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HEYiga gfopst wastad

¥ H

M g

ojA el HEEE Fol7] AN JFHY 9
HHQ ojAed} o]F WA= A9Y JHA TS
Hx3sE RAo] Fadtkn AT} Cyclosporine©]
Aol =R1E olF AbFolAA 19 AE&e] 30%
Aoy olFe AEgole & Wt glon’
ol AYUTAZRETN FEE ETFH FEFo] o4
gxte] AlgEe &L ¥FE AAFHL vk EF
FUNE AtHAelde] Frlgtel wal 71Ee] AA
el T olAs<F B/t YedA HUH.
ofe]l Azle olAF gxtel #IFS UFHH FEF
3 Agd 2 X8 g A FTHEH HA
AAE A3

o
-

1. Alojy =7] #xjge]
1) QOIN % WS Hix F= Fnol g

Aoy AF 2aF2 o 2909 o Fx, P,
e 37k A4YEE BAch oz AR

o4g & A% AolAFEF Wk Tr T AS
 Eg3 AANCINE ¥ A AolAFEF Uik
Et 28 AU "k ol4Fed 238 37

21717} -r}f‘“ =95 $ye AA, cyclosporines

AYFALEE A AT FAAY FRAE Sold

A &A, dopamined A& ZFFAH1-5ug/kg/min)3}

A7) AA, ZEdFgAE T3 PP Tl AEH
o Atk

Aol AF Bu Bx Puo) 9A¢ AT Ex
AZBE HRE) A AT 94 ARG e
$AFFHEY Wi R2EdY HU4FTE 9

e Yol ety S2EWE WA A F

Hemodynamic assessment and review of donor factors

Nl T

250-500 ml norms! saline

Euvolemia or
hypervolemia

irrigate catheter

Urine outputy

Furosemide 100-200 mg IV

urine putput | -«

Continue fluid Tx. / Urine outputy
Doppler or scan
No flow Good ‘low
Consider expioration :::g:;::‘ delayed graft

Fig. 1. Algorithmic approach to post-transplant oliguria
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R(Fig. 2) oldl e A X5= FHHs]
Eo] SEAHQ] ANEE dH4Fe2 JE APl

HAg A A o] #HNA B cyclosporine©]l A
2uhg-2 ZAaAFTE ARE e A2 A
w4 A A mycophenolate mofetil, rapa-
mycin, FTY720 5¢] 849 & 44488 ¥
st} AAARNES F3o] FaAZTE Bue 9
o? elxale] MEES FANTIEAE o}FAA

x4

o X

3. HYYAIKIS FEE

AFAA AdolAg fAstde HHAAAY d=e
AdiHoez Fasirh ol FAle MHd] oA
7| AT BAEES £A3D glojok FARAZ
T FAES His & £ Utk oo AFAA F=2
AR E = cyclosporine® #H2 7= o] dAdelA ol
£57] A33% FK506, rapamycin, mycophenolate
o] Bagof uiste] Aystna gt

1) Cyclosporine

Cyclosporine2 4lol4¥ {23y 713 43
#o]i gle WA AU o] Al EAlFL A
A, NEAY, EA, EAHE "F FE AA, drE
Aol o] thE dA9e] FE FHAHE £ F Uk
Cyclosporined] 2§ A&54e WH Aride =2
A 8F58A a3 u¥FHHJeR Yoy
HE32 Q9loli= endothelin® 371, nitric oxide
9 #A Tol BHEn HAFTHA QASRE tras-
forming growth factor-beta, osteopontin %°¢] #
oFte Aoz d2lA 9tk Cyclosporineo] 2% 4l
=49 spectrume Table 49 A3t}

A, cyclosporined o AEAL FFI w4
o2 duEx" FAe FAE kAEFE FolAY
FAEE 7t H ol WA A HrtgFHoR 3B

Table 4. Spectrum of Cyclosporine Nephrotoxi-

city
- Vasculopathy - Tubulopathy
arteriolar tubular cell vacuolation
hyalinization Interstitial fibrosis
- Hemodynamic » Tubular dysfunction

Decrease GFR
Decrease RBF

Magnesium wasting
Bicarbonate wasting
Potassium retention

o] Hx ot dAHoR o|NAURAPANA cy-
closporineAl 54 Ags7izt A Fed ol
cyclosporinedl £4j0] F2 A 9 AHARY
o F2 Jer) ggolg”.

