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3. U4 39 ¥H

zobe} gty AFETL YHHA 530 Jatel (VWL ALY @2u o= IEY
o2 ¥HY 5 vk WE LIS Aol 67Yel 23] o4 T

1dol 43] ol d= A folth ‘AHZol= oEFE N AL Fol A *Eﬂio}c ]
gZolAY FAFA 2 F oo AAslE Aot ‘A RS AFgH' L uLF A
2o|=E 4 %% td Folstdx Bajs} 294 F Feoln?. omow,., 15 %
% pulse methylprednisolone (30 mg/kg/dose)& ZAYE 33] 5o Fok #He)7} Qe
B2 st Fgo) A,

A A3 s dl/3dolEd ¥ > 2.0 mg/mg &2 obF (H) A9 dipstick A}
o A &9l > +2 7} 39 ALde ZAHFE A (REAH AFTA AW) oln, BEH A
AH-TEF (K2.5 gm/dL)o] TRIETA ‘YA 2bd Ao, ‘Ba's FFo] At &
gl A e < 4 mg/m%hr o)A o}A (A) AW dipstick ZAMA - T& +2 39 o]
d AEHE Bt

()2H 2ol A3JY
A 2

o

ol QoA NZFFo) NZE Y5t AHB)=E HES o /A BAAAA I} A}
g9t AdMoA E3 ALHE do9AAAE  cyclophosphamide, chlorambucil,

cyclosporin 2 levamisole o] t}.

23 prednisolone 60 mg/m?/day (2 mg/kg/day, L % 60 mg)E& 4F7Z} Oj
ol A}23l3, 40 mg/m?/day (1 mg/kg/day, £ 22 40 mg)CE 4 F2t HAAULHS
AIZ4BICE, 013 oF 430l ZAA U SXISC).

(ZEst 5H)

(= D R A= 7]7J o] o ALLo]l Fhy HuHW °“er 9, 50]«1 g Ao ¢
8tM 12 prednisolon el a3 A

Heof AEol 4 F F AL S

61%). 1ejvt ol d Aldo] =S W EJ F LAY LofolA FAHA= FUn, o I
Z1ZvE A8t A F7td 5 v AR Ad, 3y, UI3F 59 ¥4 5

ofof ¥},
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(5 2) ASFTY A5 A &HE ZA7E 2HIol=es Fulo A$ FAIEIo=
(mineralocorticoid) 2t890] A2 prednisoned AF23IX % A o] AMAL lvieto A
Abgo] 7153822 prednisolone o @ thA| ¥ o] A}2 51 9}l Deflazacort (Calcort®)=
FujAlet BASF BZL S 7aA7]7] Y5l prednisoloned tAEe] Ale s gl

4.2. ALY X%

MEFF0]| Aedt HR2E= prednisolone 60 mg/m?*/day (2 mg/kg/day, £ 28
60 mg)2 DY AP E013}" (F]& 2F 2, AK310{ 3¢ S RCHMo] SHOIH

prednisolone 40 mg/m?/day (1 mg/kg/day, £ 22 40 mg)E HUR 4F7 E
O{3iC}. Ol% 4% Joofl XA MA{s] &g SX|SiC).

(L=t F7)

(F) ISKDCY 7o) 9atHY LAl T prednisolone 60 mg/m%/daye WY 4 = %
ot AFE-E1H Fae] T)zko] ¢ HA g (3.27 vs 1.48 months), A E F 8 LA = AL
oA o7} Qitt. weta AL Ao nEF AHZo|EE 7|7 AEEH AHZEOE
o] H28& FrAL 87} Ao

N

3. 4l Aty /A Rols o & Ay
4.3.1. 2H 2ol

4.2. (o] X|2)E Al¥8l £ prednisolone 0.1-0.5 mg/kgS g °F 3-12 )
2 S0 RXXZE A|HEICI. SX| X2 7|ZH2 BIHXH A 3-671¥, 2AHIZ0|=
O|E=ESONIM 6-12708 X A|SSICE.

