dEaga: A1938 ¥5 A 23 200003

ABA Fug

T

OANEXZ ]

d 1ZEEFY ezl
A= HA A

grrieta o soista Aatstad

=3

ARA A AFTPA 3R] 4T Addx
27stn A4 ¥ 2EF ¥EE A% &
a2 obg Table 161 EAE AFoMes A8A9]
A8 AA3F nBFYFo] T¥Erh

o] oAE Table 19 GAY FAEF ARl
kg @XM Yelds nZEFEF ¥y Al
g dge FANRAN} By]) ARAHAA WP
ARA wg Abpa] Ha-g9 474 FA<I0mL/
min)el & R ddo] FRY 4P AFHE
Iyog ZE9 R, 2ZEYF KL dA 58
o 9% AL AyFT FZ renin-angiotensin-
aldoterone axis®] W2l A A9 el4td
g ZF uid AYP g H2K9 47 ZA
o §7 olsd UE A= tEo] o] =89 WUy
dMe QAL 2PBEFEFTC] ofd B4 1HEY
Fo] B ARA o] A5 HM AL A&
stz gt

Renin-angiotensin-aldosterone axis® W3}l
W& &, 1) hyporeninism® F¥ EE Fuglol
hypoaldosteronismel €% 1ZFEFH 2) UAH
¢l AMu® s A& BE nPFESFE Y|
£ 2o d9sax v o' DF ) FU®
Aol AF FA EAY 5 Quth o] FAHA
7t A#EE /g dEAQA 94 Age g A

Table 1. A4 H @Aodxq RTFEF 4

« AAEA] o2& <10mL/min

« Renin-angiotensin-aldosterone axis¢] ¥3}

« AAwF AANM e ZF Wb HAY

- B 2E RaNd 2888, £¥ #2E 4
o ZF F49)

s AXW ZEY B

e AT A% - ZF Pyl Bt gA B§

. 3} A}

(=]
2o &

z3 A AFel ¥ mebd R4HY AAxd
g3 ke ¢ aldosterone Z¥e) “deist 4
7+ AAx@ A Furd AAHQ aldoste-
rone EH|E = A7 FEAA FHE 47
& &tk o] £7HA 48 Apeje] ol Aol ¢ A
Aoz ZEAsertd wely ggd 93 Fol
ME F7HA7 EEE Axd wE 248 5 S
& ¢ F Ak DF 2)d wE ILEEFTY 9%
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Table 2914 YA nZFPZo] Vel dy
Ao JHg &3 ARAH 3RE & UE hypo-
reninemic hypoaldosteronism¥™ QA4HQ AM =
o ZF WAd%9 Felo g APF B3 SLE,
renal transplant AN TAHE 2LEFEFY
we e dg o AA3] A9tz do.

Table 2. Hypoaldosteronism %o ©W& 24§
Uz R F

» Hyporeninism®] ¥% Z£¥ Fuglol hypoaldostero-
nismel 9% ALEYEF
Sk ARA 9% hyporeninism(DM, inter-
stitial nephritis)
Angiotensin T 843} 7j52 ©]AHACE inhi-
bitors, AT; receptor blockers)

Hypoaldosteronism
Glucocorticoid %7 FYHAddison's dis, &
2%
Aldosterone @Al < Al(heparin, 18-methyl-
oxidase ZA¥)

424 hypoaldosteronism
« QA AMRF sy Add e 1WFEF
Pseudohypoaldosteronism
AR A Fobd 1ZFYEF(SLE, renal transplant,
obstructive uropathy, 71€})
okAlell ol§ aldosterone®) AMx# AL JA
(K-sparing diuretics, pentamidine, trimethoprim)
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hypoaldosteronism0i| 2| DAMEE
(renin-angiotensin-aldosterone axis
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o]i9] EAL hypoaldosteronism2ZH WHEE
o] @A/ ARA} R}e plasma renin activity
(PRAYE Fwetn glew watA o]5& hypore-
ninemic hypoaldosteronisme®]g F&ctHHHA). °]
ol tig DeFronzo®) AT} vl¥e] H2e HIE
F4¢ olg9 5342 94 P g
&, (1) Ha 4% 604, (2) Sxwie €U F#
(50%), (3) WfE9 AN HAx EE FFEY
ARA ¥ 1) LFEF wE N e 4
¥ Folth o]&4 AEAY EAL (1) ¥AY G2
AAAE Hole 71AH, EE AFAY aldosterone
F FE (2) ¥AY & FAANE Hole 7]H,
EE AFAY renin F FEB0% °l4), (3) F4
X]¢] ¥% cortisol %%, (4) hyperchloremic acido-
sis(renal tubular acidosis type IV)7} < 50% o]
AellA Buk (5) A d A4(salt wasting)e] §
&, (6) £&5A% angiotensin II £+ ACTH A=
o A4 aldosteroned W& 5& Lehdt)

HHA®] E4¢ hyporeninismo] g e g
A A dig AL AYAH, AENAA, ¥F
Z4E %= prostaglandins 9 ZEAAES @
Y EE EEAHA 45 #Ad 99 ez nmgl
ot Ad Aefe] #F A& HHA BAEAA F7)H
g JEEFT MY FAA PRA F717 g2EHUL
¥ mg F4 ATAGY IAAVNANN n¥Y, 2F,
A7l g Ao A ¥ PRAS aldo-
sterone FE7} #AET ¥ AN FELR
olEo] HESL 2= AL w]Fe] Hol hyporeni-
nism¥ o]o} W& hypoaldosteronism< Ay F7}
of w& AJ2]AHQ renin-aldosterone axis® A
doz Mdysn 9o

