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Pharmacological Action of Steroid Hormones and their Synthetic Analogs

Byung Yong Rhim, M.D.
Departmet of pharmacology, Pusan National University, College of Medicine, Pusan, Korea

. M B

Steroid@ 4719] ring® 7} cyclopentano-
erhydrophenanthren & 713 238 47
=t} ek Hel= cholesterol, ergosterol
59 sterol2 ¥ 1F ¢RL7 estrogen,
rogesterone 5 OH7I7} fle Ed& ¥gtst
| FBL 2HZoE Aol EAEY 2
20| 322 e 452 (androgen, proges-
ins, estrogens)¥ ¥AuAdA fYPHE &
2 E2E FY3e zH2oE F2E VR 21
el 22 749 3288 #3890 (29
). Ay dwrgew J4FH $E2 FIF
1, 99gAA oz Agste 2HZol=
14E FAADANAN f2AHE corticosteroid
> glucocorticoid (cortisol) FAF §4 AAS
Rtk wheb B FAolME o shA 2H
20lE 328 F glucocorticoid B FA T4
1A o) ofe)sta 2hg-g ekstA Avmma
kb

Hench (1929)7} 9%7] #d ¢ #2447 94
OlAY HEFFS B o AHQ WA
17H¢ Blthe Abdo) Hetste] oW hia}

[
ag 1.

Ago] WA Azte] dolga BTk op
7t FFetE2y BEA2A 2ANA 5280
TAHD F4 Frieay AL FHAA
YAEEE o FAA gAY} Yodn
SEFAT. 2 o] Fo] RANH AF zEE
(adrenocorticotropic hormone, ACTH) | X &
ERE JFHAT. o9k 2L Hench ¥
(1949)0] A& 2E|2ol= 3229 Y4A
AEe Zurz g FuE doH #Hg A
89 o2 Forz 83 Hgo] Fuso A
W oA dhte) FolAA N FEE F
A3A Hel ZF BN AP Ao Ay
@ A%E AFA =HAAh

ZHZo|E TEge JBTRE

KEY WORDS : Steroid Hormone * Synthetic Analogs  Pharmacological Action
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443 <Q @Tol 9ol cortisoned] UG Hok
Ao FFe 19508t NE AFAE F
A 48 FPon £F o] AV A
AHgEE HRE 9 cortisol®] FA FAF FE
o] AEHAALY cortisol F AFE9 ML 9
g ALAHQ sigo] AFYlA F&3A H
Atk

Famd 220l A £ 9
< AHEE o] FAEY 7, T2 4B %
ZAAHY 4 T s s H%
29 128 WAL ZA TIT T A
FEE AASA Ho] I dMe I
Aol FALARA ALHL Yovt Fr g
4ZasE JdEtd Xgd oj&He Ao
EES-DN

2. 44 % =

HI

FAAANAN RHEE 2HZOE T2E
E& o 30F°) olzn ojge FU%ol wat
A 3222 EFUT mulY tAte Bejste
mineralocorticoid, BtAt Fz  Hofde
glucocortidoid®} HE =& Folth. 23y 2
& Foll &3te Aol BFo] AAY A
7F kg FAEo] YRy e A £A
Al HE A& F F9 corticoid®olth. Hlu| &
tAte]l 72 fedste JAIZ2EL aldoste-
rone®] ™ FFAte] B3 AL cortisolo]
I QzEEoME FH3Z 28 dehydro-
piandrostenedione®] ¥ H Qo) FAg<l
AN draee EAdede Wa Yok ¥
A 32 &L cholesterol2FEH FAHH o]
ol 20]¥ cholesterol®] W¥#& YFozy
H FFdch.

Glucocorticoide #1914 9] £33 (zona fas-
ciculata) 14 ¥ =™ mineralocorticoids® =7
o (zona glomerulosa)oll X, ¥4l androgent %
3t (zona reticularis)oll 4] A€k,

Fa9d 3229 §AL cholesterold]
A7t A A= o] pregnenolonec] AAHH o=

FE 37kA #AFoz UrolAT. F pregne-
nolone® 258 23 mineralocorticoids?} ¥
A =& #4, Crol hydroxylation®©] 17 -hyd-
roxypregnenolone®] ¥ tH& glucocorticoid 7}
#4s+v A4, 2e AL 17 -hydroxypregneno-
lone®. 2 ©A] dehydroepiandrosterone©] ¥
oh¥ androgen°l #4EHE #HFolch

Abgel glojM " glucocorticoid?! corti-
sol& H3FA A e HE ACTHO 93ta
2 Euh 239 (29 2). HEFAdAMY

e .
/ Hypothalamus ™~

Stress : ®l16

Corticotropin’
releasing
factor

Anterior
pituitary

Corticotropin
(ACTH)

Aldosterone

glomerulosa
Zona - Cortisol
fasciculata 4F &€
Zona
reticularis Androgens
Adrenal
medulla

