e AeLA) 4184 H5 35 199

w4 AAgdA e a¥gt

Mgieta o sojet Wit
obfal - 228 - HR

M g

3

dosle F4 AZEL 34, 7194 1Yl 4
ol Fute= A2 FoAL 9, o) gL
Fol= (1) Palel eurd 18, (2) MolAF nd
g (3) F4 AFTA AgdAMe] ¥, (4) 54 A
FAFAAM] n¥Y, (6) 4 82 MM nd
3 F 574 WEH FFo] gt ojg 4He A
B2E &3

gjalol s~HHE Daiet
1. glglol gt alerol Ao

g4l Foe Z2elEdd L, A5 dio §4
o] Z7}8}3, endothelin®] Z4Ade U Axed
Al i@ A=} FASHEA Helo] FAFo,
AN A o] 100/56mmHg A=E XA =3
He Ag 3% 328 ¢ Jdoh 2¥E2, JAR
Mol nEee HAAFAE= ] oAy ¥hol
75mmHg °]/d, 941 F7]lE 8mmHg °J4¢ A
£z Aosn, YA @r)eE 140/90mmHg ol 4+l
Ae-2 A3t PAFo] AT mEYLE v
4ZF2 BFS 4 F (D) JARF-2F, 2) %
4 38l 3) g ¥t uE ARREF, 4
A T¥eE ol FA YA JHFHY Al
& Fusts dAFe n¥Ye AANF-0Fl

o},
2. MXIZIEO| YUNBA

AARFS B4 e 2Rsh 304 o149 @
Aol BUFE oFP) FES Boltd, 2R

Ne) AAFe B4 NS 304 olae] Qe
ulaA o 6-109 o Y. E@ o] ABL oy}
AAFe] U= A, Bw, AT YUR Hops
Z, T470E, Q7L ¥ 94 FFL, WY 5ol
g A%l TE Aoz WA U ANVSe
2y WEE 5-10%09, T AVE A )=
32% olgdlA wHaEe I F71Y 2700 0%
e 24 Yk Aol VY 5o 498 T
Hafob o AAHoz HADFLS wun BE
1¥¢e Sz @oh wdn: 19 500mgHE
A AEFE AEAN] A BHnE Fue
W, dwdoz Ww: FUeA gen 23S A
7 AFE, 92T o $Fl A UehiA, A
Moz A, Y VARIE ¢ YBY
F3 §A, RARAY 2Fo] Byold. TYFL
ol97] nYgte] SAolm, 457 WLL 160mmHg
£ 94 gopa, £37) Wsko] 200mmHg o4l
SW, WABE olole] e dAL zas molob
d} AL WY FaH YAY el R
HolE ot REe) 278 UG HANEY A
zHozE AFA ANEH $E AWFIO) 25-
30% a9, 20 Mol /AT AARE @
AN 715 Fohe AEzE aMAs} Lokl
ne dREst B3, ZaolEd 44 BAHA] A
o WA W2 ¥R AdolEluAuy ERHez
AEE F ITHRA>55me/dL).

3. WHoIH ¥ #aan

AR W72 C28Y AY Uk we
Edye g9 A5, ¥ dF W &4, AL
A3t gt Zobale] g CRE FrF 2 ANHA
WHHE 715 Fof, B8 714 o4 T2z 4
a3 glon, NEFRF i wE ¥ AF ¥
dol 8% 48E A= F=HFig. . °) T 7}
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Fig. 1. Hypothetic scheme for the pathogenesis of pre-eclampsia originating with uterine hypoper-

fusion and diffuse endothelial cell dysfunction.