(Br2ixel &)

(5 1) A8%9Y prednisoloned A7|17F 242 ALEsE QLS Folu FFALEE HAg

g+ g Ao A 78U prednisoloned F7]17F AL E wi: o], 1Y

9 F2EL HAT 30y Fem, Wy Hok 1d AR A7) AL 9

Algstadol ity A Zolzo RAZo] FArt YW g WIAAAAY AL S HAFAHo
= 32{stofof gt} |

(3= 2) Grupe S o] 912 u prednisone 40-60 mg/m%/day® AL 4-59
T Qo] FAol H mi7tx] AL T AL awloz AHFeld HAAHSE 15-20
=5} of
[

mg/m°7t @ w7x ZeFsiel 12-18 MY Fo AFgsrE dAEAT a2y 27 A
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o}5}7]

a2 3}

WRE o AZWE AHET AF A JgH

% H
E AHRT 22 NS E o9 AYEFIAY, NPT F ¢

o i

£ d
_B.FI-J

4.3.2. AIXEA %A (cyclophosphamide/chlorambucil)

dop 92y ANFFETY I T3 AEHE HEZAHYAE cyclophosphamidet

chlorambucito] t}5 1P z717ke] B = AgZols Nz Aze RaALL EuksH

g, B3 Aole] A MAAAe) v|gk TuprTE, Wy, Alg Ao So] EAz A

sAzols R %ovm AFFE el AeE 371 a0 A 2402 A
bl

4.3.2.1. Cyclophosphamide

ﬂ"a‘ 28I AHS0|E oJEY MEFFA E0}2] *HIEOI: B2ags =0{7{L} sl &
EIE Z712t |§XIAIF17] §j3t BMo2 cyclophosphamide 2-2.5 mg/kg/day® 8-12
T SOt Y ool 134 F+ Fo{8iC} (3|& & F0{E < 180-200 mg/kg). £ 7|
HIHUE2 8F, AH20|E oJEH2 12F 0)r}.

N 4
ro 0
[

(F 1) s/} ZFore HAid 25 22
3000/mm® olstold Fotg FAstm, Fho] 9 kg FAANG. T Ho
M7 54T 2 F2 Rago] dste] Fol Wbl FR3 dPstolor sm, 53,
71l Qe AHE7) gotolA Abgstaol & B9olE sbsatd AR RBS & F AR
s7ls Agag.

g Adstel WIF5)

ok, rlr

(= 2) Cycl(jphosphamide 285 o #AI Ao 9osHH cyclophosphamldeg 8T
B FA5Ae o WAL PANE 70%AA F7)7H mslm dqoy 2EZol= o
ZF A 30%N AT B2k Fajrt PPy,

(F 3) S99 @ A7 ojstu?, zH o= &3 FoloA cyclophosphamide
2-2.5 mg/kg/dayE 125 &< W2 FoqE3E o), 2d 59 #Eo] 67972, 8
F 5o Fojaisle wWE 30%0) Eahsch

(F 4) AE5A] kA 9 %f& Batgo MAy] =5 ko] waolth A7) EHL E3
AbE7] ot A Boh MESA LAY AV 54 2%FH FoF 2 @A de
- o, cyclophosphamide’= 200-300 mg/kg, chlorambucil® 8-10 mg/kg ©)AtolA] 2Als}
7 o, Cyclophosphamide 2 mg/kgE 125 ¢ Fd3d F FoFS |
mg/kg ©]o1A GAsTm & 5 TP roloA MEHEARA N o3 o] BRL o)
¢ =207
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4.3.2.2. Chlorambucil

High s AHZ0|E oJEY MEFF E0lo] AHR0|=E RAES Z0[HL} 26l &
EHE =712t |XiAI7]17] 98t 2xo2 chlorambucil 0.2 mg/kg/daygE 8F SO 3
E O 8iC}.

