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ATHH 17307 3.5 gm OlAH(40r=>40mg/mi/ A7k, T B3R A g, 251 giklel 7L
>960mg/ m/day)2] AJgh SlLE Holi AnHow dpol B Wl Sol] o] dAggch
AARULZ BE ggln a5 2dshs I
FF2olrh, 3.% 2
HEo] ArlAg Ags] HelA o=l 7K b
W og A g Mo| AN Eojgit), dubd oz ol chlico] 23
e AgRUEZoR dsjo] Y wd AU
1. B9 uy Asket Aol 7hlFOR o)Fsl Fo] RAHI,
NFFZANE A SRl el ojsjo) g TE MR AR s} £ 999 da
M3} AeA] A (charge selective barrier) = 217] (hypovolemia)S oF7] AIZJoZ A ¢ % UEF
AElA A (size selective barrier)?] oo <18} AFE FLNZARL oldlo] #Fe] F ddez
o A Fadol walel wAlgc) Azggely VM R Ed UPE VIS w8 Aoy g
chilao] WS AFEAlolig, AlTAlzel dAe of whgshe ol K WiASE,  renin-
A} AVEAS BTl A4t 2o 27}, El‘/]-‘i} angiotensin- aldosteron7l, RMZAZA, & FHA
Ao RalAe) B okRolol AAMI HF kol (vasopressor system) 52 T w7l AlE-el ¥l
n s 4o} WAl HH Sof gare wher}. o3 dojhi= AxolAe] YEF AFF St
ARzl Ad Aol wade) g § oo S0l Bt deix S, A 9F @
Aol gasp] WEo] S AEVA 1P 3sgm  VTE S¥NE TR W 9 wIUE A
ol Wulne] e A)Ee B Bl opey, SIS HEO] Gl Ak 2w ol di
v o2 % Br} 48 ek A BEakAle] o
2. Agnmyz & 0] opele e IRE, 53 AR A%
A WA QR EEE 35 g/dl olAelE aop T BN Y £ FAFE A 23]
A= 25 gdl olat Hu AzFze g 2 B VM £F FAFE JRIde A, U5 B4
ZATH AL B 12-14 go] AR o] BT TFUE SR FF dRUAs B8R
Fpsk=G] omes A 9] AHA0l S m AT o)A FASAT BFe] BAE B Revke A 22
olatsl:, 1% Aol o]stsis ozt gtrdlo] I MRS AFS FAoA Y Tl o)
aoMnBolA] AEL g dojde) A s AR YEEAFIE YehiAy St adH

Yol Fo| gRTle} FaFe izl 150 ¢ A=l Y

15

7] Aol YEF olw7}t Vepdths & Soltt



thskoal AV 8 2] 2002;6 1 15-24

ABFR Aol o YEF AR 23]
Hgote 93 E2Eg o o) ohizh A% A

H|(intrarenal factors)ollA] YEAog dojus UE
B Al 23 Aolge T3] A7j=o] ek

o4 %% —b-i?i“"‘?ﬂi AAA, SAAWtrigly-
ceride)0] S7I5h=t|, FAA oY AU LA bl A
(VLDLy2 8% 259 $%7} 1-2g/dL ©3HA] F7b

sty AYEATEHYHDL}S Adold, 3 ke
BT e Adge] 9 R gele) &
7 e wel g ol uleh Wikt ofxAd
A A o) A uide STkt B olEAd
9d BC-I, Ex $7ksH] olxATmA C st of

A c.ne Hlgo] st WA Aphwyg

allp(@))s%s FH2HE, Ad=xgdd B 7}
S715l wlste] F7leh, Lpa)e Zelkav) el
ZEs AR AZEA] 23 el B
o] sirk
B

aopllXe wlAEsgo] AA AFFE FAe)
80-8S%AEE AR|gka glom, xHZol= 87}
7)2-& o]l glch ojn] e Ao BIEUE