18l 2. Corticosteroid®] ¥4 =3

-2-
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ACTH #4]€ A3379 A% §7] (median
eminence) 2% E  #2HE  corticotropin-re-
leasing hormone (CRH)°ll &}3te] 2= &d),
ACTHE %2949 Mz &80 283

o FANA 2o 4L FAFHY A

2 M9 cholesterol THTHE RN
T2 449 &5 24 7)Holn 24 43}
B ol A ANdA o).
ACTHE ¥% Ad 9oz 2E 9 choleste-
rol H4#E F7HA1712, HAE cholesterol®]
mitochondria W ©]%§& %3 3e $Al°l cho-
lesterolS pregnenolone2.2 HIAFE des-
molaseE BAHAZITh ACTHS #HE=§ 23
EE TE o 4 (P #A9E 3284
Fo] F)ol o3 cortisol MIFF FAHEA
o 8% ¥=7t F7H20E€ "W ACTH +3
7 qAHY $A9d 2g2o=E w5
A4 ACTH 44+& 1% mRNAY ¥ =& %
ZA170h

olskzro] ACTHS ¥4 oldGA A Al
e H2o] 714 & “slow feedback” ]} &1
E sute) =90l 717, & glucocorticoid®] &
T F=7F FUHE) AREA 2x: uA 2R
ojtfell UehbE “fast feedback’ = Utk °l
fast feedback 71H& olvte Mty Ty
2o grel AEote] EA3HE glucocorticoid
of g FE&A o gt wEE Aoz F
Zdch WA 2 cortisolX| 7t M)A CRH ¥
HI7b S7beta o] dabe HEeA EHE F
3 H&teA e 5H71HE (basophilic cel) 2
&-¥tE] o] adenylate cyclase$t protein kinaseE
S A ACTH 2H|7F g€ o
ACTH-cortisol 28715 & FFA73A9 &
ool o AF & 2EY2E A 2
Y ton 43 2EH2ME CRHY
A% FaZ cortisol EH|7F 5~10u1 74
Z7hete W= 733 ACTH ®ulojA7E 2
YA ek g4dle) ACTH 2 cortisol
o BH&H YFFEE Fopzte WE A
o obAZe] g o A FAH &
3 Jt7telel A b gk

Gucocorcoid Responsive Cet

18 3. Glucocorticoid®] 2+§-7] 3

3. Corticosteroid®| Htx Z27|X

F-A9d 28 2= (corticosteroids) & TF
€ 2HZoE 32249 9d }4 &8
zd%o 24 28E Jebdh & corticoste-
roide EAZHo] e Fo] £&4 vun
W& 3 corticosteroid ¥H&A f kel
LHE 2H3 o FHzAGN FAHE
g SN ARAY GAE WA (27
3). ¥ e 2= AEA YolA F
SA S ZgEE FLEAZHE  heat-
shock proteinl = UAtstE Gujdo] £
Hu 2g2ol=.48A B¢ (complex)dl
€ T WYt dojddh aF o BAE
oz Eoj7t DNASH A@ste] A} (transc-
ription) & ZAsdH DNAY AR e
il ticoid resp 1 (GREs) 2
3 3e #S DNA 971492 F349 pro-
mote ¥l A ok FAA LH}
ol Ao HEE Yol At s
#AY 7% corticosteroid®} TR EA=
F7kHo)A ofydtn FAIzke] ARF A
FEEA "ok old @ A2 corticosteroid
g g &g a3}E vehly] Aol A
AAIZke] ArA o HAEI] B J4A
o2 wfj$ Fasdtch ¥F corticosteroid7t F
2 EAFAAY HdE FANNEe HES
3tA 2 glucocorticoid7t EAf AL HALS
FEAFE AL F A Ak o1 {2
Ao thgh Aztets VR, 29 Had 9
3 corticosteroid®] HF A& FHHo|

-3-
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o AZsel 2aAdo} gt #8348 AR
REREEE Y

4. MalE |s3 ofp|a X8
7h da|sty xg

Corticosteroid= 3 9% 242 vepdo),
olE @ Ag Fole w@43E, uwa =z
wAtel =g, AA AW Wye 2, 4
@A, "YA, A%, 2AZ, YEuA, 19
A ABAL) AR )% HEs} 44 e
8E AR Aok Yoy} ok BYe 28
Z1dol BEA AAE B2 corticosteroid 7+
FAAZ stelF 2 AFolt 84 W
Stoh e 2EH: o) R U 5 4
A9l 334 (homeostasis) fr7lo] 228 o
g ¥t ooz e ZEE Bu = gy
cagon? 4% Z2E Huldx 9L mxm
FASHEH WAt E 5 OGP 8L
veha gich

FANE 3289 F4e YA} x2H0
AE 874 2 SEFH ) wel Rojgo] e
AL # A% =F FAHHY FE Yk =
AL AANE T2 AL KA g8
Rzt &4 2 A HAe B 23
St RAMA sege] W YAY TE &
FOEE FEAAT 2EY2dNE BE
%ol Wasi,

