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Fig. 1. Factors that may alter cardiac output and total peripheral resistance in
end-stage renal disease and thus raise blood pressure.
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Fig. 3. Endothelin-1(ET-1) can contribute to hypertension in several waysS).

_52&2_



— AR A 18 BE 33 1999 —

5

Y Y £3U NOZH 4% AgA ko] &
= 2oz gl YoM dddAA BHRe @
t}. FE8lA Salt sensitiveZBYANM 2gL FU
NO9 A4t 58L& Salt resistantol] vjsle 7o)
Aok ES 7] A Aol AFd Qe AEidlA
1¥EAT NO9 BAE oz nlxjfrolt),

6. Lol oHIoIer BX> P

e €Y FAIMSL ehriAlz o5 @t
A shaldF BAe] FEHUoH ol Na-K'-
PumpE F3A71% d# HEZ AEo]X Nawldg
FAAN7IY 8 W2 MEAA Na¥mE F7HA7
L 24 Na/Cl B8g #ALAA AXe Bt A
Ca'" 328 FI7MAM ¥# #5208 AY "¢
deE YT

N

7. W& OAP?

g F4 FXM calcium pump & VEEES
FEAZIE Aol 1o ol A7ls AXxe wel H]
ot ok =g ERAA 715 FR wElsty
ey W Ca’" o] F/eZN A 7% &
A3 Ca' " dAF 2] A]le sdseem &
Ron ol Zg T2 AAs divs FEFo B
AH AT

8. Tl TX ojA W LI ME 7|5 E0H

A7)% 2Ae) WAL we} Wl 5H Fe
T2 olgo) Maw FBE 27l wet wF Aol
£ #Ed o2 Hn AEdY 59 AN 27} 5
©2 ¥# 0459 Yo BFYo| oA Ut

9. 1 9 wE &%z ga®

o2 oz QALEA-II xoldHZd, Axd
d-1 59 " FH0 4839 VR EE 22
7Iee EdojAT Lol ¥F Fxet Y BATL
dAA B¥ otk 3 AW o)mHele]=st o]
X Zdel oo E@ HFoz A AAE 7|
oo AR g

10. @7 =@ Ax® '

oF 33%M n¥EYES HlAYT d A Al
T 1¥YA HEFRE & 5= UALS Hadge
H DEG AEa, 218G 1S, A3 vEe) B4
B2 oHE&E RBoln HI FAR A I ®Es}
stin @k "9 4o g9idEe deoz 9%
2T AR s A Ade] Frkd FuHdA A
st o) Zkek AW Ca' "9 F7l, d=dY A4
9] 37t 52 ¥t 4 dogitm §9 Ery-
thropoietin AHE o]F o] 233 HEFo|Y F4 4
< AR AT AMEe] FrksgtE Bust gle
22 A%t AR b& A4S AFstefef g}

11. gogetx?

Clonidine, methyldopa, WE-A9Al, minoxidil
TS A YA utE HYgoE ¥ FNSL B
T AornR AA3] ZEs= Aol L2 Wolch
12. 2 We] ARAHANA 9 n¥ge] HYAridezm
ANEH FE cortisol®] cortisoneo 29 MFo| &
FE89 cortisol®] F&e] FUl=lE R} abnormal

potassium channel o] lep* >

S8 Y

g 7ol MY 2 2EE HEF, AERAY A}
Fgolu oj¥eg FAANAY A% J1%g sbss
" ER ANAY e APATE RS FAFE o)
of AT dety Wge A2YA ZAstoiob
g, ¢ A, A e AAE BE ANE4E ¥
Fateiol iy AL s AL B4 A% T
ANzb WHe A7) EFsloof 3 4843 ¥
T A%e 243 wgge] sbg ol 4ol st
4oz oe dojt® B4 e Uge E
A F, B4 0o 1 AT u$ Asy] e ol
T3 FF Ee AA FunME AYe) Ae Y
3 setalzle ¢y dAZ BA FAe dgol
¥4 7he] ¥ghe wgddn YHEn BAD £y
¥ o] Wsto] FAolteE thg T4 HAe Yol
ow ¥t Ao UM Aoz BFspoor Fr)
F4 %o 39t AT A 2443 A&dcn &
B 2427 ojFolE R4 A WUt AuEs} gL

_52&3_



— gy ARAG AL DY —

g fA8gD P P4 ozt gk it
g10Jx]7] W&l (Non-dipper) 3% Y 459 ¥¢
2] 28 TA Hol AF T A V] &£4L d
WA slo] Aggel Zstel sldsieed AR
BN g2 g o4 EE o] doikiAE
old ZAAY uvlE ' £ AT £F7] "l
160mmHg °lstelA MEge] 713 Esttke r3?
2371 @9l 60mmHgolA Alg&o] whorn Q3
# 100mmHg °]/d¢)A Solr 53X L Yuigr
e Eolot dtie AdE g3, A¥He] 271 A
= g7 B9 ¥¢L 98mmHg °l3tE #o] FAd:=
H37} 9on xQelA 145/95mmHg ©l&H1 -9l
e AYy oggE Has gon®® Yz g
Ad Aol oS AFddn se 48 e
o #4d ZEE glov 150/90mmHg A= $
A &7t AP AdXLY ojHe Vs 73
Aeleld= INC-VI® dME @xrl 1.0gm/day
o) Ao M 125/75mmHg, 99k} 1.0gm/day ©13}
Ql Hgoe EFPYS 130/85mmHg 2 39 Fx
A ¥ ZdAME 130/856mmHg & AR SIACH

Table 1. Pathogenetic Mechanisms of Hyper-
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corticosteroid therapy
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Fig. 4. Approach to
renal disease”™".
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Fig. 5. Approach to the management if hypertension in patients with end-stage renal
disease(ESRD) (BP, blood pressure; ACEI, angiotensin converting enzyme
inhibitor, CVS, cardiovascular system, CCB calcium channel blocker)ag
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