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MaEQROBA > RTRABRBRTREOFMEN s LETEARERIKNE R
HaRM o Ad s BT BROHEE  FAEREBRRIRZFELRREL MO ZGRALZE
ChERREERRCTEOBLERAT AR ZHEHRGPE - MO EFGROLRAR
BRI mBARET IR BT EER SR EGEFTANE - AHNATRHREEEGRGE
o HAYGARER » 24V HHRBEIRET » %G KMB30 mg/day (20« g/min) » KA
BRI ET » kP G & G EILET B A ML A 3830 mg/ghF - BA A Ol F KRR G R
HE LS MARFTOERQHEE BB RFAELLCRE » ZEEME o A UFSHHE

B &G RO RERERENE -

REEEEE : MEEHER (Microalbuminuria)

ARZHAEIIEERE (Endothelial dysfunction)

EhEm (Nephropathy)

fAEMEHERR

IV R Y R e T ok B R JER R s 1 2
PRI > Sl AN NVE B AR R s - B
RREH" - —RAVRIE SR - FEZREHrH
H HIEEE300~500 mg/day A RESEHI & FIIK © Mifs
H&EHPK (microalbuminuira) ° &fa/RIEHHY
H & HHEH & /7 1230~299 mg/day (20~200 1 g/
min) » B0E §R/IME Y E & H s LB S B (E
(urine albumin-creatinine ratio, UACR) » /1 /*
30~299 mg/g » Ft LATR EEH IR BB 75 20
e R B PRYRGEA AR A B - OB S E &

PR o SEERIWTSERET @ 55— HUBEIRIE (Diabetes
Mellitus, DM) i AREE F1 R 2 2I0E (I B
HeF 5 T v o Mk L 7 PR IR AL 2R - DR i e B
BB R T B I 88 o i B 1 PR A - 02 HE FH AW
PRI B8 - 0 R R A H IR R B Kt
& BT RREIR T s i R ML - B iR
F R HEH 300 mg/day (200 1« g/min) » FHES
HAEEHEIR (overt proteinuria) ° F-HAE FHIRAY
i ()~ S A — Mt A DU B 38 T M
S HEH B B A B B A Y fE F
PEZAREAERE o IR EERHEE > Br TR LR

B A KRR BAUR : 61SERMANT T EANS BRI ARRARLARRHEA
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WHEHITE PR E R - (e LA 7ERa REET
1 8 PRAS U TS PR OF S8 1Y — (a5
£ 36 BLOE 8 PR R RO i e R —
(EREPANER RYA: DN UN RN R ki) &
—RIDMHBAME & BRIV AR - fib
M EA B ORI E RIRIL TR » £ — R
CREZEE Ny PRI YNGR GOE 3= 8y
#r (meta-analysis) ¥t - S5 2 (8O E
PRIRA e ke A o TR - (ERRR 17— 2L
REfekaA 1 - S MmEE - ifiE 55 SRR
L% BAEMEEBRWEE - HOlmE K
P F L DU SR TRy fE b v 2 H At N R A -
e - T B R R B i s ) S A
W2 — ROl i & L AR I 1 © fETR
W8 PRV Y v 0L RR G A R > i B PR R AT 28
HEIE5~40% » T HAEE (ERRAT » (I8 n] LI
{8 8 A PRED DI B AR IR R IE 2 FHBRTE -

MEERRAVKE

HRIG SRR [ R - — LR & H IR
FECEIRSE - BEERANGE — - SR T
—  FERERRIRAYR Bl B
SFEHHEPRIR AR JE R » B E H R
Bl > B RREOE I R a0 - T

JERE FAIRRE 232 (heparan sulfate) HIJEr
B o mEHELA%EEY) (advanced glycation end-
product, AGE) A]EHEERE HEKEEIREE - &
BRI 25K N (size selection) © A
BER S H - SR E O HMRERL > E4
HHER - ERERFEE - HEH B {LE1E
1 » BEEREE L e —EE IR+
(antigenic-like) * S HES | 5§ — LA S FI% [ FE »

