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19503 A &0z B2l Henri Metrasol & 7
A9 3 olAlge] RuE L, A 3 o]
L 19636 AL A xHe] 18d A BE3ch 2
2097 AZe A o) Ale] AmE ot 4FH
o)zl Eaid, o)t 27 AR wed /A F
g Asst ol 71Assich 19839 Aoz =
2E 3 o]Add &) AFA e 7 o]a)e] AEs}
AT, ol%2 By oAA 24, $27Y, 9 o)A 2%
o RBETo] A= w3 0|4 $} HEFO)
Z7}st3 glch.

3 oA g Ao oAz} ExA e ThEA ]
itk AR E A7) o]AA A S48 (systemic ar-
terial supply)7} A H | gherhe ol o]z A4
°)4] 9 #H¥o] 2F 4 Yk EAE o o)Ad
#A7)% sute] AA orel A P2aA HE 2
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1) X}7}0( 4] (autograft, autogeneic graft) : #}7] 2}A14

A fr g o)A 23]
2) S5 580|4 (syngeneic homograft, isograft) : 4

ZYA $HHOT BUG o]A ZA(: YT
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3) &380|4 (allograft, homograft) : FYF WA H#
Ao Ze g o] 2302 YAz 713
8% oj4d g Aol R EY o)A
o] F-Fol4old.
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4) 0|30|4] (xenograft, heterograft) : e} Foll A $-23k
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2. ¥4 A¥wge 71A (Mechanisms
of Allograft Rejection)
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A4 2A A7k o2 BRE £ 9o

1) Hyperacute rejection

o]Ad AN E R AT A2 AF L4
gt ole A7 FEAA olv 4= = A7)
A2t N FEFA, 5 & ABOZA, & class
HLA &3 5o &% Aoz, 371 83 Wiy Al £
WE, BAAE A7 Z, €4S FA4AA o4
24 & A ofel A7 ARAL gl o]
Aol A7) A FApst &apALe]] ABOE A Y A=
T2 A2 WA 5 Utk ol Feff o]
2L Abgo] vebd & o, oy Rud A
et
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2) Acute rejection

AR FHY AT A S4Bl

o] uh-g-& 8t Yehtes Ao g, ojAF 3¢
A e dFol DA AZY 29 YN 2ol
F4 ARugd s F2 AEH WG g
o} 4, 2 HLA 49 A3E& 42 T L3+
IL-2¢] #4], IL2 442 L5 F7H17A CD4+,



CD8+ T JZFE &4, G437, = B Y= F-&
AR A FAE A T2 24 cytotoxic T cell 0]
gl os) o)A A7) 7 ARgt A o]AA] A}
45 39 oA oS F2 FA4 AR ke A
£ WA AU 3 ¥A]7]7] f1gA et

3) Chronic rejection

ol A A7 Yol A& YA o3t HE, 4
A, A77s S EHLE = A
A7) oA £AY e £AFd vehdoh
WA 7L B4R oy wiEEE G4 A
3 wHE, vHA Yol A A f-3 2dAH
ol I3 Af3el gz AL HA3 FYsH,
HY X8l F ukS3A] oo} F7] o]4 A9 F¥
4ol Hrh HolAdAe WA AR
bronchiolitis obliterans 2 v} ebdch,
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3. AFgey Ae 2 A=

A sjo]A] 3o ofz] W oA Qo] A1
AR ARuhgL v 2 G I gle] LR
F&A7E AT 13 o] FA A NS FYT
ot FA4 ARge A& 330 P37 23] YAy,
AWHA £ o]AF 58U A, FHsAE 2F¢ o A
sk = A7 AET G 25% A A AR
uhgo] vebgch 34 ARNSE A8 & kg3t
o G474 3 Ee] Ho HAgx o} WA ARukS
< X5l F w33 A don AT EE otk

A9 X 5AA 1A F87 L 27] o]
o ol2Yoz2e dAH, 2 Y B dYgyes
ko] 7lsdh, 23 Wy oA 29 A4
I AR Ag 93 A9 FApgo] v s
o QA ol AAMZHE A L 2ty 7] Fo]
Z kol o] &5 3 glc}(table 1).

