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A Aol x5 glojA]
B A 9]2 5 2 24| (Corticosteroid) &=

AGA o]&HHot s=7H1)

o) *

V. @0l US W HSIIH (%
SERH) o O[XE glucocorticoid] 2}

AZ(KIE) ol |7 oloprld|y HAmAE, 3
34 54, 7144 £ (B3 Ee Ay
S T 2L AT YA op7|sH e 239 o
urgolgl & 4 glow I ZANg e L 24
o 2 Aol A% FR(ER), T4 (3
#) 4 B5(8E) 59 542z a9, 13y
S Yodle 7|AL foA =3 ANY F=A
aestA Gokr, $BL 59 AX(l) A B
23 R ()G BA50] FAstd gFold
235 Yed Fejt

AE Fe9 945 F/HEZEAE histamine, sero-
tonine, SRS-A(oF}HgA] A AWSEH), prostag-
landins, cationic proteins(%¥©]& T A), acid pro-
teases(AHd T EL), neutral proteases(FA
E2)(99 Al 7IAE lysosomesHEl EAolt}),
MIF(HAAE o] 5394 &4), sstFAAA, AR
B3R, HAFRHAZ (A | 7 A9
# Edo|t}) Fol ¥ix Ut

83 fde 9% F/HEZDEAME kinins(bradyki-
ni?} kallidin), kallikrein, complement Cs, Cs,

Ok

O

* 4 Ayl - A0 - A% 55, S8 U

Cser, Ckinin, fibrinopeptides(HF4HEI =) Fo| &
#A Stk

ojopge Bg 439 714l glucocorticoid7}
ogA &t dUF AFHIAE BZR)E UE
d AV} e EAE oM BT AxE ofY
Atk 48] A stn detHA e k. dA=
glucocorticoid?) ¥4%F e HE oud JdF
bRl (PLAAESER) et 71 28 e Aoz ZA 4
Aol A GRlE T glom dF71RY A LE WA
A AGEFHE 233 Ao 4HA Yt F, 4F
o] & W EAEA FAR(AFA)] AAE A
& Aade W) g3, 4 NEY A& B
H)E& gtolgn, M Axd 597t A He g
¥, AHER)-ZA (hiEg) e dAHE 59 &
o gFA FEFEHE Yed Ao ol
etk ol a9 UL ofutE glucocorticoid
7} 2 E42FoY 38T AEY Y i ZE(lyso-
some)oltt ThE PATEE &g B} (AEHA 3
o 2 WEE(F 93 FMER)Y BES PolFe
g tta 281 Q.

ol ARG o 710 A5 (KIE)e Ao
A glucocorticoid7t F9F(HIAHE) AFHE 427
EZE 71AE a%aA Asjrizt d.

ST 2(AFTN)RY HAL(FE 337,
g9d T 2 M) o5 JFE dA Za



Aol AtEia] AN A45 201

AT o9 71Aq FFAE oln] “AHA v

© glucocorticoid®] G oA AHE vl U}

2] B-93-7aA e FARLE ZAAROEZA
ET Ao d-gAgo] FAgY.

3 M 2NN 9 interleukin1 (W1 2EEA)
o NS Aoz dFHNY €7, Y &
T %% 59 g8 dAdg ol %‘3}.

4 @24 (complement)?] FE=E FAA7|X
BAAY 2 A FE(EA)e) 848 AR Pt

(5] BTt EoN N [E-F7/12 &€ histamineo]
W 24 73S wejgch o] 7|3 EF ¥ o}
Uzt dd27)(alergy) AANE FEE olF7}
el

(6] plasminogenS ¥ 33} kallikrein-kininZ] & &4
35 Algd,

(&) -phospholipase® A O ZM  arachi-
donic acid(o}e}7] E4k=mlel7l F)2HEY prosta-
glandin¥} leukotrien®] A& FAAZIT o]49
456l @] sl galin AF5=ae AR
o] AL FAo FR (A& "J)E aA #
49 oA 454 F5(EE) T A R4 (fibrn)
A 94 i)

Axd T2 FF0] HA FFo2H ZAE
# 2 AHobA E(fibroblast)8) Z4j0] oA Hh.