BlanE b2 2k H 1M (polymorphonuclear,
PMN) - FEBEUR > tm R L B & E A
B L EEVEEEY) (reactive oxygen species,
ROS) HyEAHRR » 8 LEROS & A& Rk b 57
A A~ R v L AE B ke B K B A I
(mesangel cel )5 o = EERELAZ Y AT LLEE
B RrEK IR S FR SR A EA G o SRR

38 SR L 3E RIORE PRI i A 3 Ok HL A ey e FE I

ST 3 R A e B WA A s ) (leakage )

W o AEENE 0 R T B RREREL AL o [HE
'H (mesangel matrix) HEZILE o L E
BROEL JEE A 8 L - W BT B I PR DURC
ldfnset - HEVVE RS IINERET > O&H
AWRE LA A B LR I b
T i BN LR P A A RO A S A8 A
PR E® - Kt > DAME M S - &R LY

Simhs
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BREZNMRSRERME ///’ \\\\\\\\
E_ﬁ_icatechol/amine,angiotensin I
&E1T%E&%Eﬂ@ %ﬁb‘f\ﬂzié‘l%
BlLoEn \\*wagaﬁ
SELEDTYE ///’
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SBEESHCSLEN AT T
AW
— St EBTEERE Sme

B— : EEMBEERINIEERE -
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F&EH - BUE 7 & 5 kIR B R Ly
BRE - A% > (EVEIRIRIN A » AGE® B fhERE:
[ERE FAIREREFAS S 0 SR MK AR -
1 8 B g 2k - 0 HE R AR A RO
e EmELE B EEREEE > iaEd
B H RN B ZR M@ (transcapillary escapse
rate of albumin) ° g —{EHFEEFIMERE
T PR R B 1 I B -
— TN EFENHMEEERNVESE

B b R KR R E HE R s A BRI IR
FRJ AL TS B T 2 o 33 26/ B AR A R ) th 2
AR 25 AN [ 0 6% 0 3 722 > 0 & o I+
(pressor) S ZWiHiE K (depressor) » ANIMAE R
713 (angiotension IT1) 3.0 FFFRIA (atrial
natriuretic peptide, ANP) 5§ o ig Supfidi 4 B
A R ER O T 7 = MBS — HLE ()
FhAEE (adaptation) P » 5t & 2 A4 B b
4 o LiDah 1 BUEERAREUEE (salt sensitive) & i
o MER EF% o AER/ NI (afferent artery)
FIRE DI - il SRE RCRRER N B IREE T -
HE R ERIE L S F IR » A1 B AR BURNERY
EIIE3 T = - G e Oy AR
& (renal blood flow) & N » [ gE EL A K fh
BRABR g MR o A - ELEFNEHRED
TN o AREK SRR B PR 8 B 2 B A A
RATE - GBI ERBUR MR SR EE - £
i[RI BA FCHHE R HoAth R 2 -
=  BRMIERERER

TEMEREI R » PRET 3 FEH & th B Rh Bk
) B {7 R 15 A AHRR o 5] S LR E M |
THIER > AT RERE A BRI E HHAfY (mesangial cell)
SN AN > 0 WS I8 A2 3R (vascular
endothelial growth factor, VEGF)EX Il 855 T4 [A]
T o WERIE BB & B E - AlREt R RIS i
EREVER I - SEREEIR? o ANRIHE PR
BE - IR M e &R R A -
A Rz AR L 6E 2 & DL R 91 (extracellular
matrix)H S > 38 LLER G R E EETE BT
A AR B ARAE L o 9 R A A8 3 1 gk 2K
S MARRGR (lipid reflux) i E 1M EE » 3
& R kIR B AR AL o 7EFF 2 R - & 8

B TR INFR R R IEE - Goeh
RIS 1L B LI I AR T 51 528 % A [] TR R 2 ¢
IR > e R BRI > S T A I
bt -

MHEHSEHREEMIEE RV ERE R
2]

M MAEARNEE - WERES0E
AR OIME BRI ke R - Flanim &
MAGEH (dyslipidemia) ~ DUSBEE B
ia SE K1 # B P Bz AR AR D BE 2% & e ok R Bl Ak fit
1t (atherosclerosis) FYZEAFHRHE o FFal T -
— SE