1) UABH: #d, vlE 713, 3FEY, Ad7159 A
7F JdebdE A FA4 AREE g ok ¥
=3

2) EEUAMHYAL : HSEFHY &9, HstEy A
&, 234l (septal line)o] Vel AA 27 &
Bole A%= 9

3) ZEHAL: 71 BAAGAE 5 2AHAE AR
WS At A AT EAE Aols) 2 &
W71 FA A HAA] 4102042 Al Bas)

—5—

Tabie 1. Clinical Criteria for the Diagnosis of
Rejection

Temperature : rise>0.5 C above stable baseline
Oxygenation : Fall>10 mmHg below stable baseline
Radiograph : New or changing infiltrate

Spirometry : Fall in FEV1>10% below stable baseline
Infection : excluded

Response to treatment with methylprednisolone

Y 95% 9] A S 27 f8 20Fd AN =
A BRE AT 22AHAG 7[EA] FH9 €
& F9o =7 Afol vehdel

4) B|J|s dAl: 4, ¢4 A Fu-&3 brochiolitis
obliterans & o] ojggc 2/|#x 7F
(FEF 25-75) ol " 87} viehdol,

5) Technetium 99 macro aggregated
perfusion scan : perfusion ] ZtAE e} vehd
t}.

6) 7| X H I A& o] EA

7) HEE BAQIX}: AW IL-2 544

4 99 94 a9

o o)A gFe AL B gA LH L ¥ o]y
Hell el 234 ey, FEH o2 d9 oA 8y
€ 39Al-f-% (induction) &, §-A] (maintenance) 8.3,
AFES A 8-2 vHE 4 lch(able 2).

A JA ] FEdE cyclosporine, corticosteroid 2}
azathioprine ©] Al-&-5H} o] 27](7-109)dl = &2
9, &3 NAAEY 1499 AEL 98l corticos-
teroid &) A}-8-& A3l tj4ld anti-lymphocyte A A
)1 antilymphocyte globulin (ALG), antithymocyte globu-
lin(ATG)Y} OKT3 & A}-4-%c},

FALYLZE Euj9t fyd9dA = cyclosporine,
corticosteroid, azathioprine-&, ¥ % JTHAA & cy-
closporine 3} azathioprine 5+-& AFg-3l3 gl oy, 4wt
2.2 cyclosporine, corticosteroid, azathiprine & A}-&3}
£ triple regimen ©] AF4-5 2 it}

Axukge] 2 F Al high-dose corticosteroid
(methylprednisolone 0.5-10 g)& 347 Fo§3} 3, pred-
nisone .2 3} 7Feict ofof i w3z ¥&
9 ol &= anti-lymphocyte ] A1 ALG, ATG Y OKT3 &




Table 2. Immunosuppressive Drug

Table 3. Cyclosporine Drug Interactions

Phase Drugs

Induction Cyclosporine
Azathioprine
Corticosteroid

ALG or ATG or OKT3
Maintenance Cyclosporine
Azathioprine
Prednisone

Rejection Corticosteroid
treatment or

ALG

or

OKT3

Abg-3te}, whA ARubgA]el= high-dose corticos-
teroid, azathioprine 3} anti-lymphocyte | #] Q! ALG,
ATGY OKT3 & Este 74T H9 JA Y¢S
Ab-&-3het

5. dggAAe) F47A3 54

19603t Xl azathioprine #} corticosteroid & #Y
AAAZ AHE3le AR oA HFEe] FolAL,
19803t oll cyclosporineo] T AAAZ =g

A A%, A%, 25 98 F719 o)A JFEol

Aoz gL

=
=
=

1) Cyclosporine

Cyclosporine-2 Tolypocladium inflaum 2} 21 7ol
A 28 11709 opv]xAte 2 FAE cyclic peptide
2, F2THZ T 243} 53] helper T X+
IL2 B8E JAXNHZH ojA = o oa) Ak
€5 doile AEEY A4 ¥ £3E AU
IL-2 448 dgolu HH xS 75 daide 4
¥ v|xA] god, T4 A Agx ¢l
Cyclosporine & 7 783 & 9 £-0] 9l=d, AT A
9 Fov B9 A 4t BEF 35 X0F
o Fixe] T@iich A FFAA] YYFAA e} o

.

Drugs increasing
Cyclosporine Levels

Drugs decreasing
Cyclosporine

Erythomycin Corticosteroid
Ketoconazole Phenytoin
Calcium channel blockers Phenobarbital
Androgens Carbamazepine
Oral contraceptives Rifampin

