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corticoid administration in children with idiopathic nephrotic syndrome:

A multicenter observational study
Pediatr Nephrol (¥F&HT)

ARWFIED —HUILLT DFRITHELK LI,

1. EHEZRIL, SREERIT. SARTUR, MRBRT-, FERERAE, MAZFEZ
INERFRFEMER 7 v —BIREBREECBIT 2 AT v A NG L FRE~— T — Dt
PRI ZE AL

55 57 [l B AN B g P I tE S 2022 4£ 5 J] 27-28 H - il

2. LFHZIL, @EERIT. SRRBUR. WBRT-. ERERIE, [AZEZ
INERFRFEMER 7 v —BREBECBIT 2 AT v A NG L FRE~— T — Dt
P ZALIZ RIS D st

%5 65 [0 H AP i dEas, 20224£ 6 H 10-12 A - o

3. Yasuhiro Ueda, Toshiyuki Takahashi, Ryota Suzuki, Asako Hayashi,
Yasuyuki Sato, Takayuki Okamoto

Glucocorticoid administration and changes in bone turnover markers in
pediatric idiopathic nephrotic syndrome

The 19th Congress of the International Pediatric Nephrology Associa-
tion, 202249 H 7-11 H « %



2E
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B~ — D — B REROBEE TH Y | R ANEHERIER IR CIRRERNIG
ﬁ@%:&uyﬁ%@ﬁ%ﬂ_m%éMTw 5o BRI~ —I—IIRELEF
K~ —h— L BRI~ — =T b5, B~ — 7 — 3B MR ORESR
L, AT = U OBRIZ TE DWE CTH M OIEE) 2 Kk U, F I~ —
—I I E M ORERZSC, FIZ TR a7 —F U OBEMEYE TH Y ik E a0 IEE)
BT S, AT uA RiXgREhcEEs 52 ML AT/ ROk
HEEHIZ L VBB~ —D—, BRI~ —F—E HIKTFT 5 2 EnMESh
TWb, A7 aA RHIEZOERE~—h —Zc o0 TEREN DR 2

FTOLEOREICLD EAT A FEEHMA ERGER chuX, 21k
L2 B~ — I — 13 AT 8 A RRILZETAOCHCEET L L9 Thb, —J7,
FEHMD AT oA REMEEICOWTIZ, AT a4 RpIEgicg g~ —0—
NED L DITEACT 205 Lo ST R0, T, % 7 1 —BIE RO TR
FEUTI YR =TI REIND XD, AT a4 ROEMES % RE
R ENTWERHFIZBWNTH AT A Redba L —RiciZhibTtx 5
Kootz RO EZRBIIX, AT vA FOREMEG 2500 72/NEH5RE
FtExr 7 o —BIEEBREICBWTAT B A R IEZOERH~— 0 —2&4k
EMEfT 52 EThHD,

[%F5 & J5ik]

2015 4= 1 b 2021 4F 3 A £ TORICARE RF b NERHIABE L TV
V%~ 7 ORI G- A 5T o/ NI RE R ME R 7 v — BIE R O IR &kt
ZUT, BAMEBENEEIT o7z, HAANEEIILLFTOEY THh5H, 1) VY
%V?TW@&%%:M%%%:D&ﬁ@ﬂ%%’Z@ﬂL@)V#V77%
ghEnz, 3) VX ~vTEEOLECITERH~—I—Z2HE I, oA
TuA NG TEATrA FPIEBZOE#~— T — %LmbfﬁﬁT%o%
BEIZBWT I8 IR COT —F Xt & L, 18 LD T — Z [T 72 &
L7, BREI~—I— &L LTIEFRT VI VAR T 7 Z—E  (bone alka—
line phosphatase: BAP), g1 > %7 M1 W7 oas—4 - N-7aX7F R
(intact procollagen type 1 N-terminal propeptide: PINP). MLif{H A BEHSHT
Mg A7 7 #—+F-bb (tartrate—resistant acid phosphatase—5b: TRACP-
&»%ﬂﬁbkomwkimmtpmpiﬁﬁgk ZIER AT itH$A¢

iéﬁET VRNV NV INE S (R AN/ ST r - S SE~ (e A Byt i
= //\@/J\/ BT D FHs, MR Z & OERET —Z 2 T SD (standard
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deviation) 2 a7 Z%H L7z, TRACP-5b IZEEM TOLEEN DT & VRS
ENTEYEAEL AW, VYT HERICAT A RefIE T -0E
BUZONWT, AT A FEETERAT oA R IEZOERE~— T —2bL, 2
TuaA REETIZBITA21 BH7-0 AT 04 REGEEOMELZ TN L 7-,

[ R]

KR L7229 N\OBEITBNT, AT A RELGETFEATa A RfE#ED
B~ — I — DT 5 38 TN 21T > 7, [Rl— B3 TEEAT O & 57
KL, X"—=ZA T A TOREDOFRIZHIA 12. 4 (WU ALEIPH 9. 0-14. 5) 7%,
F 7 0 —CREEREORFHIRII P RE 5.9 (3.3-9. N ~7-, AT uA Rk
BOENRGH~—H—EIZAT oA Rk BH 3.541.0 " H Tfrbhi-,
2AT7aA FEETERHF~—D—ERFO L HHZ0 7L F=y o EhHEIT,
HYfl 17.5 (4. 7-31.3) mg/day. 0.44 (0.11-0.98) mg/kg/day 7= >7-, W9 4L
DERM~—DT—b AT 4 REET LB LTATrA RHIEZ THEEICE
fE7=>7 (In BAP SD A=7: 0.06 (-0.71-0.93) vs. 1.43 (0.89-1.79),
2<0.01; log intact PINP SD A= 7: -2.78 (-4.36-2.74) vs. 0.11 (-0.58-
1.22), p<0.01; TRACP-5b: 16.1+5.6 U/L vs. 20.8%8.2 U/L, p<0.01), F7=.
LSV 7L R=ynr &8 (ng/kg/day) X, TXTOBERH~—I—£(b
CIEDOMBEEZ R L7 (In BAP SD A= 7Z8{k: 1=0.38, p<0.05; log intact
PINP SD 2 =1 7 Z28{k: r=0.56, p<0.01; TRACP-5b Z8{k: 7=0.33, p<0.05), AT
oA FEETFTERE~——ERD 1 BHz0 7L F=y o 580 0.25
mg/kg/day HKiili TIX AT v A RHIERIZERE~— T — DI/ NI o 72D
(In BAP SD 2A=17: 0.68 (-0.00-1.74) vs. 1.32 (0.38-1.86), p=0.19; log
intact PINP SD Z=17: -0.34 (-1.15-1.07) vs. 0.03 (=0.78-0.50), p=0.70;
TRACP-5b: 18.5 (13.6-21.5) U/L vs. 16.9 (13.4-25.1) U/L, p=0.95). 1 H®
7207 R=vno &E5EEN0.25 mg/kg/day LA ETIXENRE~—T—IZAT 1
A RHPIEBICHBEIC EFH LTz (In BAP SD A= 7: -0.45 (-1.32-0.38) vs.
1.42 (1.30-1.75), p<0.01; log intact PINP SD 2 =17 : -3.81 (-4.92--2.75)
vs. 0.56 (-0.47-1.41), p<0.01; TRACP-5b: 13.6 (11.1-18.1) U/L vs. 21.6
(14.0-27.7) U/L, p<0.01),