IRZ W FE5E 3R » ANE TS FH 24/ NI I JAR
BR e aR BUS M2 B RC 8% » 0 S PRI & B
Wk IR ~ &7 R JBR S A 85 1M JBR Y b B B A o
iE RS R AE—EEE78701 - AOHHHEH
PR > HAREE SR B i IR A5 R i 72 Fh 15 2
HE o MRATIRBH BB EAREA
Hom B E R o A2 o SE N HBKE
FIHEHIR (28~30 mg/day) » 38LLfBE R
IEFEMAEARAERER - GR&ENETRE R
PIMREY o 5 —{l A& 15671 22 N 135 K FIF
Jethg Bl > EIENERINIERE » B E AR
FMBEMEOEORENINAHREG 718
mmHg" ° b4t > FERE A& AR - BrEIE
R = fE b i 2o e - BB EEIREE
> W EE IRA A TR PR A R S -

e [0 R B P 2 PR A FH B Al i — TE Y
BIEF: o B HELG A & B PRIV 26 — U R 28 —
WEPRIR R Hog8 A s i R RS R A AH (R -
41 LA140/90 mmHg R = MR E 22 - & 26 —UHE
PRI BB AR T B HIREE » B E A M
IMEAFER  {HkLL130/80 mmH g% E % » HI#EA:
MEAEAREE > KRLBCHBSMmE - m
AR —RE R - DR B e A R
I AR %= EREAREY BT MO > 7525 —AUHE IR
PR > MERE LA - fE & A REE S 1RA
Mo BME 2 MAEARNE » EDES
— TR PR AT A L I A S i IRe T » (LR — AU
PRI EI e L BRI o (K1 - 3 25 R BET AT LA
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B WM B R A FE AR o B EE AL I 1 3R
(Glycosylated hemoglobin, HbA 1¢)/& [T HE I
et
— - SREEIE

RER 55 SR UM B A B 1 v R S 3R IE » T2
OIME faka k- - &iEfabaRfF—EE i > 1
A PEAE(R B (metabolic syndrome * £ & & [l
JBE ~ BERE ~ SRS SRMAE ~ A AN 2 )™ -
BOL R ERHER 3808 & E IR AT RE RS AU PR RE
TG e 55—l fe e Rl o FEME PRI B 5 L IRE Y
A o BRSO BRI B E A
B o (H2 H Ry RIG2E - STA B &EH
R J F =R A B G - E ATER H B A =
53 B £ 3 [F PR P A (the co-segregation theory)
R R FHBA PR (the causal relationship theory) LA
[F] — 5 B BLHE N 745 S (the final products of the
same pathogenetic factor theory)’ © 38 LEH G 52
Ry [RIIRG A i) IR B B AR R R PR
FEE > A e B A i A W St S A s R
B o MAEEME RN EE - (HEA &G R
E R E A RE > HoomE R8s d
gt
= - [MAEIHES

W2 s B - B8 & B IR AY 28 A4 Bl 1
Hig 520 ELAHBH I o fE— MR - E &
PR L5 75 5 5 H A1 (apolipoprotein A1) LK
FAK Y = %5 FE G 25 H (high density lipoprotein,
HDL)MHBA o B hR 9 £ 1] B O %8 fiE 358 (the
Diabetes Control and Complication Trial, DCCT) *
e &t 116007255 — BUNE BRI APt (50 At e
(cross-sectional) 7317 o {53 » FEEIRPEEH
IR0 o e i ok IR BB AL 1 TR % R A R
(proatherogenic intermediatedensity lipoprotein)
/INTI B8 R B B B I (small dense LDL part-
icles)th & EJ1" - fEATH S IMBEEE (EEER
5 B SEREPRIE ) 0 B RV EA - Bl =R
Hubhg L7t » RHDLEEK » BAHEAME - Hodr o
P & H PR EHMEHD LA B L A HE o M ATHE
HI > {ERRIEE E R 2 H (low density lipoprotein,
LDL) > ELDLAERF (R - A] DU S ARy 48
15 o H—E R R « e & HIRE IR E