T F8F 9¥E gIsie AL R WIAE %
oz Q4 BTle AFBF e g @@ Uy
AEe] 7153 ool =Y, Ta2elEdd L7t
Z4a%+= v fibronectin, factor VII 5 89¢3
7}, endothelin®] #4de] F7tdrh of A kAo
dlalo] e WA i 8 &1 ol 4g Xl
o A Frd A org nYLE Fide
Aoz A9stan gk FHE, €Hike oIy HIE
FHan YoiM, 9A w19 RAFBF Pt eyl
9] i ¥uE FUE Aoz Ad@ou, A4
AAE @Al A9 EF HAdA= giHe o=
2, 9d #ule AANFY 18 Aol fig
ez oazs AP ZAER 9S4y, AT
A WoAEe F3 i wsi(AL TX), 714
o HE 9 HBEY bF7 Y oet e 24
& &3 F 4F o) 249rh

4. o ¥ M=

AANZFY dugoze AL%e ofANAL A}
|3 T 2 AHESHE W] jley, &3
of st oF FA3A] Y} 19939 Sibai T
ol2M UL AHEF FAFAA FAF AANS H
=7} #&sE AL BASHUKFig. 2). otAdB L
d# WM Z9 thromboxane $4E& FAA7 1
2221298 L §48 fxsls Aoz 4#A gl
o 2z, ofAHAL YAl 2IVIRE ALEsel e
g, o] A% ALF SBAAME B dele) wxs)
Z71cH11.9% ™ 56%). Z22el2dd [, ¢4
F7HA917] % ZE AMge] #slde okx AYH
7 ¥& Aol

AANF ANE Ee] Ade ¢4 AxRFe 2
B A7t 5= o3l 2PArHTable 1). 1
AlZ17E 365% olFeld, E7] EUE fHIEdte Aol
743wz 12y 3y A)7)7)h 24F o) dlojd,
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Fig. 2. Incidence of preeclampsia among nullipa-
rous pregnant women according to blood
pressure at initiation of treatment. Low-
dose aspirin reduced the incidence of
preeclampsia in the subgroup o 519
women whose initial systolic blood pre-
ssure was 120 to 134mmHg(p=0.01)(From
Sibai BM, Caritis S, Thom E, et al: Pre-
vention of preeclampsia with low dose
aspirin in healthy, nulliparous pregnant
women(The New England Journal of Medi-
cine, vol 329, 1213, 1993).

Table 1. Guidelines for the Treatment of Pree-
clampsia

@ If preeclampsia is suspected, hospitalize patient.
@ If fetus is mature, delivery is indicated.
® If convulsions{eclampsia) seem imminent, Mg

SOy is the therapy of choice.

@ Diastolic blood pressure levels of 90-105mmHg
are reasonable goals.

® Bed rest in lateral recumbency is preferable to
rigid salt restriction or administration of diure-
tics.

® Drug therapy

a. Parenteral hydralazine is the drug of choice.
Use low doses(start with 5mg, then give 5 to
10mg q 20-30min)

b. Diazoxide is recommended for the occasional
patient whose hypertension is refractory to
hydralazine. Use 30mg minibolus.

c. Do not use sodium nitroprusside(fetal cyanide
poisoning has been reported in animals), gan-
glion blocking agents, or loop diuretics.

Kahler. S 1995

ARE st AFAE Hote A& shsAol w3
wateg, z7] AFFAE AFVh olgox WA}
ol d@zle] UEA, YU 24-48A12F oo dsgtol