[=%%]

AMFFEDFERN D BEMORIAT 0 A FIG T TIEEA BRILE 61
M ESND2, AT rA RPIRIZ XD D7 < &b ED A I E ARG ol 23
FEBR SIS BT ENRBEINT, ZTOATrA RHPIERIZA DI ERE O R
WPEIL, EPEAR T v A RICEREE S DWAETH D5 Cushing JEBRBEDOBEITE
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WIS A 22 O EBCAI UNICE IR~ — 1 — 0 EA- LT E W O I JE L
R, o, 1 BB OAT uA REHEDND 72T HUTE ARG~ D 52 TR
RAREMEN B D Z E RSN, B OB TH D 2 L RO E T
URAITBIFIZORND E NI ZET VARSI TERVR, b &b
RERRY DEOATrA NEGELY BT 2 & THRB~DOERE LR T X
HAHEMEDN R STz, DNRICBWTIHRA L B ZnETRAT A REF
HLFRIE S U TR 2B M T s 2 &3 7e < | ki, BEW 2 &
BRI G 2 2 E N B E R~ — 0 —OFHmA RN EE & v o m b & 0 F G
~— B — DR ISHITEA TR o Tz, ITE /NEAT v A RFHERIE IS xS
THWEME LTEARZARR— MUFIZOWTOFMAME, ZEMICTHO N TOR
ENRH X TEB Y ABIBROERE L 725 HEMERH V. £7-51 receptor acti-
vator of nuclear factor—kappa B ligand Hii&, fHAHaL % v K parathyroid
hormone A, HTLA 7 Lo A F LUK EOFHEHRIERRIEO RS H H 1 |
NRIZFB N T S BRSO FEHER R TR RoE=42 1 7 & LTHERH~
— A —NERSNLARERH Y, AREO X D7 XA T a1 FEFRE~—D
—IZBAT BT — X OEMNEEND, AFFEDORA L LT, DEEE D%
FHREBFChHZ L, AT a4 FlZoWnWTIERE~—F—HERFD 1 BdH
72V AT RRGEOALTHRF LIEZ & FRE~—I — DR DOFRICH
ARNNROEReT — 2 N ghoi==da—a v XN NEOTF—2 2 Hni=Z &
WhIT oD, 5%, AT vA FEFRH~—I—OREEIZ- DU TR THIM
TR ITOND Z ENEEND,

L

BRI A7 1A R, RH O SR8 A R % T R
SO HTENTRENT, 1 HHTZY AT v A FERGEN DT ITEREIS
575 BB T I B TR B 5.



AR

AXPBIOHERPTHEA LIEMEEILLTO LB TH D,

BAP bone alkaline phosphatase

BMI body mass index

PSL prednisolone

PTH parathyroid hormone

P1INP procollagen type 1 N-terminal propeptide
SD standard deviation

TRACP-5b tartrate—resistant acid phosphatase—5b
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[l

AT7aA FISEIEREFEN L TRICEREL 52, BREIREICED X
T RMEHERIELY Z7-7 (Chotiyarnwong and McCloskey, 2020), AT &
A RIXEHFEMID O bimd], 7R b— AMEEIC L 0 BEREZEI L, 7285
JaD7 R b—2 A H{EET S (Weinstein et al., 1998), AT 1A KROFH I
SNOEBIZONWTEHIEIERBRENH YV ERAO—HE RN EZ AL H LN
(Chotiyarnwong and McCloskey, 2020, Bornefalk et al., 1998). & fHjiK®
bR, bR AFERIZ I VAR LB AT n A RGO RITITE
WINZTLESE A Z ENREN TS (Chotiyarnwong and McCloskey, 2020,
Compston, 2018),

BRH~— I — LB EHEOFFEE TH Y (Jurimde, 2010), FRNBHFRIE
IR CTIIEREOGEDE =2 ) 70, HOLBREE TITEHTFHIIICHEN T
W5 (Vasikaran et al., 2011), ‘B~ —0—I1ZBFK~— T — BRI~
— =T oD (Jurimde, 2010), ‘B~ —0 —ITEIFMIAORER .
AT =T U OBRIZ TE 2WETH Y L BHFMIROIEE), TR0 b E R E X
B3 2, BRI~ — I — 3R E I OBEREC, EIZ TR = T — 7 U OB E T
U, BEMIROTER), b b E RN E KT 5,

2T aA RE5HE%OERH~ — 7 —Z 2 HOWTET TITEE O HE D
Y, FEAEDEFMTERER~Y— XK TFTLEEHESNTWND
(Wolthers et al., 1993, Paglia et al., 2001, Ahmed et al., 2002, Bath
et al., 2004, Biyikli et al., 2004, Dovio et al., 2004, Vihinen et al.,
2008, Brabnikova Maresova et al., 2013, Aceto et al., 2014), A7 1A K
FALETR DB W~ — 1 —Z{bITEmOH L L ZATHY . AT ER T2 &
WIOMENLZN—FHT/NETIHE T T2 0o @MENL L, Z0EWVOEHIL
L < bhoTWnuy (Wolthers et al., 1993, Paglia et al., 2001, Ahmed
et al., 2002, Bath et al., 2004, Dovio et al., 2004, Vihinen et al.,
2008, Brabnikova Maresova et al., 2013).