Fi(a) (lipoprotein(a), Lp(a)) #&AHME A EH
PREAEIMAE BT AHRR 2 2258 A thny PRI AL EE -
BEREHSERY  R/MEFRRBEERRE
ERRIMHPIEE A A s S mieEnk & e -
R - fE & H IR L0 I8 R g R M - 7]
CELIMAG NG 2 H AR - EHEEENRE » BAR
T v DR [T e R A R 2t A AR R EE Y
g EE ke L koL I R - (BB & E R
AR AR AR N =
MO~ ARZHERRIIRER S

BRIK b R ZHEEAMAEAR
g &0 N AN EE SRR & > BIAnER AN i &
EIRAINEE © StehouwersE AMFHE : EHEANE
HHBEEAR » TimaEE0NERR - #EH
—&AILR (NO) B/ )2 B MmE R Re 52
A HHEERERA o Mg RkE R RN — R LR
SR » ATREELE 2 1Y A LI ) B % X
FEMHRR™ - s Lo & A g EL v LU LE s
MYE - KGR S LR ) E% - BRitbzdt
{EEF 2 S s MR B - 3 B 1 PR AR B
5 18 1B S R M2 B VRS N R IS E R B
15 25 el AN [F] 48 26 05 55 5 [ R Y il R A s AL -
DUREGEARREER ~ wpkak DUR P Bz ARG g -

) B AR AR 25 TR PLmAS R M &P iR DIRE »
e AR B AR Ly £ B K 1 o FrLAA AR
HE s TERE R B IR B > A S A g 3 58
PEEE - AIRE R B A M A E AR EE K -
R ettt » WEZHIMDIRER R » AIRERR
% MR H BRI o NI RER & »
£ FERE R I B Ak ER A A b Kok iR B AR AL » 4737
IREE A o B TENM > {1538 B ok IR B AR
WEL ARG & REKL - T DU BRI S & RE >
T 58 2 ko IR B IR A b DRESR > o I 78 BE SH s 1k
MnE O 6 - R BT - P RS EH P 1 R
BRI RS NLET IR - BUE RS RS
PER S H - SRR R IIRERH -

et - AR R4 - thed
N Rz A A D e 52 AU FEARAHRH - GOR IR B IR
K+ (von Willebrand factor, vVWF) _F K Ifii/)y
R DhGE T o £ NS > EEWFFTA B AN D)
REf T 0E = 0 1~ JIEAKEE A B2 AR R Y
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H o2~ THERTEA B AR I PR DIRE™ ©
Hrh o vWFZ Bl Bz it 920 o (£ 8B A & i
R BORE PRI AR N Q1 SRR A T S PR
B AAMTAY v WRHT i 2 g e 15 2 H R A
& o M HvWERR) & B 5 & B HE & 2 E A
B o vWFHLRZBMAE I AR » At AVWEREE T »
ATREth R — . ImE RN kR 7 - HeE
W B RS R S F R AR A« &R )
F I (angiotensin 1) ~ AHAR I A% BATER RIS )
(tissue plasminogen activator, t-PA) ~ MBI AT
IS YIHIEI4)- 1 (plasminogen activator inhibitor,
PAI-1) ;2 N EZ 3% (endothelin)® ° Clausen5E A $f %]
BAEMAEOREE - HEMMEEA TRERN
B2 AMEHY I PR DIRE ) = AT 2203 77 s
> A EERE <150 ¢« g/min LR H & F IR
<6.6 1 g/minf R NNE » LLEALEIAR (brachial
artery ) &PIRAVAES)™ o HABAFFE IR - &
HIRE = i A B Y &7 55 DhRE Ko 52 1l 5
HHEEY) (Nitroglycerin) {EHIPTS 1 8EHUET IR D)
REER A M - MRS R © AR T RE
Ko FEBMIKEEL ~ MEAEARES ~ REFE
U K B ARBE LB RR » 3 B Y At e
W AR 32 153 - BFE BRI S0 RI AR 25
BHGE -
f ~ ERRVERE

HAETCH » FAEMEEHRA » BRI
BR b 1§ - 5 B S [ 1 B8 8 (red-cell sodium-
lithium counttransport) 5z Lp(a) & AP E 5 » 138 WY
4 B I he 1 B P 8 o I R i AH B
United Kingdom Prospective Diabetes Study
(UKPDS)fFFe#$ B « [ ik /) 2 LER(ACE) Bk
K2 AL » B i PR AEAHRR > R R 1
Bk 1135 % #i(renin-angiotensin system)i& 4 T
LI HRIRI— (B L EBUR A 1 - [ EE
Wi PRI B @ IR IR A » 45 ACEJE Ry i 25
(AGE DD genotype) » H & HAERHHFHHZS &
e

