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I. Ha/g

ZE BAE oot FF A4 &
ojut & - 9 H¥EY o e} WY F
A Ao Age) AYR B4E 27 A
Y(HLA type)o] dxj3h= FoAAte] HAHH
S 2wz W EE ARGA B 2 2H
T o9 AR ATFSEE Waol oA
@) Aol glolA 28 RAE olde Bas
ol =22 digelth ey, =8 ZAE o)
< Hurler syndrome, Hunter syndromed} %7
Gaucher diseaseE X 23}7] ¢&f Fsix]z gl
e Eoa] 19989 49 A3 Gaucher
disease $Ate] AUE 2¥ BAE oA o3t
3 AMEIE 1998 449 20Y004] 5Y 18U 7}HA]
29 BAE o4 A BFHoz a7HE B
% A (Laminar air flow room)o] Z¥3o]z 1 ,_V;g
WAeA ol4 HAA % ol4] F T4 A B
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I. Gaucher disease?t =8 DA|Z 0|4

1. Gaucher disease

Gaucher diseaset= f-glucocerebrosidasez}+=
glycolipide] Eafo} o3 FAe MAF AW
2.2 doju}= lysosomal storage disease = 3}t
2 glycosylceramide lipidosis©] t}.
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WY ZERAE o] AE HTA

B ZUTAE o4 A I
MY ZYRAE o HAE $3HEA
Glycosylceramide®} "iA AMNE 43z

(endoplasmic reticulum)ol] AWEZ o] A&}A &
Asjo] 245E Agor AYEYo] 150
WA A EE Gaucher cellojg} HE2n &
+773 Agold}. Lysosomes] FQ 715 B
A<l A% 314 (normal turnover)d} 22 ¢} 24
o] AR&-# At 2Hmacromolecule)2] E&jjo|c}.
Target organ& ANEX}7F Ball&H = 2ol upe}
ARQAY. FHE Edo] FF A
(visceromegaly)L} At 7ll(macrocephaly)S
o7 o, ZF T 2AFHoE &0 2= A
TE U T4 SHE BEHZRE &4
o3 dojrirt AEA olzlo] MEAMONY )

5 g dosleAd g PHeix o
S oRE Aeln ojelo], B4R A7IE
ABHA A7t we AANA B4 4 94

£ 7Rtk g dAo ) HE i wgd
530) HHOATERY BHY B4 BABA
2y

o] A%L M7IX HelE Infantile form, Ju-
venile form, adult gaucher2 EFE ).

Infantile form& W2 GF3} ERZQ) 7hu)z
Tt A AAGH AYo 2 27) AlYEd

Type 1 2= F-FET}. Juvenile forme FaA
(late onset) 217382 A& Z2UYstE typell 2
EH= 1 adult gauchers type 102 FFAIAA
o] &AL zejstx] gon spF B}
o]/d—o Jog EFHEo9 H]Z,J'Z“-EH 2% (bone
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pain), H]A S oo WE 23172 NY, YAy 7
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B8 2E HAEA7 FHE + e
Bjutoll A BoJA] &= f-glucosidase] FHH 3
2 aglucerased}= T4 9 TR SHE X
itk o] T4 ALy Wy a4y Za
S AN FFolU AV MU E T2 T
HAEA Y] BRAAS 7FAAF)Z] AT 8] 8o
1d9] 305 28] A= =& FA47} it

2|2 5] gaucher diseased] 9lojx] ¥ 1A
I o] 2 o] JF3 o] o] EF AT g HHO

2 gsfxx glt.
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o,

offt
o,

A TS

2. T8 DMEZ 0|Al(Hematopoietic stem
cell transplantation)

28 BAIX o] 5 AAEZAI oy
7 - %Y udgy Vel WY 29
TS UFez A A 2
gariolt AN ARE
HHA)75L BY A E A
o] A& FARZHRE F
g o|Aste] AN 28 B e AEE ATS
sl Wyolth 2 BEAME 0] Foxl] up
2 53 238 RA ¥ o] (syngeneic HSCT), TF
ZY ZA|XE o]2](Allogenic HSCT), A7} 28 &
M E o] 2 (Autogenic HSCT)2o. 2 )

aEv 7EE oA 22 A3 kgl dxE
F JdE FEL % 25%% Fozto] AL Qe
] HZ ANEA =AM APAE 1~28 S Z2E vt
Aol WA 24 A o] dX3le= 28 =
HEe 7MEW Foixte 9 AdHo|ztn &
T Atk £F BAXE o]l gt ¢l o] EfjF
WA 23 A3 gelo] UX 3= vjgA Fox}
(HLA-matched unrelated donor)t}t =2 2§ 3¢