—F. A7 aA FHIEZOFRE~ — I —Z iz o TEHER D720, 2
EFTOREICLD EAT A FREMM A HEOEHR CHIT, AT AR
BHIZE VB LB RE~— I — 13 AT a A RPIEZTHONCEET 5 X
)T 5D (Godschalk and Downs, 1988, Crofton et al., 1998, Dovio et al.,
2004), LU, RWIEO®RGZICAT oA REeFIE LR, B~ —27—270
ED X DITEAT DD E LTe i 137220,

I, MRERR T v —VREERROEMHRMERF AT Y Fo~T7 0 kbS5 X
IR, TNETAT A FORBKRGZRERS S TOWEEZICENT

6



HL AT A R —FRCH 2 WIEEHMICHIETE 5 X518 -o7- (Iijima et
al., 2014, Kamei et al., 2017), ABEOFT2HIIL, VY X~ 7&K E5%
IZAT B A RE2HIETE /NWIRIER R MR 7 v — BRI B IZB VTR
TuaA RHIEZOERE~— b —2{b e mitd b2 & TH D,



Tk

2015 4 1 A6 2021 4 3 H £ CToMICIbEE R 7wt/ NERHZ ABE L T Y
V%~ 7 ORI G- A 5T o/ NI RE R ME R 7 v — BRI &kt
BT AN E BN AT o T2, B INT OHBRERBR,. 7 — 2 2 L,
Z OMFFEIRALIRE KRR A - EF R AELZBERIC L > TR I
7o (MFEEE: H 021-0094), T _XCTOXMERE XY Y o ~7 OF A% Z T
HI= OISR T TITAT o B EERARMSE (Takahashi et al., 2019), F£7=
IZBEEITR OB OB EERFFEOZMETH Y . A EIOMIEIC OV TidbiE
BERFEFGEO T =7 A N ETHT T U7 MCE W SMEHESET 2SR5 2
bz, Fio, —EOBRFEIZEL T Vo~ T B MNMPEFRES quality of
life IZEIFTHRIZHONWTT TIZHE STV 5D (Takahashi et al., 2020,
Takahashi et al., 2022),

MAANIEEFLL T O@EY TH D, 1) VY F v~ 7 WEIBGRIC 18 A,
2) 2L ED VY X ~T E RSN, 3) VYU~ T RGO ONTE G
~—H—EPEZI, »OART A REETEATaA RPIEBEOERH~—
T — % L CEHMITRE, FEREICBWT I8 MR TOTF — X & xt% & L, 18
i LARE DT — Z IR D B RS LT,

PRAMVEHEIILL T OMY Th D, 1) g & 72 2 5 R@~ —» —HEdT 144
M OB, 2) D/ RE - HLERE - TFRE - RE - NOWRE - §
RtEBR EORE, 3) HRE, 49 RHEUR, b BFRENCEEL L2 O 5K
F FLTWHASEZ L) okh,

BB P E I LIS AT BRI TOT — X I3 & oz, B4 12D
OBHITEREHIC A2 5 2 9 5720 (Lips and van Schoor, 2011). X&&F D
PO, ESNEHER e 2 X 2 D BIFIZ N LTV 2 7o 2 b O B IE RS LR
mole, £z, X7 n—BRENERH#~— D —I2ED X 5 REEL 52 5%
WENIRVN, ARFEETIXEARIE TODIRETHE S izEB R~ — 7 —
IZOWTHIEITICEZ DT,

X7 —BREGEHIL, FTomEERAR (RHRTRERZ LT F=k
2.0 g/gCr LA E) DoM77 V7 I U iE (IyE7 V7 2> 2.5 g/dL Ki) 2 29
HHDEER LT, INEIHIFIERPRER 7 0 —BIEEREX, 18 MR CRIE L
c—RMER T v —BREBREO O BIRKRA A2 b O & EFE Lz, TR, FRR
TIREARMEEZIZEN 3 B 2L EER LD, FRIE. BEHRCREA
3tLL RS 3 Afffe 2 & &g Lc, SBEIFREMER 7 o —BEEEIX, FEE
% AR LINIC 2 [BIDL B FESS, F7213TEE O 12 A UNIC 4 [BISL EFR Lz
DEEF LI, AT A NMRFMER 7 v —BiERERIL, A7 1A ROBEY., £
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TelZ AT mA Rk 2 BEILINO BRI 2 Flfi TREE7Zb 0 e ER LT,
27 uA FMREMER 7 v —BEERIZ 4 B OA T e/ FEARGIZE->TH
EfELWH DL EE LT,

X7 a0 —BREEHEOYFENS ) Y X v THEHESEETORT oA RE5 13,
JFHIE U Tz EEE (Oprednisolone (PSL) 60 mg/m’/day E£7-1% 2
mg/kg/day. K 60 mg/day, 4y 1-3 3 H 4 #E. @PSL 40 mg/m*/day £7-1% 1.3
mg/kg/day, K 40 mg/day. 4y 1 §F@H 4 B . FREFIOTEERELE (@
PSL 60 mg/m’/day ¥721% 2 mg/kg/day, K 60 mg/day, 4y 1-31#H, Dl &
b IRE HTERMER% 3 HH £ T, @PSL 60 mg/m*/day £7-1% 2 mg/kg/day. K
60 mg/day. 4 1 FifEH 2 @R, GPSL 30 mg/m?/day £7-1% 1 mg/kg/day. K
30 mg/day, 43 1 il H 2 #fH., @PSL 15 mg/m’/day ¥£721% 0.5 mg/kg/day. #x
K15 mg/day, 57 1 {If@EH 2 B I ENAE L TITo7z2y (Tarshish et
al., 1997), HYEDOHKEIZ L -7,

HOIVOIDOIEREIG eV, U Y o~ 3HEEERA R 7 0 —PEfErE £
TlixAT oA NMEGER 7 e —BEREEOBE T, Y7 rARY U E2&E5 LT
LEBEAIMEITER WS, £ 7 0 2ARY U oEERLTIRIC LY HEA
BOIRT T2 7 a ARY ORIENKEERGEICER S SN, bivbild~
o ha—/ L ZHESX 2016841 AD 2016 43 A ETIZ U Yo~ 7 OH)EIE
HaZEREIX 6 DABXIZE 4 B Yo~ HEHRG 25T (375
mg/m’*, K 500 mg). 2016 4E 4 ALIREIC U Y v~ T OEE G 2% ) - B
TADPABEICEI 2ROV Y X~ T HERG 25177, 2016 44 ALK D
VY o~=T7OFk5 70 ha— ARl Ebo-Dik, bivbilORER»NG 6 70 H
BEICAEVYF~T2RETL 70 ha— I —HOBREIZE > GRERR
B THHAREMENRIRINT-T28TH D (Takahashi et al., 2019), FiILFil
D70 ha—LZBWTERK) Y FU~7&S (20154 1 A 2016 4£ 3 A
O7a ha—)LTiE4EH, 2016 4F4 ALEO Y2 ha— v CiE 2 B HORS)
DIBRIZ, BRIRNSCEEOHRLR LIS TEBMD Y Y v~ T8 5217H &
XL 6 AU EOMEZ BT,