KENMBEBR (Low-grade mic-
roalbuminuria)

AR A BRI E & > Bl

WHgEsEs « fEAE AR <30 mg/day (20 ug/min)
R UACR <30 mg/glff » 340 IME BRI fE
Bax P4 5k 4% [ F+* o {EThe Copenhagen Heart
StudyH » EH¥2726{E 228 E > falIfREH > [F
IF 28 B 22 10 1O e TR 2 I 2 9 208 2 25 B AH B Ot
U2 o [REHPER - (EFTH 2 & WRT1/4E
(> 4~8 1 g/minB6~9 mg/day) » FEAFEARBHARIE
975 A S A B 1 52,0 T B A 38 5 % AT
MIPE T3 A A A A fE R R RS 1.9 o (RS AR 2R
W& d » UACR>S5 1 g/min(>7.2 mg/day) & » H
ORI R AR 2R 1% » AL LR ES23% 5 (F
UACR<5 ¢ g/min(<7.2 mg/day) & » QI A5
5%k 13%" © [fli{EFramingham Heart Study " » £
B 15680 B2 » BN 153 = M B s PRI
BHESEIAR > BS54 B2INE HAEFE XL
IME R » H4906150T » 2h0#EH » UACRKP
FGEE B M >3.9 mg/g » ME>T7.5 mg/g) » 3
AR B — IR O I A8 P T L AR B BRI 51 (5.1 % Lt
1.8%) » f&l#Z5 (hazard ratio)f%2.92 » 95%1Z 8 &
E551.57~5.44  SLTAMBHERE & > 4.2%
2.0%" ° Framingham Heart Study 1 ti$2%] » 1£
1499137 JEHE /R ELIE = R 2 & v -
EHIREPFIEEBE>6.7 mg/g » ZME>
15.2 mg/g) » R MR & ba ik o £
B HE2 O HAR > A 15% 1 2N & R 2
IMJAR » 339 HIJE Fe 2] /5 [ A (i #H (higher blood
pressure category)™ ° [A]If » 22 IHIE & IR
BERFIEE - HEM A E B RER T E
B0 A AR v I AR R ofin JRR A S A BB 2R (odds
ratio) 73 Al F51.93 % 1.45 » HYMEPREVENT IT
study > 773012 NE H > Hr 1244400 ElE]
BST-TEHL » A H B HIRFE885( » Wi & & 5%
AR 22301 © BH6ERR » BAAST-TEL X
MEABHKRSE > HERP R EST-TE8(LE > &
EOHIFE L2 (all-cause motality)H&E1(7.2%E01.1%) »
OIME TRIRIL T 25 (2.7%100.5%) < FHEH
RIS > e ~ SIhE - MEEH
PRETHEVETCZR (all-cause motality) 5 EL@Z 88 7] o

ERIRIER
B2 PR EL PR » (LA S0 »
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OR] 2 0 1 8 R A2 72— i P 1) I A S
FH o HAT - (E & E R AT AE fe b R - 3
fli ~ FRERIIFFAG ~ 0 B 3 3R - DARERS
DIME BRI Z B EEGERGL
— MEEEERG

£ Yudkin™<E A\ #3R TAEIEREFRIGIRA » 5
8 R AT RS I e A TERRINERT - 0 A 2R
1% Rt - PR EE B PR
Mo B — e B O IS R R Y g B (K HLAH
RATE > BIANECORH) B #E E 2 LS8 (body mass
index, BMI) ~ il ~ = MR ~ 5% ~ & E
CEER > DURIMAERG ~ PRI KRS R R -
FHo o BB FR— o (EEE AR IR A »
MHE PR AEMHEHRSE > AMEEHRERD
B ARBE AL LLBIFE R & o MO » 1226 —BUBE IR
IR > B EEHKRE > W5 ERIIRE
s > AR AR LB Ol o /£ —
(&l LR 15 B ThRe o bE bR 5 B B R b
ge » NI ERSEr g tad - 250K B AR 5 S E)
MRAIES( LIRS > BERUACRAIEAHRE o AHE S HAth
s o M A& ARG > B3 AR
BB ~ WA IEE > 8020 I E IR Y
A RREERRER" o BEIRERE O
{EREPRIIR A » FERHIE M & AR - (H2
{EST T FENE PRI R RO SR B B - WIS R A& OF
HoAh &R A Al 5 8 1 PRI 25 it AN EA
B inRR A EE - A - (HE2/EL
I R & b i > P B H IR AR iE
{E{HE -
— ~ TERRHVTES

