR R R AR SR e e

s g]’—”‘r’f‘r :
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AR S i
WA SRR B G B R oy o - A T 0 BT A N
= G

(=) i B e

(=) pE#ER B*= (Aldose reductase)#r+#I

(=) =+ %# &4 75(Cerebral gangliosides)

(z) = Z%i(0-6 fatty acid)

(1) =& ¥ #H5EH > 4 PGEI

(=) #3 it & > 4 probucol, tocopherol %

(=) &9 FaEisF drd|Hl

(~) #Hgd &5+

T T kg dlad B s AR R B

(- ) 7 % > 4r : aspirin, acetaminophen, ibuprofen %

(=) #=Jp % > 4o carbamazepine, phenytoin

(Z2) =Z#~B#W & (tricyclic) 4r:imipramine, amitripty-line,
desipramine

(=) =B ¥ A& > 4 @ mianserin, trazodone, fluoxetine,
paroxetine

(7 ) Phenothiazines # % > 4r @ fluphenazine, chlorpromazine

(= ) Benzodiazepines #g % > 4 : diazepam, clonazepam

(=) H i pEPH > 4o ! amphetamine, lidocaine, mexiletine, Fik

#1% (capsaicin)
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I. Sugimoto K, Murakawa Y, Sima AAF: Diabetic neuropathy- a
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2. Singh R, Barden A, Mori T, BeilinL: Advanced glycation
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3. Fedele D and Giugliano D: Peripheral diabetic neuropathy: current
recommendations and future prospects for 1ts prevention and

management. Drug 1997; 54:414-421.
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Ao & D R AR SRR ek AR 2 TR
G FAK o BRBREFREFTRERCHF R E L - Ao T
SIS U R S SN R UE SURE Y AR I € Lt deN
gﬁuﬁigﬁﬁpauy%%%@@@ié@hﬁ%wwu%ﬁﬂﬁé ezt
WHpE A e R TEPFT TR > BRBRF TR LG I
E%%’:ﬁﬁﬁﬁwﬁm?ﬁﬁﬁgﬁﬁﬁ%%%%&%w“ﬁﬁﬁi
5o Bl IR 2001 EH L hE B REEAMRK Y R S A s dp
51 % = % (Adult Treatment Panel III of National Cholesterol
Education Program - # - ATP 11 of NCEP) ﬁ‘%ﬁf R TR A i
F AR R R R RIS

WARREF RS R gt - A S 2B o Y b BAEAR R A
felms ~ ¥ RARFE > Ff gL o RO RPN ek B F o
B v 2SR A 5 N R e MR RO B SR PR TR T SRR T e g 0t
ERAREE IR

Tn*i\%_ﬂ_?f\fﬁip%ﬁfj’\fﬁiﬁ'ﬁ# A S - Il S R
L BRAR 6 % R 4 8 (ankle brachial index  fj i ABD & & 7 stiv o
FAROBAREES 3 11.9%3 16% 7 428 7 ¥ 577 ik F A o
A RPFFELRT BB REF L R 7 (intermittent
claudication) s § & 5 P 2o % 3.0 B> &~ 123 8.6 % -
BER O OBARBRLE TRBERBEL SN KA 12T R -

CRBHBRRERALFARBE A PILH
FSARR o RIpER2FE Y AP A 1 (National Health and Nutrition
Examination Survey - fj#f£ NHANES) » #i7 10 % & & > Je B 4h o 2o g
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MR R LT AR T e R SRR R T
A J\ R r’a‘_%&ﬁﬂ_f"*\»#ﬁ[ﬁiﬁﬁgﬁmigﬁ’mlg LR o

WRBEEFF 2 FI A gRRBORFIT o Riplict & R g i
IR 7 SRRt R R o el R AR S A
EK W LR RERK RFAFIENEE I MG 4 PR
Prenfids IR TR L L FARWE oA BLERTIFLE KA
T REBARRE S L AR EARR
B MR G R A P R AR e o e By s B R
ﬁﬁ%% PRAON Awme s i o dlde- G LE BB - F %
(NO)& 4 ~ #4cp & % (endothelin) 2 B & % II(angiotensin II)#%
’@aéﬂbigkﬁfﬁﬁHﬁlﬁ FBPAG A oM LR R A )

i

#& it % & 47 (advanced glycation end products > #§ # AGEs)» ¢ § T p
Rodmre o AR R Py B0 REALRBE Seid BRI LA o F - 5
Bl R EEEERAFFANRF 0 IR AL PR L g3
s AREH 0 R B R F AR

RN R Y
(= )&% F15 241

E3 gE ko AR RSP TR SR o SRR M
| he i Ao gl 8 E %k 3% (Diabetes Control and Complications
Trial, DCCY % 1 A1 Am R & % > & ®& s fopa 1 (United
Kingdom Prospective Diabetes Study > #§ A UKPDS) ~ B & jix & # Fjops 4=
% (Kumamoto Study)% % R % % 2 A4 fofm o 412 B & (T47 3

(Veterans Administration Cooperative Study on Glycemic Control and
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Complications in Type 2 Diabetes » #§ - VACSDM) 4 % 2 A4 fjm & &
Hh - SLFIHTILRERAR LB AR ARG AR -

FMAE G FIUL/ B E R R MR H R R T B AT S

Brofiere g > Bid R floh- REBFLHT > BIRRLF %G

G RAE R EEEG M RERUERRBRLE S HE I A
T OREIIE IR o

R R E R 3 b (ROP eVl i S A A & S 1)
BAmEE i ed P AT S A ER RO L R
RicHEHRFEES - VARE b P EH L E AR
ﬁ”ﬁ&%/%@o;f ﬂ\;}ﬂalﬁm‘iaﬁ FOEP o
EPEFT AL+

LR hAle TR TR AR R E P S R 0T 1
W fee @ Fun o) E L GlAe GplIb/111a #rd]# 2 Fust s 24 5)4e aspirin
CHEF IR R BRE IR CHR T JE o T ERBRRE §ER
YR MERREE  FRZ LR Y aspirin § I HEF o L&
Eie o b s rmerd|(beta-blocker MR B F » ¥R PR 52 B A
we e

B A RERFRERMSTE R RF - BARE S B LR RF D
§ XAV FIRPERMRA FEFLLRTF WL IRRAREHT
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