160/110mmHg ©]3l2 ZAHA % AL, ndAL
FFolvt 89 Wl gmFo) BEF 7Z$, HELLP
(Hemolysis, Elevated Liver enzyme and Low
Platetlet) $¥T°o] LA AFoE 27 F4H8 ¢
A zmEsiop ok 27] Bty f4ake & £ gle
Bedle #AE AU F3 BFEgr} gle +
%7] 8¢el 30mmHg, ©]¢7} ¥gtel 15mmHg ©
ez AedHE d9e ARTT dY F ¥l
140/90mmHg °]3lQl #xbs AL FHslzm, =99
AAE HASREE Ak o] Avlel AQ AMolud A
F #AAE A8 £ o, & adgE g oY
W= EF3tn ¥ete] 140/90mmHg ©1A4H¢l 7
Folle FRIYAE AHET dnYAAE ALY
HE ol #AY] "olxA REF FoFo} &y,
et olghr] ¥etol 90-105mmHg A=2 #8}
EF @k ¥k 2 7MY &3 AEHE dAle
o5 LA methyldopaolth o] kAl 7b¢ 4
g ALREo] gtu uhebr glole] vl G o
AME Aol HFHY Uk EAEE hydra-
lazineo] &3] AMg®rh HiEg A Fo|= pin-
dolol& 94 F719 ALg& & glEd, olfe TH
8 27 A7 BA=(ntrinsinc sympathetic act-
ivity)7} gloiA dole) Mg 2R of7) WEo
ot &atel wel A@AQ labetalol® ZE LA T
AHEE & ok FndLAE ol AHgstn: e
PARANE AHEFQA FAE 24284 2ZUHS)
| ASHA AR FuEith a8y olnAg)
AN APEA QAR JAURAN ALgo) B
Ase] gk olxAls FF AXAREL FAA7
H, AW AREL AAA 2 FEA dF¥AE
YA F, Flel AHRsE FA4 ARAF, d5EFHLF
¥ s 2, " 9% g fustd A4
oF el Z#Asy] wFEolct AARF @ 3
Y AR F AP BAHM, FA) MgS04 AEE
AlZafor @k olele] &3 X FEoE hydralazine
BF(x7] 8% bmg, °lF 20-30¥ F2= 5-10
mg)”7t AHEHY, hydralazine®] =% #gzoz A
Aol i FZ4TFol & 4 ot Labetalol(10-20
mg 208 AAL=Z AF), diazoxicle(30mg A F),
Nifedipine® &FH X A&eA ALEH™ diazoxide
T Hotel N¥GFol, Wifedipine AHE @xlell M=
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MgSO.& FAlel A183t3g o d¢e] A% A3t
7} BAgor ugid & Jopz fosjop drh
glo}e] AMEE H2A8lE nitroprusside, AFH
oA, FLIZ oluAE He¥ T AMEEHA g A
o] whzha s}t

Ol4 ¥ =4 W

B7] ARA gxle) olREL o4 Fof ol
Aastact g, ndge oH3] g MojA &
AAlA AA A 2 J7EHA FHFL2 dof Utk
Aloj4] %o mysgte] ¥ EE 13-68%0], HAAL
B2RE olA& W A3 A ojdg B AfEo
nEYe] wgo] o EF2d, ol HAA AR
@ AFFA ojmgeo] % Aoz Ak Aoy
Fo el ndge oig g 44 93 &
Asted, JH3 28 94U WY ARNS(EE U4
o]2Al 71% Aol)F cyclosporin #3284 WE 1
ol 71e YAL Table 28 2t o|F olAF
B4 189E F2E F e 4UdE 84 AR
<, B4 ARAZFZ, 34 cyclosporin 54, 84 &

2 o] gEAolr}
1. Cyclosporin0ll 2|8t g4 D@t
Cyclosporing Alo]2] fzte] 50-70%<1A 18
ge fsin, 2gZo= AAE FA AHEE

Table 2. Etiologies of Hypertension in Patients
with Kidney Transplants

Diseased native kidneys of recipient

Renal artery stenosis of transplanted kidney

Relative renal artery stenosis of pediatric kidney
transplant into adult recipient