WEFFRIGOFE LTY YR o~T78,E 30 DEIICAF LT L K=Y
1-1.5 mg/kg (A 50 kg DL b F721% 16 5% LL ETIiX 125 mg/dose) §iE. 7k b
T 72 AR 7 a7 =T I VAREIToTE, VY U~ T RGERC
IR ARY CEARLTWEGSE, VYR T7RERICY AR V&
PEICHE L, LEBBICHIE L, VYSv~TR5%EEE L Tapl Tty
JEVENIR LT, £, =2 —F YV AF AEB L OEFEKE T E LTY Y
XU T OYEIRGRHRIZANVT 7 A XYY —v/ N A RNTY NET VTS
V=V OWNIRZE B LTz,



VYo~ T EALUBEORAT v A R, 38X OHFREO AT 7114 RELI
PRONBEDIZUFOFE ha—ft->Tiibhi ({1, VYEi~<7
FHFFZ PSL OB A5 ThNTWeGa, VYo~ 750 2 B%NG 1
Ao ORGE&IFEOEETHAEZELG L L fFl: 60 mg/day, HH, 225 60
mg/day, FEH~) . LItk 2 WXL CWEFIE L (Bl 60 mg/day, [
H. 2; 30 mg/day., fgH. 2; 15 mg/day, fEH. 2#; 7.5 mg/day. F@EH.
23; dik), VYR~ TEGHECPSL O ARENMTONTWEEE, U
%V77&5@2L%@%%H&5@iipa@1H%t@&ﬁi%$ggb\
L% 2 8 W L CHIE L7, VYR~ T EAKIZHERE LIZ%A . PSL 60
I®WMW(Wﬁ%myﬁw%ﬁmé&ﬁW%SHHiT@H%%L\u%\%
mg/m’/day (JK 60 mg/day) . FEH. 238; 30 mg/m*/day (K 30 mg/day). [
H, 2@, -+« OXIIC 2B LTI L7z, PSL o 5EICBI LT,
Y EOHIWHT X D8N EIE] ﬁ@bto

//’,//’//////////’ e \\\\\\\\\\\\

§ 27uq rBETRRY § 27od crrgeam
~—H—IE ~—h—HIE >
@ VIxv~T @ e
X mg/d X mg/2d
- i X/2 mg/2d !
| HHHHDDDDDD !
L JL_ |
'om 2B oA '
PSLiZ2i8 VTR ':F‘JJ:
\ Y
4-67A

X1 VxFvr~7#&E5 BRE~—V—HE, XT84 RO ba—i

#& . PSL, prednisolone

i S 727 — & 3R, B AR T ORBETERE, 27 v A NP OBE L,
NR—R T A ETOFEREE, 7 v —BIEGEIERIEROFl, ~— 27 A VI
DI, N—A T A ETOFR 7 0 —BREGFERFREMM, N—2 T 1 E TR
B SN mBE s, X—X 714 UIRFOF K, {AE, body mass index (BMI),

10



BT —4% (BRE~—b— MiE7 LTI, MiE 7 VT F=0, by
7., IiEY v, IfiJE intact parathyroid hormone (PTH)) . {EMHIE X I
D; WA B DA, PSL G OfE, ThH D,

B RIIEREN 2 Ei 2 AW CETO 0.1 cn £ T, REITIEENZE AR
P HIWTENED 0.1 kg ETHIE L2, &R, KH, BMLIZOWTIE, AAA
INRBOREARES — X % T standard deviation (SD) A =7 #Z & L 7=
(Isojima et al., 2016, Kato et al., 2011),

FVY XU T LA (5 AT ORELALIN) . R 10 Bid D 12 REOH]
(ZFRZENE R D M RIS T B~ —h —13 BB~ — 7 — & LTI
FHIT VA ) IR A7 7 #Z—F (bone alkaline phosphatase: BAP). IMiEA v &
7 N1 maZ—4 0 -N-7 v ~X7F K (intact procollagen type 1 N-ter-
minal propeptide: PINP) 723, ‘BRI~ —H—& U CHLTHE A BRHEHIIERE S X 7
7 #Z—F¥-bb (tartrate-resistant acid phosphatase—-5b: TRACP-5b) X F1%F
MHIE STz, HERCRERAJEERIZ, 7 L7 F =2 ES< HARNNEDOHX NS
FFR L72 (Uemura et al., 2014), M7 /L7 I REN 4 ¢/dlL RiKDOGE .
ME AT LREIILL T ORTHIE S 7,

FIEA VYD ARE (ng/dL) = PED LT ARE (mg/dL) + (4 - 7T
TURE (g/dl))

B~ — I —HIERFD 1| Ad/= v PSL 581X, K& ke H72Y O PSL &I
HHE ST, PSL AR ARG S TWE, PSLI G584 2 TH-7-i% 1 A
b1V PSL#xL&EE L7z (5] : PSL 30 mg, A, TohiUX., 1 HdH7= Y PSL &
.83 15 mg/day),

BB~ — B —WED DO MIEY > 7T MO T, BRIt 1 RefILANIC
O S, MIEIEHE £ T-80C TIRIES LT, BRE~ — I —ORE L HIE*
v MLETTOFBER U (X TV, Mg BAP I3Mb3E R sk THIE &
71 (Access Ostase, Beckman Coulter, Brea, CA, USA). Z@hfR%i% 1.5-2. 6%
7257, If{E intact PINP (XT7 A4 A L/ T vtA THIEEZIL (Procollagen
Intact PINP, FUJI-REBIO, Tokyo, Japan), ZEREIL 16%LL F72 o7, [fif
TRACP-5b X35 50)% 14 CTHIE &4 (Osteolinks TRAP-5b, SB Bioscience, To-
kyo, Japan), ZREMRENT 15%LL T 72 - 72,

BAP & intact PINP [34Ffp Z & (CIER A4, sl 2 Rk U CREICAH)
THZLEDNHEINTEY (Rauchenzauner et al., 2007, Crofton et al.,
2004) . ETZHANNRICET HEEHET =2 iz, I —n v o/NRICE
T 5 F M, MR T & OFEET — & 2 W TENE LB KR, RIS L 7= 1%
IZSD 2 a7 ZB H L7 (Rauchenzauner et al., 2007, Crofton et al., 2004),
TRACP-5b IZEHEMTO EFA N2 Z EBHAE SN TEY  (Rauchenzauner et

11



al., 2007), ZEHIEZ A,

FRNTXI R E R DA D AT v A NG FTERE~—0—{ERLE [_X—27
A1 L, Thbb, ENENOBEITL > T Y F v~ 7P GR 3~
—ATA T DHEIERERN, AT A FES T CHIE SN ERE~
— =& ENCERT HAAT A FHRIEZROFR#~— T —% &ty hTIXT )
EL (MDD, AR#~— I —OZbE T, [F—EE TEEAT O 257
RLT-,