Iy
&
ro N
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2
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e

o] i} = Eo] YXIA & IS Wl FAR
(HLA mismatched related donor)25-8] 28 24|
X o]Ag A¥gsta oy oAU sFHE
(GVHD)9] RI=o} Hzter) 22 X3 ahdo] ¢
AshE A 52 28 AT ojAHT 4
e & o8 Al ES Bl

198003 = 28 AT T2 fFHzAM A
Yol tlare] 28 ZAES} EATHE ARo]
S A A HRA L, 1988 AP AAEZFAG W
@<l fanconi §138 ZFolo| A AUIE o]A& dfed
AFe F AAAZHSR o AN AR
o]Al& At Qirh. AUE ZEEAHE o]
AdeE Iy T2 Y BA X o3 & Ao
7} glo] 287)%5°] F5HA oA 5t
&9 Bzt AZVmr) vl Bl o] FEHYY T

28 BAXE o2 A FHZE #xle WIS
AR A7 F4-E A3 gy A7)7] 98 &
#Hat gk oy 2 AR X8 e 1Y AA A
(ATG & ALGYL 9 =1 25 4FY Ax
8] 7)17ke] A8.9 T}

T8 BAX AFAE BE E5E 53 &
AA HH ol FAx7E A wpFH3te| e
A BA et

A2 A hRE whatol Bk Al A1
Al = efole] 241 AF JHed W] AE
A@dsto] AFASA Aok ANE 28 ZAEE
AF G A AFEEE d7F AY =83 AdE
ERH gHHoR ¥ BAXE B3t WE
2o 9 A% A "

ojald =¥ BA¥S AL oF 3~4F HE
7 285 28 BAE o4 F 21479 &
FHAL A g, Y, a9 AFA L Y
b AR = oka 2o

XY BAX o] F A 7| 7HA #xt
FFE7F 0o Ftgm ¥AS 4X7F 20.000/
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2388 g dusloiof gt o5 3 T
AAa A 554 A D FFEo] a7
o Zd T4 28 d 2 A8, el ¥

>z 2

fl

CistztE FMIB7AAM4E(98. 9 - 10€E)ERH197E 39



HEAED

FAo|t},

ZY BAY o] 59 Fg FHIFOoZE o]y
g 28 2AEd 3 A uk-(graft rejection)
3} o)A g =8 ‘:’/‘]3—%‘_—4 HAH G 2E T- Y

4 5h0] 2

ol A &Fuke-& £o|7] A e oA A
z2 A3 ggo] g FARE ARSI o] 4
Fo| FEAE HEA] HAMAS ZAE T A
313} o] Methotrexatel} cyclosporin-A £¢] WS
AAE Ao zA oAWE = Stk dT o)A
AdgFukgo] TAH AHZomAHE A
T3ked S BolA] g AfdE 9994
&g st AL 98} A7 & gk

3. Gaucher disease0l|A{ 2] & TMZ 0|4

Gaucher disease= glucocerebrosidase®] ZAg o
2 glucocerebroside S £3f A|7]|X] £33l Ao
t}. 37 o}go] EAjaken) 28 BHE o4 e
1% 2714 Felol 22 SHo2 0§51 9l
o FRA4A &¥e xdsA 21 T4

EA 9 ¥ ol Type I3} T34 (late onset) Al 7 &
A EAFS 2HPEtE Typells 28 RAE o]4
o] Hgo| xln @A (early onset) AFH &
& BolE Typel & ©]2] Aol o|n] v|7t4g 3
Q AATH £A45 ] g 28 EAE o
21 &] el A Al €t