0 % F719AM = 2Y3(collagen)d] EHE F
I 71E @8 BE(FH)o] AVle A& AAET

0 dAZANA TCA-3129 adenosine mono-
phosphate(AMP) ] &4& Z7H1A FAMS Z84-&
Ze g 39 4 2 298 Jehdh o 71d
< 9359 3B zgo] "4

ol 47 2L glucocorticoid®] FAFEIHE 2%
S FHRAS(EMAE)AY 424 5de o
349 FE(FE)RA, AFs 31, 2AER
(39 FEm ) FAH(E), AT 74
2 AANE 4 59 Az gkt W HAHY
S(BHKIE)AN Y AZAQA a3 BEAERS A&
S E(AFRY JAHAE) £49 A, ndd %

39 27} 9 BE(FH) 349 I4% 5oz 8%

g,

7 (s O] US M CHAH(HHM) Off
OjX|& glucocorticoid®] &

728 (%) el A glucocorticoid®]  tHAHfREH)
o oixe 2 dAE £ We] Bo)h v}
U FFA(HEH)E SA A8 3L, §F
15 5 714 oA & 347t 335840 H3A H
—Er Ae dS 2434 AAde 71 Aok

SO AF(EB(EER) © Glucocorticoid®  ofH] At
amino acid) S ZHEH EEF(glucose) 229 A%
S Z7MZ 2N AR (ERE) S ST 7
zzd M XTEF o]4& JAIt. 1 A=z
z22 (53] ¢ ) 28 ZA(glycogen) AFHF
o] Bolx1 HYIFZ(AMERE)T FR(BR 2

H 2 go|lE FrFolgnr )& doed, o
3}1\1 glucocorticoids FiH oAl AHE-o] F71(%E

B)EA S &(4)9 ASZF(ketosis)NAE HEFF
(RMBEE) S NRHELEN Natod o457
T gt

2] CHHEICHAH EEEKH) : Glucocorticoide ©
WA SHEAERL  ofvl At MBHAR)E Fa
A71n a Ao sHERERL . d9d ¥ HA)
2 272 WA 2E(R)E 58 24N
SAHREE) Q) wAdo]l F7tH L, (/) Es Ak
3712 839 oty ¢x F7HEY. ogEe
g d gagse #5359 FAH(SY A9, o9

B8 BAR T A AFAAE 2T F
Ak, G F3le] A W FA (hiRg)e A
Az 393 FE wE Aotk gF-EY #EA
AW e W (BE) S FHksth dEA e 9l
13H(EMk)7} 71 E ) E3 tetracyclinesdl] &3l
FY A= G g3HEIL)E gl wehA
g(#) o] dv F=9] EE tetracyclinesE 2 &3 oF
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e 9oll, Y glucocorticoidE FAlo} A43}A)
HY, 8§39 (A FHL)0 ¢S AAe A
S AP dolt}, o Aol AY AR F &
€ HE7)9 dide u3FAE 3 JEIL
G A AZ.

(3] X|UCHAHBBRECH) © Glucocorticoids AH| 2
O E(steroid)of] N7 AP AoNA L5 v
2 ¥olv AU deH, 94U S48 At
(RERAEE)& ZH(F)ol 2 AFd. B, of & A
& F &35t bl AR Aeo] BolAH 175k
BiE)ol galdol 2RA oz H3 Aol HAY
(FER) e 48 349 283 8o Poj71ay
ZE 2 v BB A (R HEER) o M9 A
A= A3t

4] T2k HoHE (TREE) CHAHCH) - 42
% dexamethasone, betamethasone =¥ triamcinolone
3 2L glucocorticoid® deoxycorticosterone E&
aldosterone®} 2-2 mineralocorticoidoll ¥]3|A -
A A gl A YL vjIA g Ao
G HA T AA A3 (FERA) QM€ wheA]
J3AE gt BE 79 glucocorticoid® o=
NAEL A% AL AY Hgoz ALY A9
T mineralocorticoid®] &#7} 32180 2 Jeldr.
Z AQy ) JEE(Na)Y 457 2 ZE(K)Y 25
< 3% Fujdo] dojy ARF oz JEFES
(hyernatremia), 2§33 (hypokalemia), HAMY
422 (alkalosis), AN HZ(IHE @ edema) F
o] dojdtt, 1w dSUBF(SHREWIE) L
GRF(ERE)T dold & Aok A ¢Ze)F
< 2 KA gAY AdelMe 44 bS 29

