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FoTLE) %), ZOHmDIEREIEE TRIICE S HEYH 5,

We retrospectively analyzed the long-term outcome of 82 children (SRNS group, 10 ; SDNS group, 35 ;
IRNS group, 37) who were initially treated with the ISKDC regimen at the Saitama Children’s Medical Center.
The ISKDC regimen consisted of PSL 60 mg/m?/day for 4 weeks, followed by 40 mg/m? on alternate days for
another 4 weeks. The aims of our study were to identify factors at onset that could predict the relapse pattern
after using the initial ISKDC regimen, and to assess the prognosis and renal histology after long-term CsA ther-
apy in 31 children.

All of six asymptomatic children without edema and identified by chance proteinuria on a urinary screen-
ing program had an extremely favorable clinical course.
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Initial remission time of 9 or more days and the time interval from the initial therapy to the first relapse
were significant predictors of steroid dependency. The sensitivity and specificity of these findings were 100 %
and 90 %, respectively, with a positive predictive value of 95 % and a negative predictive value of 100 %.

In addition, after the introduction of CsA therapy, termination of steroid therapy was achieved in 56 % of
patients with SRNS, and 64 % of SDNS, respectively. However, after CsA therapy was tapered or stopped, most
patients (21/20 : 95 %) developed relapses of NS. Of these, 76 % (16/21) returned to SDNS, resulting in the
reintroduction of CsA. Ten of 22 patients taking CsA (mean duration 31.3 months)had chronic nephrotoxicity.

In conclusion, the initial ISKDC regimen is useful for the early prediction of whether or not the patient
will develop SDNS. When pediatric nephrologists introduce CsA therapy in children with SDNS, an alternative
strategy after long-term use of the agent should be considered.

Jpn J Nephrol 2010 ; 52 * 1029-1036.
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AINRFEFEME % 7 v — BHEfERE (nephrotic syndrome : NS)
RS 2 IFERHARE D 55— BRI LEIR S A 7o A B3
TH 203, ZORGHEITOWTUE 1960 FFAU RN R
fiidi 373 BF 4% BIE (International Study of Kidney Disease in Chil-
dren @ ISKDC) 234208 L 72 5iED (BUF,  [EIERIR) 03AK & L
TATRIECHCSNT WS, ZOBEBEEIC KD BED
I 80~85 %IF > o T ATIMRANTEL S DD, AT 04 FIEZ
NS D9 B#J 70~85 BSHFEZ I L, I 5122 DFH
MR T a A N NS (steroid-dependent nephrotic syn-
drome : SDNS) AT 22, & 512 15~20 BlF AT 1A F
JEHLME NS (steroid-resistant nephrotic syndrome : SRNS) T&
%, ZNSDEIAMENS TlX, A70A4 P2k 2 EEZAH
TERDMEIR S N5 7 O — RIS SZIITHIER OEIR & 72 %,

Shlbibils, EEEICEOCPINGHE 21T > 72/hNEE
FEME NS FEUYLIZ 3\ T SDNS BAT D fEIA 1 2 & /56
NSRS L 72, & SIS SNl 2 (0 L 7250 o R 55
RIZOWTH I THETL 72,

POR |

1999 4 1 H>5 2007 4 6 H £ TIZFEAE L 72/ Jike &
NS @9 LR EES/NLER 2 v ¥ —BlEkl 222 L,
BIFERF BN FE BRI HE > THIaRE 217\, 6 A A E
gL 27 82 I (PBIR 58 fhil, ZR 24 ) 2GR & L7,
Z4 5 % SRNS BEFEREAER 5.7 i (1.0~11.2 %), Y8l
M 25.4 A H (6~102 # F) ], SDNS #ECFEREFH 6.3 ik
(1.1~14.3 %), “FBigdm 44.7 2 H (12~97 2 H) ), 3k
BAMITFRAE S L < 1E ¥ 7% L B (infrequent-relapsing nephrotic
syndrome : IRNS #F) (GEAEE i 5.6 7% (1.1~13.5 %), P

Table 1.

