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OMEXIE[]

By AT o3 2w

A goet ety
4 & =

M =

B AMFoN @7] NAY (end-stage renal
disease : ESRD)¢] 7}¢ &% oln guwpyraz
€ @A d¥oY FUME @7] AFFe Fad
4ol Hx Jgt? A 18 Pw IDDM)Y o
40% oA, A 28 Px (NDDDM)Y 5-10%)4 @
IS AT Bagn o A 18 @
29 3$7F Al 2o wdl] FunAAEe ny
o ol& =7 A4, AA AT F A 28 @ 8y
&0l o ¥ 7lHoR, NuALYEe W g 50-
60%2] &A= A 28 Fm@PAtolth W= 1847
Tt By @A Aoz ANHYT, 40d
Foll Brighte o]218 A3¥e Hejrl Fnizio)A
EolAde naustan® 19309dlel Kimmelsteil 3
Wilsond®l| 2j3] ZxAdNZFe Mg M5z, of
¢ ZAAY ATFAARF) WHEe] gy 2 3
st 24 84 dotn Syg?. 19509
e A7) A1F 270 BN AT §
W5ol ohdehe Aol BEHAT duE 20d o4
7 @29 50% ol gelN AF AHL mmstyr)
198032 o M7 PuAANF U N BE
A8E AFHAD v, (M dulnE M) i
HAAE 82 gREe Adwe 579 Fo) Agat
ok A AAE gnHgA=e Hele]l Hxb g
Yol wal FudyAFe] outa X8 G2
A8d HIg JMeA stz Q.

N

Nl FwIYIZY AU ARE ARME S
1 Gugaze 99 2 AAFT @ olshst
He=lolol shu ol& flsted FuHgNZ] Fuby

>

©

¢

Fd

= 7EH 9 9% W3lE ossi: Ao My
ofek ¥tk (Table 1). Y¥r{o 2 A 18 I A 2y
B EFAM Mogensend o¢ FunHAHNFe] o
Ag A48 & A9’ 18D wEy @A A3
A& dolve ¥ste AT AdTg Zobon. A7)
A%4E F7F Amsh A uthe] o F Mo 737 =
7He & ulHEn gEol AlrAdde Zrlde A
=#F AW NE, AT AR 243 dge] ¢l
o ol2® WEIt ¥r19 Yy AFoze) WAl
AFAARZM FaAo )N E o}y =do] o
Y olF AREA 7)Ao wlF AMFA) By, AFEA
A& &, 2529 ATARAY Sulg Lo
BeistHQl Wslos YUY Aol Ugm LA
o A71dEE viAgSRE  (microalbuminuria)Ql
¥ wjd&e] 20-200 ug/min (30-300 mg/day>)
22 AAHE FAH FuPHNFoz olo)A.
Aedse 83 A 13 9xold Uy gunz
dAsted oMY F2@ d2Qlol) Wl
HAblA Y A& mAdlnEs fixe B39 5
AHR AHEA Z]A% (glomerular basement mem-
brane) F34de] Walel Aol Ut oY wWaEe
A 1% FuoldE ¥y 5-108 F 30-50%004 o
olun, Al 23 FwmoHE AL AWA 20-30%004
AT AL vAgRunst A= 80%9] A
19 33X 1080 #4999 (macroalbuminuria)
2 o330 20-40%9 A 23 FxolA 108y A%
FT AEY gnsl 2490, nHgnE E3
A 28 IRl JEFAY ¥ oY e
=84 FWFH Aol Qivh Ay 2has )
HAHES 7)Feld e H¥BAY, uysl Ay
Aol Qled AFY, FQ, Do) gaig ge o
ol Advtm LA A, ulAgwn A7) o) e
= ARTA RS Fas ¥ D wjde Fs)
A&E o)F i MFFE, n¥UY, AP AxA
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0 5 10 15 20 25 Years
GFRT Microalbuminuria, Proteinuria, nephrotic
Functional (25-50%) Hypertension syndrome, GFRL
Mesangial expansion, Mesangial nodules
Structural Renal Glomerular basement (Kimmelstiel-Wilson
hypertrophy membrane thickening, lesions), tubulo-
Arteriolar hyalinosis interstitial fibrosis

Table 1. Natural history of type 1 diabetic nephropathy.

o= oty Fx 25Fo] xYHW T A
oy Ze AdAge] day @rjAFHez Y
gt

HEjA2| ¥ XE
1. Protein kinase C

n¥Fe] FuPPdaFd uAe T AEWS
A2 5 Fd AFHoz AAEHY g n¥IS
AMliEe] H|Fe} extracelluar matrix 4, TGF B
A4e AF fRRY”. Arle] FWFo] serine-
threonine kinasesoll £3}% ##e] ¢35 HFIH A
EFHT e 48 71e& @93t PKC 843
9} 72 Ao gtk PKC A4=E Fxd o|&d
FEY 29, diFY, A% AFA T FrkE
i, o] PKC9 endogenous activator diacylgly-
cerol A/ 7]1%th B4 e] PKC A1l iso-
forme] 4stel i@ ATF=Z A BFTFFAA &}
4l PKC B selective inhibitore]l LY3335317} 7|
ek FxF el AAHeln 719 H PKC A1,
PKC B119] inhibitorq]l LY333531& FoA] AltA]
Fejz}, dEUw AFe] TGF B #Ed & /A4
ARG,