EA, cyclosporine2 FulelAd FFHe HAZ7
AAA el detA 7] & &3 A
73 ojdo olH® HE& =53] HA%td micro-
emulsion® ©]&% cyclosporineA A7} WL L
o] A &FE FREFFTL A XA &
HHd Aoz AAHY 71E9 cyclosporine EBrt
E2 AUCY CmaxE Holy ol2|# &7e] AEA
3} n¥gE FAGE 24 99t

A, cyclosporine€ 7Hgo|A cytochrome P450
mixed function oxidase system®] &3 wAlH=
o wely o] ZAE BAIAIAY JAstE %A
£ cyclosporine®} FAl FHEE F$  cyclo
sporine?] FEE ZAAIIAY FIMAA ARwS
T AEAo] fdd 4 gitiTable 5). 53] 49
A @A) AR FA] ripampin3} isoniazid?] o
£ cyclosporine?] ¥F =g T3 ZAAHA AR
REg F/IAIER old dE diFe] dasdity E
T seizure® Kol Ao @AM dilantinEE
phenobarbital& %93l= 3¢ cyclosporined] ¥
FEEE T2RAFERE JMEF olE@ FAE Aol
ii_l_\:}lo)'

Cyclosporine®] &3 AEAJo] Uk A <A
Eold ARNEE F4E 4 Y3 cyclosporine
AEAT ARurge] FEF & Q7] WE FF
7HEA FAle) §F& Ao} gt

2) FK506(Tacrolimus)

FK506& 4173 2 7Hgo)2A] Y = rescue
therapy2 F4E 4 3yt A2 o84 ok

te lo afu

Table 5. Drugs that Interfere with Cyclosporine
Metabolism

Increase metabolism Decrease metabolism

Dilantin Verapamil
Phenobarbital Diltiazem
Tegretol Ketoconazole
Bactrim Erythromycin
Rifampin Cimetidine
Isonizid Amphotericin B
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FK506¢ FZ&Ho 2+ cyclosporined #&o] ¢lx
o RfARSE &A87HE Mol g I st
dutd oz g 9L AHFE4L cyclosporine 2Tt ©f
E3iA & + Jeq BiF 2 AEFHHE cyclo-
sporineB.th HA yepdt) olzjg AL o4 9 4
ol A FK506°) cyclosporine® .ttt #2]3 Ho|r}

2 ofA|9le] 45288 cyclosporined} H]45:3tch

3) Rapamycin(Sirolimus)

o712 FUeAe AMEEHZA] ¥3 e Al
t}. Rapamycin® 8% cyclosporine®} #E &
qg 73$ AGqRFEe] FrtEnte Bust AP,
o] ¢kAle] RALE ofA7tA A dejA] A Fout
Fg Rzt wMyFRLE di2AU4aZF 9 1%
¥F Foltk FEAYE F3A9ME cyclosporine®
HY B A ASAE A3AIE e Ha
g1 g,

4) Mycophenolate mofetil(Cellcept)

Mycophenolate mofetil2 cyclosporine, steroid
o ¥¥ Rd3e A9 FAAFNEY Nxd FF
ZE ZAAA F71HA oA AEEE A
Ao g 7lustn ey o A7A 1 A vAF
ojt}, o] okxle) FH FaEe ML A=y 2 Hd
ot} ojglo] WATHRALZE L 7FFAY A3t F
714 F Atk

5) OKT3

OKT3e g9wtyoz flust 2L F4E RHoled
2, 2%, 79 € AN T 4o yEhd
o} elg Qe g4std TIHTIA Exige
cytokinee] #AslE Aoz UdA glow o
4L 3 AR FAF 7F A JERdt. olE
d4relz] 93sted AAHXE NSAID, steroidd F
sH g3tAd 4 vk OKT39 #2Hge ol9lq
pulmonary leak, H=gd#Al S (cytokine ence-
phalopathy)€ ®%37lE st dA|FHe=Z A7)s
& AsAE + ok