AN AAE Juxtaglomerular apparatusd] X
5o 31T renin® ¥WH|E epinephrined]| 2)3lo =}
SEch ek gAY ol wWE hypore
ninemiag® F+2% F U&EL AFE F Yok 53
G A A AT o]do] FHkE FAPA €]
%2 PRAS} aldosterone ¥%=, 283 #& nore-
pinephrine ¥% F&=7} EaE7|E s 2& A%

olde] Axe] vHA ASE PRAV HHHez @
o] #AHr|= sk a2y oo uwEe gL
T YAE THF g2 dAF4ME renin-aldo-
sterone axis®] W3} ATl VF epinephrine FT
sto] BAE BEY F JQHY.

I1ZEYEZF A7l PRAE A Rez oy
A ‘9lth. welM hyporeninemiat® Ux}FQ FA7t
obd AFEFY XA WA AAY
Aty 2y #F2 VI BOU dF ZE vR9
A3} o|F PRAY A+ BRHA ¥dr} upet
A ez e B ¥F TEF TR A4
od =& PRAY ®3 @] 43 #AL A7
gas.

738 % prostaglandin 9 AA1Q) Indomethacin &
A% nAEFYFY #¥F ¥4 prostaglandin Eo,
I;, D27t renin ¥4]8] AFAZA LA Ark oy
F AME RAEYUFTE R Y 4% HHAY 4
8 AJalel prostaglandin ¥Ae HAEel Bejsdixn
VS AAEIFR gt A2 HHA #akzelA
45 @& ¥ PGE: w43 FAlol rening] ul¥A
¥ ¥ei(prorenin, big renin)9} ©|E2XE AW
renin Hejo} B]7} o] HEHUN.
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At
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o] #& A¥A9 AHZ\ hypoaldosteronism *
o #A glol BAHL nAFYFTY RE FAE
S XYY A 4R Fwte] gle pseudohy-
poaldosteronism®] #zxht A4 7153 A 2z
BY8F, nYde] FukEE dx ok 22y o]Fel
&3 YREY FAEL A ARAn gA g
8%, 44 ¥F renin aldosterone ¥%, I
2]2L mineralocorticoid®] A2 £Fo] APAP&
Z3 9tk olE kg ARAE deovle €9 2
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2248 AIDS, 7|8} lead nephropathy$} THA A
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SLEdIA ] AAMx@elxe ZF wjdse A&
U2 2ZFYFL 7HF hydrogen ©]29] #u] Ay
I FAle #EEr = gt d4AL BHAHAT |
dstoz Avd Adx Ao Az Bagd?
Aol @M= cyclosporined AMEE7] d &
azathioprine AH&-AlE A #EEHA YD nAF
¥3o] cyclosporine® ARS-3 A]7] o]FHE AXa
$, ARA =F Zav FNEA @ @A F
F B3 HUt 2R A= HHA &3p=
319 A9 AJA< renin-aldosterone axis9} &)
9} &7 fludrocortisonedl = ¥H$-3Hx FAH®. a}
g ol AY FAEL BHHA AL F, aldo
sterone &4d2] o]4¥ g7 aldosteroneo] i@ Al
o] ZAd Fd g Fo] A &g 9
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B35 Wyl wE gt A PPs Ay
ot k. olE FAEL JEHoz ZF M
ezt £ 7] dEe nREYEF S /LY
T A AT 9N=A ol @t 1 o] 1t
& AFY 2ol 8y, nYFUSFH F T A
dZ¢ 74$ Na-bicarbonate FYoJu} Shohl's &
Ao o A, gy, MY FHE F=IA 44
Axgozol #8373 Na A9 F7hl @& A=
e ZEUAE F7 Uy, = B 99 A9 ¥
7 thiazide'} furosemide 4 #H¥ o] Atk =
% 2449 mineralocorticoid$! fludrocortisone$]
Fo o] gloy ANx@e] Fubg-& Har] ¢
HHE 2 £30.4mg-1.0mg/d)o]l £7HY ol
T 1Y, AL¥TF, ¥F 59 Fago fegth
olejol= AWEHQA WPo = Na-K H# resins
€ A £ 9len ol sorbitold L AFEA
HAIE FAo] AMR-stejof @t

AR-Ae] Futd FAY AE 1FAFYUFY A&8E
AdHoz ZE9 HETH AHE JASE cal-
cium gluconate @Y FAF ¥y, 2E3n AX Y=
9 ZF 0|5 L& P& insulin, FE nebulized
betaz-agonist ¥ WE# AFAQA AN LF AA
W ogx ZF AP resin?! sodium polystyrene
sulfonate ¥, 1Ex 7P AHAHA PPORA
g 54 9y Fo] gl A2 ¢S EFFA PH
cszME 9% 2¥adE 34 2¥Wo2A insulin
plus betaz-agonistt} bicarbonate plus insulin, 7
2}il betay-agonist plus insulin $o¢] ¥ge] ¢
= g¥pg YA el JAFHAFH®. a9
Y, 71&8 X8 Wiez 423 bicarbonate T
ol HA &3l ARA gxlelA mujg Aoz
vty glow ndgely F4 HL¥FE LA
F gleng APd NRA A= ASA 4=
Haro] Qops D,
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