NG esA A 208 ¥ 35 2001

AolA] ¥ bgste 48R PIFH n¥Y

AR o set Yootz

TRRE

Aeojal @zt HAB/AZDHEZ(AZANZ, WA
ARA HEF ) FE9FTS dEo o|HEAY A}
wEo ALY g FE FAE 802F oY
18 F A 9919 7P EgF Aol Aol A
Yy HAgo] fle AF oA F HEAY J4AEo|
2% AEEE 342 For, o4 ¥ YA 4
Age) AT 5 = F4F AUAAE Moj4 A
Aldgo] olm AY FxHe dn Y Aol
olelol= A FEF, 1YY, VY, 4, 1%, 94
Sol A¥EA §HFT BRHe] Joy AHAA AR
2HR0)=9} cyclosporine™ ©od] Tzl Aoz
AHA o] A¥BA FHFE LAV AN E
FAAA HZo] WA

IX WS

T ARA FRA F2 wste 2AEF S
hypertriglyceridemiacl\} ©]4 ¥ o]3|q F4L& v}
AM cyclosporined UIAAAZ ELE A o]
2 F 37EdE F 50%0AN DEHZHEGFO] K
dx F2 type Halpure hypercholesterolemia) &
£ type IIb(combined hypercholesterolemia and
hypertriglyceridemia) %8S Rtk & 2ol #
hypertriglyceridemiat 43l hypercholesterole-
miat A&EHE AL BUT o]y ¥ uxAPF
9] £248& o}z =] Xyt YA A8 HEH
dHFe] HEAAZA 1 £ " st Aok

o4 ¥ nAAPZF] B4 J|HLE o8 sx7}t A
€ 7 doy F2 Aol FAEe] AHGdE WYY
AAt BAR AR U} 2 FeAME 53] 24
Zol= £33 7 AN F-] e, zHR
e Jded AT adedEF e sl 3
A VLDL §4& 379 A8o2 ax3¥FS
sty T3 ACTH £vE ZaAA A4} o

g

ol 71 de Aoz 9#H 2tk Cyclosporine §
Al 8% cyclosporine 3= H#A o2 nZY2H
E¥ZFo] RAHE Ao2 gaA Qo] BANFAF
g Ze £F oEHY FEE BAdY £ cy-
closporine® AMg-3t= ©ol4] #AEL azathioprined
prednisone$ AHE3hE o)A FAE BHoh BF trigly-
ceridest Lp(a) $=% o & A2z d#A AU
3 8ol tacrolimus 59 %EolY Tk, DYk,
A71% A, AFEY, WERRGA, o|xAl Fo] 1A
F¥F S fuse 89os 49

olglgt LAAYFE stz WYPer HolaH,
Az, 2dRole 439 £ £F8% 52 E
4 9lt}. 238} AHZeo|=u cyclosporined WY
AAZA AT FAEF] AAE] A nAFY
%9 23E& A o4 7], B3 A4 F 6/Y
ojule] 4%E ZdME P X AYF diFto
AARsAL] AHE Ao QlolAe 7 FAEY 7]
dazel RALES nd B o =de 427
o} AAZSAE AHEFoZH AA HE & 9
52 AAPTE FE8HUE 3t Aol ugAE +
= 3l €& £W, HMG-CoA reductase inhibitor
9l statin Alge] FEEE Ao FAENA ALY
o 5 - vt o]AARYE HPH S Foli o}
AEEE FAANTE ol5S 4 & Uun UHA
Ak wepA Mol #@xtel nXAYF =L 4
A X gekAle) Ad =R Fasitn stilen, 7+
H2AHQ A& statins AFSY HMG-CoA reduc-
tase inhibitorso}® 7194 @& &Foz KA 3=
RAol ugAsity WHAAAR cyclosporined IA
A AHEFQ Aol gt A o2 F gi¥d] ¥
Z ZU92HE X7} 240 mg/dL °14delx LDL &
g2HE X7t 160 me/dL °]3<d A-HHE ¥
# A¥AAS e A$E 130-160 mg/dl o)A
%) @& £%<9 HMG-CoA reductase inhibitors
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& AH8E g diA AFsT sl
oee

Aol ¥ YL HYAA FHFT APAA=R
dA Jom oj4de 7|sE 4TI Fay
ARE 59 speltt Moj4 F nyYe] w4 Nk
£ oy #xale] o 50-70%2 LA Jeod Ly
2 AgelA 28 5 AUk A, native kidney
ZAA oA A nYet, A, ARNE, AlA, NF
W Y JA, cyclosporine 59 JIAJAANE &
4 9t} o]4A A= prohypertensive =X anti-
hypertensive¥t 43-& Adts FAE0] gled &
dZ o]y A HE FE AYY Yt Fue ¢
7] AR @27 28] 7HEHel e AY ¥
9] FARE R AFE 5¥ ¢ F 2AFN A
2 84E AT 2t v