2. Advanced glycation end-products

gk ¥ ofn|:ibmt @lo] nonenzymatic
glycationg 23ttt (Maillard or browning reac-
tion). Aol nEFL ofvlicqle] HlEAZHQ HF
< &9 glycated Schiff bases® 9 UFol:=
79 Aol BT} HAHAQ ‘Amadori’ productsE 4
Atk AIzte] Ay o] AAE-S cross-linking &
A v7t9 42 AGEsE weEd. s8gdFH =2
z oy A E glycation Btk TurAAF
o4 AGEst BAHME F7t=e] dow AP
FxeA  AFEAS]  immunohistochemistry ] 8§ 4]
localized Hlo] ATH?. AGEst o2 HEZgg of
715H=dl M ERF, mononuclear cell recuritment,
extracelluar matrix synthesis ¥ nitric oxide ¥4
o] oj4ls} #A¥ adhesion moleculed] HEHE o}y
g AE g FEAAY AGE 4 dAA
aminoguanidine®] %9 AGE deposition® A3}
9 mesangial matrix®] #4% albuminuria&
3l GBMS H|FE Aldtes 28 disiMe 494
3] it o] wrel= ALT 462, ALT 486 % phe-
nacylthiazolium bromide (PTB) 52 M2 & E
o] A= ik
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3. Polyol pathway

AFFAEA 2= polyole] Fxo WS
€ dosle adoew AdHY S dgdme
EH3oz ¥9e s 23 F A= 9o A
e Y n¥Ze] 229 ¥Ie gy Ay
& ¥92 NADPH 9&#29 polyol pathwayd] A
F4¢ aldose reductase 93| sorbitol® AF@CH
sorbitol®] & AT 4F4E 289 free myo-
inositol& 3ZAI7IW Na'/K*ATPase® =g
87 wHso] NADPHY NAD'Y ARE Z7AA
HES A5t FA2Eo] WEE YUt FugyE
of & sorbitol®) & aldose reductase inhibi-
tor¢] sorbinil, tolrestat, ponalrestat 5& o] &34
dT7Hol gt} o) kAIES FuuAd W] oy
3 ARAL £EE FIA GuuEA ARz
34 EE AAANIE #go] g’ Bl hy-
perfiltrationg 2FstA|A AAHQ 3ot Atgto)
A albuminuria® AMA7IE 3 FLo] g} &
At FaydAFd dig ZFEe oFan Ao}
g Aga 7% ol xAE FuuAAZe
A8 FaeAEME AYPsx ¢ Aoz Lexn
Ak

4. Renin-angiotensin system

ACE inhibitor7} 435 EoA FuadAZel 2
Y& 25T ATARE s RASY dgo] #al
AAHoi it Zatz §& streptozotocind] 2% g2t
# FxFA A ACE inhibitorZ A8A @¥ing 7H
£A)71% glomerular hydrostatic pressure?] 74}
ZPE AW E TANIYE 498 2xPgP.
ZolE 493 ZxolA tubulointerstitial 4L 7
AAAGE Bast Ao Algg AoiE @ Q7
A% ACE inhibitor7} A 1, 28 2% micro-
albuminuria®] ¥PE %&hn 2aYH”. Ander-
son & HAYF FuFHAdH AlEA G Ao
RASS #4371 dojus A2z #Qlstn, tEol
¥4 $7H8 W9slE proreninX 7t By F
A dAE g3t duz Bagdd? gne sug
FHoAA reninol thF fAA WEE o AL A
&gel 7i48lEe AE R4l Angiotensin I19] Al
Aol g 714 oz FAslx AT AN

2 32283 AAUY 4Ee o gung ofr)s
™, renal vasoconstriction 59 ¥YHH EY
HEZFAFA wFE o8, matrix expansion,
TGF 8% & cytokined #4& wirsd wapy
ACE inhibitor ® AT] receptor antagonist7} Al
A EE ATALGY Al ZgsA NEFEe )
AN7IH Sl E Z2N78 MZE 438 angi-
otensin 19 2P Fgg AdAgd e vaso
active agentEX FaHAAZo] wAlo Bodsi=g|
AAH = 23N endothelin, nitrix oxide, kal-
likrein-kinin system, natriuretic peptide o]t}

5. extracelluar matrix®| && 1} degradation

271 AFIRCl NFFF zAEH WMy
extracellular matrix”} mesangium® tubulointersti-
tiumoll H&= = Zojr}, Yo uid YA A7
ME matrix®] 4ol F7HEI9o™ degradation®]
Z2Hol vk TGF A& Fn¥AANZE9 extracel-
luar matrix &l glof ¢ F28 Agg &=y
484 ZxAHANA anti-TGF A antibody: ex-
tracelluar matrix gene expressiong oA g},
TGF 89 82 €39 2HYFolu} AGEY A4t
Z7tel 71918t} aminoguanidine® AGEZ 2 AlA]
A TGF A7b Bx @A wdsl= A2 A%
ot angiotensin I+ mesangium# tubular epi-
thelial cellolX 2] TGF B2 4L AW HA4)
ACE inhibitor= 2x#9 XZdMe] TGF 8 4
2 ddg A,