A&AAFE L7} Yo1E A, wee] ALF

¥z 9 71 279 PAME o] & Ye
NA-2(HE-5) 2 AR(LRY 715308 U
FA7lE AU QgL I

DY o] 280] eI di 28 (potass
im: K)o g S5 2282 Qo8 4 Yok
# Glucocorticoid 871931 3712+ A g0k 3

€ A4 E 25442 Wsls Aol uiFFsi.

Glucocorticoids®] ##F-%Folut 2AHA 758
% (hyperadrenocorticism )} 4] Thgo] ZZF A
o ZE(K)Y SA(RE)Z 2L (HRN) o 49
Ui, o7ldl qate] A (EEFE o Foll Z3(fH
B)ol s o] 25 (FHEH) ol TAle dojddh
3 Z4(Ca), A(P) 2 A&(N)9 vl do] 715
B3 FU3F(FEHILE) 0l gy FA(F)el 4
A dojute A% A7t

VI 2% (@0l U o 2N EHY
7150 O|XlE glucocorticoid®] &

Glucocorticoid®] @ 13]9] FAHGEFog)Ho
2% FASAEIFEE)NNY ‘WA’ Corticos-
teroid®] ¥HlE FASA JAE Aoz wYH
Ack. sk AP E A, H(E)AA dexa
methasone®] & 13) FA} Foj) 897, 121 triame-
inolone®] 13] FAl M 2 o)< Z7I3t Ft ¥
An| A9 71 RA(BETRE) 87t A4EA

a3d oFF 1 ol BHolXT Zddl o
$F ()Y A58 FAvde ZFAQ £y
FeA 7HE anRog fAH L, Gzt Fu|F
7RINE Ao §XE ¢ oy Bd Buyls
o] ARt HojAH ZPel th& AgFo] HojA
gloz gAY, wetd 294 A9 SloiM &
WS (L)Y 2R glucocorticoidE 348
gole 1 Fol FAEY s5HA] BV W
v AME 3 frdsior @

bl AegelNE ggold Azt 3 2
E# 2 Y(stressor) & 2 2-§-3}4] ACTH(H 349
FASAASSEE) H&Fl—> FA9d32E
(corticosteroid) E¥]Z7}— (97140 9J3)A]) -
ACTH ¥&94 - 2942 E Bulgd -7
gl A g39 A4 F7HAZHY Ao
9] A5z vehdd. dd& g9, &3 2= Al
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A 71 BAH A (FEILIR) S A5l SlojA FA
A9} o] gAFe EHO=2 glucocorticoidE
43¢ 9 Ase F HAAT 3459 FH -~
stress$} glucocorticoid 8- @ o] HAAA A
Aoz XY Fo) RAHAY 7FHA Je7t 2
3ol B9 A(FR) Ex 0 HdTd 9
FEZY] & dojuA Ak

W 2 (s xizof UM
SO|MEAM (AREDEN)
glucocorticoid (gluco-C) & & (M) 2]
MM XA (3&st)

294 Ade Nag JdMe 2 7 9583
o] F55ojol . AARE HAAM(FEE)E &
Aste AAATo] o] FojAolst Al ol of
$3E Sol(BR) IRAEFA (MMEER) 7}
A A4 gojof gt EAEE FUE 37|29
AES(KIERIE) ol 13te] W (RS 98
g A3 715 o o] BE7t HA GEF A
e BT goltt. o] F 7HA Bez® gA
2 A8ERE G AUt AT A4l wet
Ne #9 A9 AUz A&F EAE 9
ALY, 9%de Fol FHs ook e A4t
dg Ao 2435, 2999 A8 dojxe FuA
A9 FAFHAY F Lol FaF K& A3
A =e Aol

add, ojn| =3 w JAW FAFHAZE F
A 9] oJx= oA Bt} glucocorticoid( 0] 3H+-E] gluco-C
2 997t 2 993 g9F a9 v 933
Z2o$ F88 A E AXEA =HU #d H2Y
BE X837 9484 oA ELFA 2 glucoCE &
Ao g5t dod ol F FAEEY 4%
A 2 F(8F)¢ )5 GA Aold F5#
Aol AojA e BERE FAES & ol8)dd 1 F-
9AE ALANEA dAg B 2 A4S

