AE

H A9 A7 5 Ast% S Mineral-
ocorticoids( =2 H &;aldosterone) 2}
Glucocorticoids®] ZEo2 <l LAAYFH
ok, AR o2 whAste YA FAITE
N5 AF (el AT Addison's
disease)< LWF o2 7o} qiekojof §lof
24 wde] A9 dizfg 2o 7]%tt
AT Fng B3] aLgolo] gloji= R
Alo] duit FFA Hgol A LAYt
7% gt}

&ab BA T A7 5 A2 HokeA| o
A BH|EE BALAA=E5E2E (ACTH;
adrenocorticotropic hormone)?] ZH<L
2 Q3] drashH THdARl A AHE
o= gy TEA FU, I, HetrAY
AAAQ Ao} So= A AR, &3
A BAT A7) s A et 9o} BF
of o} =EA e Gluococorticoids
o) ARW(HZE|LES; hypocortisolemia)
g zdste] HEFE A e dee s

ULt SUAT HRo] YLy Rl

A ) =102 20AT §1R) | a0z mos

L BT, 94 34 R 284 A

o] RN LA GRS e o T0%
HE7} ol AR QRN WeElolach
AT B FEAAE FHHY 2]

U4 Ql7])%= dltk(Standard poodle ).
O

2597 A 5L 1
Al FE, MAL AF e, 71, 92 A8
AU sj S0l 5o 2w e
HEolH Az 47 WS FE B
At RS B S A $Y B 4

3] SA430] ThA) AShE GPAFS HojZT,
wetd A FAL $F 71802 o
22 @ A3l AP
AR Z, The/the, BL Tk ZAIE ROl
Ho 9m 3 9Ew FAL durEelAt
1

=
22 A A= 42 ddA

| = [s] —
R A7) AN Sshd G B



(inflammatory bowel disease), A 7
ZZ(trichuriasis), A14%F 50] 3tk

34 ool Ao SF48HAddisonian
crisis) A AA| HAF 27 02 v]oket Hig,
Al CRT A4, Algt
5ol ok YAl =
&3 Al Ao AL B2
2 43S &g 5= ol
AE|ROIE AR YRS 12 S
Agke] 71391 oslet 7

|

rd

m-{o

2

3o

ot > -
o

ofN

s

>

lo r

2 we Hl ox

ir o
ry

> o
T ]

lo
i)
4

o
@
ﬂilhiNJ%
o o
I_EEE

(¢4
o
Kl

ol
%
s
R
=hi)
>
fu
s
i)
4
bac
5 %
2]
i
i o
il
ne
ol

K

X

il

)

N

x

it

>.

g

Iy

I

AL

El

i

m

il

fgb i
P

5
et i RR o] BA9A7| S AsG oA ol
ArEFL g AEFS =2 P =4
59 e zHEle A4 dUYE wet
o gitt, 1AwEFS FAsFO| AnE
£ A%O] oF 30% AwolA dAdd A%
49 A=Pe E9 HiEHE 54 0] 29

-
B FuskA oAT FANNS D S
geo| nrlo 4EFF] 4418 4 gl
1

QurgARY o

2 v 2 .
AR 1ol B 18
4= Ao wal 7| 4R WE AhHE 74
= 9710l Ffsfiof gttt 1 ol TAME

b FUhEol YHrAgel A& o
10~20% Aw=olA TAE kAl A =
HZS vwa WA #FEY o= YEER
o] 29] ZtE 9l3| WAYsh= FA AT - E R

=5 71&7] A (Medullary washout)Tt

WO ot gl ox

4y @) 4k SO A8 Uk
). 3)40] &I el WAES U
TR S| ke Ao] 34 AR AT
o] o Folsjor stm 34l Waknt Al
Yalo) 1AL PN B2 PAE A
Slof g}

2. AAE, 2gut 9 YA 27

Kol EolHthH A d HARE vl HA|
5 e Heo] ARE A FAlEE7)
SABIEQ Fthel) =&o] | 4= Slth. 12+
YZS AARREE AAE AAF 24E QRS
el A, R g9 A, T Y 4
(Spiked T wave) ¥ P %3¢ 21 & &4
oth, & HAb AFTO 2= AHE3 B
S uoteh = gAY S5 AR
ARH o R o §H 4 Ut WA
oz g5 U ANEIFFH H

22719 Zt4(microcardia), ¥

B

o oX MY flr o

1

R
Lo T
2
R

of
L

Do by

il
ik

BERERRESERY 707 |



4 Fol YD 4 9om A A= F4o]
=57 Bl 4 gtk 289} AAE 4
ol RALS BRlstAE i ol 4}
Aol YoM B3] 95 249 A9 Bie
ohy7] o)) o,

3. Ak A4
HA9 A7l e A 815 A dah 24
A Aojd B4y 183 IS Y3t
ACTH A= AlgE F3fl o]FoRtt, ACTH
A= A1 AP e A BAN A
FRFONA AFsAnt (743 didroa1alR)
2 HAbl %A Prednisolone(PDS)# 72+
OFE9 AWE ZAto W 2glo] B 4
A7 W Fo| FIE 7] &ojof A
Dexamethasone sodium phosphate®} Z-&
°FE2 ACTH A= Algel FEjE BA o
FEE FA] G A= AARE 4= Qi)
2ef PDSE Folal e 3¢ Aol= 244)7F
FoF & ACTH A= AlEE AAjgjof gulE
ANE 4& 4 ek W 4 ACTH 5=
HA I &S] fole A
517] Yaf ad 4= Q.
Wi FAu A7 s A eE2] 79 ACTHE
FUSHATE Ex|ate 1 gkgo] HA}f njutoz
dojzch AAZ ACTH %9 A Baseline
cortisol F= W RAY SHA vt

4 e ACTH ¢ & cortisol ¥% E3H

44 uhg Rk oS HolxA Tk, vl Yol
ACTH $5i 994 41527154559
2% WA 2715101 1R0100ug/nd) ol

IEEER & =082 24T $1R1 muon mos

HaEo] e F ZEE Fro et
st Ao &4 mE9(negative
feedback)®] #7022 drAyelA| Hr} £t
Aol 79 YelA ACTH H&t vi= oS
AaEo lom (20ug/ml) ¢4 ACTH
FY = uhEE Y] Aok o] £
A et = gon ACTH £ &

Z
T
ZEE e B U AN 9 A

T4 ofge BB AL Y 5 =
33 A8olul 1 24 N7t kAol ai,

qo& S5 A5 A 4FRe=
s 4 glem 1) = gl 9 A 35 2)
Glucocorticoids HAl &9 3) Y4 &8
X% 4) Mineralocorticoids A &1 o]
At 7HE FA3 & AR|els FES G4
ohge] AW Y 2o Fgo)t 0,9% NaClo)
SAA Eoj Xk, = FFS gerh A
A5 AW B3 ANT ¢+ glon Fals
171 Aol o HA MES AH 3
HMHAHCBC), @338 AAL cortisol
S dfjof Tt WE N FF&
& ¥ oolel 24 AFHE F
% 343} A E HlEs 54

TAE HE 4 Aot ARt

o3
ooy
off

ek
1=

o

ol

uf of @S o
il

4>
il A

Hr o
o2
>or

jLav}

> >
Y
i)
P
©

B K
J[%. Y o
ox O [o
ro nat
dy o =
(@ 2 gy o
E%Eﬂm
i
P
o,
2
LE}&
3
U
o]-_lg
e
o 5

o of
s %
)
[
2
N Kl
ox
ek
4
30,
i)
2
&
|
3
et
olN



Calcium gluconate (0.4-1.0mg/kg over 10—
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