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(end-stage renal disease, ESRD) .2 % 4: AR F1 % 1T
A ANE A o IERRIR A BR T 8 5 5 AR M IR
W2 o IR S| RS & MR ~ & i B0 I
EFERRNEEERER o SRR EE— P
38 B W5 o SRS RIS 1 B s vy
{TARHEM T & > BR5T W& T8 BRI I B b 521 E
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TEAHASREE | [5 57 ORG I BH i K ey B 14k B
FRERRE{LAE (idiopathic FSGS) » F % LIORG g £
TR B BR AT K (glomerulomegaly) i £ [ g - H:
BRIV T IEOR 6015 B hh ok Ik JEC AR b T A e 225
FE R /D » Fllidiopathic FSGS fH# 2 T » ORG
B HIRAE LB A 5 5 | -EBHRAE IR B -
LK BILAG [ 2 1 IE Y R R A o o
LAY+ 38 T B Z2 1 5 1E 1986 2112000 - 1 6,818
1675 3 B W U) | o 72 1986 22 1990 4 [ ORG 1
1 B2 RS 1Y 0.2% > {H{E 1996 12000 F I A5 T
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flow) * 1 3 & 47 28 (filtration fraction) * &
F¥ 8 3 58 (hyperfiltration) AT _F 7 B ok Bk it 118 25
(glomerular filtration rate, GFR)™* o KA > It
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Ko~ H BB BRI L (glomerulosclerosis)™ ° %
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i [i5] fiF 2 7 (renin-angiotensin-aldosterone system,
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A 54 88 32 [E (hyperleptinemia) ~ 53 1177 it A
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obesity) Bl [ & LU (waist-to-hip ratio) ¢ K #J &
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angiotensin-aldosterone system, RAAS)
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(Angiotensin 1) A {5 & g 5 AT S AT K IR ~
I WS T = ILJBR 5 6 4% > Angiotensin 110
B8 1l i Sz 18 B B D Re A L A A bR S S
THER - B0 s LB RRERN B ) ~ L E A
PR~ 51 R 58 R AT IR A 70w ~ R R EAE 1L
AR R

AERRRY 8 E - B B B Y A B RS
1% (plasma renin activity) ~ Iffl & U5 # 32 i (angioten-
sinogen) ~ I i =244 { L (angiotensin-converting
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enzyme, ACE) FIIIIE Y& 1T (angiotensin 11)7 ©
PIBEHE I T & B RAAS VB 25 1 8 > #fESR
REST R AR H BV EBR™ > {H Giacchetti
NEGE B IA G E N O R A - B K7 TR
R tEEE » ARG RS (visceral fat) BARHMIFE I %
A LB WS S DRI WS e 5 1058 — AU 1 52 4%
(AT1 receptor) ') mRNA™ » M4 A g A TE
L RAAS 17 B 2L A 1 o Engeli % ABF5EAC
FR R ik B AS 1R 0 20/ RAAS YR8 » th
YR IMH Y angiotensinogen, renin, aldosterone, ACE
activity 75 JEFR A i 22 858 5 5 1 #E FR R BR A Ik
% 5% B % > HIIIK ) 27% angiotensinogen
ik 7V 43% renin ~ Jik 7V 31% aldosterone 1 Il H {2
J&£ il ik 71 12% ACE activity 3 HL {4 B I B2 #Y) T
B0 o FHLA 15T > AEAE T RS A RAAS TG VST
e JEE AT (R RAAS HIETE -

FEEYE RS - & BRI E P Zucker
BE BR B (obese Zucker rats, OZR) 1 5L = 2K ift 5
RAAS Y i €1 o Xu s A BB 5C 3 31 > Bk
Je3 1Y S IR AH EE - OZR 52 B 38 AT receptor
i 1E B8 #E - i (o [ S A A B IR (mesangial
expansion) * & 1l ## i 2 H (fibronectin) ~ i H
F 5 /5K (interleukin-6, TL-6) F1 B EZEK @31t 2
H (monocyte chemoattractant protein-1, MCP-1)
I mRNA £ 3 s 1 {5 A FH Ef AT1 receptor 1Y
Lorsatan A/ 1F FORRFEH ~ & H RFIE REKAE
by A - A MFEE A OZRIE » SBfH
F 1l 7 i 5 B8 L BB 1 (ACE inhibitor) HHHY
Quinapril A] G & R ~ B AR ER 52 5 FE A Y
HURESE 5 1F & » {H{8 H Atorvastatin HRELN %58
SLAEL > M AREMEHIEE ™ - MEATEEIMESRA
ANUE R FEE - (BAE AN RR R AR A KRR B b 25
{8 F ACE inhibitor 8{ AT1 receptor FHE 7l W] L
B 1B RE R 5 [ EEHY B R 58 - AN @A)y AR IR 2R B3
FEFIRFTEER B 7 — {87170 -
P ~ 332 FEANEE S AR EIER (proinflammatory