6. Genetic factors

By gaFe el FHRHARSe] Uy
B Aog BAY HAA2 FuEAAZ9 Wiz
o Al AFAF) e FE8L X a Yok
ALY JISYE By Fe YT 2o @
do] gtk BRI, FuHAPNF] ZE Pu szt
A B AL ohyth v Al 18 G A
A ¥ 20d T Adgo] B FAhE o]
YL 199 o 1% AX do] 52 g} A 2
d 9ol #dE A% 9% Ad7dYel e A
€ & 4 sled African-American, Polynesian,
Native American, Mexican-American, ZF¢Zq
e EE, dxor onl & TAlY AFa: odxg
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o}xjo}Al Zolt}h. Pima Indiang-& & AMTAIE 714
vz ZtAg AMFA 2 A QA AATAEYE
& & 9d?. od 2y ARA FE FEHA 8
2o At ejope) GYAPeR AT AL A
AZ3 @dbo] AF?. dFL FAY OE 2R
= ggolu ¥tzd Fold n¥Estd dEEA
EGTE BHEHE HPEY FAAR]  erythrocyte
sodium-lithium countertransport® F® dTNA
G AZY dusn®, o8@ sodium-lithium
coutertransport W3k sodium-hydrogen  ex-
changer?] A% Z718& wgdstx, o 4= 7t
= pertussis-sensitive G @¥9 ¥AHE F7t=2 4
ojun HZo A 13 FxHAFIAN ERaso
Qui?. a¥els EF3T ion transportst ATE
SAAE o2 § Al7jo] FuANFY FAH ey
Ae AR o 49 F o

Ad-<x QElAAE FxyANFe Aol HY
A A8 e Ao Hogith IANLHN HPE
A9 ALY 13 F44 2& FdgAdaAsg}
ARY FAAe Aol HriEAG A A
FEA FARY dgHe B R A7HEY 93 7
wYAAZTE AgHATn AA e, Fujisawa &
ol os HlmBEAM o8] fokHAR”. AAF AA
A AN AFEA FAAY YL FALd
A APAA] JA AAMJAY AF g FHH
AARAAII®, Allen B Al 18 FugAolN 0|

Aty Az o]de] oln] BAHEL rening] HTA
9l ¥4 prorenind 3718 RYg WIAAW”. Dx
WA Zzel wao] renin® F¥E W37 HHAAM BT
xE FAAEY Ren 2 A (AN renin 2 F8AE
Aol FAANA AA4E F)ANA FEHAE o pro-
renin 57 A4HYL Gy FE= #BE AFA
A3, AXPASYeR AL AW AE
a2 A9 93 A7)5drt BRI, ol @
AL GUAALEAA FmeM F3) F2HA
Aol A AEAdT Aol ke Ao B o
@ AT double deletion (DD) angiotensin-
converting enzyme (ACE) genotype #73dxts} @#
dota o tE gL AFdHaE AEHem o
xg A#E 2@ A& ok AT ACE DD
polymorphisme 7} A 1, 23 Bu¥AAFS 7
=N F] obd 749 o] Av|Eel ¥ WEA
Z23tm ACE Aol whgdhes §33A A7 @
t}, gEo] oW 7 8AEL FInyHNFT WEH
Bde] =y wgh AR GFAx, FA L A},
28 Fn RFoN FuHANZTe AgIASolth
olfd AAEEL F M A FxEAANF
wayel oA R AP 3 Fasich (Fig. D).

ol X2

YA A8E 1980 =AM oF AFFAW 3

1 Genetic ] Hemedynamic
el H— J I :
ucose y Vasoactive Flow/
Protein hormones(e.g. P
v kinase C 8,, angiotension II, ressure
Advanced ¢ endothelin)
glycation 'b
Cytokines
> Transforming growth factor 8
Vascular endothelial growth factor
A 4 ‘L v
Extraceliuar matrix A 2l Vascular
(ECM) cross-linking T ECM T > permeability 1
> ECM ]

"| accumulation

Proteinuria

Fig. 1. Pathogenesis of Diabetic Nephropathy.
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ditel A8 Ndo] EYHAUL, 19903 EAE AA
B2, GAHN HPEL dANE TS Yo
A, A D HAAG T A A7s 2y
Hol it} @&3e A BEANE IA) 9 g4
AAAFURE Hole FuuANF &2}, o344 o
o ERNIRE By FuuANSF 82, A4 4
2 JYste HHIURE Hole 7
=YEATeR gEE & .

Sl o NFPHF L 18478 H s)&eHY
SRS, n¥Fo] FuAAFE Yo AL
19703078 BE A7 Ao, 9Ed $AE R
30d0] H7| o ¥dxde BaA ¥= A g

TH7IZto] FuAgNTe F Fe0498 &
U, A2 TSN A 1Y TN JA
YF2HA] AR oA nAGREILE FTHE
T AUL, 2o B @ AS oy Adg ¢
AE FolstAl Basga, i AN T 4
Yol @ A AT BnEAy Wt o 10d
¥ 3Ad=HE A g

1) Normoalbuminuria

Diabetes Control and Complication Trial
(DCCT triahellME A 13 Bxold 947 g3z
ol MALERIRY BE o] F23L By
O, o] AFdME 9d o4 YFA=E we A
(HbArc: H& 7.0%) WZT (HbAi: HT 9%)o) H)
3 35-35% AES PAgRETR wAo] Uglow o}
& dA7dAME o9 wkd Rt AQAR. A 2%
Broldel A AgdUAse )i A7 Ag
glod, H2 11089 wwd @3 vgo] old Y&
AAM AFHA AdedXNEN g 6:d7te] AT
A OISR YIRE 62%, ARVURE 100% FAE B
AF?. HbAY XA glycemic threshold:= 65
%9 2 o3t e mAGRT LI} okslE R gt
(A 48-6.4%). AT Z%d UKPDSOIA 109
o9 ATE ¥IAIAY d&doz ¥YxEE
AsHoz 92 ANE Rusgtd, AFA2F
HbAic= 7.0%Z conventional treatment ¥& 9
79%¢9 ud 09%9 xolE BPoW gl A=
¥ 25-30%9] wlMgHERIxe] 729 ¥A creatinine
o] 2uf o]} Frtale #Abe] 509% olde] Ak A7