Metoclopramide

1/39] <fzt8-#Ho] et} ng AFFoAldls FYF
Aleke] 3ulE Al&3c) ¥ cyclosporine &) 33-47%
= 8A3Y, 49% = =T, 5-12% € FFH T, 41-
58% = HE Tl AL, 53] Lo es 4P 7
b HEFYW F=7t 23 " g4 e
90% 7} lipoproteinol] ZA3HE Abef 2 &3]3} Cyclos-
porine &} ¥bt7|& oF 19X 7ke|n, 6% A Euto] 4w
< 58 i =T R Lol HES F3l vid o) Cy-
closporine & 7}¢] cytochrome P-450 system o] <] 2] =
At o] systeme] FEFL UlA= AFES FoFH
cyclosporine 9] Fx7} 22td 4 glerng o]y <&
< A}4A] cyclosporine 8] 8% FE& 2 FHAsledo}
gtk (table 3). Cyclosporine ] 8% FEE A A=
A ¥ (whole blood)el} ¥ A (plasma)e] F=E &4
&n, &4 Wy o2& HPLCY RIA7Z} o] 453 gl

Cyclosporine 2 WY AGA 48 & -F%(induction) ¥
Fr*l(maintenance)A] 7| =o] F& AH&-gc) so]4] =
F A9 AL E 23817 98 2.5mgKg/D2 cy-
closporine & A #FA}sle] 1% % (whole blood %
1000ng/mhE A1 A7) 2, 2} AT £ (W FAL3
9] 3-4u)Z ABAIR ) oF 45% o= whole blood ¥
E7} 500-700ng/mi°] H =% cyclosporine 9] Fof &
ZaAlA "gdA AHE {2k Cyclosporine 9
B ¥2E& €7] 18 3 el erythromycin 125
mg& 3% 33 2d3ld cyclosporine ¥ HAFS A
AlZlc},

Cyclosporine o) 2]§ EA o2& 1) AEA: A 3
83 M 02 cyclosporine & Fof¢2 #2319 25.75
%ol A vehe, Fof Lo wl st Jepd A
g3 71AS GAA o AFA AFHY £549
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o3 AR HF A s} AT g E2Hgo) 93t
A2 2 4z glth. Amphotericin B, trimethoprime/sul-
famethoxazole, aminoglycoside, furosemide 52 Z°] %
oJ 3} cyclosporine o] 2§ A1 5248 Z7}5c)

2) 2843k cyclosporine & o2 #A+9] 25-50 %
A vete AR SAE, A¥RY 249 so-
dium 9] | A3}ol| &t ol EHAES WA F
71§18 A L5 o] ARV E & AL A cy-
closporineS azathioprine & & W) A A]7]7| = st AR
Hhg-o] deold 7heAde] Folxith 3) AAEA: FF,
A, Azte| A, A, A}, A4, EF5Y Sl
g, o] F4H-E ¥ F cholesterol 3| 7} W&o 7}
sle] Yephdl 4) 7eh AKEE, 2 ZE, 7HSA, gin-
gival hyperplasia, 3371 % 5o] vJehdch

2) Corticosteroid

Corticosteroid o] 9J 3t & F v+ & <A 9l
th ol™ 7159 molecular 7] Mol A= dA Q)
2] ¢t} Corticosteroid + HEF ZAZFd HZFE
dxzzog Aulx A7), T =79 A3 IL-2
AL JA A7) =d o] 24 corticosteroid 7} T
dZ7e A4 &3, monocyte oA 2B E =
IL-13} & cytokine ] #¥] & JAI A ephdo =
YA A 2o A 2H8-& JA 3, FAT ERHS o
AA O}

Corticosteroid & B JAYHY F= 2 FA < A
Hubg-e] X Fell AMSEHIL Qi HolA A7 =
718A B39 Bdg $esle Fo]A AF
corticosteroid & {3} gty 3 Fell= bronchi-
al omentopexy & E3te] 71@A 2] Bifo] & Hof
"G A} 9] =A% corticosteroid & AF-&3hct,

Corticosteroid o] & 2atgao02 ) 71y . 2 9
AAAASH) Fdol HE HgHE o & g3
ot ZEA] SAES 48 2 29N A F4Y A
o] A€ & 9tk £3] A EFolY FEE I 24
Etgoly Mo 4lsltdel o) 2) insulin-
resistant hyperglycemia 3) 1A # %% 4) wound
healing &] #¢f : &34 £3] 7| 2¢FHY F
E& A g

3) Azathioprine

Azathioprine & purine analogue £, Zto| 4] 6-mercap-
topurine (6-MP).2. 2 W A}E 2, o] 6-MP & FE F54|

-7 —

X9} o] waA ¥4 FHie AZ DNAGY
RNA S A4S JAAL2ZH A X F4]& A4
71}, Azathioprine < ©|4] &) & wh3-3t= &4
Eo] THEZTY B JZF9 43 £31& JAAHY
224 dYJA aH#E vehdich