Definitions of nephrotic syndrome

Nephrotic syn-
drome

proteinuria>40 mg/h/m? or prote-
in/creatinine ratio>2.0g/g and
hypoalbuminemia<2.5 g/dL

proteinuria<4 mg/h/m? or O-trace

Remission
on Albustix for 3 consecutive days
proteinuria>40mg/h/m? or
Relapse Albustix*** for 3 consecutive days
after having been in remission
1 or less relapses within 6 months
Infrequent

relapser (IRNS)

of initial response or 3 or less
relapses within a period of 1 year

Frequent
relapser (FRNS)

2 or more relapses within 6 months
of initial response or 4 or more
relapses within a period of 1 year

Steroid respon-
sive (SSNS)

complete remission achieved with
steroid therapy

Steroid depend-
ence (SDNS)

2 consecutive relapses during corti-
costeroid therapy or within 14 days
after cessation of therapy

Steroid resistant
(SRNS)

failure to achieve remission follow-
ing 4-week prednisolone 60 mg/m?

BIZEIR 382 A H (8~91 A H) D 3 BRI L 72, 8,
NS DEFEE Table 1212HE- 72,

RHRE &

1. MERETT A (ERE)

7L F=vuy (LU, PSL)60mg/m?/H (A 60mg/H)
Z 1 H3 BN 4B HES L, 51 &6 E 40 mg/m*/ H
(K 40mg/H) Zd1 1 BIFFH 4 BEHEG L, &T& L7,
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Table 2. Laboratory findings in patients with SRNS, SDNS and IRNS at first

admission
SRNS SDNS IRNS o

n=10(12 %) n=35(43 %) n=37(45%)  value
TP(g/dL) 4.0(3.6~4.5) 4.0(3.4~5.1) 4.3(3.2~6.3) 0.05
Alb(g/dL) 1.7(1.4~2.2) 1.5(0.7~2.4) 1.7(0.7~3.9) 0.08
TC(mg/dL)  417(329~967)  456(233~714)  417(275~598)  0.49
UN(mg/dL)  14(10~37) 13(6~72) 11(4~35) 0.08
Cr(mg/dL)  0.28(0.20~1.53) 0.33(0.17~1.30) 0.30(0.13~1.03) 0.58
IgG(mg/dL)  203(50~690) 265(86~864) 292(103~790) 0.52
IgE(mg/dL)  180(24~3,875)  461(15~2,497) 200(11~5,000) 0.39

¥ median (range)

A significant difference was not recognized between three groups.

2. BREEAERE
1) PSL Hik# 6 A H AN TS (IR L)

PSL 60 mg/m?/H (J Kk 60mg/H) % 1 H 3 [R5 &
HREEME 3 AES L, XRic, FHEZ2@ 1 BlkEH&S
% 2 T o 72, Z D% PSL % 5~10mg § O L,
0.5mg/kg/2 Hi27 % T, b L {1k PSL k& T 15~20
mg/HIZ7% 2 £ 2 HHEE IR, Z20%iF 4 HEE X
1225~5mg $O0EL, 6 AHMTHILE L7, &E,
PSL 0.5 mg/kg/2 HDL 1 CHRFE % # 0 3& 854 13 2 ]
FEOW)ILE LT,

2) PSL "k 6 A H DRI 78 RImiL:)

PSL 60 mg/m?/H (l Kk 60mg/H) % 1 H 3 B2 &
FURBEMEA LS 3 HIER G L, Xic, FEZE 1 bk H%S
Z 2T e, 208 2 HME ZIT 5~10mg §OIE
L, 2~3 ZHTHIEE L7,

3. 0K X7 7 X K (cyclophosphamide : CPM) %

5%

SEILAFT (10 J8A) © SDNS BRI K L, PSL 60 mg/
m?/H (K 60 mg/H) 12 CTHEfR L 725, CPM (Bt @ =
YEXH )% 1 H 1 AR 12 8E&E CRERES
i 1 200 mg/fFHERE kg Aii) L7z, £72, PSL I& CPM
A% 4 BENGE H B GCHliiR L, 2 O%bE H 8512 TRIT
WL, 1FEUNTORIEZHEEE L, 77201, PSLOS
mg/kg/2 HM L CHFE L 258130 A T LB R, BE
BEif 7821 CsA AT L 7z, CPM &5 3K Dl T
KO 1~2 M[E I ERIM, BRIK 2 AT L, HIBkDY 3,000/
UL R U725 a0k & TiR3E L L7z,