Extrinsic renal artery compression due to lym-
phocele

Arteriovenous fistula of transplanted kidney

Acute or chronic graft rejection

Acute tubular necrosis of graft

Glomerulonephritis, recurrent or de novo, in trans-
planted kidney

Acute ureteral obstruction of transplanted kidney

High dose glucocorticoid treatment

Cyclosporin treatment

Certain hypercalcemic states

Essential hypertension prior to transplantation

AEFANY 28Y —

B4E BE AN n¥Ye] ST AF o]y
9] A$E 90%°lH m¥gto] WA=, ojv B4l
7ol g% oz AzZav. ¥H FK5062 < 13
%ol nELel vehte Aoz dEHA Uch
Cyclosporin® A5 e] ARFEEH old) we
FE AR g3 n¥AE fIsted, o AS=
AT WHAE 7)5 o] W JHe] FaF A
£ 3, ¥d JuAEe A3AA9) prostacyclin
A ol 2 endothelin 4 77 4% 9E¢&
e Roz deA gtk ol9del= AGAA 9 A
< e Fel, 4 23 A7 8RS ¥AE #o
%t} Cyclosporing 3y AX &£42 9o
o, AsH 48 85 FFFE Fdch ddFe=
cyclosporinel 21§ ZEGE o] F 2F A 674
4 Abolo st Edo n¥8EE AL cyclo-
sporin &%l v|3}v, 7Y Holn, FF ALY
& Fwsluz g4 AN zEe] w¢ o
Ho}l whyg B8 oF 10%9 At vhehn,
u| S0l d@god g#c} Cyclosporin®l 93 &
dge FUAAEY ¥H 5o g3 DAEE, A
B FYAsY 8# o]lgAlQd nifedipine, felodi-
pine, isradipine, amlodipine % dihydropyridine
A Z2a APAE ALET o] gz RFLE ol
A, hydralazine, minoxidil ¥& ¥@o|¢kA|, o4
E= del AGAE ALY ¢ g e, IR
4 AgaL: JAAE 34 AT BAE HAE
F erz ARE HiEs ol Foh

2. 84 RS0 s Dalet

T4 ARwgel o 1EA2 AV)T AWt T
HE A, Od, AT F7L 8F AL, o4 FEH
A B AA 2dezEs ¥ HdolElde
37h 8 A%A w29 F4, 9y, 319285 A
Zol waAAch oAl Moz I F HEH
A dAAE ARyEg A8 249

24 AFPAH M (Acute
Glomerulonephritis)0ll 2|& 8ol

F4 ArAAgoz dF wHY HYAY BS
= 34 449477 29 F AFAdY(acute post-
streptococcal glomerulonephritis) &2 ZololA A
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Fig. 3. Mechanism of hypertension in acute glom-
erulonephritis.

ddTael g AFHelt WRPY F IF43 4
Ehts Ak, AW §F 38y 58 SAHeR @
o FH2ole AAA vlE TAEo] P2l A
Agk G2E Fd olF 9 AAdME 2= &
ok A& 71de Bd-FA e AG9EFA A
A ZAYBA AFFE A o] AUk Y
717& F2 B4 Axotd] JPcKFig. 3).

1. eIy 34

B4 d43Td Z2EF AATANEdAME §3F
x, 7F, 8F #F4, 2¥Y, TFUBA T4 S0
E3AeG Wy 1571 A3 dFEe T4, A
7t 2257 AFRE 2y F 2301 AT o]
7|2 FHolgwA FFo] 2dEEY AT s F
HE vt e Uil 2-4F7F AFsE AL
A zhgo] BEt A4 ANGTE FIF AA
AgelA n@8Ye W= 80% <, AlTAA
gl 4% g2 g # FEY A 7A@
o #A4 ARANGEA n¥Ge Bl BAx WA
FE2E dA o, o4 n¥Aelvt Y 9
M IR FHEAA JpAE e n¥ge
B Age 2d x7d sPF FEls, ot dof
A adE 2otillAE oldr] AT 70-85
mmHg FE2 4@ ¥ 98 3199 2732 Y

UA ge A9E Atk ey nE 839 e
47e gog zAse, 4% $5 79, TE 34
5 TYYH {5 9o 4 Yt Ao vk

2. X 2

ABE Fof 3t Y FXNE YuRHE & A
A7kl disl =&e] ot diFEe A4 ¥
42 BRE G AT AR Fopoh
ol¢t7] #Esto] 100mmHg °l3telx 4 AR
5 EFsln "@ojAd dF Agds HAgth By
o] 2-4413F Wel BoAA ¥n L3/ et
AY, T%, 24, TE, F¥ 5 189 HFl Y
e EZHog AFRE AFgd A8 gA:
hydralazine(hydralazine 0.15mg/kg 6+t 132
2 TF XX hydralazine 0.7mg/kg$ 3HF 43] 7
T& BFEaH 8% Hd 200mg7tA £ 7b5), o
%A, nitroprusside E¥= diazoxide, Z% A7}
2lch wlel A R QEA AgEAL JAAE
83 #ddel Z4E 4 AATANEAAM a¥EY
& ngEr geth