T = DRKITIENT BRI LT, 7 — & O IEBEREMIE Shapiro-Wilk f&E
TIT o7z, EHABITIT — X ONHIIG U TR ESD, FoidhkfE  (USAL
#iH) TR U7z, AT Y —EEITHE L FIE TR Lo, 2 BER OB AL
WSO H 5 t BE. F£721% Wilcoxon OF 54 = NANLKRE CTREMT LT=, 7~
7ZL. 1 Bd7=0 PSL L& 0.25 mg/kg/day KOO 2T 0 4 N EL FER
H~—Hh—& 1 B2 v PSL F 54 0. 25 mg/kg/day L EOFEDO AT 1 A R 5
TEMRH~—H— & OlBIT Student @ t FE TR L=, 2 BEM OB
Pearson OAHBAREZ VTR L 72, p<0. 05 Z#Eat# A B & LTz, #atiE
1L JMP Pro 16.2.0 (SAS Institute Inc., Cary, NC, USA) Ci1-o7-,
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e R

P Skl

2015 4= 1 A5 2021 4 3 HETOMICY Y X v~ 7 OHEE 5 251 7= 49
ANDHH 3T ADERTE ~71- (X 2), BEARARLK— FDOFEGEE NSRS
ELGEOFIIC LY 8 ARSI Eh, HARIIC 29 NDBE T, AT uA RELHT
E AT A RPIEEOFRE~— B —I12OWTE 38 T BHLAN ST, iR
HrxtGe b R ol BRH~— I —D_TI1X, 21 ATI T, TAT2xXT, 1 AT
RNy koY el

n = 49
20151 H 22520213 £ T2V YR <7 HERE

ER T 1 NIRRT 0 — PR

2 kg

BREt~— I —D7—%R+%
FEMAIF 2 Y YR v TS

U e T H)EE RIS UL

mmoo,_.

n = 37 kg |

Bk

B AR AR — B AL
FOIR IR RE A TE
2 PR 5

KE R ClER/LVE EESD
[ERLROX=/iY

r—Ar—tr—tr—t;-Jkoo

n =29 387 OERBw—F—) MHEAN |

X2 BE7r—

RN— 2 T A R DR IR

KGRI 29 NDR—R T A UREEIRFE AR 1ITRT, &tk 11 AN (38%) .
BHE18 AN (62%) T, 7N @40 IZAT rA NEGHEOBERH -T2, X7 —
PIEGERE O FEFEER T P ILE 3.8 (2. 6-6. 6) ik, ~N— 2 T A O E 1 Jo
12.4 (9.0-14.5) 5%, X7 2 —EEGEOBHYIFIZFRES. 9 (3.3-9. DHE
ST, R—=RA T A VEEOHE AKE BML OIS A a 7 iIZFnFi. 1. 26+ 1. 26,
-0.25%1.24,0.43+1.19 72572 (1 NA\OEHET —Z REDT=D, 28 N THNT)
20 N (69%) O BFITIEMR e & I o D, A ZNAR L Tz,
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£ 1 R=RATA DR (0 = 29)

PR 8 11 (38%)
7 18 (62%)

s BRARL AR T W RERIAZE L 19 (66%)
Btk oy ik R ER R REAL 1 (3%)
AR AT 9 (31%)

2T aA FEGEORESE 7 (24%)

N—=2 T A CHTOFFEREE ([H) 1-10 12 (41%)
11-20 8 (28%)
21-30 3 (10%)
N 6 (21%)

X7 n—BIEGREIES (%) 3.8 (2.6-6.6)

NR—Z T A VRHAER (7%) 12.4 (9.0-14.5)

N—=2 7 A VETOX 7 n—BREGEHERFEYE () 5.9 (3.3-9.7)

NR—=R T A FE TG S Ui i 5 ruARY v 13 (45%)
YruARY L + IV Y 9 (31%)
IVIE 7 (24%)

R—25 4 VG E* (cm) 135.8 * 17.0

NR—25 A VR SD 2a7 ¢ -1.26 + 1.26

NR—=R2 7 A UIHEE * (kg) 36.9 + 10.5

NR—=2AF A VRFEESD Ra 7 ¢ -0.25 + 1.24

R—Z 7 A KEBMI* (kg/m?) 19.3 (16.5-20.8)

NR—ZF A KEBMI SD A7 @ 0.43 + 1.19

NR—=2 T A URHTIERI e Z < Dy lFIR G- 20 (69%)

7Y =BT E (BIE) TRT, BRI EME = S, Eidh R (MU E) TR, BE LI
O TR L 2o 2B RE~— D —HERE2 X=X T 1 LT 5,
1L NDODBEOHRET — % RO 28 N THEAT,

#&: BMI, body mass index; SD, standard deviation

AT A MG T L IEROFRE~— 1 —38 ~T B9 5 AR
3 ~NTOFNH~Y—H—IZT D, AT eA FERETEATRA FHIERD
BERARME A3 2 1R, FERICEABERD AT oA FEEND AT 104 Righ
TERE#~— I —HEE TOPRMIL40 (17-118) A/E o7z, AT v A R

14



B ~—H—HERED 1 HH7-v PSL HEHEEIX, P9fF 17.5 (4.7-31.3)
mg/day, 0.44 (0.11-0.98) mg/kg/day 7=o72, A7 A R&5 FE#H~—
—HERFIZ PSL 2N B35 S TW= DX 16 27 (42%) . ARG I Tz
DX 22 X7 (58%) 12572, PSLH LB AT A RIEZEH~— I —HE
FCOHMIL3. 61007z, AT uA MG THRE~—I — ERD
i P RAEE 12.8 (9. 7-14.6) IR T, A7 v A FHIERENH~ —0 —HERF O
R 13,3 (10.2-16. Dk/E o7, AT A Rk &ERE#H~ — 0 —ll
ERHT, AT a4 RES FENRE~—b —HEREE L THE SD A a7 15
<, MRESD A7 L BMI SD Aa 7 MEh-oTz, AT aA R IE&ERE~—
—ERFT, AT A FgETTE R~ — I —HERE & g L Tifiyg 7 v

SUVERER 0T, AT e A FHRIEZERH~ — I —ERL, AT e A N5
TEAAEH~ — I —HERE & b U Ty U 2 R < M intact PTHE2ME)
S77,

RREDR—AT A Gl 29 XTI AT A4 FEGT, BXO)
AT uA NIk ERE~ — 7 —ERF R OKRFEZ R 3 1R T, Fl—%4:
BT T O AR LT-E (38 X7 Ofifr) L g LT, AT a4 R#
HTFEgRE~—D—HEREFD 1 BHdH70 PSL HEH5EMN 0.31 (0.08-1.12)
mg/kg/day &OR/NS LA AT A RERET, A7 04 RPIEZELHIZE
WTHIRE SD A7, BMI SD A 7R/ E o 7o, &k & U IR R
PRICBRE R I AN o T,
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#z 2 BXTOBRRE~—V—REICETIRAT oS FRET L RT u A NIEE ORRRE