cytokines) AT
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B A 5% S AR 3t 77 > 40 R JeE 3 AL K
- -a (tumor necrosis factor-a, TNF-a) > IL-6 ~ C-
X % H (C-reactive protein, CRP) % o fff 5¢
e - AEIR FIRR S SR P4 - Bl S A CRP
IL-6 [l TNF-a .2 % 5 5 1EAHBE "' © Ramkumar
N 5% BUAE CKD R fFHH > 88 28 [ FEFIBMIH
1R 58 B AH B 14 > £ BMI K 230 kg/m® % » CRP
>3 mg/dL i) B & & BMI/) 225 kg/m* & 2.5
&5 o BB LL FERGE IR IE A S o RS
PHATRBL T — 2 P2 B R 58 28 RO - 1T % 22 A it
A E R IR E A

TNF-o A EH A /5 A ik 16017 1 A A 098
2 i I Lk 3 B IR IS5 38 B 0 A HL e — IE 4
R o KRS FIEA REHER 2 E# - f8A
) TNF-a th i & - /£ & IR 5 1 > TNF-a /7
9 o R A5 T A A O ARAE AL A T
BRE RS 2B = MEE R - 1L-6
[ 5k A1 7 E g P AL A I 0 0 > B R s R B BT A
B > TL-6 W] #5 HIVG L RAAS 51 2 & AL JBE J7 R
W R BN DD RE SR 3R BB IR o B
IL-6 1] #8 H (& & #8 AU “f R [ -p (transforming
growth factor-f, TGF-f) {5 5 3 {5 1 M3 3 & el i1
AL o £ A NEIRFHBRE SHERI 2 (ORG) HY
B Frep o A SIS B R ER T TNF-o B2 IL-6 Y
RN o 13 LET PR (LT R S EER) B
88 > TNF-a FITIL-6 #7088 AN A] SR F 1 o

LAl 22 B 3% 5% SR Bl S M 5 2 ) A A T
3 » Ul plasminogen activator inhibitor-1 (PAI-1)
monocyte chemoattractant protein-1 (MCP-1) ~
TGF-p% » #ETHIEHE S ™ o
B EREE (Leptin) VEE

leptin & — H F1 flis /5 #IAE A 0 9 B 80 5%
e B B YA s B & 5 S B D 0 - e
A leptin & 2 I F o leptin € 3% 3@ {1 HI| 7£ T %
Fr B 1 #8 BK Y (neuropeptide Y) » 1M {3 & #X [ (K
HIghmEEh & o MUHRAER B B leptin 7F T 18
PRI ER AT » Hi2 e &R leptin A E
TH* o AR BB > 15T leptin (R EHZ2 H vl 3
HI TGF-BHJ mRNA 55 3 > 37 Jll collagen type IV
protein » B REKRE AL A& FH IR > © leptin th A] 3
TR JRS RS ¥t 1 1 HE 0 55 i 6 B TR M > mT RE
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SELEL A IMLBE ™ © leptin 7T AT LUGR 25 A K2 Al A
SALIRE ) AT RER (R B ARAE AL © [KIIL » leptin AT
rethZ2 gl 7 LR BRAY B s 2 P o

aEIA

H L R e > B RER AR R A & &7
SR B 5 ~ W B RAVERH & B R
B IE ~ B AREKAC R » B — D & B bR
A o (5 5 R B Mo B O B s ) %
Y0 RS HE E L E e EeE D TR
EHEINEHR T