o] ZHZol= Agd uigh ¥Ry} ANFFI

A71A o)Fol YA BEE JHLE AE0|E A
Fo| Bo thilvo] BHE fEsta 453 3

Aghe) 8202 THAEHES
SREE

@ FAAN7 e Ak 22
© HIgsAl AsiAY, LHRol=
7311}% :40}711,]. tﬁ{qzﬂzj};ﬂo] 2~

2o|= Aol wHEEH] e A

16

A USH A7

L Zud 352 220 A58 Uehls o
A 2 natriuresis©l] 2}3ke] A€

2. AFFT 27 F4719] olmAlY AL dE
T ES SAA GAEY BE9 348 7)
g ot AYRRGSol M A¢

hypovolemic shockS Z T 3ich

3. B, 5k o3 3§

3 4 58 uedol oas Apale 55

l°1'

‘r%‘o TS o T
o FF Xart dasi, @8R AU B3 g
A olrAE Foldid O]_u_}ﬂt spironolactone (1

mg/kg/day, 33 £E), 2 furosemide (2- 3mg/kg)

£ Fo3it) metorazoneE UM LT QUM LT
Ar UEFE ASTE /\]Oﬂ A& 4 glo] AlZ3:
o o8k VEF AFE Hole #xlor FTA0)
c}.

4. 4Rl BEgWo] AVEA AmM el walE
AgAl7|n 2 Rol= HRe.o 2]01/\]7]

A goll et
g S7MIRItke ®mazt 9l

5 %*371 53] %’—%Ol A5 %EHOM—E 8ol A
F Aol LQ3n] FFO] FHEE o] B
FE A AEEe Jg ARE UA $EE

6. wilAe AY 19 ARFES AFsEs
Fal7F vehd olF 1Y B 130- 150% AEY
AR EN T =g L el

7. 31X AEE Yate] A 2lolel AW A
AETE A7l HAE AT £ e,

lovastatin, simvastatin 0] thFEHQ ekEolc}.

B ZHZolE &

ulA s A5FE



1. 7] 2HZo|= A&
60mg/m/day (max, 80mg)?} SO R 4 657+ A}
o|Ed)] Bt

£33, 40mg/m2dayE TEAFA 4- 657
Y AR-gch

1) International Study of Kidney Disease in

Children ; ISKDC (1981)1)
60mg/m/day (max, 80mg)d] §HoT FE3l 4
F FAT ¥, domg/m2day® FFANA 473 7Y

Z 39 Ad(intermittent)F FHcl

2) Arbeitsgemeinschaft fur Paediatrische Nephro-
logie ; APN (1981)2
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FE nxA] Feth
2 A frequently relpsing)r19] A&
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1) Antimetabolites 9} alkylating agents

ISKDC2] a7-ppll w28 azathioprined X3 &
7} glekh WA cyclophosphamide’s i A2 ghat
oA fFelstAl A A7 B,
chlorambucil® 25+ ALsHAY L Eo|z o]EA 9]
AoE Hshke #xEAA B3 71209 A%E A
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Minimal lesion ncphrotic syndrome
!
Prednisone 60mg/m'/day (max 80mg) X 4-6 weeks
7/ N
responsc Non-responsc { Biopsy}
| ! \
Prednisonc 40mg/w'/day (Minimal lesion) (other pathology)

cvery alternate day  Steroid Resistant
X 4-6 wecks
/ N

No rclapsc  Relapse

Cured |
Prednisone therapy; Repeat
'4
Frequent relapses Steroid dependent
Fig. 1. Algorithm for treatment in children
with minimal lesion nephrotic
syndrome

R4 £2A AA Ak

Uk =R BEA A S(focal  seg-
mental glomerulosclerosis: FSGS)2 ©inE 7}z

AAAG DR 7-20%2 A8 Wil AFEF e
WdE Bk #HA 203 B¢ FSGS 9 RE
4-10%04 12-25%2 F7lslolwtly, ofd NE
7kl Rl EEdsic). oy we|z3|ed
“variants" FEN7} BB = o]zlo] BT FUle
[9s ATy Hel2AEAl A4
4 7Ashd el AE TR AR vl o
o} & @A) interstitial fibrosis®] AE7} )
o} #do] JE xE YEAy e
g0l oal Bt Frxd APole vuE e
FE vehdch g2y 28] wkeEkA] 3 A
M B @x50] Ax 4lRdoz s Mg