4. 70K 2 (cyclosporine A : CsA) &5 ik

SDNS Uiz & L Tl&, PSL 60 mg/m?/H (F A 60 mg/
F)ICCEML 7LD, 72, SRNS BILICH L CTx AT
A FIGLE & B L 2R 5, CsA (B4 : 24— 7

V) & GG U 7o, IRA T 1 H 2 NS4, £,
B TiTo 72, 28, CsA IZX 2 EEEGHLIATIC 31
ik 11 #liz CPM 23 G- E N C LR A o Th -
72,

CsA DIMHEEE =) v Zd + F 7 GHN IR AT
ZMH 1A, &M/ 78 —F)L RIA ETHEL 2, &5
HITHE N 7 7 R)% (SDNS #fi% 50~100 ng/mL, SRNS #f
1% 100~150 ng/mL) IZ 7% % K 9 @EHR L 72, £7, PSL
I CsA B A 4 BAHE H &5 Tl L, 2 D8k H S
TR L, 1 FUATHIEZ BEE Lz,

5. BHEROBEIS

CsA BeGBRMRRTIC 1320 (31 6, UNE LA @ 26 I, 3
PORERAELAE @ 5 #1) BHAEMZ5UT L 72, £7: CsA 5
P2 RSB L 72 2 Bl B\ TiE, BEB X OHR#EE
DAV T HA—LFavey z8k9 4, CsA BIE%Z T
filig 2 HIO TR AR Z fifT L7z, 2 LT, CsA 18EMBIIR
Ji£ (CsA associated arteriolopathy : CAA) (N Ml T2 14,
HESER IR, £ 7213 CAA 1A CTIRANE MR 2
(PR 2500, TAE D RIRERHE(L) DRLIRAT W2 £ 9 B ic
CsA BREDNS H B D EEFKL 72,

6. RETFAVIRES

SRNS #f, SDNS #f, IRNS o 3 #£C, HRRREME I
%5 2 2 & U THIFeRe i, FEREE, w2 oIiig
BT L, selectivity index, IRFPEMR, 7L ¥ —HEE
DEHED I, AT uA4 FELGHB®R LV EAKINEEE T
O WIfH, #I1El S £ © o B, FERIEIC D W TRE 24T -
Teo F72, FEEHIHISROMAICBI L Tld CPM, CsA 217
OV TERE T TORMMERTRIC O W TGS L 7,

MRl IMESTHE Mann Whitney U-test & Kruskal-Wallis
test Z W, p<0.05 DEAICERTH 5 LHEL 72,
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Table 3. Characteristics in patients with SDNS and IRNS

SDNS IRNS p
n=35(41 %) n=37(45 %) value
5.6 3.8
A t t A
ge at onset(years) (1.1~14.3) (1.0~15.0) 0-18
Gender (M/F) 26/9 25/12 0.73
0.09 0.09
Selectivity ind 0.70
electivity Index (0.003~0.18)  (0.03~0.67)
Asymptomatic™'/Symptomatic *2 0/35 6/31 0.013%
Time to response to initial therapy (days) 10.3+4.6 8.3t2.3 0.009%
Time to response to initial therapy (days) x
e 16/19 27/10 0.019
Onset of subsequent relapse after initial 8.5X
33/2 7/30 .
therapy (months) =6mo/>6mo / / @I
Allergy (%) 11 22 0.12

*1Asymptomatic nephrotic children who were identified by chance proteinuria on a uri-

nary screening program.

*2Symptomatic nephrotic children who presented with edema.

All of six asymptomatic children without edema and identified by chance proteinuria on a
urinary screening program had an extremely favorable clinical course.

Initial remission time was significant longer in SDNS. Interval from the initial therapy to
the first relapse was significantly shorter in SDNS.