Azathioprine < 1960'a th il corticosteroid &} o] &
o3le] A o)A #AtY HAAA A FL aH4E
el o o, cyclosporine o] R GAANZE =¥ F2&
HYgdA Y fFxo A BEAZ AHLHI Qo
a2y} azathioprine < A}£3}d cyclosporine 3 cor-
ticosteroid 2] A-#& YT UL, o] & U3 o] & oF
Ao FHL ZFaA7E 23471 ok 53] cyclospo-
rine 3} corticosteroid & AM8-3F #219] 50% o] Al A
"} A 3} = obliterative bronchiolitis 7} azathioprine & 3
7hed BB E0) 20 AR Fadr)

Fg H38-L F5 A EAolr T4 oA
= 8% &Aoo, ¥ T £& AP ZH F
& A LA4EE AAE ¢ Uk YEFHRLEFL a-
zathioprine & Z#F3tAY, dAHo2 FIshd 3 &
o 2454 Z4bo] Yebubw 6] $:3 anti-metabolite &1
cyclophosphamide & W4l AFE& &+ glc}. o]
nonmelanoma ¥} ¥-gto] A& 4 i}

4) Polycional antilymphocyte H| A

1968'd el A 522 A7) o]AF HY A o AF&-H
¢l =4, antilymphocyte globulin(ALG)3} antithymocyte
globulin(ATG)o] 9l2m o] 2447 YEFT E==TH
Z3RE AAzE BEgES JA At ALG S
ATG = F& A7) o|AAF9 #9dA9 = F,
WA AR ubEY] xRl AMEE I QL)

Fgoge= iy, 28, 1Y, AYF 5ol e
ve, AZHE9E A3 FAA vlolgix ZE &
3] cytomegalovirus(CMV) 7+ ¢ $1@A el F718HA
"o ALGY ATG & o} daolA BEAl o] F
g oz vhE £o5td o]d tigk FAH7F AA serum
sickness 7} A b}, )L E9) ALGY) ¥Aiws =3
whEEte FAE B slol A AaFe] vehd
o},
T2 A Friche] 2y A Ho] dH A gho} g}
oA Fdte £F] XY 7T gk FAFH o)
ek



5) OKT3

OKT3 & A% T ¥ =79 CD3 E chain ol ¥ =%
29 FEZE2FAZ 19819 ALz A =UHA
ot} OKT3 & HAAFAA] H2 AN T HYEZFE wf
g $52 AAANAH dguksg JAA UG 22y
PxhuYe T Y7 A3 AAA A& FTo
OKT3 & do|AA] HeggA e =9 F4 AFie
9] A 5o ALdch A9JA FEAd= ALGH vt
F7HIA R 7 =5 149 5 £33k OKT3 9 A Fut
< A BE&L 90-95%, thek9) corticosteroid 8] A} B8
65-75% 2, OKT3 7} 7}3 238§ 4 Ais X &
A o]t}

AWFAA] dAH o2 T YXTE #4347 IL-
2, IL-6, IFN-g, TNF &} 2 lymphokine o] #H] = ¢}
OKT3 ¢l 9’ 34 4ol Jehde). o] 54 & cor-
ticosteroid, acetaminophen, &3] 2AelglAE vlg] Fo
gto] 29 4 ok AERGE A3 G3HAHA uvlo]
2 744 E3] cytomegalovirus(CMV) el H A
o] Z7}3}A e} o] el H B E W AHFo] Tyt
g 5 9lth OKT3 & 4Hy Fo3pd ofof g &7}
A7 OKT3 9 &A5S A3A|Zth

6. Bronchiclitis Obliterans

Bronchiolitis obliterans (OB)+ 3] 0]A] &] 7HA] A 3 ul
<3 A FYAZE AHEHI Q= BAZ#HA Y T3
£ fiste 271849 434 AL HolAF 2
MNYeA £AF(FHF 8- 12704 5)e) LA AV =
Zdolv 71#A L3 v 48 Jehlin AA bt
ol AZE Fol W% Fo}. AL w2A Y
Ho, AMZ FolA+ A€ 9t OB #0449
37 $HEF Ad FA7} =HA, F2 F7] A QA
ojt}. o] A e WAL FAA o, wiEs e F4

Fub-g-3 CMV 7ol OBS] A= U3 A
ek gt

AL G424, 7154 AL Heldg 27 g%
o}, Aiflow7} AsEd AFueE gAEA =5,
FEV1e] A xch 10%014 4 8td & =|9]cth OB 7}
AA=" 22y #qlo] A3 OB FHAo] 9
AAd F2F AYHA] &7) dEel 7| XA 3¢
A7 9} sensitivity € 5-100% 2 #§$- o}, Q4
A9 specificity & e}, 27] 2 dtel] A3 274G ZH AL