27 uA FEET AT uA Rkt P
MR L A PSLEE D OWIR* (H) 40 (17-118) — —
PSL $¢ 5- 8 E ) O (H) 15 (9-29) — —
1 H&7= 0 PSL B hH- & © (mg/day) 17.5 (4.7-31.3) — —
1 Hd&7=v PSL # 5 ° (mg/kg/day)  0.44 (0.11-0.98) — —
PSL #¢ 5-1% HH 16 (42%)  —— —

b H 22 (58%)

PSL Hrik & oHIE (H) — 3.5 = 1.0
TEMERL e 2 2 Dy KB - 25 (66%) 28 (74%) -
i (%) 12.8 (9.7-14.6) 13.3 (10.2-15.1) < 0.01
H& ¢ (cm) 138.4 + 16.4 141.2 + 15.8 < 0.01
RS 2a7 ! -1.29 + 1.15 -1.19 + 1.09 < 0.01
RE ¢ (kg) 39.8 £ 11.8 39.5 £ 11.9 0.55
{KESD 2= 7 ¢ -0.18 + 1.22 -0.48 + 1.18 < 0.01
BMIY (kg/m?) 19.9 (17.1-23.0) 18.7 (16.4-22.1) < 0.01
BMI SD A=ty ¢ 0.50 + 1.19 0.12 + 1.15 < 0.01
Mmyg7 /vy (g/dl) 4.0 £ 0.5 4.5 £ 0.2 < 0.01
g7 v7F=> (mg/dL) 0.42 + 0.10 0.46 + 0.12 < 0.01
HESLRERIRIEIE =R ¢ (ul/min/1. 73m®)  125.3 + 19.5 121.1 + 19.7 0.17
MHIE ML A L2 7 & (mg/dL) 9.6 (9.4-9.8) 9.7 (9.4-10.0) 0.23
miF v > (mg/dL) 4.0 = 0.6 4.4 £ 0.5 < 0.01
Mm% intact PTH (pg/mL) 41 + 20 32 + 17 < 0.01

7Y I E (BIE) TRT, ERIAEKILEME = SD, FEIEHRE (W ALEFE) TR,
dPSL & EGT —Z RID 1= 34 ~X7 THEMT,

PPSL &G T — X RIcD =6 35 X7 Tfif#r, PSL ZRESBAETF & 1%, BHRIZL D PSL R, F 7213 PSL g0 f@ickit 5

WEZE%RT 5,

¢ PSL 03[ H G- STz gE

NEAEGINTWA EE, 1 HH7D PSL 5513 15 mg/day),
BT — 2 REDT-D 37 =T TR,

W& 75

WEHAOPSLEEREY 2 TE-/-flix 1 Ad7-0 PSLIEERE T2

(B

BMI, body mass index; PSL, prednisolone; PTH, parathyroid hormone; SD, standard deviation

PSL  30mg
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# 3 HBEOR—RTALIZBITB297OERE~—I—REET AT, FEET
& AT uA R OGRS

27 uA FEET AT uA Rkt P
MR L A PSLEE D OWIR* (H) 42 (17-236) — —
PSL $¢ 5- 8 E ) O (H) 19 (10-46) — —
1 H&7= 0 PSL B hH- & © (mg/day) 15 (3.6-32.5) — —
1 Hd7=v PSL #5H&° (mg/kg/day)  0.31 (0.08-1.12) — —
PSL #¢ 5-1% HH 12 (41%)  —— —

b H 17 (59%)

PSL Hr ik iR (H) —_— 3.4 = 1.0
TEMERL e 2 2 Dy KB - 20 (69%) 22 (76%) -
i (%) 12.4 (9.0-14.5) 12.9 (9.5-15.1) < 0.01
H& ¢ (cm) 135.8 + 17.0 138.7 + 16.5 < 0.01
RS 2a7 ! -1.26 + 1.26 -1.15 + 1.18 < 0.01
RE ¢ (kg) 36.9 £ 10.5 36.4 £ 10.2 0.35
{KESD 2= 7 ¢ -0.25 + 1.24 -0.60 + 1.18 < 0.01
BMIY (kg/m?) 19.3 (16.5-20.8) 17.6 (16.1-19.9) < 0.01
BMI SD A=ty ¢ 0.43 + 1.19 -0.02 + 1.12 < 0.01
Mmyg7/v7 Iy (g/dl) 4.0 £ 0.5 4.5 £ 0.2 < 0.01
g7 v7F=> (mg/dL) 0.40 + 0.09 0.45 + 0.12 < 0.01
HESLRER RIS =R ¢ (wl/min/1. 73m%)  128.7 + 20.0 123.5 + 21.5 0.18
MHIE ML L2 7 A (mg/dL) 9.6 (9.3-9.9) 9.7 (9.4-10.0) 0. 46
miF v > (mg/dL) 4.0 = 0.6 4.5 £ 0.5 < 0.01
Mi% intact PTH (pg/mL) 40 + 20 31 + 16 < 0.01

BT AN —BEIEE (FIS) TRT, EEAKITTEAME + SD, 7P E (ML) TR

* PSL 5.7 — X RIKRD T 26 T THEAT,

" PSL LT —Z RKDT= 27 X7 Tfight, PSL G REAT LT, FHIC K D PSL ¥R, F721% PSL Mo #%EIZ 315
HMEEERT 5,

¢ PSLS@EFELGE SN TWEEES, #5EOPSLEGEEZ 2 TE-/-l% 1 BdH70 PSLEGRE LTS (fi: PSL 30mg
BRHEEIN TS L&, 1 Hb7Y PSL &5&IE 15 mg/day),

CHRT— X RO 28 T THEHT,

7&: BMI, body mass index; PSL, prednisolone; PTH, parathyroid hormone; SD, standard deviation
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27 vaA Pkt oF G~ — 0 — 21k

AT REETFERIEZOBRGP~—T—EER 4 1TRT, TXTOHE
R#f~— D —1FAT v/ RELE T LUK L TAT A NHIEZ CHEICEET
>7= (BAP: 56.1 (31.0-74.5) ug/L vs. 96.4 (57.4-109.6) ug/L, p<0.01;
intact PINP: 170.6 (97.1-415.1) wug/L vs. 476.3 (314.7-703.2) pug/L,
2<0.01; TRACP-5b: 16.1%5.6 U/L vs. 20.8%8.2 U/L, p<0.01), BAP & intact
PINP ({ZDOWTIESD Aa T I L TH 2D DEIFAEZ >7- (In BAP SD X
27 0.06 (-0.71-0.93) vs. 1.43 (0.89-1.79), p<0.01; log intact PINP
SD A7 : -2.78 (-4.36-2.74) vs. 0.11 (-0.58-1.22), p<0.01),

