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U,The clinicopathological correlations of primary glomeular diseases

e
NG

Histopathologic

diagnosis

IgAN
MN

MsPGN
MCD
FSGS
CreGN
EnPGN
MPGN
others

Total

CGN AUA AGN RPGN
N(%) N(%) N(%) N(%)
813(76.8 428(83.4) | 207(79.6) 41(32.5)
84(7.9) 7(1.4) 3(1.2) 0(0)
103(9.7) 71(13.8) | 21(8.1) 1(0.8)
12(1.1) 2 (0.4) 2 (0.8) 0(0)

24 (2.3) 3 (0.6) 1 (0.4) 0(0)

2 (0.2) 0(0) 3(1.2) 80 (63.5
2(0.2) 1(0.2) 22 (8.5) 4(3.2)
12 (1.1 1(0.2 1(0.4 0(0)

6 (0.6 0(0) 0(0) 0(0)
1058(100.0) | 513(100.0) | 260(100.0) 126(100.0)

A 7% &% NDT 2009; 24. 870
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u Trial of R

N T

AS blockage on the progression of
Non-diabetic Nephropathy

/JQiney Outcome
. . . . Follo
Trial Patients End point Intervention Kid
L[ roteinuria ianey
Function
REIN Stratum 1 Upro 1-3 g/d, Ccr 20-70ml/min (n=99 vs 87) o -13% vs +15%
1999 Lancet GN: 53.5% Interstitial PKD 7% Unknown 39.4% | AGFR Ramipril 0.49
- Doubling Scr or Vs 22yr - (0.29-0.77)
REIN Stratum 2 | Upro >3g/day (n=78 vs 88) ESRD Placebo -55% . .
1997 Lancet GN 62% Interstitial PKD 5.4% Unknown 32.5%
COOPERATE Scr 133-398umol/L eGFR 20-70mi/min.1.73m2 Doubling Scr or Trandolapril 29yr|| 44.3% | 0.38
2003 Lancet (n=89L vs 86 T vs 88 T+L) ESRD Losartan 42.1% | (0.18-0.63)
GN 65% Hypertension 17% Interstitial PKD 5% T+L 75.6% |
Unknown 13%
AIPRI With Scr 1.5-4mg/dl (n= 300 vs 283) Doubling Scr or Benazepril 3yr -29% vs +9% / 0.44
1996 NEJM GN 33% interstitial 18% PKD 11% DN 3.6% ESRD Placebo / (0.27-0.70)
ESBARI Scr 1.5-5.0mg/dl (n=104 1.5-3mg/dl n=224 >3mg/dl) | Doubling Scr or Benazepiril 3.4yr | -52% vs -20% 43% reduction
2006 NEJM GN 61% hypertension 18% PKD 12% other 9% | ESRD or death Placebo
-—
AASK African Americans with hypertensive renal AGFR Ramipril vs 41yr | — -1.81+0.17 vs
2002 JAMA disease (n=1094) with GFR 20-65ml/min/1.73m Metoprolol -2.42+0.17
Amlodipine ml/min.173m2
ALLHAT Hypertensive patients (n=31897) ESRD Lisinopril 49yr | — 1.47(0.97-2.23)
2005 Arch with at least 1 other CHD risk factor 50% GFR| chlorthalidone 0.92(0.68-1.24)

Intern Med




Proteinuria remission rate according to underline

proteinuria renal disease with RAAS blockage
in Remission Clinic Trial

50 47.1

H IgAN
H IMN
1 others

Proteinuria remission(%)

Proteinuria remission defined by urine protein excretion<0.3g/d

J Am Soc Nephrol Published on March 19, 2008
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Underfill mechanism ‘ Overfill mechanism
REREAKEQIMLAE
l B AE P Na+*
BAEBEER] — !
l MAET
B RAEH M E ) ‘
B\C@zl{%ﬁ | TeEE R H MAE
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!
Na+ 7K ¥ B

KB i - “EDIREIEERA

R. W. Schrier 2003
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<Impairment of capillary conductivty>

—~ JKTEBA I BE B R M BR T
1, ARAMEEIKRT TREEY)

tigcht junctions

Hoccludin, claudins, X EOQZ

2, adherens junctions

=kl

Hcadherin. claudins X actininZb J;

X Ejuctional B &Y 5N ahE B4 & & V)F o<

NDT 2003
Basic Res Cardiol 1998
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The presence of edema alone 1s not an absolute indication for

diuretic treatment in genaral, the use of diuretic agents should be
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1. SAIb| - B F 1 —HEM AL 1

2. UAIbS [F) #HZEE (1/2~2/3), Rae 5B /N E
Bz 1) 3 2 EEAE

3. NSHfE/NEXINat B CE )

4. TAL Na-k-2CL¥ % 8 H 3Rk Bd s ?

Brater AJP2003
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BEHL. X, btk 8HICKD (Cer9~28ml/min)

4| Y Nat 80mmol/d K*60mmol/d

bumefanide 12mg iv.

1. 6mg bolus — . 6mg bolus
2. FFEE R 12hrs

Ann Inter ned1991
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4. BEAKBF

Bolus Infusion P
B S HIGE X =y 70 =30 6627 >(0.2
(mmol/24h)
14h AN = 229462 274177 0.001
(mmol)
14hTHHERE | 33411603 | 3734726 0.001

(ml)
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2. ﬁ%@&ifi_m\ H%'%‘g‘hﬁ% (MPIR B IR
3. ﬁ%m}?}% SEROERBEES R

4. ﬁ%NSkID%ﬁ

!
5. BIEFIIEEAWAHAGREES : eGFR 20-30ml/min

‘ l / N
6. ME24/NF RN HCT R PR

UNa <100mmol/d > 100mmol/d

! !
7. KRR & B fREE. BR/K
B e E F B sm AR SR 7
|
8. R IKF & H
|

9. Fiks T 4R R
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BINSiz 4+ Furosemide resistance & i 75

ZARE NS H K i # ANa*:0.5~0.8mmol/Kg/d
IREHTEE
UNa/cre Mmol/mmol BW(kg)
Before 1.4x1.1 62.81+31.2
Amiloride 11.4x7.7 P<<0.05 62.0t31.2
+Furos 20.7 £9.4 P<<0.01 59.7+31.2 P<<0.05
Before 1.7£1.3 50.5£22.3
Furos 8.1+5.3 P<<0.05 49.41+22.3
+Amlo 15.4+7.7 P<<0.05 47.51+21.5 P<<0.01

—ZiE A 1.3 £3.2d)5 524

JASN 2001,12:135A
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BEHL. XTHR. XA 104/CRD (Ser3.2~9.6mg/dL)
EH|EYINat (150mmol/d, k*S0mmol/d)

| ] ! ]

d6 d7 dl3 d14

m Torasemide 50mg 1v. +s

m Torasemide 50mg 1v  +butizid 20mg 1v.
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LMWH 4000U/d, 25%<4m, 30%>6m
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- 1065 %, 48hEl{ZH, 72/hEEFEISK
Nephron 1995,69:20-28
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( 0.5~10mg/d)
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