Cyclosporine® HA8# ¢ J¥8H +5(53]
dAFH) A JHEE AFE wUstn, dAHez ¥
4& A5AIT I 71AL A8 geA UAE &
o1} thromboxane® endothelin 53 #2 ¥H +
FE49 7t Qg Aoz FE=Ha gk ol
¥ Aed Wl dEHer FoRAE gAT ¥
gzdol Y& #{A9 HLel cyclosporined] £F
< FoJd ¥d=zAo| B 4 Utk BETEA
SAl(calcium channel blockers)e FUMTY B
F&E gAY AU AfEA FAA(ACE
inhibitors) 2Tt "4 ¢ &3Helolq 7} WA A
glgt}, )44 nifedipine, isradipine, felodipine, ni-
cardipine, 18] amlodipine %2 dihydropyridine
A<l Bl olvt® b A LEFTEAGA
E°]9, diltiazem®]Y} verapamil®+= €% cyclospo-
rine ¥%& 28X ¥} Cyclosporined Fo @
E gREY gx= FYHAFY AP FAA 8
Fag € A¥FEHd Feolmg, B o)=AE F
7vstd gaFEXaAe] 8¢ AAAE »AY 5
Atk 2 Fel= dae] wE wEel A, Ao
A AGEL JAA, minoxidil L & FAE F
718 52t A4F 2HZo=EE ovlx YUY
U] FasiAe g8 ez ARdd

Aol Feoe UYEFH ¥ #jdo] FrlEin
2, 31U g7l Aol4 Fe] sHEC Y o

2 @R 2EHA e a{49] Hd Rl d
o] A% n¥te] &Y = UArh W} nESto
# Aoy, ¥ 274 FA9 FHGol d F£x gl
th v %3 AAAY} ddzAel mdHde 9
HAdew, o AFE QAEY ez 35 NEA
F 63 FANHE ¢ o4 1 AnE FFY & U
. tgo] Ao AFEA JAA, AALHA
I 584 2gA, aex AEFaards e dA)
o] ZEg IFn¥ULAt FAHEA ] o] Fs}
o ¥F AAAEE ANPANAT gv HFPe] yRE
oltt, 28y, THA Y] U EF A =
t g 2 FUvin &40 ok e @4
AME AR HAFEA A Pr)Fd H
T %43 NEA g vl g xagelr}.
HEF2EJAAE FHRY AN z2AHA ¢
= AHEZ 268 & gloh AAA Fo o]y ¥ Hy
T5t3(erythrocytosis)e] £4HE HE& HETX
A 7 Aol nEYY €] 8 & UL S
dA ) ol Rt ol AWASEo] nEYS 3l
Al F gl Aoz dejzloy dxdd HEgE
A AAIZE Qe O 84 A g vlis}A|
2 Y gojzmg ¥t ol YNAAE TG F
omelrg A dudgAE AdE 4 Qo 2
2t cyclosporined AHgds #APf|A] o] ¥ Q1A
RN HEEAL AdAAVG AR WA O F8A A
Aol AL dldEE R JHA fPaxst ded, A
A ZE cyclosporineo] AW ZFujdE A=
7 9o RN AJEL Ao Algow
L7V 1AFESES US 23T + o A
ojtt. ERE, T 9Ale MYl T HsFHgo
AR AEE dS ARAE F glen, AAE,
F A 27 UALXNE Hoj=gl& ALl 3l vl

Table 1. 41014 ¥ 3W3e] A4

Immunosuppressive therapy

Cyclosporine

FK506

Prednisolone
Renal allograft

Chronic rejection

Renal artery setenosis

Recurrent or de novo glomerulonephritis
Recurrent essenial hypertension
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E 248 5 Ak "y HYTFGFo de A
o]4 #ae] ASE AL YnYYAZA A
RN HBEAS AAA ARE AF3] m ok
L= g

o|H 7ol Fafd wel nYPte] NEE F
7heth, ARurg Afuyd == A AAZRANYE, 28
I 825 Fo AT o)NArF gz UES
A 4 3ok dAzAES A% oH JAGH AXE
871 Hell WA o|AHe x&HHAY} AHE N
Al AA el gich FA4 ARNEE A3ty F51H
HRE &) de A N =sof s, P ARIE
o] glow g9 REE Ao} dd, o4 A7
Fol Ao HEFE A7 AEE Sdof Fr} b
A4 ARgEe d9d §4¢ A7 I HE
3 AdRster AgEY, o4 F nyste Fad ¥
o] ©t}h apz AHRuge] o3 nAgedE U
QA AgEA AAATE EAIHA 4 QU