Gaucher diseaseol] glolA Hzxe] 28 BAX
o]2l& Type I ol A] 33 cH(Rappeport & Gins,
1984). H]|AAH ¢ =8 EAZEE AA 7] 30
busulfan-g, A4 Q1 ¢ 944 Z ¥ 744  (lymphoid
stem cells)e} WAANAAZE AAS7] 3 coy-
clophosphamide & WA 2|2 o}2]& A3t ¥
gl Azbo] o]F A} o47)4 cyclophosphamide
9] A}8-& H]Z Gaucher diseased] X287} A4 &
A BHEE Hole £ BAT 4FHA AR

40 oistztE AMI37M4Z(98. 9 - 1082)EA197E

I JAEATGE, TR = 2A
£4ﬂ$ﬂ%lﬂ§d@g§iﬂﬂtﬁad
1517 918 Fod=}e} lymphoid stem cells®) A2k

] 757] & Q3.

old & 1/EA T2 AN HY T
YRS wolk WYT/} FUAAY B5E
Gaucher cello]] ¢j3} X&£Hog XFH1 AN
o} vkEE FFHA AT o) 6711% 730l
Gaucher cello] 722317 AREEa 2 & A4
Al z¥8AY AEE] 2¥IAT. SFUY
Gaucher cello] A &E£HE AL ojvlx ZA U9
th 2] ) & (tissue macrophage)e] A A W A& 7|7
o) W7 4~619 AEZ EBA gel &
A 3 (circulating monocyte) 2t} @& X|&E 7] of
29 Aoz Az,

Wb o)A F 4~671 o] Faty) AR
WA DAAEA BEAL B 7199
PAAZE R 5= AL 7|+ vk 4D
WA S8 7199 hAHES A
B da BARE e Fox 7de] AEE
o =) g o}

23 BAXE oo AF3H oz FyPd Fol=
e St Zdasta E59 28750 A
3l g a8y, 28 A X o] JFsd R
H% gAge 2e TAYY £ HHDA
et oA o]9) e 2R &N o] xEHY
Aol 28 BHE o] A& Aldstofof it}

%238 RAE o]2& 198413, Svennerhold 59|
93 TypelAH = FalRov] Arhel 48
0] B AP A HA AAHETH o) fe] 18
3} AsAsteE 28 ZAXE olAE B3 4uE
T ﬁl‘:}

0

207RA) £x0] AAA G 25
ST A8 AR 2 BAEE 4

Ehiis A4 AEEC] FFAA AW A2 A
B¢ eln g,

A2z kA Z busulfand} cyclophosphamide S
o] 83le JFHA AEE & F gon IdF 7]
el e AR v A E7} FulEE A



Gaucher disease &ole| Moia =aM=E o4 ZtE Afad+y

g WA oA vZE AASIE B
Gaucher diseaseol|A] BB AL BF 28 ZAE
o} 2) (matched unrelated donor HSCT)E- 3+ A3-# 4
o F¥so] gt

EH 2AZ ol A Hdes 494

A¢) glucocerebrosidase® AWM Z A7)
‘:"'ﬂam] HZ o] &= gy @3’—}—- HojF
Ark. =8 BAE oj27} v
o 948 obd mdo] Brl.
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. Arafa2i

L 19939 37 ARELAA BEAA
A} Gaucher disease2 ¢k

3) HE : 17Kg
AlE : 1013em
B.S.A. : 0.67m2

4) 7}53 B2 AL ME

294% ERZ Fole] dol Gaucher disease=
A% ojdA B4 2 28 AFE Bolort
AE A A

5) 2| Alef

glo}o] ol X7} T AWolA FF LR 7
Adee S oy EQos ALEHHA ¢
Qo2 o8 By ] tder] ALjH o
Z8 ZAX o4 ¥4 ¢ fdnle 439 9
&3t F T

6) WA HE

glole] RuE AW I o T tid] < o
o o2} 9] Auj 7hE = & YT

7) w3

19933 10¢ g e & 5 A |
509939 AY ¥ ¥ 139 4y FE& ¢

gkom 1997id f-glucosidase A A QHOZ
B2 1093]o] A Fof woloth 1998 3¢
Z¥ BAY o2& Y] ) BYoz Ay H
Aok, 23 g o] Fre} AXFH A go} o]
2lo] B7ts3ed 71EY I AW &34 2
locus £ Aol o] ANE 23 ZAE
olA & A7 =2 &