—8—

= H7]%5 ZHA 3] forced expiratory flow(FEF 25 to
158 &A 3l Aol ety daSA #7115 7
Ata7do] OBel| st of & Aol siAE 5 Qo
dH A7 27Nl x Ade] shsdid. 7] 4]
steroid, azathioprine 3} ¥ ¥ XA A (ALG, ATG-t
OKT3)E AM8-3dt= 243 2 A 8l 23 OB
o] AP GHAYD ¢ glo} o] Fod W
A e M 3 EFHA A=t

7. 3 4

WA A4HT 9l 29 oA 29 e Pl Fol
B0l oholA AR ohieh 2hadol e A%
HE JAAYIZE $A A9 AW 2T ok @
ehA sol4] BAtlME ARurge) ojAlsh 2ol o
& A% Ao] o) FHE FAFEE sfeio} Po.

1) 4te|2|of Y

utejg]o} el & A gL FA T (neutrophil), o -
A} A Z (macropahge)st FA (A Ao &3 AL
2 T YT FE 2 Besla gt} Cyclosporine]
1} OKT3¢} 2ol T HET9 7]5& JASAY T ¥
EFE AAsE d9dAAY AHgAld = e o}
of 3t Mo 3= 2| 9F 2t Azathioprine o]+
corticosteroid = dpel 2| ool ci¥t A& H& <3
t}.

2) Ha#y

so]A 1270 el 2 At b9 corticos-
teroid 7, FHH FAA Fo, QtEE = Fgo 2
AdREY el Z71¥h Candida7t AU £3] 7
4€ dod, F2 77, B, A2l AES 4L
7]\ AAH 02 amphotericn 9§ LA = U+
oh 28y o, B 253 2ol A ASede
A A1 A amphotericn 9] FoJ & "8 2 ¥t} Aspergillus
¢} Cryptococcus o] 9@ 7 A) Abghgo] &} &3
Aspergillus o} 8] ¥ g & FAPE WAl =2d 83
oA & LAY 5 U2 oz #AV} e HY
dHe HY NREA ¢ F2 8o} gt Amphoteri-
cind §<A] nephrotoxicity & -2 8}eo} 8}, B3]
cyclosporine 3 o] FojA]o & synergistic 3l22 F
2] gl et ge}. Candida“} Cryptococcus®] *| 5A] am-
photericin ®H4lol] fluconazole S A}-& A7t o]+



fungicidal3l”] ¥.t}+ fungistatic3}rl.
3) sjo|{A Z24¢]

vpol gl A el AT AL o] Ao ¥ 4

Hute3 uwpasbA 2 cytotoxic T celloll 2§ A o]
o} wheba] AR ubgol oig B A YA wlol g
& Ztgol 8% AV He AL Fd3o

dy A 8- B Sl olA#ANA M &
32 2% o] cytomegalovirus(CMV) #de]c}.
E3] OKT3, ALG, ATG N E& %X v #xlA 7
g9 o] ath Y A22E 1) o9 FHel H
ZE7] (latent) G Aol Sl o]A] #A7} WA A
SHF 1R A dehde 2. ole 43 #
q AR FAo] d At 2) A T
CMV ol 248 AFZe 5§ o]4] wold veinvte 7
g 3) TEAT CMV ol ZEd ERAAE Fo o}
A 7del Uk #A4A 6, 2d, A3, A%
F 2859 FAto] Ve, iy, WY FHLS,
AR AZ vAY x5 e] vehddd 4ol A3t
A e ASLeE AR glo] Ad ARG AT 2AE
Aol = ganciclovirg X EA 2 Al&-dc) WA o2 =

ganciclovir, CMV g 2283, o34 acyclovir & A}
Eains 8
o] 2] ol & herpes simplex virus, varicell-zoaster virus 2]

Zd %ol vehdrl & .
4) 71454

Pneumocystis carinii o 23t sl o] A d EF 7|4
2 Zgoldh A7) oJAF #4Y Foll vethvie, 4
3 g4 A Ee] Jdebdeh X 8ol trimethoprime/
sulfamethoxazole & A% FA}s}ni, oo 77l yl-g-o]
9.2 % pentamidine & AH&-3tc}h WA O E = TMP/
SMX & A% %&%r}

8 A =g 494 84

el deukgels &4ol glol, o148 A7z
2REL 7)5E B FARES e Aol A7) o4
deleld 24 22HA Lol zai €AY
deed agene oY SEE YHE 4 v
¥ ol4 4 So] B A 2yolt o4 ¥4 5
o] B¢ FEshe ol Aisololck