CH BRI EL - TERE PRI B0 IR
A BEEHRERE R BAE RSS2
FRAETCZE » BOL M RRIL T2 » MHE IR
(e & — AR 5 Ay TRV R F- - fEHOPE i 9THY
9000{E 2 N#E H » A HEHKRIEE » £
AR OFEEAE (primary aggregated endpoint (£
EOAUEEZE ~ hJEl s ROIMERERET) ) 1
M fE R MR (EREIRIR A » HAHE fE ks
T (relative risk * RR) 7&1.97 » {EFEMEIRIFRA
HAHE fabatt21.61 o M H R4 O MmE R iF 3
RERY fE R - RS 0 8 R A A8 AT iE X T

&— : UREEMMBEBRNRR"

LEEKHY By 88 2 L (increased BMI)

2.7 [T JE& (increased blood pressure)

3. IMABG L4 (altered lipid levels)

4 $i#7 (smoking)

5. RIS FE UM B RS 35 I (insulin resistance or hyperin-
sulinemia)

6. 5158 7y iU (salt sensitive)

7.5 A (elderly)

8. L Ath Ji7 [R5 B o2 A Rz A 7 §E 2K 3l (endothelial dys-

function)

e o S —{E e e R - TERERR IR
A M BEEARE » AT 28N
ARTE2.4 0 L MME R AR E2.07 o
SERfFFEthgi gL 2] » & 28 — AUNE RN IR E S OF M
HEFRFE » FEILTERI8% » /L IME Y
SR AIE4% - H A B A & AR E 46
227 o JEEE—RUINEIRIEIR A » T8H & H KR
TR PAFR O mEER RS E G o thid
O I 926 975 FHL B 1) 2 07 25 S SE TE 25 FH BB ©
Agrawal "Bl & B 0 ARG OFRE FRIR B9 = I
BREA > AMAEHIKRE » HiaRBIRER -
PR L S 8] 358 M PRI S AR 2R B 31% ~ 6% LI
7% » EAMEAEARE T RE22% ~ 4% L
F5% o {2 A FEE B & H R ELOIM e
IR L S M fps 25 EFHRR o Aqrewall*7E— ([
BHA3.35 > AL B 3001 = AR 5 PR 98k 2 H
RE : 2MELEBEBEEAR » HOMmEE
WEIIIE T R MR sl ok LA R 2 i3 H &
HPRA FEEEE © 5 —1{H/8 & 38001 FENE Rk
WARIWEFERE - BAEMAEARAN - B
BeomE - MMARY.OIME R A2 » B A
H & E RIS R R 5 o

1E—{E &1 = i8R B & OF 720 = B R
H W TE~LIFENT ST > FENEIRIR 2 I0E 115
UACRA510.2 mg/g » FEPRIGZ NI HIFS26.9 mg/g ©
1% 51T (post hoc analysis)#$ER » TEIENEIR T2
% > HUACR_EF1015 - HoO I e HE,
e INS7% » 1O E R IE T e ks LR
HIN98% - SEHE—FHIH - Z2IEMEE R
RRERE > AT O L0 B R B H RV £ B
TREe .
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=~ KREEE DM

T PR H 4 T R R HR > B A
BRIGE » BEBURE - (£ — L3k R IEE
oS ~ BUMAE » BTl > SR ARk E % R
Wi~ M OHUEEZE ~ LB ME RE MERE
P B I PR B SRR - R E AR
M~ EH 2R EREER