8) &xlo| 44

gy Hegg dAoeg Brol wyl gzl
Dol FHH] HER TP en, £ ZAE
o]a] #E oA $holo] ¢ufel FhAl AU HA
b3 43 9 X EHA HFH 0 FoAFr
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wolx] Q3T
vital sign — PR : 1143) /min, RR : 243] /min, BT : 360C
CBC -~ Hb: 7.19g/dl, WBC : 2400/mm3, platelet : 3200/mm3
2y 715 AAL: AA
FF AR A4 AR
AZA R A e A
AA A Ak
& % &1} ; dilated LA&LV(EF : 56.4%)
PT/PTT : 83%/65 sec, FDP : positive, Fibrinogen : 206mg/dl
Ferritin : 1370.54¢g/1
lysosomal storage disease2] &4 -4 FAA}

o> oy
it -{}l'

A

f-glucosidase ~Normal control : 5.30(nM/hr/mg protein)
[?}0} :0.26

AAH 9] ;8214311

3. & ot

o 39 149 - 3% 209 : Desferal X5 - 8%

ferritin 43g/12 Z+A

o 3¥9 304 : 8] HAle -ulFL 30x18%

20cme} 2.3kgE B|FF o] B
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+ 39289 ~49 14¢ : 2E ZAE o]¥ & 9
A3, 3t HAR AR A3}
A FAE X L A7 Wity 1 9
ol AFHe} ¢hat FAl=

GLEESS

AT

4. =8 DM EZ 0|4 AAIE

. 49 99 : 2Y EAE o4g A%

A
7HEE e Al & SFAH

+ 49 209 2 BAX o] $3) dutiF

dr 28 ZAE o]PFog o]

2 % o o Fof U Fe RMx| oY ZHA
4/8~4/27 10]2x 3Y INH, Rifampicin,sulfamethoxazole |Pneumocystis®} tuberculosiss]®¥53. 4
7] ATEE g o] glomz ol AR B
4/13~ GI decontamination A&} ZETAFO|AFE WEF 7H4h A7)
(ciprofloxacin, roxithromyecin, AAaFEoR g EF o
fluconazole =-&)
4/20~/14 |14 102  [H]ER E 58 &Y FAX o4y AW HAAH g
~o] 4% 14¢ (Veno occulssive disease) <%
4/19~/26 |o]4A 11¢ |Dilantin &% Busulfano. g 1%+ zhaazt out
~o) A% 4Y
4/21~/24 |ol2A 9¢ Busulfan(4mg/kg/day x4) Busulfan®] 4154202 2 L/day2 THaH
~olalAd 6 A2
4/25~/28 |o]¥A5Y Cyclophosphamide Cyclophosphamide® ¢1% Ao 2
~o]AA 29 | (60mg/kg/day/x 4) 2 L/day2 424 2 mesna®H
4/26~/28 |olA A4 ATG(1®/10kg/day x3)
~o]4d 2¢
4/29 o]4d 19  |Cyclosporin A(5mg/kg) o} AUEFUS AUE 8 27)8F
5mg/kgZ AA38laL o}F 3mg/kgFAl
4/30 RSEY| Cyclosproin A(3mgrkg)
AN ZHRAE o]
- total amount : 20cc
- total leukocyte : 8x10°
- CD 34+ :0.19%(1.52x10%kg)
15/1 o] 4% 1d Methotrexate 10mg/m’ o] AH U &FHES o
5/3 ol %F 3¢ Methotrexate
5/5~ o] A1% 5 G~CSF T5ug W34} A2 WY 4 AIZIE EEE) Y8l AR
HH
5/6 o2 % 6d Methotrexate
5/7 o] &F 7Y IV globulin® 400mg/kg® dwlF Human immunoglobulin G2 §43ly
543 WEE A AL e 74 AEY
AE&L FAANZITH
5/11 o]2% 119 |Methotrexate
5/18 o]AF 18Y [ gphiad=z o) D2 AN WBC: 6100/m(F47-:48%) 22
3 EHo] o]AF 71FE Y& o]

42 ojszl

b2 M37AHMAE(98. 9 -
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Gaucher disease £0}2| MY =HBMZ 0|4 215 AT