298, AMoj4 F wA4Y n¥EYL JYY 4F
7Y A8 $EFY AFAAY B ofg} 9]
2 A7Ee &8 APATe 8L =2 HA>
¢ A57E a7sEd, dnddAE AP TgTe
A$E ALsln YxtxezE dihydropyridineAl )
ZETEAGAE AHSe Aol vi#AsY o= Z
FEEEAGATL oA F PN A& A, cyclo
sporine®] 2% A=A a4, AFHFHQA ¢zl 7t
371 el AR AFHEL qAAG AR
LHAN I 84 AdAl: ZEI2AaA L x5
o AHEE £ gdovt o)X xvle FHARAS o3l
AIZIAY AEAPFFo] e AS A5 AFE
FEg £ glon ol9d nZFYFE WE 5L =%
2R I ARl AE wn vk weby AeFER
AdAZ ZHo] ¢E Wt oAl welaldAlE
AMREtD 2 tgo g X WA HPEA JAAL
ARG A Fo] AH-E B B 5 ok

NEY pat

Aeold F AFH Yae A e dojy ¥
2] HAdol7} WiFe M or F st Ui
Hoz FRF AFY JF NE: AEHuG g2
 HF o 5%0lth 53 AR Mol ¢ A
AolAe] A Nxst wed ol AN o]
2 FAA AFH 7AFE EYEE aortic cuff&
ALgE F Qlvke A wEelth sl d Al
o]2] F 37i¥A 23 Alol=Z o)A F YA ¥l
=7t 7 =k 7154 E Qv QlE ol4H| AUEY
HaE At 933 ¥ O 744 agdt
(accelerated hypertension), @ <AL ABFL
AAA Fo F ATH AFE F4, 2@z @ o)
B 29 Fe Foig At 2 FE, M= Y
e, 38 #3371 AEe Ry Jdeouv, dg9
FZ7] Z&& SolAe] gtk

Color-coded Duplex sonography/el] o]2]#e]
@5 BF7F Bold, wdqtel 9o ERAAYUXNE
A7l AF F71 HAE AE3] Ao @}
Intrarenal resistive index(RD7} 06 ol3t= @A}
maximal systolic velocity7} 2 m/s °o|’Fo]|R o]
As 7HsAdol "W$ Erth

AFAREAE A8 Hel n¥Ye] sAHNULD &
Z+e] AL} 100%°1A, Captopril 125 mg o+ 24
Az B dolmgm Adolelde Al
= gtk a@l2 2, Captopril Test(125 mg test
dose Ex 25 mg 3% 33 2-39 Foi)= n¥t)
AEN J3 f&EUA ohd m{Alely cyclospo-
rine WERIAE Hd3led =80 8 % 3t 2
Bu, T AX-EE captopril teste] 7FFAHE %
A 5 A WA YFFAPET captopril g 7ol
o] &% captopril renographye Zge] AV=E =
d &+ Ark

A3 N¥BFF Y%L (selective renal arteriogra-
phy)& 2jv] e AFH ¥ zide] AFHo|ch

Table 2. o]y ¥ s8] di & Captopril(75 mg) Test

RAS Native kidney Cyclosporin A
GFR decreased acutely no change no change
Blood Pressure decrease normalize no change
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a2 Alg Aol o]A¥ AL Tl Y AR
Sy T N4 WAg wiA e Wk YHH
o2 on Ye(@H >70%, ¥FAA >15 mmHg)
AFd AL ojy AV|FE AFAIL, A=Y
o 4H A4S HUE  Ude HY¥Ye] A =EA
 ¥3o) MY AR 2FFH(liac artery)ol A
2 & 9, A9 dEE 4FHes §FATIE L
g =% A2Y F Atk AMx GFH Foiof
gk zeiv 83 F#oteld $x7 20 mg/dL °l
A0l BRI ME o] ZPAE A daxde
Fd @wAsEe 4 ARAY W=t 62%2 JER
t}. ¥|E vloj24 QAL AFAel Hrine A
ok, 2o RS FA AFoMNE 2 AMde] &UFH
A Ekeh o] AA7)Fo] HAH oF Aol B3I
olgigt AldES 1Y dart Utk

Hole Aoy FHA T2 IAYA BANA
71&9] 29A WAl COt Ad&n aF3on 54
o] 913 FA} 7Msdle] waA e dixd
Az P4& @5 ItHCO; angiography).

AEe P2 A5z gAFFeH Ry 93
224& $UHA7F A¥ER glen O X8 &ds
25 Zgeich ¢ yele] EFR IHAE
H g7t vigsa, 498 ¥ud Aede 4y
A Ady Y@HFE(Percutaneous Transluminal
Angioplasty; PTA)e] o &3Hejck PTA ¥4 &
B4 F54 29EE AGIsE $Ee AgA ¥
2AZ @AolA AH Aoz gFc 2, F
o] mQl g PTA Au&o] 60%°22, o™
FAIAE PTAE AP E g€t a8z, 84
A Butg FAwo] glow PTAY FHH X857} 4
FHolA] & F glenz FAxpe aF FodE A
He A7) Aueg 4d3 F712 Aok gt ol
& Agde WAH Agst I ook £, A
9 ¥e Az YoM o= 23] FAEA
o Adelgln B & glemz Xg 89 AA
& 7 AE e Tl wae AAsof Atk
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