#w R

1. EBIDOAR

SR FIEAERNE 5.9 1% (1~13 %), UL 58 4, I 24
BT H - 7=, FHELHIEIE 42.7+24.7 A H (6~102 7 H)
THo7,

FEBI D NERIZ, SRNS EEAS 10 11 (12 %), SDNS #EAS 35
il (43 %), IRNS T4 37 il (45 %) T > 72 (Table 2) , F 7z,
ROBEBIZ IR P S L o B 25 $1(30 %) TH -
7o FEIEWEAERS, B, selectivity index, 7 LIV ¥ —&
ff% 12 SDNS #f, IRNS #£D 2 B THESIIRD Sk
o t, ABERERIEZ MED 3 3 MR D L < IXARMIR
ISR I N 6 iz, ZDHA2H] SDNS 12137 L
o7 (p<0.05), EIBEMRGED S EAREL E TO
AR 93137 H(5~28 H)TH H, SDNS #EDIE
B3 IRNS HEICH L THEAKBERICET 2 WEHRICERE
o7 (p<0.01), 7=, SDNS Ffi IRNS BEIC kL CEER
EEEGD © WIS £ oA I TcH - 7 (p
<0.01) (Table 3), EHIKIHEKRLS 9 HEL ETHoW) R
DIEBRERILAT 6 7 HLAN D4, SDNS BEAEITT % 1]
RETEDSE C, Z DKL, R, FRtEfyrheR, iy
X Z N Z 4100, 90, 95, 100 % TH - 7= (Fig. 1), F7z,

BSDNS
HIRNS

No. of Patients
=

0-6 mo > 6mo
Onset of first relapse after initial therapy (months)

Fig. 1. Relapse pattern in patients with an initial remission
time of 9 or more days

There was only one of 10 patients in the IRNS group who

relapsed within 6 months, while all patients (18 patients)

who developed to SDNS had a first-time relapse within 6

months.

EBEBR D 5 6 A HLNICHETE L 72D 825 % (33/
40) % SDNS ~EAT L 7243, Z ORI L 2o 86
? SDNS DBATHIZHTH 6 %(2/32) TH - 72 (p<0.01),
WIFsIRE D AL AL R C o kT lE, 3 BEcoAEE
13388 57 h> o 7= (Table 2),
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Fig. 2. Proportion of patients in sustained remission after
CPM (12 weeks)

We retrospectively analyzed 19 patients who had been

treated with CPM for 12 weeks (cumulative dose within 200

mg/kg) as the first-line therapy using immunosuppressive

agents. Eight of 19 patients (responders : 42 %) showed

long-term remission or infrequent relapsing of NS.

Proportion still in remission

6—3 CsA n=21

- S I ! L

0 5 10 15 20 25 30

months

Fig. 4. Proportion of patients in sustained remission after
CsA withdrawal

After CsA therapy was tapered or terminated, most patients

(21/20 : 95 %) developed relapses of NS.

2. CPM &5 4ER)

CPM 7% Sl D 5 —i# IR & L Tl L 72 SDNS
YEEE 19 BlTH o7, CPM EH AL 5 O - EE i i3
36.5 /1 H (10~80 # H) T, CPM Bi#at%, PSL rhilnlfgn
D 1 b FHFEERD 2 lp o TAERNE 5 H1(26 %, FHEIEE
I 36.8 4 H), FEBEIIEFE~EAT L 70EBNIE 3 61 (16 %)
THot, —J, 11 HlF CPM A S PSL 0.5 mg/kg/2
AN ICREARATRETH - 7720, B AEBE T (10 61
UNZEALRL, 161 @ BEPORBRIFRE(LAE) CsA Z3E A L 72, Fig.
2 12 Kaplan-Meier 3512 & 2 A fA i 2 4,

FITEM & L, IR3ER ZE9 2 H ki 2 4, BE 1 4,
HWHRKEE | W 2GR 723, HImMPEREESS, MR YuE, B
PEREES O F8 R I B RIC D 22 b o 7,

fils 6 %4 1033

SRNS (N=9) SDNS(N=22)

N=4

(44%

| IRNS |

Fig. 3. Clinical course of 31 patients during CsA treatment

In the SRNS, all patients had remissions according to CsA
administration. In addition, after the introduction of CsA
therapy, termination of steroid therapy was achieved in
56 % of patients with SRNS, and 64 % of SDNS,
respectively.

| CsA withdrawal (N=21)

Fno relapse (N=1)‘ lre!apse (N=20)’

IRNS (N=4) | | SDNS (N=16) |
7 E N

‘CsA'reintroduction . (N=10)
MMF . S NS
High—dose MZR . (N=8)
CPM o AN=S
Rituximab - - (N=b)

Fig.5. Flow chart presenting the clinical course of 21
patients after CsA withdrawal

After CsA therapy was tapered or terminated, most patients

(16/21 : 76 %) returned to SDNS, resulting in the reintro-

duction of CsA.