& Rgo®,

2) Microalbuminuria & overt diabetic

nephropathy

AEHYA WAL RE Hole: A 1, 28 Yu$
Aol A A5 A& ANEA FuuAAZe Wy
£ %% F A=A daidEe =89 9x7 9o
DCCT trialelq H& Zgto] mAgLvs xg A
ol XHER0H HAFH Jed Mas ve He
o]l @AY albuminuria® JHPFPoUY et ¢
= FE ofUU o9} nisEAl AN §os
A ¢+ AFHY} Microalbuminuria Collaborative
Study Group from United KingdomolA HuE%]
o 3% 2 Scandinavian 97olM IEH dad
A8t MHGENRE e A 13 Doy AZo
2 o)yE 2Eve ARE 2R A . Aad
Ee A9 Fu¥ANFT A YY) E3
ez JFAHY Q€W A9 v=9 Ans
AF37l oEE A= A7l A o)f F shjol
th. Guy's Hospital A7d3o] oatn sgte] & =
e Bu@AdN FFH A4d N8 Duyya
Foll HE FF47t ok Boug ek

2. gagie X2

Mogensen©] FXEFXNE7} A 18 Do, u¥Y
34 @¥nrl e FAN AV BAee A4
4 g g 34 20480 A, 2 A7ge g
SHAFTAN Fdudetged AN A zsle
Bt g d7A o8 g FBo] Yxo T
HAlX o e YRRoz AANH myte)
AEA] YEA, AY @l B ol Fugiaz
o g dAlN d7HolAt adex Bt
Iz DAY AdE Azo] tE Ax= o}y
= Folt} (Table 2). LHULGL £ ujAgr
Wixzb vehd F oF 2-5d Atelol wSAEH o7
volume expansion¥ salt sensitivity$} dgto] o},
B A7dA A 1, 28 Fudy DEYANEE @y
=€ F2AIY ARH0E oYL LEoE AL
HuSga®. 2E dgel gsiNE Be 8o ¢
o1} Modification of Diet in Renal Disease
(MDRD) d79ME 125/75 mmHgZ ZAF Fo
A 140/90 mmHg= ZZE FH el $ao) 3
Be dAsE a7t AUk o] AF{E G2 A7
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Table 2. Management of Type I Diabetes Mellitus

Stage Assessment Management

Normoalbuminuric/ Screen yearly for microalbuminuria; Optimize glycemic control
normotensive assess cardiovascular risk factors (target HbAlc <7%)

Persistent Close monitoring of lipids, BP, Add angiotensin-converting

microalbuminuria/

normotensive albumin excretion

Persistent Follow urinary albumin excretion,
microalbuminuria/ creatinine clearance, BP’
hypertensive

Proteinuria Monitor urinary protein, BP, lipids,

creatinine clearance

Declining glomerular
filtraion rate (GFR)

glycemic control, and urinary

Prepare for dialysis or transplant

enzyme (ACE) inhibitor

Titrate ACE inhibitor, aim for BP
<130/85 mmHg; consider addition of a
diuretic or a low-sodium diet; perhaps
add another antihypertensive

Aggressive BP control, aim for
<125/75 mmHg; possibly add lipid-
lowering drugs, low-protein diet

Low-protein diet (0.8 g/kg daily);
initiate dialysis when GFR is 10-12
mL/min (usually equating to a
creatinine clearance of <15 mL/min
or a serum creatinine of >6 mg/dL

Mz vlsstgi Sixth Joint National Committee
(NC VDE o 943 84xd ¢ Angdsd 99
n@gANA A EF 130/85 mmHglA EREUE
125/75 mmHg& AANYF" Y. e ojd Fuy
A7 FaAANZAM ARE B3V d=dE A
olth, & =L AY ¥ MW @A elA
ACE inhibitortd AT1 receptor antagonists?} @
H7t el5e] Jd=ite Helrh

1) Normoalbuminuria

A&Hel MAYRNRE Hole A 13 @@
o4 ACE inhibitor AM-A] A1Z9 2P =FUH
7 g9t EUCLID study*l*1¥ normoalbuminuria
b e A 138 Gx@AeA  lisinopril  retino-
pathy9] HA4& Folt Wz EF3n Adde &
F adst QAR A ol Ao F& AT
71 &Y £E 9. A7A% ACE inhibitor7}
AAargtel® normoalbuminuria’t 1= Al 2% @k
A BPAsA drHolAA Esiet