4. dojAlE Wust= 24y

Ael4gxie] Qo] WASE FIPFE YurHo
2 Jgzde ME £ JASe 99 BdRe
gy3s 5@ 5& B8 299 A¥el B o)

t}. £3] pneumocystis carinii, fungusol 2% 7}

3]7+go] Z715 Listeria, nocardia, tuberculosis
59 Aol gue A& £XFn glojof A ®
B JWAHAUD cytomegalovirus, Epstein-Barr
virus, herpes virus, hepatitis virus $o] 8435
o] da A4S ded F Utk olF P A
A2 Ag 9 XFo Aol AW BII} Fo|E
a3le #EF ulgteq A&stazt gt

1) Cytomegalovirus g

Alo] &% cytomegalovirus Zgo] EAHE A%
t(high-risk group) ZA FI/HN=Z E4z7F CMV
FAEEA B 49 FARANA AL AFs)=
ZA9-ot ARweel 224 monoclonal antibody
& 5% ¥ CMV7E 8485He Aok £y
2ol 3¢ AHU9e tEE IgG CMV #HAE 7Rz
Qoeug ojye EF CMV #Age A= EA
52 go} HAGAA FolF G437}t EXl€ct

CMV #4d9 Agdie ZAHE dH3sA YA
(IgM)2% CMV #4gd d4dE4o1Fe serocon-
version¥7] W&o JdHez {83 Wye] ofY
2= Ao|tiTable 6). 23 EAME a3y 9
sto] Z7)e] dlojziA: ¥F & Adsts wWe] AW
HYed CMV 97349 PCRE ol83ts Wyel
tH2 ¥ 2512 we]l RE dREel specificity 7t
Fou PCRY #HE¥ 7130 £A9 A5FdAE A
& A4S Hojv T3l Uk

2) B8y 9 cyzy

BYztg ¥ CYde vy FHgxlA wHg
o] ¥7] W& o4& dste AN THNHE
FF JFE A= $2F 249t BY 2 C
Fde] FA4Y TANRAZA NN Meoldlg A
e AS dddAz 98 7de gA4st ddy
AARZ A NEAHoz WAYRFo g9 oo Fv}

Table 6. Early Diagnosis of CMV Infection:
First Positive Days after the Onset of
CMV Symptoms

Assay First positive days
Antigenemia -7.0

PCR -11.3
Serology +21.0
Shell vial culture +25.0

Tanabe et al. Transplantation 1997,64:1721
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S22 A g2 =do] Hudozy gko] Aa
HAEA gelsfopgitt, 22w 2A7} gl A}
7} "y tHhypervolemia)dttti fors|H(FR X-
A 2AY ARE, FAAYY 45 §) furose
mideE AHAFALET ol wdlz st hypo-
volemicdltlz HAGEH T4 Ay dd(iso-
tonic saline)& 250-500mL bolusZ FAgtc} o)<}
#e dyoz gaFo]l IEHA volume-to-volume
o7 #Ag Fgith et o9 e yYyloez g
F9 FUhF gl A S B2 wHe ol&3y
SAAR G 2 A8 E ABHFig. 1).

2) MolA| % UZFQUAIOIGI ALOIO] 2= OlAAI7|

=9 Xat

dola F dAF drtolo] UutH oz oyl JF
o] HRHAW AR MM 7lFo| IBHAL
ol x7le] Add Hxu Fwrt ASHE 7 Y
Hdelayed graft function).

o|A e 7Fe F2 ¥ AwoleldA R Frs}
d olAF dFUFL Y A lEldRI A3
QoA o o] FEo] gAY 2388 A3
F7HE o ARG HAE B8t 89 leak EE
229 a2HAFFE Ut Hel Hasith o
WAooz ojAalel FEo] fd olfE FAAM =R
Atell el3t® o]uf cyclosporine® o]2ale] 7]15&
oA 5 Qlch

Delayed graft function® o]2]Alele] wha} x}o)
7b eyt AAE 10% BAE 50%7Hx) 2Agsiy
o8 a<glel 9ste] LA HTable 1). Delayed