3. CsA $®51EH]

CsA 5% 38 & U 7AEBNEE 31 1 (158 RF SRNS : 9
%, SDNS : 22 4l) TH D, ZDAhTHidbo 11 iz CPM
D3 E T\ 7, SRNS HElE CsA e 5.0C X 1) 25 53 fiF
L, SRNS H#£®D 56 %, SDNS #£D 64 %ld PR L, LS
EIRSEINE R DIRBEIC 22 b, 2T m A FEEBEASHTRE & 72>
7- (Fig. 3), L& L RIAK 5.4 (T CsA #5114 26.4 7
AR i - k% iR & 7z 21 # (F)FEHF SRNS : 6 fl,
CPM XM = 6 il % &) Tl, “T-Ha@lg i 38.8 A HIH
(7~67 A A ) O TaffERe == 13 ERE 6 A H 40 %,
12A2HTI10%, 24 hHT5%TH D (Fig. 4), I 5IcHIk




AT A D/NEBE EIFSE 7V — 7 (Arbe-

1034 I B O ATHARE 2 17 > 7R % 7 1 — RIEBERE O BRI BT
CsAN
<N=22> CAA negative

itsgemeinschaft fur Padiatrische Nephrologie :

Mean duration of CsA treatment
31.3months(18-74months)

CsAN negative (N=12) | &

CsA associated arteriolopathy
(CAA)

CAA + tubulointerstitial lesion

(N=5)
(N=5)

CAA+TI lesion

Fig. 6. The number of patients with CsA-induced nephropathy after

CsA treatment

Ten of 22 patients taking CsA (mean duration 31.3 months) had chronic

nephrotoxicity.

% 80 % DAERIHS SDNS IZFE - 72728 (Fig. 5), CsA P&
AD L 3o F filsRee 4% R { Sz, CsA
B A2 AT L 22 D13 22 B (FIFEHF SRNS : 4 1,
SDNS : 18 i) TdH > 7z, PG HIIE 31.3 4 H (18~74
AR, 2D THERELZRD LD REHNE 12
(54 %) THYH, CAA DHRDT=HDH 5 H1(23 %), CAA
WM ZRAE R ERE #5800 7= b D03 5 61 (23 %) TH -
72 (Fig. 6)

z =

IR 1 1960 4ERIC 2 DFEEDBMER S 1Y, DEBREED
NV 7V — 7 d B oI 4 DERIRR DS 2 D )ik % %
DEF, H2VIEHZEL T, NREFENE NS 12/ 2
WFERATEA FRHRICBII2 3=V FRAY v ¥ —F LR
BEINTE, EBE, bEICE TS HA/N R N
ZIEEEICN T 5 7 v — FIHATIER 60 %D gk 3
BIRICHEL 2 27 0 A F5 217> T 2Y, EEEOF
MU, SUZIMHISE OIS & X5 SDNS B ORI
X265 ETHY, RO TIRERERG S
FEARMEARETCOHE( HEL L) & 6 A HUHNOFIHER
%3 SDNS ~DBAT DGR F- & bz, [RERDKEHIL K
K2R I N DY, bbb L 2 7R D Tl
AL BT 2B LFFAE L 72\, SDNS ~NEAT L 284,
e, BRIZRETE, MU, W, ERERRE, AR
EDATUA FICX28YAFEICITERLELRD, BED
A, R QOL I3 LK TFLTLE ), Lo
TZDHEZET I 2L, TCIZENIT NS P
BRICBI L CHEBRE R L @B o a vy e — LAY
F 4 DBFTbI TV S, 1988 41 UedabV%3, & 512 1993