2) microalbuminuria associated with

normal blood pressure

ACE inhibitor7} @i ejr zdto] i &7

= EPFoz AFAYE FAAANY AAFAES
€ AW#tiE Brenner 39 472 A8, & A7
7 27 AARE 7 AAEY Al 18 FxEA

o]x9] ACE inhibitore] 2H&el tisi AlgstA =
tH?. o] 7o)X ACE inhibitor7} A 138 3
oA microalbuminuria® ZAA7IY P Giln
29 o3& H&cvin HYs Witk AN ¢
Egdyoz ZALdertd diside F85A 4o
©]% ACE inhibitorg& AHE3Hs @494 placebo A}
oo vls ARz ¥lo] Wity] wWEeln. A
A8 <tst microalbuminuria® 2ol Al 28 Tk
A ACE inhibitor®] & s tisiyx =7 d77 5
AP’ B 49 A 28 microalbuminuria7t Y&
Sa@Ae aPde] Frukso] AN GBI ofAlo}
A9 AlFEANE AYEY (<140/90 mmHg)& 3t
=}, ACE inhibitor$} placebos}tel Bl AHdM+&
proteinuria®l @Al tiFd AT UL HATh
Ravid 5ol 9% 7ol enalapril2 59 AR
g4 4% Suxe g Bvl ol ArTE IA
3 A7e 297 J&8 BaEH R placeboR X &E
g gATAME 13%9] AT FLE B F ARG
® Indo-AsianA9 #4¥%% microalbuminuria®
HolE A 2% BxiolM enalaprile Z w37t ¥
g=xtolg} #AQel albuminuria® FAA 7= AL
e B
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3) microalbuminuria or proteinuric with
hypertension

A 18 By, 28, AF0] Sl @AM A7t
FaEAANE FAE A d=Holh dxewA A
ga4 A} ol Aol EF H-L£%d o
& A7 Dl E ZaAd B ol @yAe
dog dAste gx9 £E FAAAGY. o=
AA @A HgEg: A 1 RARG I gt
HFaol 27g B3 sl MFA ANH: U
oA 1Y Gmet Bn RN PRAYFEL B
8 dAHA APES A AU ramiprilE A& F
B nE&FeR AMEIYUL HAFHGAN FFE
ol AolE HoleAE BHom Ajag Ao,
Aol 7 mmHgE HYn 1E&%E ALLET
gglol o ¥grE @ulne] Aisgm, whdd A
4ZTAAE Dne FVHE BRIl o) E #AA
< old #FATAAM HpFF GBa FE 2
olgtt: MolA dAdE 27018, Collaborative
Study Group TrialdlA 3% 500 mg/day °|49 @&
N9l F ¥A creatinine 1.3 meg/dl A= A%
A71% A2t e A 18 GagAdA captopril &
Aasted 3d F4 FAH A ohd 11% AHA
o7g9] Aol HF placeboE FAFd FAAE
17%9 7% A 2438 uYm, AFFTe Az
= dzee 1663 v /429402 o o
Al 28 Dot Ad dndy FuggHae
AALEAN AFEA oA o] A 18 @At
AMAYE BEsA] GA® ARZ)Fe] okn g
A Aok mAgdRExet nEdo] Y A 28 G
FAA e olxAlel B blockeret #& FEo| ul3
ACE inhibitore @¥ixg ZAA7|E 453 297}
AT

FIEPAE Hddste £ g #ye 4RI
ol #% Aotk A4 mALRARE Mol §
A= EY BE AA9 AlvbeAd de 99
Aol gt 53] A¥@AZ w2 AFAHE g
o2t HEFA g @A el ¥ monitoring
o] Zasirh o] #HM ACE inhibitore 18 o)
de Al 28 B EFA HEBA FHFA BE
Hel 538 Btk n¥Yo| Y& A 28 Iy
3809 S ez 3 FACET studydlAl% ACE in-
hibitorgl fosinopril®] amlodipine®.tt Ad#AALA

o] o 23, HZ Hypertension Optimal Treat-
ment (HOT) studyelX % 28 Q felodipined
Qe AFEHQ Yxdo] AYAAZ AF Ay
§¢ Ed%he Ag 2AFYUY. H2 3 A4
AT1 receptor antagonistoll wha] AH3E 2 Ny@
Aol vlAE A s Busided, A 28 @
=8Abol A ATI1 receptor antagonist® 3d ©]4 &
A GelnE 329%, AbTACHRE TAE 152%, T
NARA BAHEL 28% F2SAN. e ¥ 2
AFAME olet FALE ARE oM, FUA A%
TR ARI A9} S-S BusPpt

4) Y So@UdN X2

RN AFES A} DEgAY WEge
S widSE o AT NFe Hesy R
B& =& Bakris §& A¥Qy BHAIAY
verapamil# A LA ABRA A A lisinopril
o] &5, WA MzgA Al 28 Dk, Ay
I, ARA B duls AH AT )
HuatAet ZaaidA ) drledd dgrA oA
Ao WHANE #xM A DYy F2rEHE B
AH®. Sano 5& nifedipine®l enalprile Z7}se
Aol A 28 Fx vAdd: @xloA duing 7}
2A91E B27HHQ E9E 2Yd®. fA8 27
A ZexdAst dxledN AREA A o
ol Bxst AFE 7FA A HFeN 9%
o g FAE AFst Aot i) g A
FEL A ANEN 84 AdAMERoRE
SREY =37 oleE AS, 3o
RAS AdAe] HEZE 95, o|xAE TS <
2-47FA ZgAe] dgade] Bad 4 gtk ¥
718 HEFE A& ofiE te L GEE
9] Ago] FuAgAIFe 44 R X85 483 @
Rog 7ldsta ot (Table 3).