Table 1. Causes of Delayed Graft Function

* Donor factors

Donor age>55 yrs

Acute tubular necrosis

Prolonged cold or warm ischemic time
- Intraoperative factors

Prolonged rewarm time

Intraoperative hypotension

Negative intraoperative fluid balance
- Recipient factors

Prior failed transplants

Postoperative hypotension or

hypovolemia
Early high-dose cyclosporine
Early OKT3 use

graft function® 7F¥ &3+ 9Ude FAATIA}
ojx| gt o]&f9) otE YAFHARNE, AFHUYA
5 T)eEx TAY F Qeng EESgME 3y
o dx4d o] 475 A primary nonfunction)®}
o 7488 a3t} Delayed graft dysfunction®l 9
Je FEEE e ddHeE 4R AN HUH
Q! Doppler ultrasonography$} renal scan©] 82
H e FAFY zidd Tdo] HHY o]y =
AR e AT FHAARD =
0 =258 & F 3ok
3) %‘g}lﬁ#— 1-274E AlOlojl 2& 0]AAlIEe

ole
tlo
)
=)

(1) o149 7)5 A9 29

Aol AF olyale] 7L o ad 9sid A
e 5 gltd dvtyez A7 Y Ast: €% =
glolEl A7t 25% As=HAY BUNe] 40% %713}
E A2 A9k QAoAF 1-271Y ol A7
9 At e A e Be AS-E uBshy
s3itH(Table 2).

@) Auay
®E A

He® vt o] o|HAe 7|eA}E ZA:
Ate ol AFE B ohl} YL S0
A7 WEA olo] dE WHE Aoz EJd}e
Aol T3t

A, FAATEE dRFHAEe YL ¥
1, ojAdY Fd R FF, ¥k, 1Y Tl
g g glov FF Fold ddazglel drliwe

ot rir

Table 2. Causes of Renal Dysfunction at Out-
patient Clinic

- Acute rejection

- Chronic rejection

- Drugs : Diuretics, Acyclovir, NSAID, Cimetidine,
CsA, Verapamil, Diltiazem, ketoconazole

- Hyperglycemia/ketoacidosis

- Infection : allograft

+ De novo intrinsic renal disease

* Recurrent renal disease

- Renal artery stenosis

* Renal artery/vein thrombosis

- Obstruction of urinary flow :lymphocele, ureteral
stenosis, gross hematuria

- Ureteral leak
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A BukElE H97h glenz PAFAAT o
sole "ok BXA NEE gAe E§, g
F5, 227099 A4, dxzdE fFE g3
oo} gt}

@ °l3HA ZHA

At oz oatE AL o]2ale 4715 A3t
AAE BEde 2A =] HA gou FHA ¢
Axoz Fag Alebs AR vk AA, o4
Mg 233 E8ol e S IHARLS Ex 9]
AA9 ALeAEE anEol wth 4, n¥Ye]
N2o) A AL FAARNEY JgIYEAE 2
stejop @k MM, AYYLH ¥R APl Ue
AE oA 2 P AT GFE BBl 3}
At

@ Ay

A&g sl Zo] Ao|AF xy|o) Ar)Fe A
= 93 999 83ld A F Joernz HY o
A AL, SAME HAF 2 oAAAAE FIY
2%y dBEg EdE 39 fARgY Aok
otk FAAYNEY Age Foubs FEde] F
2% oj# A% renal scan, doppler sonography,
AR ESEAE AFEe JdBde] @ FF,
2294, lymphocele ¢ 71'548& wlAstdop 7
ok FAARNEE A7) flsty WAL AP
o FAARNEY] A= YdWHoeR Banff-sche-
maol 9@t ARAPAE it IAA=TRIAL
B4 cyclosporine ANEA, AL AJgE Fd3)
£ E&¢ #E 4 itk SFAAFNEY 2rdd
€ 984 RT-PCRE ol&3td APA=HAA
apoptosis®] #HHE granzymeB, perforin §9
effector molecule®] B43E Lot Pio] A=
g1 g,

@ A=y

B4ARLe] ABE center ©ith Fol7}l glo
U 712 A8gx e FYslth methylpredniso-
lone $H8WE ABF old wgatA ¥ AH(S
HZol=Agy F4ARE) OKT3, ALG, ATG
59 #FgAE T3 AL 71 FF0z2 djx
o} gk oz QOKT3E £ A% 90%NA we
P, ojiy FARWMEAA WA Fe AF
o] AIAAAE X 5(FKS506 ¥ mycophe-
nolate rescue therapy)A =8l & itk M2L @