APN) 239, [E R & B IR 595 (Ueda 5 @ PSL
60 mg/m?/H % 4 BMEH# H 5%, 51 & E 60
mg/m?/ H % B@ H %512 T 4 8, D48
&2 10mg/m*/ H ¢ D& L Tk, APN:
PSL 60 mg/m?/H 6 @[ H £ 5.8%, 7] & fi %
60 mg/m?/ H % B H % 5-12 T 6 ;@) o b i
MELTED, BEhIEE 6 2 HMNOTFRE
i & ERRE & LERTHS il o 7 &
WMEL T3, X512 2007 4£9D Cochrane
review IZEBWTH AT 1A F DG % T
E®K7HAA)THZEICEYEFEDY 22
WA T 5 EMEL T b, bitbitd, PSL HikEFIH
ST ZREGNIBERIFAE T 2 WHEEDSE 8D L £ 2,
FIaE L LI RIMmRE 2 EH L <& %, Lo, 22
KWL 22»ofERbH oD, 1 DHIEINETD
72 1E 2 714 FOEFERERICO W TUIBEITHIT L Tw»
BORTHD, 2 DHIZRFEME NS @ 30 %Hit2 W IGHE
BICHFEL R0, $XRTOEFICEMA T a4 Pk
H2479 2 LICEBEM»E S RTh D, —H, AL
TV 19 R X D [EEE 2 A H), BgSE6 A H)D
A0, etz a3 2 2E % gk 7~ 5 2L
ARSI SN TED, ZOENGLND ETATH S,
BIE© D ET SDNS TR L CTHIH Z 40T v 2 Sz il
L LTlE, CPM, CsA, Y'Y E Y (mizoribine : MZR)
D3IFBH T NG, TnsDEHDERIL, ZoORRP
HBRAERGZERE L, TRECERE - KIEO MW ThiE
ENBEZRETHBD, MZR 13 Z DHNEDEI D79,
CPM (PR RREERE R T O NSS4 25 & OREITEH D 72 12, i
TR CsA Z 58I E T 2 /0 VBB S M E 25 % <
o TETVEY, DI CsA 512 & ) KFEDIEH T 2
T uA R S ORI ATTEETH 25101278, HEDOH
BV THIEMHZI RIS CsA KA E ST 1310, %
B, S OBEHCE VLT CsA O EfFHERR I IR RS
#24 AHTHT L S5%THY, L T EITHI 80 B
SDNS ~BAT L Z DM CsA i 52 L 7z, L7zdso
T CsA 25 AT 284, BG4 SDNS ~NRE- 720
BTG  CRUEICEL R TN R s vy, Lo L, BN
WM R v & SN HEEMD S CA ZHKT21ZERE
M- REFEDHIE 22570, FHRIT CsA BHEZ 5| Z i
T EREDICTURETH B, 7, MEREZ
BT BRSO AT 0 A PR EK I3 BFPIC
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ABHINZ, TTIT CsA BRED 7=, Z Difkfic
DIREE & 72 2 HREILEET 22 17U 7 & e,
Lo T, CsA DU L L GREFITEH I N
Tw33Ia7z/)—LBE72FLIDYY
X2 7 HEEAYE NS ICIRBEM £ 2B T
&, WD S D CsA BAFEEICIT I RE
ThsEMbN s, —Jj, J4E Ishikura 5 13

less than 10 years old

PSL threshold level was
1mg/kg per alternate days or less j/

fils 6 %4 1035

SDNS

Long—term tapering
regimen of PSL.

10 years old or more
or
PSL threshold level was
% 1mg/kg per alternate days or more

and

frequent-relapsing nephrotic syndrome (B4 T,
FRNS)/SDNS Z W5 & L7z 24 7 HD CsA

Cyclophosphamide

Cyclosporine A
(CPM) (CsA)

BIEICB T 5 7 v & s, biub
NEFMD P 7 7=V v 7IC L 51RKT

’ CPM not effective

b CsA BOEFERE DL X IR ¢, S5

Cyclosporine A

3 PSL threshold level
=The dose of PSL at which the relapse occurred.

(CsA)

IZ, CsA #%5-rhiC FR/SDNS % 5 i vl fig ¢
H o7 HBHD CsA JE - P IR DR % B
FL7 b 22, f 45 DRERIESER FEFEA
Lol EWELTWRY, Lal, Zo#
1k SRNS BRI E ENTE 59, B
b 24 A EE O, AREE o g
WiETH 5,

W7 7 VFNALIETH B CPM 1Z, 9CI2 30 FDA kI
D725 T FRNS % SDNS I L CTHAEINTETED,
FRNS (25§ % A1 Barratt 579 % D00 5T
W5 Tdh2™, £72, SDNS ISR 2 HMERInET
SRR E SN T E 23, BEOBE I TR
b CPM # 5% O BMEMEDO ZICERBHTHNTY
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Fig. 7. Treatment strategy to SDNS

CPM as first-line therapy of immunosuppressive agents may be
attempted if the patients are prepuberty and their PSL threshold levels
are 1 mg/kg per alternate days or less. If possible, we recommend that
CsA is given only to midpubertal children with SDNS.
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