3o sA A3 AIE @95

2. Corticosteroids A 2F5-2) ¢z BFAQ A

Corticosteroids& ¥4A 59 GAelA AHH

7 2RAY FPFFEOIT. LFEAA o
L 309 HIAA S VMM HGAEAH
5o AHEE S o CorticosteroidsAl &
carbohydrate TAN Y& wX7] WEA glu-
cocorticoidZ 2= EHT &, F glucoseF =&
F7HA71, insulin® EFE AAAIL glu-
coneogenesisA] A §AtT ojniito] 7|7 o] 45
EZ @}, Corticosteroidse T2 oA o
712 E#E 7HAth Glucocorticoids Fo3ol ¢
A dutdl B340 2 = duF{polyuria), G
423 (polydipsia) 50 AT ojH FHE-E 1%
NMET A o 2 deidr. £ AAE Gluco-
corticoids®F & (“steroid”) ¢} A&7 A & A8t &
ZojAle] EHHoln AG Apdol dhste] =93}
1A g

rfo o 48 rir

RAGAo 2R Y cortisol? #H|= adrenocort-
icotropic hormone (ACTH)ol 93t} fddth
ACTHE £34oz H¢ Fused ACTHY &

% A gdheta o)z e

Bl AR E FHY corticotropin-releasing fac-
tor (CRF)ell X E AFdnt. 2E# 2, circar-
dium rhythm, cytokines 2| prostaglandin<
CRFZ #gA7th. o5 ACTHS CRF& WA
TE 994 corticosteroidsell &3+ feedback in-
hibition® =tk A ACTHY 3713 £H]Y
Ae BAAEE Yt

Glucocorticoidsel]l ¢}t FA95H2 7oA 2 &
T5Ho)Ht}h. Dexamethasone 0.1mg/kgS U3| Fo
Al A7 ARolA 3241 7HESE FAl o] dgtsn
prednisolone 24~36A17F F HA1E AYAIT|H
ol# g e FHFY Fo F4F glucocorticoids
ol 9t E dojd & Uk Y AS FAILtE
w7 32y B AN prednisoloned 74
syt 2dsdS W < 23%F9 Hypothalamus--
Pituitary-Adrenal Axis(HPA-axis)®] $43 3153
FAT & Qloich ngoldiie gdita oz Ao
2o Haldgte] ofd Al o F.

Corticosteroids> 839 458 3579 ¥8 5
7WZid. ol &% $F7TY marginal poolZ ¥
Bl g7t dojun @z ozg o) vz
9 Zaol gsla] dojudt), oje & FA Hog9

S22 4, oo g RHY +E44, chemotactic



69%6 Corticostercids?] o}=-of obdsla A=Al AME:

AFo g wgzad 9dte] dojdth. Gluco-

corticoidsol] 98t G4 Be T2 EFATER
E macrophages, E4TF, BT 5o Ut

Corticosteroids< ‘?a_‘.%{f%')ﬂ A &g =3 A
Bxo| g3t Yx 7Y £ gaAda, FETY
B S AUstn GFugaMe FxTe FAE
22N, T-cello] B-cellBth o 98 2o
TESAM A7 Age FHARE A% 4+ A
o,

Corticosteroidse EM E# integrity 74, 3%

e 744 2 2HAER £8L AT o]d &
o) A ane ZrHe A2AE 4 (histamine,
serotonin) 9] 28 AA %} 4% vl 7/) &2 (prostaglandi-
n, TNF-a)9 @4 749 71980} Arachidonic
acid cascade®] ©]F 5}l 939 prostaglandin,
prostacyclin, thromboxane, leukotriens 501 %oH
e 27449 $A7 A F7HEA A A
prostaglandin 343 &4 (cyclooxygenase enzymes)®]
F7HA typeol Athe AL WA ©] enzymed
PG-synthase-13 PG-synthase-22 7+93] COX [#%
COX I12 ¥t COX I oA xe digd
EA s gAY FA9 715¢ e AXYE Kol
, COX 11 7l g=Alog vehdoh, Aspirin#

Glucocorticoids?] H|xl

* Based on duration of HPA-axis suppression
** Potency is listed by arbitrarily assigning cortisol with a potency of 1.0 and as the value increase, so does the potency