W

=
T

&=
(=]

e

Mz

2 & M o fbop o

A

19

499 AETE A A7

AgOR @ 9 ATl 4%
ARNA TS T B
A

Fol) olaalol o] A

1. 7] A8

60mg/mY/day (max, 80mg)2] £Fo T FHslo] 4
F FA3 § 40mg/m/dayE TFAIA 45 HY
B Rt gurdos ok 20.25% 3xjollA] &
a7 fednky 2HEe)= A& J7ke e/est
7 Aol s W 4 #BalEe] 50% 7 Frhet
= BA7} ok ol¢} Hl&E Anprt g oo
2 % AFoas Ho] Hmgo] duk oA #sst
FES7IHA Y] F@F7I2 3-4709 ol o, 5-97)
4 ol vlgA A #E7t fREVE Svhap) #
gt FesElE oFe DA BHo| el #
7t FEE APds W) A8dos s ol
ES 15% viRield] whelod, 280 whgo] gle A
T 5% oldlM 2] Andes Y. 53
collapsing FSGS & ul{ B33 oFE Roja),
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1371 o]ty
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L (mg/m/day (max, 80mg)d ST 3-4719
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B e 6-8 F B AR F 46700 AA A
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4-670) AA e ¥ Frk
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2 ZHRolE g BA7}
cytotoxic agents‘} cyclosporine

olg AAE AME3 AL 75%oVolA

3. 2H 2= A4 FSGS

A 28 E fARBICE B 1004 Benket
Zol 2 R0l gAY AP HUHoE
cytotoxic agentt} cyclosporine®l] BH-31= HIE7} o
oh @i QoA 12719 Bt AYR 2HEOEE
FolalmA 3709 7 cyclophosphamideE -4 Fois}
1€ u, 2ERolE W gt FThE Aol7} §lct
313k AlQloll A cyclophosphamide2) Fo37]3F

187097k gglole & BHES <20%91
Z8%2) 28 Zo|=cyclosporine?] Wi F47} /\l
TE. 2t 9 A9E URE 4-6719 o]l
#a7F FEHATE cyclosporine 3.5- 6mg/kg/day2)
430w ¢Y A= AHEE00 trough levelS
100- 200ng/mi= %513}, cyclosporinedl] B¥H5-3F 7
$ithg 1990
Mendoza's-& methylprednisolone pulse therapys 72
F 717to g2 AAl A8 7] F 83% FAOlA B
3 f= &7} ek BosEISithy (Table 2). 1
U WaldoTHe 2 BE Tty A5 713 5
69% Frtoll A a7t FEFU oY, Mart 2 v
7 A4&E Bx= 23 %ol Bt 2
2 220l A3 FSGS EAboll A methylpred-

;0

to ki

+ cyclosporineS FTA| HIFEE AL

nisolone pulse therapy= A2 X5 W 59 &}
ko Az,
Table 1. Response to cytotoxic agent an
cyclosporine therapy
Category Compictc  Partial No

Remission Remission Response

Cytotoxic therapy

steroid- responsive 5% 24% %
c-resp 15% 10% 5%
steroid- resistant
) .
P 22% 25% 53%

steroid- resistant
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Table 2. Methylprednisolone Pulse

Protocol used by Mendoza

Therapy

Phasc Weck  Mcthylprednisolone Prednisone

{ 1 30mg/kg every other day ( x3)  None
2 30mg/kg cvery other day ( x3)

I 3-10 30mg/kg weekly

M 11- 18  30mg/kg every other week

V9.3

vV 3-8

None

2mg/kg cvery other day
2mg/kg every other day
30mg/kg monthly 2mg/kg cvery other day

30mg/kg every other month 2mg/kg every other day

Mecthylprednisolone is then discontinued and oral prednisone
tapered and discontinuc If there is no response till phasc II,
phase 1 is restart with oral cyclophosphamide (2mg/kg) for

8- 12 wecks.
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