M ABE(Acute Renal Failure)
oMol TEet

4 AR Fg HEAA FEFLS AN
S@7IA g¥oirt ol HEF FEL AR o
TAE Yud FA ARAAN o& Asz, BF
7 HEEE Hol7|®E ). @ R d7d w=
A FA4 ARA9 40%NH ¥l FWHACL AL
FAY dgd dAd g FAH ARACAA n¥
gtol FWE= A4t B4 MA@y IAr 34 T
AN AdeEd ¢ &3t ddlE Bonomini &
o Haol W2y Mxd 2 7H3d4 A 1¥Y
o HEE 15%Q ¥ ATA E2 @4 AR
M 73% 4 =t fElvEeAs st 8 F44
HAZA AFFAH 289 29 25-65%<4 19
gto] SwrEl=d), ¥y ADE Pl AF F 2-3Y
o A&} ojxy| FIHA < 104Uzt BAHh
AFFY 2¥d FAelM n¥8YS Huoldes ¥F
F9} F7171, olwrlole ¥H AEAo]l FrtHe F
Wyoz PWikolds olxAel £4& o83 ¥
243 AFPAE, oxrlde Zw A, o

- 5293 -



—cttal 9 29 : 34 ARGl ndYg —

Table 3. Renal Response to Complete Ureteral

Obstruction
Puret Pprox GFR RBF

Bilateral

Acute 11 1 300% ! ?

Chronic 1 1 100% i) 1 30%
Unilateral

Acute 11 Normal or 1 | 150%

Chronic 1 1 30% } 1 40%

Puret: ureteral pressure, Pprox: proximal tubular
pressure, RBF ! renal blood flow

FPAE e WEe 2RAE Rl WA

M 2 HA(Acute Urinary Tract
Obstruction)0fiM 2] D@t

£2 AHgoNe 1YL &2 sHt I &
=EAR EE T 2 8 IR, FFA),
AE(¢A EE TR0 g g2 43 28 A4
A g2 % Axdud, ATA 9FHE, AEFF
Sof mxE YL Table 37 2o 454 8=
A4 A% e F5e ¥54 s v
& A% oot

1. 24 &Y mHdoM DRt

o] A% WA= VYL 82 HAE X83HW
JNEHE Aoz Hol 22 WA 9F F¥F FE
9] u|Q4A AF(retention)’t FB 71Ae|th o] &
A5 nEYL AAF Yoo o T, JA
W o BxAWAAN APF HAd FE=E FAolo
sE A2 £e¥02 IFF dIdE AFA oln
o} &4 FE FFo) dojuked, o EF FFA
szvde) o Y] AYF JEHAE AA
gt

2. 34 IS mHMoAM] D

B4 924 AdAY ndge dAd &84
Aoz HH7t doid A% AW dAd F=
AeEn ££3 2 Fde FLstEd 34 45
A HHelA dds ndYRe AARBAE FIH
9slel ZE2AYAM deoxycorticosterone® F#
FEoE AANANYL W Y Y YL vEH

fr K

A stk 9E4 82 AN dd ¥ Sl
g% B A5 I A9 2w By Al
PERS Lo

3. REHN0 ot IWA X2

dok g2 ks Ade] WA, ANE A=
8 Fojot ¥} nE F& &H FEFA A7 S
Agole 7sstd B FA Aled s Ao wi
2t} o] A¢ ARAFo] Fukso] Wasnd F
He ANE & ok 3EH 22 e 2F A=
g sfof AE goEE A%, &2 AF 7T ¥
Z9 9l $& ¥/HY F AR

21 E}

A1 Z(scleroderma)?] F47lele i/l 4% I
gL Tukgth Ao HPBEIL JAANE S
3 B8 o «FE A AL F Atk AE
TUGS SEEte AATA-ERY AFPozE 4F
gago] glow, AAA oty Y, 884 a5
237, 4 MAA NAF Fol Uk YA 8=
237 nAEREEF 4384 W ¥(microangiopa-
thic hemolytic anemia)2 S74oz Fu, tFE9

bl nES TP
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