ZAE o)4] 39

(actual for infection r/t induced granulocytopenia
and altered immunity after HSCT)

#2. B4 7249 39¥E Y9-8 (potential
for bleeding 1/t thrombocytopenia)

#3. &Fz20 g3 wm SEERR R
% '%’_}‘o'-‘/]' Tdd gyE

(Impairment of skin integrity ©t an immunological
reaction of the Donor lymphocytes to the host tissue)

283 cyclophosphamide &} ¥ < ) A A}
o2 A% T As)

(Alteration in oral mucous membrane r/t high
dose cyclophosphamide and immunosuppressive
agent)

#5. cyclophosphamideQI tAHE A v 23]
9 FEg BEY 294 PRAoE A
&4 $-#H(potential for Injury:Hemorrhagic Cys-
titis 1/t interaction of Cyclophosphamide meta-
bolites with Bladder epithelium)

#6. 4 2F P37 VREHL ol am-
photericin B} 3HH & A2 273

(Alteration in fluid and electrolyte imbalance 1/t
amphotericin B, as evidenced by hypokalemia,

nephrotoxicity)

#7. 13 B ¢S H3

(Potential alteration in comfort 1/t fever)

2. UHESX A "ot

L ZHAYT 220 28 BAZ o] Fo
93 wstel g¥g 2 £
(potential for infection 1/t induced gran-
ulocytopenia and altered immunity after HSCT)

N2 Xz
« WBC curve(7} /mm)

12000

A A
10000
2000 N\ VAN
WBC 6000 / \ ‘/ \
4000 —/— N\ /
2000 4 \ £
0‘:1/12 3/30 421 4/28 430 55 511 512 514
qg HR Condi Condi BMT D-5 D+11 D+12 D+14
A oning  tioni G-CSF G-CSF

A% ng

o fever curve (° C)

40
10 N\
"7 N e
A 37 /L v haN
3 AW
35
34
312 4/26 421 428 430 55 517 5/18
i ATG ATG ATG BMT #24 W-ABV old

Pz oz
o B2% HE Y92 B3 e
o FE XN PN AR
o 71er Wjopiab
o Al FHAKS/S, 5/11) : AAF
T7H T FHAN T 18] Ale)) - A
A7 e SFHANE S 13] Ale)
staphylococcus epidermidis7} 1}gko}
SEF AE Y BolA g1 R
FTOE A& FE}7 2

© A% A, W, Qe fABT
- T A%, BEA, #E 79 % daw

Y B9, WY, ag 2
ngEstd o £9d 2dol

3) UHEEAY

. el WBC 243 34 BHAZFE 44
me SR

o 1E H 0% HA oty U BE
o AAZAE BAHAG

+ %ol AEE 19 13 o4 B FoH
FAL AT E 438 33, ¥ujd 33 A=ES
olo] 2 t}el Aol 2~( lodine case)E 2 $]Th.

o 194 7 AN B3 AYAF S #
A g Fae 23S AP

2 zZa

ol
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(B5Hz| 82)

Z8 A X 0|8 7t3AdE 28 2AX

ojA&g Aty $3 Ak 4AE of F
I AYEE AR 5 E BT FF A8
ste] AAIEHA He diZfe] fxte A=A 19
AEE Wy RS} ISOO/MOVWE I EEHE F

PR A Aok FaEdda e 2ddd
AE AAB] A3 4L H Ae EL AL AA
ot X & Y Aol AX S AL

) Fo4d WP B4

@3]

WA 24L& HJAHE 100class(0.3micron©]
te] Ao} mlgZo] QU feetd 1007] o] 3HS
A e AE)E FAFL e 199 ¥
7+ 1000 class& HX 8k Qlch

29TE 37 AR AR 29X 9%

N9 f4e PSR Utk B APAe
FAAAAZ filter= pre, medium, double HEPA
filter system© 2 o] 9] o} laminare] &Fel:
FaAP oz FrE Fdstm vir) Alvlm ok

@%E

F&71d dA" 5p filterE THTF oA
1pe] filterE B3 FY9IY FujLFAALE 370Y
ulc} & filters A7) ¥ o8 wesic)