HECHFFe I - BAMEREREE -
ey /e L =EEE (LV mass) 8K HAR
B EE AL EMER® o (HZ » {E A i By A
BEIRRE (18%M455%) - AELLEEEY o At LAHEH >
A E & HIRIVIGRE » vl RE 2 K 7 = Wi B2
W MG O EIEK o MAENE R K IE
BEPRIR B & O & E RIS - B SHBhRAY A
b Jg JZ 5 (intimal-media thickness) G/ » 38
T [f11%8 B2 #7 Y838 (vascular remodeling) & » 7]

£ B N B A Dh RE B2 AHBR - (s B

HEMEEERE - SRR E S kO
ERIRR A s @R EMEEARES -
RS - B3 MIEEHRA MRS
& A S BRSPS T B th (RS o
Ay - A EHERRIEE - hERESEEE
£ 5 H % H K (marcroalbuminuria) °

BRIV

FEREPRIFIR A » KRR CA HEBR M E & H
PREEARENE R & » (HRAEIERE R R E
HIMELE T 2 BETH] o AENEPRIIA A » I8 R 7]
F LB Hfangiotensin converting enzyme
inhibitors (ACEI) » BRI 5 /7 5 2 #0741
angiotension receptor blocker (ARB) * B{#5Hf 1
JEFH B (calcium channel blocker, CCB)Z » &R H]
R BB PR - [RIREth B R B S O
IhiE o AEB MR AP » (R H R R I fE 2
il > #R AT AE R B W T R EAL o HE— BB R
S - SR AR 1.3 mg/dl » HITE 2
fthig e - AR > B REE R o if AR
K MBERERIEIE T (ERERRIE ~ SR e
W AR 34 1 2 I PRIV AT R CARBHRE < 2810 » B
W S - =R R S REER - {F
UKPDSHFZER » 25 Z RUBEFRIE IR A » 22l i B

FIRFIR RIS o TEREIRIRECE A R
HEEI R 221 130/80 mmHg LA T » ik o] LUEARES
BEDIRE AL - R DI E RR A - R 3
PR - (EMEPRIN B > & ACEIEXARBIM
i IMBRRAEE - (ENEIRIRENII E B+ » ACEL
A LBHERCD B AR EE  (mesangel matrix )
fHEaR © AE NS R B R S » ACEIR] L
TERTEIIRAEAL®  Aam MEZERIEIE - 8 LL4EY)
15T TEBG B Bk L 38 4 - ACEIR] LABHES i3
HEPRAY BT BB BRAE FF (£ £ 5 K/ - thRE
R TRIES o (58 HUNEIRIRIR A > A
= LB - #FAT DA E (6 F ACEIR AT g © £ — 1A
B2 —AURE PRI HLIE | MBI RE - FHACEIL
WGE DR - B UERRE - RIREEHE
Hig - & AT LIAERAARAE o M » 4252 2 R
IGHRIIEA > B 13%0 AL BT > 7R
EERYEE A2 565 > A s LB B E 5%
AR AR (42%k012%) - 1 BBHETAE
i3 L 72 BT IR (F1E  MICROSEHOPERTZE/Y) F
i1 0 & EFFE ACEITERE R - G B4
SRR R B R B G o T B R BRETAENE IR R
Gt EEHRIVEE » B ramiprilé 43 A] LA
W AR 5% AR O M B FRAR - LA S i 28 B o A 1Y f B
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Microalbuminuria, A Sign Usually Ighored
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Earlier study demonstrated that microalbuminuria was the earliest clinical finding of diabetic nephropathy
and it also indicates higher risk in progress to end stage of renal disease. However, subsequent reports found an
association between microalbuminuria and cardiovascular disease in nondiabetics and diabetics. Microalbuminuria
has been recognized as a sign of endothelial dysfunction. The association between microalbuminuria and
chronic disease, such as hypertension, dyslipidemia, or insulin-resistance, have also been proposed. Deferent
from earlier definition of microalbuminuria, recently study has found that the risk of cardiovascular rises as the
patients's microalbuminuria is equal or more than 30 mg/day (20 « g/min) or urine albumin-to-creatinine ratio is
equal or more than 30 mg/g. The pathophysiology and clinical application of microalbuminuria are reviewed in this
article. (J Intern Med Taiwan 2009; 20: 275-284 )