2 nonsteroidal antiinflammatory drugs (NSIDs)<€
COX 11 #gtohz} COX I = &< wAth Co-

rticosteroids® COX II gened] #&E dA e A
oz AFHAYY. 2y ojd 1A JBAY 2
she o4 443 YeiA A e

il

TEe AL ‘&‘x] °}‘3} T&@’%“‘Wﬂ*
Zo| FPFaHo|t}, "'if_ o 2824 (autoimmi-
ne skin disease, immune-mediated hemolytic
anenmia, thrombocytopenia, arthritis)o} A} glucocor-
ticoidse A#Aolt}, o] ade FHZan I

L% FERT A & 27t a7E0. U9
%<& PMN, macrophage 7159 A4# #=+
(T-cell)d) E4AA ] B e Aoz B
). Corticosteroidsi= macrophage®l 3 &4 € &
durg, Haue-g Aadte A 5 d¢dth
T-cell, macrophage, antigen¥ cell mediatore] %3t
g Aoage g Hawde 43t Cor
ticosteroids= $Ad HILH YA AxE
Z2733d 7133802 B-celld 9% WX/ W&




daredAl 4314 Az @7

off 2F%9 glucocorticoidsE FHAYAL A&
T 9tk 28y 9% FrolAdE ZAHY
s

Corticosteroidsd] Z8.8 o] ol#] Tableol A
BogFa ok oA Ao)E 1) potency, 2) L7
SAZ, 3) NGRS BA-RAA Y kx| &)
A7} Sl

Phosphate and succinate esters : &4 o] uk
of maA vepdrh. wM2A & serumFEE
7] fste] ez FARE £ giok

o : prednisolone sodium succinate(Solu-Delt-
a-Cortef), methylprednisolone sodium succinate
(Solu-Medrol), dexamethasone sodium phosphate
(Azium-SP and other brands).

Acetate and acetonide esters : Eof] Z %3z ¥1
=%, 93 e A&AI 192 5k dAy F
ARl e vd BE 23 AR A6 o %
oA ety anrt o N&Hh

o ! methylprednisolone acetate(Depo-Medrol),
triamcinolone acetonide(Vetalog) Aqueous suspen-
sions © =%, F3IFA] W] F4H
Solutions : propylene glycol®]“} alcohol dexametha-
sone solution(Azium)

Corticosteroids& FgZado] 714 ot 19
Y Qo] 44 Hargo] WM Yebdt). Corticos-
teroids S A BE systemol YFL WA 7}
3 Wol dojue BAL0ZE liver abnormalities
(steroid hepatopathy), B4 2 71874, As)
W FEAS (ST AL, S AFA (A A
A, A 74, A3E4), endocrine abno-

malities, polyuria, polydipsia 5] %1t}

25 o]ste] @7Izh A8l A glucocorticoidsS
AR FAAAE FEE AHEsleo} &), A
ge JFHoZ oo} 3r FEFE oFlE §
ofste] Ado] O A& HYE YOo7)A| Lo}
of gt} X &A|7to] oW Y& FLE ALY I
L7} ok wheF QAR X E7t "adA o
H LS AAG] et £k ) £xE
T Utk o] Azt HPA-axis 9%, A%
Hazskg ol

3717, YA XA, glucocorticoidsS &3}
7b QowA THg B s g s Adsia
7bsd Ad2 F8HEvery other day, EOD).
Thek 2 & 7ko] 48A17F o]l 9 glucocorticoidsS A
3t3E 7S (prednisolone, tniamcinolone--table 2
%) HPA-axis®] 3] 50] Tzl o]Fo]d Aol
2N oW AEAE 2R %= glucocorticoids
& Adshs Ao $23th EOD therapye A
3% thE WY g gAY RS Y S e
Aoltt, EOD therapyZ} H-2Hg-olLf 2A1¢ 2
ANAFE oste AL opdd. a8y ojd
< FAEE ZolaA s dFoz AMSHT

).

A7NAA AgolF B FIAHEL “waming off”

ol
flo

ofo

=2
=]
T
g

713b& A&8ta AAF o7 93dol A corti-
costeroids®] FEE ZaAl7le AWE YA, o

¥ hypoadrenocortical crisis(Addisonian)E o 43
Aolgte Aoz A A corticosteroidsd] FE
£ 2380 AR steroid A 89 FH 0]8o) ©
© adrenocortical failurex A9 ¥ojuhx] g
A% Nl M prednisoneFd FHE 23 F 4
HPA-axis7} $43] 3|88 o] AZgc). uket
AP A steroid =N adrenocortical failure7}
AATHA stressFElol AAE Aolnh. Yuksid o
F4Q cortisol] A2lstd HHlE 1mg/kg/day©l7]
gl o] AL 3+ 0.2~0.25mg/kg®l prednisolone
o[t} prednisoneS Foi3 73¢9} A8},