ARk vl24k Agade] Suste 734 13
(FF4)9 F423E 7|9 + Stk

a3d ASAA glucoCo FF949] B33WA
Z, 439 WY, 43714, dA 2 BAgd
71% 59 PAE glucoCY I B FE
3 =¥ oy 3l E %A (antimicrobial drugs)
9} glucoC Abol9] Az @A B3 FA= AY &
FHA &tk wehA G7)ME ol BE AL d
AE 133 Yol 443 AHSAAE AEs Bux
L= 8

1) ZedHo| A rel msio|

BE AT FA(EK)IG oFF (k)
T (18t MEY FEBY Al g
A (HEE) 29 glucoCe A7MH 8L AZY F
At wd ol FH (FEM)NA A (HEEH)
2 g R7}319 glucoCE W4T ¥lw3 271
dE ol @ FEEo] YA 3714 A&
A4 A7 oz #59 vAE glucoCY $3F
EI(AY, gt B A9 7B vAE &
g )2 ARE AAs v FAH ]
o, i) AL(EE) Ago] oA, i) &3] APS
B(ER)E FolAl ddh o] A9 2R (FE)e
Agole fyvt gt FolsiA ¢ ARF oz e
AA A &£Ao] A7) T £HE A ol
& e ABASY HSSZ(RESE)Y AFA
NBAAG(RELHA)Y ABAA dF5dT &
g ohal B& JA7MES A HNA gluco-CH 3~4
Uzt A& Agoz AT Y N8 E 29
A @A dAde Aol g ¢8A
Ak, Y o F Fre AWM dFel F
AAE 987} Ao glucoCE A48t st= 3¢
o @124 glicoC((E 1) IF2)E @ 13
Hgstn gAY AL AgHolol & Ao,
glicoCE AW 2E 3dA = 387)9 43
o] gl Az YA Alge FFo] 5ol
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2 39S AT A= AFH(HEzit)d A7
A (MHEtE), Y (Runtt) FEgadAE g
A Moz BEQgMoRE AYE TAT ¢
Utk olFE Fede FHE 95 A4S 2=
glucoCE A9 F83pd AMgES 2Y 5 3tk 9
719 SR FH(HRAME)F AN 4 E=e
A-87)(acidbase) FHE FA3}7] AF A
A ()< A7kt 2 FAEAE vS goldnh
FE2E A Qlo] FAEFAY H 82 AL o o}

gt}
B #9489 AYAARAA dFol i, A=, 2
(A2) B¢ & 53 £ T49 Fay)d AF

i o

of, A FALE(HFEE) ol 21X X (Afifa)ol
A WEd s aa (ks R ) dsA o
%7170 HFo g FAAE BY AfdE oE
T4 A9 o ol &AL Y] HHA BHd
JAZ 245 2E glucoCE EA FuE B9
A} FA O FABI ok gt} 2¥A gow 1 &
719 71534L EvMEA Ed. AAZ )9 3
3H= SH2e 34, AAZ(EEE) Y +T4 (A
B%), ATA(FELR), 18A(BIK v FHE
#) 2@ SA(BE) 5 1 =2 £ F Ak

[4] Fiz AEE Aoz e 9RNME AF
A AHE glucoC ol §AH ] AY AAE ¥
2 Y = oA E A9} I glucoCY F71
o] A& X877 A, B9 FEAY Ev
A 5o B AEE xdse B4 A7A
gk, glucoCel @719 A A4 {23 2%4E 7}
ALew o] o Bt AAZ ALgA glucoCE #
AR o848 # U= FHU(EM)E Gram—<
Aol g 34 HEY Y, FEFA, 9Y
3, A% Freig2g(FuE sy #449), 4 &
4 AFUEY, 294 £HE(HHY), H58%5 S
R 34 S99 Folth