@ HAAE

44¢ 1939 Fand] F5g W&
9 Felstn &7t 7@ 7T Bl
N25E 923 wd(duct)s & F 43S
& EF3tal 2A17te] st oA Fang 2HE
A7) 3~4% SAE 2008 BAste] 138 2
A2 Ao, &3, 14, ¥, 143, By,
A, vl W79 SO 8 g

51—1}7} old A g J’QQHE-E THA]

A A PEH JA7| St 19 13 g
= 4*4%‘% o] &3t P4 WrE 14 28)
g2 3o g Higrt

B 7Z+A] 7 sl @AHSurveillance culture)=
Air samplerE& o]-83}e] 7|5 02 AA %}
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o ain
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Zote] omUr HAWN 25" WRE,
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Gaucher disease Eolo| HCig =8 ME 0|4 7IE Al2|Z

3) R3A 44 "=t

2Y A o4 ¥E &

DL PR

% SulEAs goe 2L o gae] £& AL
U waag Reath oA XL 501z
CESE DT Lﬁs}oq ALe F 7.5% viek

9 2ages dne 22

F 3R] nug PUEe 4%%&4.

70% €ILEE &

&0l £ F 940 gagch
8% 43 FFAAY 1% Moz 7}
¢ NG Fugel A ARl
T22E2Yd F2E Adse] FUde
gt
W sl MAR HEE ALgete &
98 ¢ 3Fsshn A=A Foh
sa FHIE AR &% 2 Sdae
19 18] A1} A 2919) 2 Pahe
wQ B,
F 18 77 L A F o GPAE A
Yakol 4AIHNE Thepaiet.

29 98 37k 99 % e B
o= ]

fo

A3} e B A BEAT T 7

4 A7 Bolrl AT W) ZA| RIAHE

= 35t

oA} M Ao e Fobe stk

- A A o : Ceftazidime 1g bid IV(5/5~5/17)
Aztreonam 1g bid IV(5/5~5/17)
Teicoplanin 150mg daily [V(5/5~5/17)
Amphotericin B IV(5/7~5/12)

- Immunoglobulin GE& v 400mgkg® %

oFshslet.

=
]

4) gt

28 BAX o]2] By JAA AN AL
fFABIQ oW 4/26~28Y 9] mEe
ATGE % FAlgtgoz wWgltt FA=
YZEt 500me o) 312 Wy A eIt
AEHAA 59 595E FDo| Y] Alst
o FAA TS AP oy, FAA &
o 79% F5 Xd A @ T 284

o A L L

749 ZF4 ¥olx @1 WBC 6200mro 2
3 EEHA FAAL FAHAJ
=477t
500/mw o]3}Q) WHE H4 717 T4 A
o] Fude] ey o o) PR &
ket

1d 2 g e Ho % MM
oz Qdjk AFY) - B8 F& AYURE A
B3l7] o2 oy gtole] o9} k3 A}
8 EROoR folx HIHOE Fs
t}.

ZY ZAE o] F 18 A FHAAHPF
T 3000/mf°i A= EA A A 75“%} =
BAALE FASY BeAE] 874E A
3t guk YA g o] HE ).

#2. an 4ot #dE £3 -2 (potential
for bleeding r/t thrombocytopenia)
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R A4HA] E vERI-KE T3

« HZ8A dgFrUE £A5¥E 2 F 8
ofo] ol &3l wiHA A= Z packing
skt

o % FAF MRS oA fston FHololA
A G54 EolE Fetn 4F rHAln
of Frost=E EE At fofolA HH, &
skt

» B3} FALF 58 oA ghilsl & sl

« Bl XER FAAS FEE P

« W& & A FAJEE 3t

« AH I L FE 4X 2 vtk 2 E ] F
& FABES AT

4) g7t

282 dau £8 9 v A= packing
G dF FoY AL F 2 HRUeH 19 F
g FAL Ui PT, PTTE 100%/46.7secE &
AHRen ZAEAE #A8AT

#. 5220 g T Jvhre Wl
4 g3t Bad ARey

(Impairment of skin integrity r/t an im-

munological reaction of the Donor lymphocytes to

the host tissue)

1y A=

e 59 119 WET 1000/mro 2 3B HA
Eupeat gupgoz WR FU 9 selgE
3} 97 sasgeh
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Foprt TN Fo] Subea ditgg Fi
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W5 A SAE 4S50l AT P
0 % 2F0e Bpaslel Jow g