E&8A24 ICAM-1(intercellular adhesion mole-
cule-1{CD541° H%t &), leukocyte function-as-
sociated molecule-1(LFA-1)o| i@ A So] A
9]¢l 28 humanized monoclonal antibody %9°)
Nerso] gJate] o] &5 gl

HIZole BRE Fx3E Yoz AojiA Fd
9] FFEME(CD3M+H)E AFse Wiol ARHI
g,

2. OlAl% FHIIFQI MI|59 A3}

olAF 6719 ol AT F ArFY FIAHA A
3o} dlng Fusle AS M £ 99 4
ARutgoity ey WAARNESE ofoE olHF
27A¢ Bele AS7} gl7) W& A Rutge|g}
t fougE T oAl 7% A&F(chronic all-
ograft dysfunction) °lgln FHFT} olzF WA
old A JFAEEL A Wdste WY Ll
HAges g9loz BHI|NTable 3). okA7A
g oA F1eAEF] wWHAA "] #4AX

Table 3. Causes of Chronic Allograft Nephro-
pathy

Immunologic Non-immunologic

Acute rejection Delayed graft function

Poor HLA match Nephron“dose”

Prior sensitization Hypertension
Suboptimal Hyperlipidemia
immunosuppression Late CMV infection
Noncompliance Cyclosporine toxicity

| Ischemia “] [ Rejection | | Drugs |

..,.‘\}l ‘ .
{ Intragraft allograft injury and repair |

BRI

S @ [ExdoteinT]

{ Extracellular maurix }
Accumulation/Fibrosis
Cellular <

proliferation ‘ Hypenension

\ E’n’onic allograft nephropathyl

Fig. 2. Schemaa for the pathogenesis of chronic
allograft nephropathy.

_83’305



— A Aoy F A WA RHFY B —

gAY 34 BFdez Apgste dvt Rasia 3l
. wed BY 2 CEY @xte A$ Alojalg
e A$ FAPAE AlPste g =23
2 270 Y AE N2 AFsta] g Aol
g sttt A okA7A el thatd 4R
F e #ye gou Interferon™ EE  lami-
vudine'®g AolAd EE AojAF Rz 1H
9] g =L&o] FHAY viremia’t TAHYTE
Hazt gle] E msior & oz Azdd
a2 interferon®] AEA] LAstE FAHAARNS
o2 A7)%e 2HEE A¢xE Basn Jeng!”
I AFE 7t=Eel ¥ Aotk

N AY

Aol A% Ao wFE 7HeAE Ao wet A
o]7} glo} -elvietet ol A#e sAAHMe
I 2RNIEr B3 mrh MojdF A EAL
AR e sE Advk gxle] AL #HA F$rE 85% < H
Hls) 494 939 o] F=A =l AMA
o ohg R9d wAsE A9t FHUHY. el
o] PCRE ol &% Aol idwHo] g4 =4
go] o]4Hxn glen'® Nz 3o Cyclospo-
rineg BEAAZ E8&8E A4 rifamping HE
Boat= A9 cyclosporine?] VFEE7F HolAA
ARukgo] 7] 47] Wil oz WHPSo| o]&E
4 J=d AA, cyclosporine ™Al azathioprineS
Fo] & 438X A, cyclosporine®) F%
g Eole Aoz 4#A Fzl(ketoconazole E=
itraconazole)E& W43t ALEFo2H HHARGH
g #AsE ol

4) m7AH :

AFAde] dANEE A 2597 45%NA 5%
2 Z2sgA 499 IFA9d =EHYE AYE
o] E7] WE Folg gt} AFPFdd g7 A}
FE & IFY FF, AGAY] 2 AHAR(FTAEH
EE AMFH)e) wel JF§E Bk dEFH AT
candida, Apergillus, cryptococcus neoformans,
pneumocystis carinii Fojth ojeid IFHFL o
w3l7] 93] candida®l A% nystatin gargles,
pneumocystitis cariniit bactrimE o] ¥ 6/1€¥
A R4 A AFBR