3. A0] HujiH e

Tu@ALl M Ao A Ao g wuEY
oA AFHelAT vz we A& mustn 9|
o, AR AR V] A% 77 AN
FAA AR e, dHUATY &84 5& #
a7l fAdME o destt Axz &4 9n
BT A A HoldZd oM FE AFAR
of Huglth 2534E AA717] AsidE aua

-S 284 -



—AYE:FuBANFY g Alg—

Table 3. Potential New Treatment Modalites in
Preventing and Treating Diabetic Ne-
phropathy

Advanced glycation end-product inhibition
Protein kinase C inhibition

Growth hormone receptor antagonism
Antioxidant

Glycosaminoglycan

Cyclooxygenase~2 inhibition
Thiazolidinedione

Vasopressin receptor blockade

A Aol Bagd, Fu¥ANFT B A7
9] AE & d7dRE] Utk Zeller T
oatd o] BMAHF (06 g/kg/day)t ©¥E ¥
2 1.0 g/kgs AT FRG AAFAAdHEs T4E
75% %2 & Ao asAwP. o4 JHA AEE
BA% A 938 GFRI creatinine clearance,
albuminuria®] W% A@g S9@dH A (0.5-085
g/kg/day)el E#7} vt Ba PP, w2 mul-
ticenter MDRD studysl & A% d¥urt e T
& AYstne vy AFFGHE e 4
olgHAgY ANE dAE FAHAN. TR AF
A7t Aol Sl H A A, £EA, com-
plianced] ™ ¥83}t American Diabetes Asso-
ciation® °]43< AFe] 08 grkgd] Aol GHHH
Agg st Y. AN A JYLHE
2 votate] GUARAE BX A FEE FHHof
=

4. XWSHA X2

HZ d7oA AAo| cytokine HEY HZE &
A #A7]11, macrophage?] F2# o5& opr]Etd
AEFE I FHdol AVEdR, AAZFEA
g7t FufAdA ARE7|%F0 YL BuFD
AP fEe] ©E dFdME  hydroxymethyl-
glutaryl CoA reductase inhibitor7} 84 & &
A ez F9e 2&0n 90, e
ol UF o B A7 98% HeE AZH:
9ley} LDL cholesterol& 100 mg/dLE #A&k=
A& d3tn sk

5. 8¢

FuEAAE R ¥ BxAgAFTAA T3 FAol
fesichs AL F &Y= UH WAHALERINE
74 A 2% FuadATt FEA, ¥ FEA B A
Faddol oF 2ufel @ty B, Al 1¥ G
HAAF gRAAE ol AR dRE AEHRAY
uh ] F2A4L A Zxdel AUl ge R
o] 9.

Lo =

309 AdE WAREASES T guiddEs B
AE9 e AMREHN B A7) YEEE A A7
Al B4 A YAToR: RHAsA ARG
olAF FuAAF FASAA FY AEE HASE
Ao i 2FAHQ Moz B4 €S o @S
FuANE FRE] AV|HQ AdAays wol @
i Q& #ek ol Jy AAsL Bv] AR
7 EF 949 Ha ez AF AT AlFdME
AgAadel Zrstn AP, InNFY GFE
F43 FoHAa ULolx BT AdAHAYS ¢
IRE WBRANF G5 n3 FeialF 82
E9 AIYE % oS 443 &k

1. BMH @a

HT NIH consensus statements= 5413 #3}¢]
z27) dazAes F8A4E F2At oAHeRE
Agel 27 @AA 8x o ohide HEE
oko] Astzl, Fwwshal, w@e| gz, A AR
3 g AFNIAR FAE ZEdd R &
o &I AAY AYPE AQ, Tx2HY FY,
oE 3xde §HFe del B4 zu gy &
Ao AYBAAPoE AF =& AYEclEHE #4
da EF4, n¥gY, aAEF T APuAP] 99
QAo e] z2Ho #AE HFojof gk o Yolrt E
8A WY, E3p3AERE, d9dHd #AE V&
ojo} #r} TANRAoZ FNPFe] upetr FHH,
At d daAe AYog sy vy F4 H
ol e sl Ad@ch
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2. §Y Ry

BT FAEL HFxEA 8RS ulE
agoleld H2Eo|l >15 ml/min AES] AejoA]
Z719 B & APt FudaF A9 vy
AF FAE 2504 7 2 834 FI2= A
A4 F - ZAYFolrt. A} EF £AE 2] 4
3 &d F9H P dig MU duplex sonog-
raphy 59 ZAAPF a3t ¢ ¥ 5 Y99
S AsS 98AM AdolEd A8 25-35
mL/min¥d W F&& s Aol ootk B
o] 55 mmol/L glucoseE& ¥33t bicarbonate HDE=
4 & U488 ¢ Jde AEGSe 42 £ 2 &
FHHoly jnsulin X EE Wi ¥ ¥F B4
ojty. #atel AMFE Y552 volume-related A
gotel HAAE 23S A8 58 Y& fAs9 A
A% A 2FE = ol /M odm Fo%
oltt,. A9 RE FmAAF FASL T4 AFA 7
447 189 o), AR Hod7 Au) & 3
32 X3y ARN F AEAY & AHe @
ANETL woh £ AgE 9 AFsSg M35
2 984 HHd AdAFE 5§ sk AAn
o 2 M&xe dd EMe A Ao FEE 7
FHoZ AAY + Uk T AN AAEe
F 33 A1 3t Y B4 AR AU ¢2
€ BR¥oz AAY = A& B ozl AYYH
7" AAE Y ¢ Aa e @3 B opy
age] FRANAT AESES T AZE £ Y B
2RI, o] AFYe 53 A A= Y
FHE B 48 AAE & + 3ley, ¥4 &
T = ode dHTY NEE 29 F gloy, &
o A T4 AL £ UG n¥YY MNaE T4
€ 3t BxHEAM Azt € = dd. vedd
Ae A¥ZY FnE GA sta, aAEFE A3
A A3, A7SFAE 7R Q= B G
e 1RFEFE dodE AHYET AYm2H
E€5< 7T A3, o3& ACE dAlAlet Angio-
tensin II receptor A&AS] A& AL & Uk
@A AHolm wE FE AAE WA
R, A2 A4S 29T & vk Adte 3
5440%F FAEL on-line Y o3} &2 acetate-
free biofiltration® =&E ¢& & Yot T4 F 3