2) gl dEotH (R mEem) o M=
Hesio]

1 A (HEH)E A GRE - bactericidal
drugs) 9t AFA (HIEH © bacteriostatic drugs)2
Baive AL (F3) 1 g7Fad FE(EE)Y
EAoln £ FF(EE)o =t A= A
A 2oulg Aol7le A, glucoCE A
A A4t & g AgHo|d AdAE 93t
E Ao} fEldt 1 olfre W] g A
9 a3 AdA g 28 839 Woj7)1A (A9
5 23 JAEA gu FY A7y F Jeng
gluco-Coll & Woj7)d e &£4dd F=HA god
A EA9 glucoCo FHF &7 9¥HE & F 3
7] wj&elth

(B 3 SRH(EM) AmH (REM)2 iz (Hism) 2
o &

Bactericidal (34 ) Bacteriostatic(A 74 )
Penicillins tetracyclines
Cephalosporins Macrolides
Aminoglycosides Lincosamides
Polymyxins Spectinomycin
Rifamycins Sulfonamides
Trimethoprim / sulfonamide

Nitrofurans

o] TR YRR ArA FFY 9AAY ARFEAXY T3
2 7|22 3o o)FojA Rojt}, o]} EL FE KT HS FE
dAXe #749) a2 5 vk

2] Gram-2AF L AN == FAN(RER)
79 o= APoE FojA EEHE FARELS
(endotoxin) & W&3}t4 ojAe] AR FFHH
FANZELARY BRF(EME)S €220 19
oz gz Al (bactericidal) & TFEE 43}
9 o] AdAld AAE Gram-S3 ol o 7
3 B0 Fug 5YFL opE F 3k opF
g9 AL YA, gt o) g Ao 940
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A Y& 5L 839 gluco-Cldexamethasone) 9]
Agoz 718 2ud & Yo

Bl 2 7K FaA(HEE) = 4449 Aass
AA A AA7 B A E4E F 5 Aok
149 84

i ) Sulfadiazine®} tetracyclines® 2.3 4] (comple-
ment system)ol] Y& J&L Fu TH AP 3F
T(FHER) S steEA e BT 24 24 (opso-
nization) & FAFLZN T T JF5L F4A
2t} 3 tetracyclines® o]= A A T 2
HAEY HAEE B,

i ) Rifampin, chloramphenicol ¥ gentamicin A
Fd T 7015 WG Ao ez}
Fo A oty E4).

iii ) Chlortetracycline, streptomycin 2 sulfamerazi-
neZ FAALY FAFLNAN A(4) 35T g
A9 26 ARl EF SHoA Bt
& 3379 A 7150l AFAEFEY nitrofuran-
toin, rifampin, chloramphenicol ¥ amikacin®] 2J3)
A, 2L 1FE gentamicin, tetracycline, novo-
biocin-penicillines] ¢)&Ax @A 3] Atk

ojsto] wel7|AE AN olE A}
glucoCE 7 15xz ZAYFid F4sid =4
9 Wol7] R A 4Ad FUANHY Aot}
A FAGFEY, dTERRW = BHEE)
W 3ol ol& A9 glucoCo FAA(EE EA
2A9) F2HLL SRR A(K)) BE
At AHde] Fosok .

[4] 389 3AA(antibiotics)$} glucoCE T4
(BAT)d &&= ZFA(ROf) oz 37 448 o
© 87+ (superinfection) 9} 7FsA & 4 184
of it}

oA A gL uygN AT (FE
&#)ol AAHL B glucoCY FAA A Lol ¢
AN 43 d97150] JAHR 7|35 WdTol
7 AGdE ¢ AHFERY). o] 449 FB
FETE SEA ATY A4E YA o) AnTE