5) =EX|gt Foi510i0 & AT

Alo] X% listeria, nocardiosis $& HlnZF =&

o~

A s el 4A
g asgir

Listeria® 544 A 29F9 /Mg &3 4
oz dAA Yot FueA oo digt Burt
o A& Y3} diphtheroid, pneumococcus, H.
InfluenzaZ 25 Mg WA Rz 497t &
¢ Aoz wagn? NolgadA Huge] 27
Ho|x HAHFAHA N AFguigtde] o4F

Y Listeria monocytogenesS i3 3tdof ¢

g & 5 genz F

r

oord o

Nardiosis®l 3 ZgL duiygoz FAAd ¥
$3tA A A9 JdAT 4+ A YAHes
o] EAUY R $AHE 47 g2 RE g7
Ego] He 94340 fdn wAHA AHE HE
o Zabo] thdstn JAHoz Fdo] Ersan
WAl AT g stojof gtk

5. AEBH EHHS

Mol @ztoiA] AP BAFHEFTAH2ANE, T
ARA, HEF)L AT gEo] o HEAY AT
ol FHAHQA 9L F= FAF 8o o4 1
W Apgae] shg &3 fdlerh oA ¥
A4 dAdge] g g o]dF FHYAY AFgo] LAY
g AYEE 34812 For olNF HIY HEE
o] HAY 4 gl FAF U= AojAA 44
o] oln YAY FxHE 41 e Aot o
e uAFEF, TEY, T, FA Fol A%y
AgHZ @do] glen HFHAAAY 2HZo|E=E
9} cyclosporine®= ©°ld] #AE = Aoz d2A A
o] A¥AAFEFTE F2AI7] dAME FHAHY
HZol "asit o]F nAAYF, n¥Y, T
oiste] Bd Mdysiaz o

1) 2XNARS

TAXNE AR A A FE B 2AFYFS
hypertriglyceridemiacli} ©)2F o]23F %L n}
Aol cyclosporined WHJANZ BE&8 ¢ o
2% 37l = oF 50%°0A nZTH2HEYFT] &
den] £2 type al(pure cholesterolemia) E=&

type Hb(combined hypercholesterolemia & hy-
pertriglyceridemia) 34& :.91th Ao]4F hyper-
triglyceridemiat 743l hypercholesterolemia
= AEde $4e B 2H=Zel=g cyclo-
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sporine®] IAFEFE FUste Aoz A 9
on Fx, @iy, A71EAE, AFF7L HEeERFGA,
oA Fo] IXNAYEFE fHdste adez LY
=2

ol2jd RAAFFTL o¥dtE WPom 2olay,
AFzA, 2dZole 439 x4 2F8Y F& &
F Jou olgfe] oA MYe] Fasittin A
713 B#AQ <kAlE= HMG-CoA reductase inhi-
bitorq! lovastatin, pravastatin, simvastatin 5&
E F %oy ol A EF Wiz ¥
qE=x e ol EY2HE FHAAFT H2HE
o= RAEQl farnesyl ¥Ae] FAAAZ A3
natural killer cell®] &%o] dAH7] fFEoz <
A g® W) lovastatin® ©E#E H$ cyclo-
sporined BHJAANZ B-L3E Al w2
HFE dodin AT A4E FHYARASTE st
t Aoz A jlo /M 2FE 2EF AR
Yo,

2) et

Aoy uYete: EF I AU YDA
FEFe AYAARE dEA Yok Ao F n¥Y2
23 e YA f2d £ vk, AA, native
kidney Zt&lell A #A1gE ¥t EA, AFurg, A
), AFAPZ JA, cyclosporine & & F Aot
{Table 7).

ol g fxollAM FIAJAE M AL A%
of we} AR UwHoz TAEUFYAs A @
g o) &=Hed ols ZEAIAI o|NF HUAPME
4 72, cyclosporined] 2% AEAFL AEQ
"tzAe] 745aty] GEI® . angiotensin con-

