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o AF §d)

« QXU ZEoJ olF
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27 g4 Aol ¥ wetd FAA VAT
g3 Fure ¢4 aldosterone AW A A
7249 Addxd Addat g9 A4 aldoste-
rone #¥lE 3= AHAAY FEHA e A
Y 4 Uk o] FrA 4% Abele] ojx ol ¢
WHeg EASEr wel ogd g4 ol
M2 A7 BEEHE AR g EAY F UL
€ & F Uk DFH 2y whE 2BBYFY 4
APE Fol MEstel B9 ofe} Table 29 2t}

Table 2904 €A% 2BEYFTo vehl:s A4
efel A 7H3 &3] ARAN Evrg 4 e hypo
reninemic hypoaldosteronism¥ UaA ¢ A @
o ZE widsel Pl ¥ d#¥F 53 SLE,
renal transplant XM BFHE 1BEYEFY
WE AgeEe] o Eo A Agaaa @

Table 2. Hypoaldosteronism #%f wWg 28§
a5 ¥ 7

» Hyporeninism$] %%} &£+ $ugle] hypoaldostero-
nismell 2}§ nREYSE
Eytg 48Ae] ¥ hyporeninism(DM, inter-
stitial nephritis)
Angiotensin 1 #4234 7159 °]4(ACE inhi-
bitors, AT receptor blockers)

Hypoaldosteronism
Glucocorticoid 283 $49HAddison’s dis, &&
a4
Aldosterone  ¥4d2l Y Alheparin, 18-methyl-
oxidase Z¥)

A4 hypoaldosteronism
< GAAY AT s déd BE IUEYES
Pseudohypoaldosteronism
AR Eote 2Y-F¥S(SLE, renal transplant,
obstructive uropathy, 71&h)
kAol 2% aldosterone2 AlMx@ g A
(K-sparing diuretics, pentamidine, trimethoprim)
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8. webA] 2AEL7A e o]l W& hypore
ninemia® *2¥ F UL FFE + Ut 53
Fxd FatolA ZAEATF ole] Fute FAefrig]
2¥2 PRAS$ aldosterone ¥%, 1283 Y& nore-
pinephrine ¥% $&7} BRH7|E &3 =& 47

obdel Axel ui#iA xFE PRA vslyes v
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Y §X4E xg¥ & dF9YME renin-aldo-
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1ZEYEE A7 PRAE dAste Aoz od
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ohd uFFAF ojAH dHeE A4y £%
Aek. zehd #e 7 BUW 8F BEF wE9
43 olF PRAY 442 @@= gl wet
Mooz ANNE W 8F UEF Fvx9 A4t
of w& PRAS W3 #ate]l 4E BAY A7
g st

748 @ prostaglandin A AA2 Indomethacin ¥
AF nAFYFY FEY YA prostaglandin E,,
I, D27t renin #v]9] AFA2AM deix ok o)
¥ AMe AREYZE A3 Y Y HHA9 ¥
B Aol prostaglandin ¥4 Ao B
AEE AT gk dA42 HHA 80
UF P& xF PGE: A §Ao rening vl@A4
¥ 4%el{prorenin, big renim%} °|EEZHE B4
renin HEfe] By} Wgo] BASYUD

ol9l¢] hyporeninismel] e Ao g sld=
AL AR-AHY JGAS AR wE Aes AR &
el W& oy nephrons? ozl Alele] wWE AN
gHet AbrA odage 71 52 AEREEH 3
St wEchs A Fuel W el AAHz
et

HHA 8229 % 20% A% M hyporeninemia
€ FUsL U4 ¥EE 47 "art o =9
ot4=9] A7 #@3 angiotensin 18] FYE aldo-
sterone #4129l HYY FHA ACTHY A5 A
4 °189 aldosterone ¥4)9] #3E& HHAS 9%
BAe RAe 9K BAE AN Y, of
2§ #4e HHA Aol HA19] zona glome-
rulosa®l 371zt 91% £+ aldosterone A9} FA
By Fof Pojsdls B AY Fol AAHD Yot

EchE HHA #2te wd Adale) @ ArEA
A Rl AYe] wE AXuUY #E AYE
AMAE $ vk e HAA 8471 9x¥e za
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AgelAl LEe] AP ZudM Y H zona
glomerulosa®] X7} angiotensin 119+ ACTHS$
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%, 9% ¥8F renin® aldosterone ¥%&, 1
2|3 mineralocorticoid®] A2|H &% A&4&
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7 Heded g desin 43y wge MY
ol #r} ol VAEL VEHow TE MY
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& TFQ Aol 4y, 1RFEEFH #F Fwsie A
%9 A9 Na-bicarbonate ¢Jo]\} Shohl's &
Aol ojg ;A, a8, MY FE Fxita 949
Axtoge] F83 Na 489 Fild nfg Adx
T »EYE 7 WY, B 52 99 439 3
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Fo We] glovt MAawpe Furgg ¥y 9
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v IEd HEEF BF 59 HaAge $sidd.
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& AH8¥ # 3les olmE sorbitol® e AEA
SAE FAloh Alslaiol @)

AE-Ae] Fukel F49 MY ABEYF] Au:
AyHen dEe MEoe ARE dAHE cal-
cium gluconate A9 FAi} 9y, z8n HMX Y=z
9] Z§ °]F & FWS= insuling, £E nebulized
betaz-agonist Fo Wz AP A MW BF AA
WHenM ZE AP resing sodium polystyrene
sulfonate ®<f, z2ln 7P A7YY wygoesA
Y 54 Wy o] Uk H2 o€ AN Hy
L2y 9% Qyuds WY 8Wo g insulin
plus beta;-agonist'} bicarbonate plus insulin, 2
2l3 beta;-agonist plus insulin £ad¢] wWe]
E ayRd ¥4 zamggle] ¢YFHPM® a9
W 71Ze A& Wio® oA bicarbonate ©E
FoE AA AG7E ARH BN vng Rez
Ueht glem adgelut 34 4838 S
g derng Agd ARH BdME AsA g
Aol Ap
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