AR (Yeast)ol W AF(fungi)d 2L F3ol7l o
£ Fo3th AdzA 3R, #4,. 3(R)Y
U th3 (candidiasis), #H9 oA 2ZFAZ(aspe-
rgillosis), A1, 2999 2% (mucormycosis)¥ HH
7% (actinomycosis), 4 2t (FAE% ) ok
(B2) 2 7eke] AaA AF72EZE 5o ok &
AA 4 glucoCY FAE ol 37 H4dto] Z
Fold o5 fHrde] dAol Frtsolrke B ol
At

(5] 2(%)A dexamethasone(gluco-C)#} penicill-
in GE &2l #4848 39, dexamethasone peni-
cillin G¢ wWi4d& AT

3) CHARSH (U of madsiod

GlucoCe @A dgAS Zejdt}h. S¢ 4
(B)o] A& e DA o|3HE(L)7 9% F719
3L, tetracyclinesE &7 A-4-31d @HA 9 F3HF
)7y d Feac. wetd Zdwe AN
gluicoCE A4S A %ol 2Y 23 2 £ 3
7)o @ yo] RFFAE W 350 AP

2] GlucoCe BUAMEIZE R¥FFS dodla
2 ISR 2L BARY FY¢AY AL Faof
Eia= .
(8] Mineralocorticoid®) E#E A9 71 YA

e FTHY glucoCet AT F7] 49 3¢
de MY A2 BFgo] ygdt. 1 F F8
3 AL AZFEEY PYEFIEFoIT e 72
g el A 594 glucoCE A E4RE A9l A
Ao Ao Fatn ZE(K)Y B3 f33

s}, A o] Uyehd Aol 53] o Aol
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4) FLA7ISHH (RIERERE) 2t
HHsiof /

gl X gAlo A ¢ glucoCE A A4



206 94 29 A8 oA FUADE 2 EH (Corticosteroid)& 1A ol &5k K1)

P& W, T stress®= 7HAEA, X2 E 7} e
Fol WA (ABEHE) corticosteroid®] #H] 747}

dojdth. 1 A7z X5d Fo AY e ARY

o] dojd & At} olfF dg dPsr] AMe
AR ZA7} BASA vebd Fo WA Fule) 7
AFS B3 5502 W)&49 gluco-Clpredni-
soloneo] HFH)E 0] o} (2EH2E Zo|7)
f3to) £Foz A 431 B ZFHEA FYN
s89d frA3.

9 A8 27|@R) 29

GlucoC 2% oz RE 279 corticosteroid
2 ACTHY AHgo] E718¢e A% ted 2.

@ QA(ER) F71(&AAE EF 4A7)30] A
& A7 (BAHER) A9 Q3 Ree dosk )
glucoC7t o] 48t}) @A43Y QAEAZ @
AR u g ZA(FFA Yehde o 259
SESZT) e, & 434 O I
) Aol AZE W @ n¥YE O #FIY 3
S Hedo A S (BR)IFANE GV} Qe
A%, M-S AF3 dordt(wddel AN
o &3E £ 7 WE). @9 139 FHse 3
717} oput B71 44L& Ao ). HYFoq
H A9 27)58 A% (Cushing's disease)d} A}
FFTol dehdt, EA9A753AFY F2 3

A& (%), du(%R), 23, Y gx
(RE), =59 4, 959 g, AYFF, A%
7, EF(FE)S 3E3EE), 3379 99
Za Folt. @2 139 Fgozx HF(FHE) &
= zhaAe] ol £ AW F4g Fusd 2
dad. T8y HEF)A 934 Ha A A
o] FAd FIZA gluco-CH TABVE AHES
Fojok 3.

A=g

A g7 corticosteroid 914 53] glucocorticoid
o #3A FHAZE =93Hh Glucocorticoide
ol §d% AR gd FAF 4L 7IAH
Mz Ag7)gelu dA)s e #ANEY 7lF
de F33ez #4387 g 2948 249 A
2o o)A FulBEAA <} v FEFY 23
2.2 glucocorticoid® AHE-E 3, A& 23
& UEol e Ae A=A olgdA HA

- &3k o 7] H& FARE s AA

3tk o] Az A3 F=(IEE)R glucocort-
icoid& o430 A AW ARAEE Fol
€ d 719seske A AN o] ug 2
=2