S

Table 7. Causes of Hypertension in Renal

Transplant Recipients

Immunosuppressive therapy
cyclosporine
FK506
Renal allograft
Chronic rejection
Renal artery setenosis
Recurrent or de novo glomerulonephritis
Recurrent diabetic nephropathy
Native kidneys
High renin output
Recurrent essential hypertension

verting enzyme inhibitor % angiotensin I
receptor antagonistt Z&ZAY WAt AL
2 F Jou o xrle FAHNREHE AFAFIAY
AFREZZFe] de AT A715AE AH £ 3
on olgle] RAEYEF, WY $& 2As= 2
ALgo] A w3 gloud Alo]yFE HPFZIF|
At Q2 BYARNEA ZH} JAte BB
gl 9. a8y 242 8AY angiotensin
converting enzyme inhibitor®] #7]Z¢l Xgiw}
4 o HAME MR e F71H ade HiAFel)

3) Carbohydrate intolerance

Aol F of 20%9] oM Fxrl HdsEy
5-10%9 #xje 274 ¥R = dede
Yoz §v 2o /M FAE doeme 2H=z
o]=ol8 cyclosporine® FK506< =5 39
B EAAM Qe £HE JAstn LxPAolA
AedAPAH L F7MA7E Aoz daA Qo HZ
At deflazacort: 7|E9 prednisoloned Foid
4o vgt 8gzYo] Lol3a ARAEAY .
TEHE A2 F Ye Aoz B3 sz Yo
134 prednisoloned 283t 217} deflazacort
2 gAY o o]&3 o8 deflazacort 6mgg pre-
dnisnole 5Smgo @ WA = gov} A w}
Aozt Yoz A3 gAFES F)

6. W2 I A ol

Ao AF & 5 e AHA Fde AQNEZ,
I EE AREEE, Avtiledd 5ol FEA9
Fole AlelaAe) R4 715dAFo] A&HE
AS, dA T ARGl 9§ AA=d AF I
Zen%d, FYAHAL painful leg syndrome %ol
HTable 4).

4 NsgAs5e ditdeg AeodF A
Hu oA Ay RFM JFHAFTE Hele
B2l AS-2A olAgAte] oF 10%eA A A
He dolAFex uggdFo] A&Ho NI%E
AAI7IE 9ol Bk ol Aol RAA
AAEz g AMr7le olAAA F4x gon 4
A AAE oldol d:E FA TY o] YadlA
ol g5z A

424 et 8543 diddes AR &
Azt He AEe FEADALo|T olA7R] 1 WAL
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Az gov 2HZoE, IRAArIFEE, A7
7t9} bed rest, cytokine Fo| #ToidlE How &
A Aok 271EAS &% F AAst] A8t MRIZ
71 dug Rez a2 g

7. WYY Yz

MolAF wAE= WEL dilutional anemiaZ}t
7V Ehd diAe dAdeln d4HoR EA7t
He Afe olHildAe 28, A38E BF 2y,
ABO mismatchel & 7HE S8, Fal(cyclo-
sporine, FK506)°) 23t 8@ANE L g sloorgt
th olE e W¥ dig 7|EH HAHreticu-
locyte count, Coombs’ test, haptoglobin, LDL)
T AAek AFNHAAE 2 olHAe 2EAFHANE
APt 2PHENE AEaHA Fds)orgi

ABO F-A3e] o3 A9et g o v¥Y
B 2 A= wel WXt MHAHJA AL¢E B
Ha gle] A% £84 NEY A¢ FFNEY 59
AZAQA ABPYL FFeArIG?.

oj¢} Wiz AlojdF ATy IriFol fud
A ole obA7A 1 Vel F dAd A %
o} o]HAoA dE]laZEologle] QYT FHe]
= H3st gle™ angiotensin converting en-
zyme inhibitort} angiotensin receptor antagonist
g 593w adyez 3G 5 Yo

WHT 7A2ZFL azathioprined 2Zgo=z oA
FARAE FANE ZAEY AT HPFLGLTFo
787 5 3% GM-CSF9 22 A5 Fd93)
W agHos WATE AN ¥ & G