# 4 AT FNERETERXTu A FHIEZEOBERE~—T—F1L

AT A N5 T AT A Rk pE
BAP?, pg/L 56.1 (31.0-74.5) 96.4 (57.4-109. 6) < 0.01
In BAP SD A= 7 @ 0.06 (-0.71-0.93) 1.43 (0.89-1.79) < 0.01
Intact PINP®, ug/L 170.6 (97.1-415.1) 476.3 (314.7-703.2) < 0.01
log intact PINP SD 2= 7 P -2.78 (-4.36-2.74) 0.11 (-0.58-1.22) < 0.01
TRACP-5b¢, U/L 16.1 + 5.6 20.8 + 8.2 < 0.01

AR ME £ SD, F7oiTHRgE (DU ALEEPH) TR,

¢ T =B REDTD 3T T CHREMT

b T =B REDT 33 T MY

© 38 T CHEMT

W&5E: BAP, bone alkaline phosphatase; PINP, procollagen type 1 N-terminal propeptide; SD standard devia-

tion; TRACP-bb, tartrate-resistant acid phosphatase—bb

KRETLDR—RATA LG 29 XT PR TAT A FFET L X
TuA FHIEZOENRE~— I — &g L7223, [Fl— 5338 THEAT Ot
AR LGS ERRICT X TOBRH~— D —I1TAT v A1 FHIEZ THEIC
mfE7Z o7 (BAP: 58.6 (31.8-69.5) pug/L vs. 96.4 (61.2-110.5) pug/L,
2<0.01; 1n BAP SD 2 =27 : 0.10 (-0.71-0.68) vs. 1.53 (0.68-1.88), p<0.01;
intact PINP: 223.2 (104.3-429.4) pg/L vs. 525.1 (418.3-714.7) pug/L,
2<0.01; log intact PINP SD Z=x7: —2.78 (-4.36--0.34) vs. 0.50 (-0.59-
1.22), p<0.01 ; TRACP-5b: 17.0+5.6 U/L vs. 22.0+7.6 U/L, p<0.01),
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AT A FPIERICBT 5 EREICZEL 52 5 DRF OB L FRE~—
— b L DB

2T aA RRIEZIZBT 5 EREHCEEL 52 5 2KFD0E & B RE~—
1 —FEALDOFRE A 5 2R T, 1 HH72 Y PSL 5% (mg/kg/day) 1T X CTOHE
R#f~—H— L AERECHBEZRLEN, FESD 2a7 o2k, mig7r L7
S AEOEA, MTE Y AEOZEAV, ML intact PTHEDZKIE & D E G~ —
A= E bAERMBEALZ RIS RroT,

% 5 AFuf FREGICET 3 BRECEEYEL > 3RTFOELL BRE~—1—ZLL

DFEEE
In BAP SD 2= 7 D4 Lk ® log intact PINP SD A =7 TRACP-5b (U/L) DAL, ©
DEAL®

AT7veA F&%ET 1 HBHH r=0.38 p < 0.05 r = 0.56 p < 0.01 r=0.33 p < 0.05
72 v PSL & 5 &
(mg/kg/day)
HE SD A7 ol r=20.10 p = 0.56 r=0.20 p=0.27 r=20.24 p=20.14
i 7 v ~7 I v ffE r=016  p=0.36 r=0.29 p=10.10 r=0.14  p=10.39
(g/dL) DZL,
MY A (mg/dL) D% r=-0.056 p=0.79 r=0.21 p=0.24 r=0.19  p=0.25
1.
1 ¥ intact PTH fE r = -0.04 p = 0.83 r=-0.26 p=0.15 r=-0.24 p=0.14
(pg/mL) DZAY,

@1 ARTTOT —H RID T8 3T ~7 THEHT.

5T TOT —H RID T 33 T THEHT.

© 38 ~XT CHEAT.

f%3E: BAP, bone alkaline phosphatase; PSL, prednisolone; PTH, parathyroid hormone; PINP, procollagen type 1 N-terminal

propeptide; SD standard deviation; TRACP-5b, tartrate-resistant acid phosphatase—5b
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1n BAP SDA = 7%k
L o n o @ s oo

lH®EV AT uA NEHELFRE~—I—2{ L OB

A7aA REETO 1 BH=D PSL FG5EE AT A RPIEZEOBRHF~—
B =24 E OB EZIX 3 1R T, 1 HH72V PSL 5 & (mg/kg/day) 1%, 93T
OERG~— I —E( L IEOFMBE AR L7 (In BAP SD A7 Z(k: r=0. 38,
p<0.05; log intact PINP SD 2= 724k r=0.56, p<0.01; TRACP-5b fEZ1L::
7=0. 33, p<0.05),

M3 1R&EV TV IR=Yu REELERB~—I—FfLL OHEE

AT A RS TER#~— I —{ERED 1 BdH7zY PSL 58 (ng/kg/day) &, 1ln BAP SD A =27 D%
b (a). log intact PINP SD 2 =7 d™ZAk (b), TRACP-5b fEDZEAL (c) &L DB & RT, AHRHRH~—
A=A 1 A=Y PSLIR G & L ORITITIEDOHBENH -7, PSLBRAKREG D L XX 1 HO PSL &5
WA 2 CHo/ A 1 A7 PSLEGRE Lic (B PSL 30 mg AR BEGSNTWHEA. L BHHKY
PSL #5813 15 mg/day), 1 H&H7-¥ PSL HE&RIZAT oA FEE TENRH~— 0 —ERDEELT-Y
P GBI LT,

W&5&: BAP, bone alkaline phosphatase; PINP, procollagen type 1 N-terminal propeptide; PSL,

prednisolone, SD, standard deviation; TRACP-b5b, tartrate—resistant acid phosphatase—5b

W, A7 A RHRIEFI#OFRE#~— I —2bE 1 HdHv PSL &h&
0.25 mg/kg/day F > FAZfEE LTI LN L (M4), AT w1 N
HTIERE#~—D—I1Zo0TIX, 1 H®H7Y PSL &5 &5 0. 25 mg/kg/day At
OFEE g LT 0. 25 mg/kg/day LA EDORETIIWT O EH~— b — b IEAME TS
7= (In BAP SD Z =17 : 0.68 (-0.00-1.74) vs. —0.45 (-1.32-0.38), p<0.01;
log intact PINP SD Z=x7: —0.34 (-1.15-1.07) vs. —3.81 (-4.92--2.75),
p<0.01; TRACP-bb: 18.5 (13.6-21.5) U/L vs. 13.6 (11.1-18.1) U/L, p<0.05),
I5IZ, 1 HH7=Y PSL &GN 0. 25 mg/kg/day K TIZ AT oA RHikpitk
OB~ — I —EAIFTNED o727 (In BAP SD A= 7: 0.68 (-0.00-1.74)
vs. 1.32 (0.38-1.86), p=0.19; log intact PINP SD Z=t7: -0.34 (-1.15-
1.07) vs. 0.03 (-0.78-0.50), p=0.70; TRACP-5b: 18.5 (13.6-21.5) U/L vs.
16.9 (13.4-25.1) U/L, p=0.95), 1 H& 7= PSL #5525 0. 25 mg/kg/day LAk