(S8 3H)

(%) Cyclophosphamide® #o] ¥lgdxj@go] AgRojl= & u]a}of] o #& Ao
e E 2248 % ul£en?? n gk 240 QAT Zolxd, ay A%
2290 chlorambucildlA] o Eslda gas s 9 disi?

o

4.3.3. Levamisole

i fEHoiL AHRO0IE EH MEST #HOMIM AHE0|=S 2FES LLAF]
71 93t 2oz AIRSICE YAl 4. 2. (IH"E—I x| 2)0lAM{2} Z'0[ prednisolone= AlR
610 ZHE F=8F £ levamisole 2.5 mg/kgE 1-2 Lzl AHel2 HAE0{ 8L},

(F D) 2AEoR A9d FHRATRLE0 YL £ don ArHos RYFFE
Axtatolop BTy 2ol At T B AAlg AESA kAo at] Ao A7
22 go0] glol BAE HAAL 5 U FHol Ak

(F 2) Levamisoled] A& Fole 2HRol=9 gF3FE ZFAA7IAR Fokd FA &
3704 olo] A@Fe slolo Al o] Y} Levamisole2 1-3@7HA] AL&3 B
b ot 371z AL Aol WAy dadol 3% FEAA BAT F ATk

4.3.4. Cyclosporin

AHZ0IE SEH &0t0|AH| AHR0l=9 RS =0[12, ZHE RXIAIZ(7] 28t SH
© 8 cyclosporin 4-6 mg/kgE 5l8 23] #5 £2510{ 2 14 =0 Al&& 5 ULl
(dEst =7)

r 1

(= 1) Cy Cospon ne } 3l Fote 1-271Y 7HE oz ¥4 AYolEdE FA 6
AZA dhy o B E wle A}l 3ol o

-

1.,,
e
e
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(F 2) Cyclosporine #AE F =31 exsl=d aRAHoly B/ SE&S oF 80%
°]’42 2 cyclophosphamide®t H]&8AY 48ttt 22U cyclosporin® &% #F3t
A 5L FA5HE diFE2Eo FoloA Loz Z7)7 ALGEtoof Fr). CyClosporin
S AR FolAY AR Fo ALste FoloA HEF ZH=YESE L AYE HEd
ﬁ-j"}’:ﬁl% _}F_ %lq_BO—S:%). : ' ‘

(3 3) Cyclosporin®] AERL Y4z T ystxon 2759 Fof LAl e
3 9lon AAAL Eto e #Fb Cyclosporing A5AHE 714 843
Al 813te uhd e AMAMAo)mZ cyclosporing 1d olA A7|7F ALE% HFd= €483
o7 Tzaol Aoaw AMAAL AWt Ao wAsth Wk AAAL AP 4 ¢l
g A SAYAE AL S ALEA dF3 g9 ER 8 A gsta A5l WaEg
7] 9% w28 slojof g},

(F 4) CyclosporinZ AEA dAolnzg F sv FF FdU2HE A sty G
e wio Ay o] 935HE3® cyclosporin 6 mg/kgE T39S wW €dF ZTY2H
g A7t AU 8F &7t B2 BoloAq A7 AsfEo| o, a2 FF FdH
g A7} ¢ %2 A% cyclosporin 6mg/kgs Foidte] whg-o] ﬁi’— A4 Edzgg Z7)
A7100-200 ng/ml ZE9] FEEE FASFES @} |

Fo—rremt ]

(F 5) Gol} olF Lol A= cyclosporin® Al AAZL wEo 3 Al vlsie] Adi
Hog Eo 4Fo] 2P, Cyclosporing cytochrome P450 &4 AIE AA A} &4
3 A7l dA FA FAE dE Fo &3 2Astoof dtn, A4 BAE FIHA

7= °k%4 FA B Aoe FoE 230

14, 2HZOlE AYYY A=

sHlzols AYFL 47 Fote] ngF zHZolE Xgo wEaA] e Frolt. &
o= 4F F< _,_01:;_} % pulse methylprednisolone 30 mg/kgs 33] AY=E AARF