8. & &

Ao FE Fge TN EE AFGH Aol e
&Y 16 %, =gunlo}l 33%, =l 56%) ¥
AE SANET} e AL & dA ol
AddFLFY FHE HAN=E 44 993F, Kaposi
sarcoma &°| °]X@AtedA S@sly AT ER(A:
71, T, B 58 AL FMe F
LA =9} vty B gch

olalF Fool WYV HE 61742 AER &
#HAA oy d%FH Kaposi sarcomats LAIA]7)
7 whel 2+ 3349, 20Y AEo®, =3
OKT3 ©d#d Fo ZEIF "YgAdAAE ALT

Aoz AFAE Well(68%E 4709 olU) non-
Hodgkin 3Fo]1} Kaposi §%o] #4480 o
o 5% 75mg ol & %9 OKT3 @y e
FA% A% F@LAe] FFEn 9P Ho
A7 EAE EW PCRE& o|43te Zxddx EB
virus®] load& A% S22 A EB virus? 84
B 27 7289 preemptive therapy& Al
=31 9oy 1 AfE ofbF nix|folt)

AdgF 24 2Agd+= polyclonal B-cell hyper-
plasia® ¥ monoclonal B-cell A#E71x HY7}t
ogsty] Ao A z7|de] HY acyclovir®
+ ganciclovir % DNA polymeraseE Alsts &
utolZ2AAE AMSSIHA BAYAAE FI3IE
e AMEE £ Qo Fabe] Ae AT YA
5E 8%k HAIdE EBHlolg2e Eo]HQ cy-
totoxic TUHTE o} &8t EBHlojgi2 #d Udn
F4448L AasEe Azt 31 g

9. AT HHS

AR AEL HoA@A A 4-16% W=
Aoz BuEs Y™ Cyclosporineo] HHJA|
A2 =90E olF 2HZo= &% Fase AR
ol i wel A% A HANEs} i
A Qo H2-receptor antagonist® Y=
A4 AA glo] NaE/FEA HAGD. AolyA 9
WAAE F3td 7549 fAYES ¢dsts A0t
9. dol4F AAYe BEY 4] UE B
7t #or Lol FE AFBEY == JFe
2 yeh}y] g TP oe] whag s)sor a4
th AelAFE ALY TAHIAAE Ao+ 8zl
FA9 HAG) AJD AE, A7FIHE H4E,
HA A # 48 methylprednisolone >2.0g, 9 %
ojg o] JustAY X583t FAE H2 receptor
antagonist$t misoprostol& Asm PP g=g
FA7b H3 9l Helicobacter pylori7t Aloj4l%
#AA%) 990 Ak FPHY 23ne dF.

10. OlAAAIRAIY

Ao gt X a2RHE M EF Pgez F
2 A0 JdAZ4THE Holn HAF FYA A5=R
FTAHE Aoz gEA ey o]Aile] Aol

TS A FF FHAPAE FUL 4 A4S

_%_



— Ol A 188 FF 3% 1999 —
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Fig. 3. Clinical evaluationof acute renal bacterial infections in renal

transplant recipients.

ol EMAEL YR, o]4udMe N¢AY
o] AN g FL AR, ArHeE F U
EA, ARurea Qo] Hlsdtd FhEzide] of
1 dAZ gddel g ARNELE FHE ¢ J2
o HA, A% 7399 LZA(acute focal bacterial
nephritis, renal abscess)& 2YU F en YA,
mEA M9 A9 (recurrent pyelonephritis)©] &
AP webA AeAge) A8RIHFT FAA &
Hgalx] ¥AY Ar)Ee A43st AsHE B B
BAAGEgY Tt o HAZAPAE AW
o]AAld FAZH AP FEE ARytEe] FuHUEA
Felslodol FrH(Fig. 3). EF dIHZE AfAdo] 9l
= B9 A voiding cystourethrography & A 33}
o gaze] 9F7 A EAsGE Ho| Fas
. Ag= dA 2-3F e Aoz 4EA ey A
# 29 A$ 465 o AFoof i AFFY
A% ANHERAAES o] 83t viEstool g,

oWE

ol APl AT FAHE T2 YUF F
%, A9 2 A=del dstd e Mesac
olNel BAW FYFL AP 2YY EA of
Ugt Au"es dehlr) dEd A4 A4e
£S5n BXolA BAE AT distelor @ Aol
o olelg guae z W ¥ A=sh FIHew
oMz ojNgAte WEEE Esltd sldst
Aag
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