£ %1 611 BMI 8 340 kg/m’ 1Y I ik JE &
i 17 Ik 5 F 1l (bariatric surgery) 1214 H 1% » 7]
SR~ B AR E c EHIR K EHEH
PR (albuminuria) B i BT 0% > (H 1 fla 12 #Y 24 {1
Ao EAEAREGFFENE o Alexander 5 A
UL > AEHT 45 (018 1 B Wdds i S e A 2 et T O
HFEME > REMIEETE W ESRBEE
hee » Hp g2 Em&E LR RIE 27 7
& F RTETIRE LB AT > HCBRE (L1 2 B S AR
A HEFEFR € 9B I RE™ o 1E meta-analysis H »
fi> R 18 1 s O A e R 1o FH R SRR 77
KXUkE > PAPEERE 74 A - SRR
{KBMI 3.67 kg/m’ > ZFHRHRISHAE 8.98 mmHg
& HR1.31 g/24 h > JRUT- 0] & 4% GFRIY R
R 5 AEIR RGN IR 2 B B phEKEE 8 (GFR
> 125 ml/min) 1T E Fhig (% » o] FE K E phEkEE
Y8 (GFR 517V 25.56 ml/min) ~ IR 2 &5
,ﬁé()O o

FH B RAAS FUTETE » 6 8 Zucker AR
BB A AT R - (H7E A KEIE ? 7E REIN
trial 1) Z5 4% 7347 (post hoc analysis) H1 » > 1E & 4
FE (BMI < 25 kg/m’) ~ 5 (25 < BMI < 30 kg/m’)
FIRERE (BMI > 30 kg/m®) % {8 FH ramipril » #37] %
R IRARZ AL ~ R AROR HAR Bl < S AR 248 HL
JE #% WILIER I (creatinine) fi5 8 A IRF[E] > {HRSEAECHY
FEE DITENE R & S A BARES - 15 & Il RR B A
WasE GE LIS » B REEH ACE inhibitor
1B 0 K & 1Y spironolactone » {5 1] DL
RIMBEFIE & E IR o FHET RAAS hEFRETEIAE
BT AH BRI B e P -

[

R&4

b BEREAL R AR R Ry
(peroxisome proliferative-activated receptor-y,
PPAR-y) i £ %) thiazolidinediones » 7] &i & it i
AR RS > JRREREEE R - 6 HIRE
IMLAGSEY) statin » (£ — 2655 EALEE7R AT (K AR
PR FIAE A% B Wi o2 AL o S AN R B b
)RR T BITRE S de Ik mr A5 R - H
18 8L % B/ NUR ST ~ REHATEAYEREE o R
FHrsBHE RAAS -5 - $HEHR B W5 3 13U
ARy - S SR SRR H R AR B FE A EAA 2 M

fhea

NERERR TS5 e = (R ~ & IhE
AR ) Z 9% » @8 B s R A i 1
feka K o REREE AR b5 35 0 vl R b i B B
B Wk 1 1T B ST ER U 0 RAASHYIEAL » SRR
J IV Bl 5% 2 A I SR ) 22 B A 5 - LAt SR KITAY
B PREE F 5E 5 I e 2R 38 0 - ST ¥R R
1] >y ~ BT RAASIE(L ~ PPAR-y G LB
BRI AR Z statin » 7E/NRURYRFSE 396 1F H IS
o BT ARG KEE - 8.2
PEHISEE ~ PG = @R B AL ~ B PR i AR
B MAE > FEBGME IR - R VIIE 18T B Bl Al
A B E R o
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Obesity is becoming a pandemic problem worldwide. Not only obesity being a major risk factor of developing
hypertension, diabetes and hyperlipidemia, but also of chronic kidney disease (CKD) and end-stage renal
disease (ESRD). More and more evidence supports that obesity alone could induce or exacerbate renal injury
and accelerate progression of renal disease. Change of renal hemodynamics, activation of renin-angiotensin-
aldosterone system (RAAS), inflammation, cytokines and leptin play important roles in mechanisms of obesity-
induced renal injury. Treatment with weight reduction, bariatric surgery, RAAS blockade, and lipid-lowering agents
could possibly alleviate renal injury. In summary, control body weight, blood pressure and sugar are essential to
decrease the burden of CKD and ESRD. (J Intern Med Taiwan 2012; 23: 98-105)
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