FAHE BolA| ¥Erh

of

4/21 5/4 5/11 | 5/18

ALT/AST(IU/L) 57/22

118/97 | 35/49 39/44

TB/direct(mg/dl)

0.52/0.271 0.36/6.8 | 0.56/0.28 | 0.62/0.27
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- cyclosporin A 2
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Gaucher disease &0l2| MCHE =EHEMZ 0/4 7I%E Al AT

- Methylprednisolone 50mg/d X 5Y 3t <3}
Ak
« cyclosporin A F¥ T2 28)/F &3 A7
3}ed cyclosporin A &8 WA s}
7% HAL R 83U FEeE e 28/F
23390}

4) gt
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£%, 397 RO 2E2|=E g
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EE

3 ENEBERELD
o)A &3kt
#4. 12-3F cyclophosphamide$} H A A A A}
o2 A% T ¥ e
(Alteration in oral mucous membrane 1/t high

sFUee o oy

dose cyclophosphamide and immunosuppressive

agents)
Ny xR
- 77 Huto] Az} Heojgich
THE 2R A8 A Fo] Zastin

4/21 | 4/30 | 5/3 | 5/4 | 5/11 | 5/18

e
)ij(—g) ¢ | 1400 | 1770 730 790 780 1.000
WBS |1600kr |3000far | 5004w | 300ur | 1000hur | 61004
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N

L i

o PR T UFHAE ohF AP
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#5. cyclophosphamide2] tIA}Ed 3} ¥ #3]
748 458 a BEE 284 gL R A%
&4 ¢

(potential for Injury : Hemorrhagic Cystitis 1/t
interaction of Cyclophosphamide metabolites with
Bladder epithelium)

1) 2+8 X8

o Y RAXE o]4 Axx|Z cyclophosphamide
£ 60mg/kg © 2 4917 Fekahalct.

o cyclophosphamide %<7 7+5 4 pH

4/25 4/26 4/27 4/28

AR | 50 6.0 7.0 6.0

k]
@A%E | 80 7.0 8.0 8.0

o ol WA B F 521U 2 Fu,
HixA B 9 wE 34800

o Hx: gl e
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A
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4) g7t

#. AZFEZH VAEHE Holk am-
photericin Bo} 9 48 ds)d 27

(Alteration in fluid and electrolyte imbalance 1/t
amphotericin B, as evidenced by hypokalemia,
nephrotoxicity)

DAY Xz

o 59 79~5¢¥ 129 7HA] Fo] A &Ho| A
& o 2 amphotericin B 5o 5 ¢t}

- AZF 85 ¥ BUN, Cr ¥

« Blolo] AwiEe g on HHF, W

3) UEEH
+ amphotericin B7} Fof FHWA 3 BUN,
Cr, Na, K& " ZA s}
o 2ol W} Fole] KCLAZ FF3t)
« AZE FOE A 34 4FE A
ot
- AFHFEEE AL A HEHLE ALA
a3t
 AAEE XS BESAS.
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#7. 13 AHE A} ¢
(Potential alteration in comfort r/t Fever)
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oL
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olN
S
2
il
>
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U Xz

o d Y= HTE AE FH1

CAHAMEE FA BAEUTH49E o)
303] ¢]AH/mm)

. Fol9iA) EFRTE AT

« O, saturation : 90~95%

+ e Fage) glou AN Aok, T
E 3239

4% TEe fAIA - FEAFES A A9l 2ln Bolrt B
» AR Ao AT oY FF S ot
4 5hE
5 A 3) 22 A
2)U2=E - BHFTFE 20 34 RS
- R AL FHE FAGS « Aol w2} acetaminophen % FYAE T
5/7 5/8 5/9 5/10 5/11 5/12 5/13 5/18
BUN/Cr(mg/dl) | 15.9/0.98 | 14.5/0.47 | 20.8/0.45 | 24.2/0.39 | 34.3/0.48 | 36.4/0.51 | 37.0/0.52 | 27.4/0.53
Na/ K(mEg/L) | 147/34 143/3.8 139/3.1 139/3.2 140/3.3 144/2.5 145/2.3 138/5.3
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