698 Corticosteroids?] 2F&-¢] <tdslz E3A) AH:

o
pil

el

A9

gtek NSAIDs7} $E9 E37}F 1A corticoste-
roidse] #AE A7HEQ 2244S Bt 9
t corticosteroids®} NSAIDs® $Alo) $o8k2) &
Aol Eoh. % corticosteroids®] AHEHAS 7
, 28 958, FAY FUAEY 44X
AZtE 23, #H29) mineralocorticoid effectsE

g0l AFAY. ATHLZE 0.5~1mg/kg/-

y FRFEEE 2734 g1 F5o| HYsHe
FAFEE stojof gk T2 BHY] e A
249 AN AFHOL 0.25~3mg/kg/day T
B4 triamcinolone(5mg/joint/month) £ A #2]
AA E2ZAAY dEyuo] ZAsqd,

Inflammatory Skin Disease :

I5EFY 5T EF ¥t 299 gk
A el F43 Folo 93 whee gokaA U
e 4 Atk Glucocorticoidse 7ol A 5] 8- Z0)
7V 2389 HEA ot o]d &IE glucocorti-
coids® 2FE AT Oh2 k&9l ALE-glol gluco-
corticoids E4Q AHE-A19] Ao}, Short acti-
ng corticosteroids®l At&-o] 2.8 prednisolone,
prednisone, triamcinolone %°] ¥WAo2 AZH
th. T} intermediate, short acting steroids7} AH&

AL, FAN5Y A 999%e HPA-axis 9

aad

LB Ho rir

rir

: ]
¥

[=
)

g
OH}
T Ak 5~104 5 Img/kg/daysd) FEFEE
Fo931, 32 EODZ 1mg/kg/daysE Foid o}
%, 3422+ EODZ 0.5mg/kgl & Y3o] &
of
Corticosteroids®] - =& A &slof AU cortic-
osteroids 7419} Q&S ZaA A} & 349 &
FoMe A8E A8t Fhistaminel (diphenhydr-
amine, clemastine, trimeprazine)Y} omega fatty acid
(n-3 fatty acid) HE& F715E Ao] nigdsin).
1%ole FF MM o Be FE(do w
gMe FURE)7E a7t 2y AdA B}

Fz8o gid AL 6 Fd. Methylprednisolo-
ne acetate (Depo-Medrol)9] repository IM form<
20mg/cat®] FToA LFololA FoHTh

Pemphigus, pemphigoid, lupus-like syndrome}2

£ HEA#o|Y autoimmune hemolytic anemia
ATHA )¢} immune-mediated thrombocytopenia(ITP)
9} 22 hematologic conditionl A glucocorticoids-&
ofd 7o AN BAEE FEOI F71HA
X &9 short-acting steroids(prednisone, prednisolo-
ne)7t #&44-g 937] 48t Agd ¢ Atk 1
#} dexamethasone $% F4X & AH-E.
Dexamethasone®] HE A A 29 prednisolone 5%
o 22 22 AU ° o adFoge
Q0 FAE itk o)# AWEL YR 4] o
7o oW FEo] AMSHE IFETF 8FEY F
YAe FFAA F2-4o] & Aolge Ag 79
AAt Bt FEFEE 2.2~6.6mg/kg/day
(prednisolone, prednisone)o]th. 3 FA & A9
A9 fFEsEe MM 4 4mg/kg/dayol®, 1Yol
oAA 6.6mg/kg/dayehe Rzt Qloh 27] FE7]
7, 49 FAFE Urol 1247vt Rod. &
EFEOF(T~10Y B §Eo| u&E yiA) 3
F oW 7~109 B Fostelof g} HEHoz
EODZ %47} 7Fs8ith. 181U Img/kg, eod ©l3}

9 e 7|UEA golof I}, RE autoimmune

—

~ diseasedl A 22 FEY corticosteroidsoll A HHES

Uehlle 2 oigte A& 484 ok d& £
o} systemic lupuse 1mg/kg/12417+9) prednisolone
FEFZAA wgAT HXF(KEE,
pemphigus) oM & 152 AT £7] corti
costeroids®ll & AF A7} = FH ol cytoto-
xic agent 1 cyclophosphamide(Cytoxan)4 azathiop-
rine(Imuran)®} 2 AIAAA Fo] AEA F

b €4,