SRAZ AHEHAAE dHHdEe o o4 e &
ol 4 BAZ AAHAA Yo tifo] ¥
FAA AHgo}l FrkHoA L e AR Fud
< lipid profiled] @ olHog YuAiz: AL
o oA WYF FYFFFo) )5 Fu Uk ®
§ AEAE oo gEA g o T4 F
AEaA 2 H¥EHA thrombotic eventd)] ©]Eo]
Ha ok

2. B9 §4

FEAYAME oF 5000099 SNNEH FA}
SURY FAd, FxAAE fald) glojx Bt
A Fe FME AT ¥A9Q F2EY ¥ &
A} AHgo]l "a glon Aztery ¢lxtel PP
B A% Ada g4 A&HA AAE circulat-
ing volume¥ dghe # 23 4 u®. J¥w=
3 A&ABEEF YEo 53 YYREYG = 7
a8 EF A¥EetE Hag Adsde g
T Atk IE A7TL YFN Hls) HuFEio)
A AT B¢ BEG £ 3, )RS Wed B
Mg F2A7)3, AAHor e A9 Fha7)
9 B §43 AL AAT Ny G ¥y
FAAL 2ot 9 e Aole) ARE daiv, g4
o FAM AP 5 A Aol AUtk Gz}
Al BERREAY ddozl J|&AHQ SR FdH
2o 24 BEol $x| & Yotk TEL 4
FEAR AEHoEA #EE BuURAY o &4
7b Atk 23} Feole ButRAoy £3] & Byt
o ¥xg F50F 7|13 Fxd FANAM 18
T AL AR, olAS AdY AuE Fot
Al7)aL, A de] AFE Yok

FERF EuRAdqA ZAHQ AFEHo|A g
a8y B33l & ETEY F4U ed 87
& F7H71, Hw, axd5E doit aEEe
FAol MAAAE Y EHoz ALY o Fn
W o gAel N g3 A% syl dAdt Mze B
gEAdo] old EAHE sHasty] 98 AHggdn
Jed, EAZE F8 A4FEA2AMY TEFE oA
g+ gtk SYNES T EUEHde 99 ¢
= BxolM nAEQE dodm, IEGe] Hl3
F3e] itk ofu ik A3 FAYL FHo
71kl ARG Aot ol FYHR gk 2
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B2} polymers ERFMatE I XA
otAsn Exwe| AAAHQ dAMEolY GFoM
a7 AgRez AT,

Ltols} B} AW o] gol HIUTA FA FxAA
Z fgzo] 2 Ao L F & UE FAE &
Ao|t}, 554 olste] FAEL HFRANF BAEH
o JEEA QAN A% Fol7t glod, £ 7Y
29l 554 olAe] FuAAF BAEL L Uolg
G AAE A8 v @AY R YEEE
Bolx Utk AT Aolggdlx BT, HF-E
AFEL YA BRENG Ay F Fxgd
Z AAE Aol AEL] R Aole YA U
BHoz FEFE, MFo| FETE, FNE AP
Ag4E A 7% FAEFE, 9Y et ¥
2 gu] o|F £%E7F 5&5F, Eugde Hxst ¥
248 AEgel U, 198080 Y-seto] EJ®
ol¥z Hupgdel Wixel BuREN F o] EMoE
A ¥Est At B9 F4e] A=
ZQ AL Buyd oY BFY, E%Y v ¥
A o] gk

WED Arggel

APALYE e Iud @ A9 A4 o
=g, 2 ofE Futg FY B3I ¥@ A8 B
WA LA £ BE FHF WEH
Be A 28 FugAAFE xQloja vl ARE
B3 Azudst Aaglol ofF Fad A& 5¥
e1z}e]t}. Brunnert Fx@Ale 5d FEEL 302
%ola, WFxHA FA FARojME 622%01TAL B
APHP, A1FES F7t olfE AHoz PWEHIA
a3 Sukg o F7EY 53 ¥Y A wL
SHER VIdsn B4 F $HFe w48 3
ok, B3 AT 23d FH& AFsy] Ao AE
ApAP] FA dE AS dFe ¢ v, oA
o) 2F ATAY, Ex 2P FPo] VMY
& A Y3 BA)A Fe YEEL EJHA 4F
Qzteltt, HZ FHY F AT oFdE Lr|UFEY
& Z= A 1% 2y @AlEg A 24 FxHER
X AEgL o v 0=, Ay, exee}
AME FufRdA & FAFdo] LA4E Heln
ity olrt 7 wel FEELS FVEtT yol