A FolE T} Zlf-‘—El*“-— A$E sae 970 A
f ol= A% gaEd (D) AP L APsto vjAEsy 4

der SHE NZFF o]9]
of & w4 AFHFT ce_zl—g- gh=A] SHelstool s, (2) AEFEY AEHo] A
Wh= Al NPHS2 442 $9 Sddo] 72 w=A] selstojol &,

£=7)o] $HHE podocin® NPHS2 #aze] ojatel 245
: 0] A 7}i§ ol A& Ay BAY ATAAEHE BRIA o] %73_012}9—1 %?‘ifﬂfﬂ }
WA Aoz %aac}”‘”’. ey, 7H5Y Qo ahEd
HMol7t Huxi gonatd pe sgzols gy Fold

A EQAWol7} At Hole FEW BI

O
<
kd
Z,
U
an
p
A
Ho
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4.4.1. Cyclosporin 4-6 mg/kg/dayZ® 1-241 £ D S35t U 23] FREN 8t
C}.

(58 SH)

(55 1) ZH"HZEol= A3HPolA cyclosporing A4S I AF7} ¢AA gzt oy
= ga R AT 439 aH4 g Aole A ALY F Jdoy, 3-670E B FY

—

stel 229 &97 QoW e Ags Agstofol Gy

i)

(F 2) 2HZol= A9 A9, AT E cyclophosphamide, azathioprin 5%
29 ¥HE FosivdE 2HZols g5 Food Hste gd #HEo] A @9 2
Ay, cyclosporin A& AH/} Fton, £AHOZ nHHIIANFFTFO] =
A AEE Ass R & kgl ot

4.4.2. Pulse methylprednisolone ¥ (Mendoza RY)2 2E X227} A=
O Alxol 8 = UCL. Mendoza 2L pulse methylprednisolne (30 mg/kg A 9WFA}) 9}
474 prednisolone (2 mg/kg/every other day)Z 2 F7F AF&3 & aydwo] &5 H
cYclophosphamide (2-2.5 mg/keg/day)E 8-12 F  Fob  AL3Th Pulse
methylprednisolone #2F F<¢, F33); 8F B¢ F13; ¥ 8F ¢ 23 & 9
N F2 413wk 671d B2 AEE AT

(F 1) Mendoza 82 = 1];0].1: AR w2 BEAL ALEA BEE FolE gL
2 AN FH B2 23 oo 3/44A4 BE7E AN, BANFHALZY o]Fo]
of Bastttn B3 HADY. dey dol@ QP olHd adst AR g

47)

(F 2) 28 Zol= AH3g Fotol A cyclophosphamideE: @507 FostH Faj o]
Q7E 20% B=ZA ANeanrt ¢85 o' 28y pulse methylprednisoloned} 4§
st X8 &t A5

4.4.3. ACE (angiotensin converting enzyme) 0*}1]21]01 enalapril 0.2-0.6 mg/kg/day
Fod Fy 2HEoE gy AFITFoA byt AGE] A" 2y vy 3

=

& R AZE Aty d ades SdEA Poh dAHeE vllng AaA7] A B
Z ooz A8d L 9uitY

:

4.5 I ALH/ A 2ol= EF /A R0l AFJHY AF AR
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prednisolone® ZY=Z S—GFH%, Z::Eﬂio] oEzgd 6—127H-é OE AHE-3F
prednisolones 7|7t AYE A1 &3 ARE Folu FALS HA3 & 5 UY. olF
o= A2 3¢ cyclophosphamideE BIUALHF L 3F FU AHZol= dEFHL 12F
&< AHEET.  Cyclophosphamide AFE Fox  Adsts LHEoE EHYLS
cyclosporing 1-2d ¢ AHE-3th o]Folxe adtsls AHIZO|Z YEFHL 4.2, (AL
A8)E AlYste AHE e, HEFY ZHZUSES 4UE 12-16708 T4 +A
ANad % k. 2 H2o|E 9 2 280] FA7} 59 levamisole (4.3.3)2 1-297 @5
22 A&%F9 prednisoloned WEHsY XAHRol=g QFFE AL F 3
Cyclosporin® #A7|7t A}£3 wox= L3 prednisolone ZAY 3
cyclosporin® &7%E £¢ 5 don, 19 oY AHES Broe AAH
=& #Qlsloqof 3o