20

a b c
r=10.38 o r=0.56 B, r=0.33
L4 [ p < 0.05 R ° p < 0.01 3 20 ° e p<0.05
L] o N 10 S
: n . o P Y
. ° .
° X o o = 10re g
. o‘ .o o ° S5t : o .« ° {_%( sl ®°, ° o
®e hd o ® oo ° o ° .
VoL e 5 lee v . Lo wt -
° =0 f. .
- - et .o
) = -10 s
0.5 1 L5 2 2.5 0 0.5 1 15 2 2.5 0 0.5 1 L5 2 2.5
PSLit 5 & (mg/kg/day) PSL#5-& (mg/ke/day) PSLEE-& (ng/kg/day)



TIEAT A REG TOFRE~— D — Ll L TAT A R IE%OFREH
~— I —NHEEICEME 7~ (In BAP SD Z2=7: -0.45 (-1.32-0.38) vs.
1.42 (1.30-1.75), p<0.01; log intact PINP SD 2 =17 : -3.81 (-4.92--2.75)
vs. 0.56 (-0.47-1.41), p<0.01; TRACP-5b: 13.6 (11.1-18.1) U/L vs. 21.6
(14.0-27.7) U/L, p<0.01),

AT aA Rk 6 ERE~—F — EA-F TOHIH

A7 aA R ERHEE £ TCOMBEZ XV EICT 527201 BHHZY
PSL #5-87A% 0. 25 mg/kg/day LL EDXTIZ2OWT, PSL IENS AT A R
IEBERH~— D —EE OB & ERH~— I —Z(bOBEEZ R LT
(¥ 5), PSLH LB AT v A FHIEEZERH~— I —HEE TOHME 1.3 2
HIZ57=~_T7I128BWT 1In BAP SD A=27, log intact PINP SD A =27, TRACP-
5b, Wb AT EA RHIEZIZEF LT (X5 a, b, c ZRENITEIT
B —FKIEDK), TOMIZ, PSL kb AT v A Rk ERE~—b —HlE
£ TOHIM & FRE~ — b =21 & ORI E OMEANI A B> T2,
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PSL < 0.25 mg/kg/day PSL > 0.25 mg/kg/day

3 3¢
a ~ 2} T - N~ 2 F
° o
oL S no |
X > ° X
2 ot + l 2 ot 8 8
% & 8
= -1t = -1t o
(=] 2} =] -2 i
— p=0.19 — p <0.01
_.3 ~.3 L
pre post pre post
4 4r 3
b Nooat ; N2 . b
1 5] 3! a-
X Or % x 0 -
8 -—2r ) a -2
& | & 4 °
— s o
(a9} -6 F (a1 -6
o0 Lo
o -8 p=0.70 S -8 p <0.01
-0t -0 L °
pre post pre Dpost
40 40 ¢
c 3| 35 T
S 30 t S 30
= 25 | 1 = 925 g
@ 20 S 0 @ 20 8
2, 15 | 3 o 15 °
[} [ &)
= 10 t il £ = 10}
“ 5t p=0.95 — 5} -+ p<0.01
ol ot
pre Dpost pre post

K4 1BV RTAS FREETEBIHLLZZAT A RHIEEI#OBERB~—I—%/b

1 Hé729 PSL 0.25 mg/kg/day & hA7 & LCEAMLLT- In BAP SD A=7 (a), log intact PINP
SD 2=7 (b), TRACP-6b (c) D AT v A RHLHith DL, pre: AT A REE T, post: AT mA K
Fiik#, In BAP SD 2= 7% 37 27, log intact PINP SD R = 7% 33 <7, TRACP-5b i 38 ~X7 Tf#T
Lize AT 04 RESETERE~—H— (pre) IZOWTIE, 1 HH 7= 0 PSL #5720, 25 mg/kg/day A
DOFEL R LT 0. 25 mg/kg/day U EOBETITWTNOERH~— I —bIREE 72, 1 BH72Y PSL &5
B3 0.25 mg/kg/day A TIZAT 1A FAUILATROFNH~—0 —ICHEREMITR<, 1 BHZY PSL
#hH-8&D 0.25 mg/kg/day ULETIETRTOBER#~— =BT 01 FHILRICEEEE > TLEAL
T\,

W&ZE: BAP, bone alkaline phosphatase; PINP, procollagen type 1 N-terminal propeptide; PSL,

prednisolone; SD, standard deviation; TRACP-bb, tartrate-resistant acid phosphatase-5b
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1n BAP SDX a7 &{k

.
° . g . g 20 L] L4
o [ ] N 10 E 15
L[] L] .
. n u .
Y X o, o, 3 10 . >
° ] ° ac° ° ° o ’é.}( 5 o o o
. ° : & o o ° 2 oo e * o
c o o® & 0 St o 2 ’ .
[ :on = -5 L] °
-5 -10
1 2 3 4 5 6 0 1 2 3 4 5 6 0 1 2 3 4
PSLHIEA S OHIM (H) PSLEFIEAH 0HiH (A) PSLHUED & DHIF (A)

K 5 FrvR=vyurginrbRATaAf FHRIEEERH~—I—HIEE TCOHM & BERH~—
T —2{k & DOREE
1 Hd7= v PSL 58 0. 25 mg/kg/day LLEDSTIZONWT, PSL HIEN S 2T oA RELSTERH~—
J1—REETOHRM & In BAP SD 2227 (a), log intact PINP SD A=7 (b), TRACP-5b fli (c) D AT 1
A RHiE#%2 b E OBI#E, 1n BAP SD 2= 71% 23«27, log intact PINP SD A= 7% 22 ~X7, TRACP-5b
13 24 T CRMT L7z, PSL kb AT v A MG TERH~—7 —EE TOHMA 1.3 A D~7 T
BT _XRTOERH~—I—NAT r A FHPIEZIC ER LTV (a, by c WTHIZBNTH —HF LD,
A& BAP, bone alkaline phosphatase; PINP, procollagen type 1 N-terminal propeptide; PSL,

prednisolone; SD, standard deviation; TRACP—5b, tartrate-resistant acid phosphatase—5b
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