E IxdfiAd Fvtg A gL 2HES 9
g o)A MUY 9 A& FAANUY 7Y
Zqd] glolAd A FAH EE AFH Aol B
t}. olgEcl e FAFUES FxH FA
05 %ol HFxHd FxtlA 09%Udl, 47 FA
&g dFAME FEEL Ty BAdlA 15%,
vy @bl 7% AT

ME, NF, islet 014

A oAl ArANFAEL M FuAAF Bl
QoM 7 F& A A agel®, olqzeE
DGugal= Aloj4 ¥ morbidity$ mortalitye] €
¥4 corticosteroid®t THE WHAAA Y FFE
wgo AlelAo] RAFsttn A=A 1980dH
Fuk ol3 2 Alold ¥ HEF FAHI I 27|
Aola F Agw APEY Fa o U A o444
& 752 3 olHAe 2 A AMgEE A%
o) Zrael 7108 ojd A BE BN ¥
£E9T BYGAAY T, ARNEY A As
o) &4 o4 Fo ZdA I XNz 4E
gatel] v|Qlgth a2y B Ba#xd 1R Ee
Fukg AP W] oA Alolyoz RE AHH
Atk gRE H2 9F Bud 9 o|4TEL
S gtet WFagAdA 193 5dRe vlR
I BRUSRT a0 Y T GxleA
AN 7124 o)A HFEL cadeveric donor °] A
F88Y} BT} (80% versus 64%, 59 HEL). o]
= 94E ddgdAAES Eles Jdux@xiet v
Dzt 2R A graft survival®] FEE
AR sich Bafxle e 59 AEFEL 46-T5%0lth
ole HFuPAolA e AeolHrct fFolaA *e
Fx o] hRE APFARY AFolth o]& FAF
7] 98A F4 A 74 Awel dE |7t
gasy 239 dgdMe EE FuAdAF #xteA
FAEYRGES ARSIE G Mojyg B2
v @atol vls T, AYBAY, YE2EAAY)
o@ AbEe] ¥U®. o]y Ad oWy HFAAYY
A £3] AY¥T T DERYHE VL oYL B
Fxgate] AAgEc] F94F JF%E vAT HFRG
Aol vl @zlel PYEEo] oA AALADE F
Hg e ASEtE o33 Fo. olde =¥ FY
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Perform dipstick test
for macroalbuminuria
(nomimed urine collaction)

Positive Nagative

Parform confirmatory test
(timed urine collaction)
Perform dipstick test
:: for microalbuminuria
{nontimed urine collection)
L Eliminate confounders l
Poamvol Negative
Pogitive Negativa
Parform confirmatory tast
l Screen for retinopathy ] {timed urine collaction}
Rescreen
J —*1  every
Positiva] Negative ™1 vesr
| I Eliminate confounders
Overt Continue avaluation Positiw[ Negative
nephropathy for nondiabetic
renal disease
Incipient
! nephropathy
Start 1
treatment
Start
trastment

Fig. 2. Screening for Nephropathy with Type 2 Diabetes.

¥ A #do] dn FAHRg o UL Ao I
& Foh A ojdg Hag 3k A 18 Fng R
BARNA DAM #F olde wie Fod uy Ay
ojtt. A olqzt HA o]4g FAld] AAFAL, A
olY F HF o]A& AN Aol MEHeIx 1 g
0% 2719 FFHEL A oAy A o)4e A
AN Zlo] Al o4 F dede FFH F= A
B} g@zte] AES B ollg} A% o] el )
AEEE Z7MIAGP. 233 AZe BA ojye
FrddFY JYd duduF At tholzch
A ol FdEo2 AA T A$d oAM= 10
9 F gxdlFe gt 33 ¢ )t 5d
et islet ool oy d92d AEo] Husm
A" F steroid7t AF ¥ FEHA Fe tacrolimus,
sirolimus & AM&E® oM olF Hold AnE
B FHAQ mast QAR FF sle vl
© 0% F34¢ F9 WY oA A9 Fygo=
islet o]4jo] #F o] & WP = Y& 23 ¢
HE % BRES A £ e AeE sk

| =

FuEgAE BEd F8F 27e giazas
A4 44E 7R vALERRE Tt Su@aloA
ACE inhibitor'} AIl receptor blocker& Yxzo g
ARt ginst gl SxlolAE ¥ 130/85
mmHg |3z, @¥xrt Q= BAAME 125/75
mmHg ©3t8 FAAIE RE T2 AA|sa g
o tEe] A dAEel A 18 2 23 Fnx
oM z7]e AAYE P BASE Rol s
TR/E X189 AlFe] gt zHA Uukel 8 HA}
ojdel= MAGHRE FHHOZ HAVSE AL 7
B AaAgd TPAA & Hold. st
Fudds € AdFASe EAY oA
9 2 AA 2 2Ae IS dun AE
9 FeF & FAsed AYY NBETR Mo}
oF & Aotk AAFY APAol U Gty
dFE sHATEY FAG FojHe HUG Fu
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A2z 9857 9 BAE Aose AR ¥R
zde HAge xAAQY FRAYAEAE =73
st AHolt}d (Fig. 2). 2 JFx¥gduFe 24
yrld 713 HA® A8E 3a 7Hed A Tlead
258 534 gt A AL Al ge A
ojct. njgjolE: Bi@AtolN TFHY oujHAS} 4
gxol g FAF FARH AR FA A A
2 gute A F8E T oY, olEo] M2 o
BAYS 502 FuddAF no o A A
27} 243 wAs81 443 € 5 Q€ JdEt
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