2HEo|E AYHFH L =] ABAS APt mlAREASTET o]9)9 R UF
S FAXE Belg o cyclosporing A7]7F ¥9sta1, Cyclosporin A E7F A st A}
oA 284 ATA A8Foz dHE 3$E Mendoza 2¥& 18
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Ao} AZZZ X899 Algorithm

prednisolone 60 mg/m*/day (4 F)

2| 2oj=of ¥h-3

prednisolone 40 mg/m%/EOD (43)
o] % AFo AHR ZHFFA

AHZ2ol= A 7HA]

CSA 4-6 mg/kg/day
or
Pulse methylprednisone

+/- cyclophosphamide

prednisolone 0.1-0.5 mg/kg/EOD
( 3-670€)

.cyclophosphamide 2 mg/kg/day
( 85 )

N ELENOES:

prednisolone 0.1-0.5 mg/kg/EOD
( 6-1270¥) |

cyclophosphamide 2 mg/kg/day
(125 )

|

prednisolone 0.1-0.5 mg/kg/EOD
+ /- levamisole 2.5 mg/kg/EOD
( 12-18744 )

CSA 4-6 mg/kg/day
+ /- prednisolone 0.1-0.5 mg/kg/EOD
( 12-24744 ) |
¥ CSA, Cyclosporin A; EOD, Every other day
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FEo A8e dAHoE FRATGE Tt o] FojAor . 2y Tk ol
AVEEEZ (8% JYEEA 125 mEg/L o8, nNEZoz A 74 X‘]LJ-E%‘QZ A
2o} o FEE AFsoor gt dF YEFATS EF 7‘]"“’“ ojstof JgFE LolA
7Hd AUGEFEET Ol Ue T UH. B, dFY 57 442
H ALt AA A 88lojof Tt oA AMRL2 BHAZTS _
JEEEZ T& FANTAL 4o dMo] enz? Fostoc} gt F5x9 »F
o] Qi31, 471 o] AAol2}A spironolactone (5-10 mg/kg)E AHEE + Utk FFol 1j
+ Astz A¥Fo] Uud 20% %_L—'f?—‘?l (1 gm/kg/day)E AAFAsIL 308 £
furosemide (1-2 mg/kg/day)E AAFAL & = . 28y ojus % A F5E A
H5-E, A2EY, AR Fol ¥ 7 Joeug FAE 7lEoof T |

Ag ALERPFol Y= AFFF FASAAE AMAZ] BT dF4o] 3

. AYRRLFo] Y& 2o} Foke $IYL APED, AYFLE AP FAEFL ¥
3], Ad5 T GF gae 27)d AR FAARTE dPAEF soob dn
g FeuAe AHge BRAEA @A, Y 3 <20 gn/dL Q) BololA E
Rk

z @%zzz% > 6 gm/L VA4 BES W antithrombin) < 70% 2 AF AT
: Aoz A48 & ok FHol
AstH z7]9] heparing AW FALstojop 51T, 0] B¢ T4HA 8FRY @ol A3}

ANEeT ?_10}011/‘1“ = IgG factor B, factor D %9—]

o, 53 144 Bgdol WY & Aot 2oy A4
a3 SHFE A9F0l BHSY, Bogle] oyH: ﬂo}:—:— 2 ax}:sz »ﬂl&_,za AE
Adshn A3 PAAE Folstolor Bk AR FAA Age BHeA geh

5.4. AZAFN F73AF(osteopenia)
JA71) Qs NBFE ot A9 Az

Ago] LAst] AFARohrt zPHY. of

mg/day)l T AT =229 M1 RHuls= S . 2 Al

opx Aol Bt Aollx 4RE=E gALY] AEHD got oldrtA) B

B 8347 A=A G g ARl ARz FAE HaststodA o

k= 32 9sto] JHIEE9
F 2% FAYAI=2F (prednosolone 5
% = Agd 3282 ANEE
=
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