HIZ7AA corticosteroid®] H§& A st
(B84 A #ulFe) $Zo1M49 corticoste-
roid®] #§) E& %A (F4FA 4Y
corticosteroid®] AAZFS zg Lako) Mo
E3) delM #aEe g vy H29 )
WO EE corticosteroid®] FAZ Lot W
AAAREE AT on, gEuey B
Y we WY W BAEo] Y VPES
FH2A7W RANA 328 o8 oA =
€ (unoppose)° JEl ] o Agw s
(cardiovascular collapse) & ¥o.8 4 9ok

ole g 7ML cortisold] AP AWAFFo] A

11, 1997

¥ 2Ed2 3ol N Hojx 108 olge) |
AP F7HE AAL F Ao Mz 99
F em Hie oz MPAAN corti-
costeroids®] °F2]3# g xHo) gE 2}
°lF Holx glon we Austa g5
2e FEAE e Aoz F3Ey o
HBZ B2 ALHE dFF glucocorticoid
gl AsEHs} tEo] HYH By
oM HZe Lage AT Qo
Corticosteroids®] #-§& oh& =& =
A A2 BAAol Ukl § Fo] Agy
8 £E8ol ¥ A cortisole AAHoz
AFAEA P AR W FAH
E37F vk ®g ol @} glucocorticoid 7t @1
£ 7%, epinephrine, norepinephrine < ca-
thecholamine & A -2&lo] el mzs &
& vebd o 2ev 2% 9 glucocorticoid &
FoA B ol amined) AR g
AA3) Zshet o8 @ corticosteroid®] ThE
ZEE zAAASY) H5Hg ARE BE
(permissive) o2tz YPon gy 2y o]
= ofg @ FolHe) W Fo z7
3 tdtels 2H%8S JehA "o
Corticosteroide U¥HH 0.2 Na* A&, @4
312 A (glycogen B9 ZHY AR Tx
T A F Et FIFAL0] wy
BNHA FEol osta glucocortisteroid St
mineralocorticosteroid ® # &5 0] it}
Cortisol #& glucocorticoids= 7+e] gl
A% 9, A2 A9 ¥, gxzy 92
(involution) 2 FFZ&ET Fo] 2 s
o dehdd Na* Afole A9 938 oz
A et 13U desoxycortisterone T
mineralocorticoids® Na* A{ S =2y
e Bl AR B gPF AT olRw
VFE FA FE 2y WA Aol
¥ e B 2HRZO=7} cortisolo] pred-
nisone § 9] glucocorticoidZ #§ B ]
=7 BUYE 2HZol= AASY YrE
oAl wlepshtul ol mlQlE  mineralocortidoid
8 & AW Na* AF F82 MDY

©



lm, Utol. 8 - 1, 1997

Holoh, wehA Moz Mo} A
zHd 1Ml WaE o] F glucocorticoid
] mineralocorticoid Z-&ol 93o] of7] €t}
=g 5 Aok

EEEERERE PERIEN P EIEY

$d 2ol 9FE PINE Hh %9 aldo-
sterone2 2|7 UL glucocorticoid®] ZH&<
A3 QA ¥ ¢4 & mineralocorticoid o)

Agee Ve,

Ll EtstE A CHE ojA}

Glucocorticoid& @383 @A Al
Wl FEY AHE HAL Yok AFAA 3
oz Xeq A2e FA8AY ojux
A3} glycerol2 HE O Ty AL A3}
2 @A o]3ha 4 (catabolism) g FA gt
5 ZelM FAAYe] Bejdhe B BAE
2443 Atk <& 59, phosphoenolpyru-
vate carboxykinase, fructose-1, 6-diphospha-
tase ¥ glucose-6-phosphatase £9] ¥ %7 &
7T 28y o]§ At FESH) 76
€ FAZe] HYng 2r|Fgolgdae B 5
k. =3 tyrosine aminotransferase % tryp-
tophan pyrolase®} Z& 54 fio $ALS
AFgoan Feddel FAFE & 290
H71% ok BEx M E glucocorticoids EE
29 o8-S 2L, GWE o] gL FU}
A7IE, AREAE BAFALoR G
Hag ofnxitn glycerold AFn ¥
9] glucogen?] FE7} E718HAl Fo] o] A
BUNNE AT ARHor P& F7)
AI71A ok EEZoAld] @ ol ¥ A
wj &l 2] glucocorticoid® X &3H= A$-
FEA o] F7HE I insulinol g A o)
‘353t B4 (glucose tolerance)©] s
o 3t Arle § x84 F4 (diabetic
syndrome)©] YEIYH A @A Awdy
& 2k BN Fug ACNE 1 F
A& g ARG £ AL AS F}
A7Iv ExY A4E FAATEY R
o] gER A 4ol o9

-5-

o] oy xz Ao N GAN4Yo] Fax
B2 B ZHY22RE ofue] EU5 o
HzAS 289 9% (atrophy) EE7} mx
7b @A™ E0FF (osteoporosis) T &
4 A2 7% (negative nitrogen balance) &
kg

Ch x| ZchAt

Corticosteroid®} A AthAtel] i@ F71x &
ol ha] & dejA Ak RAMZE Cushing
FFTH 2L hypercortism® ¢ X Ao
AEE QN FHA AHE FA2 Qi)
E Sue 4zl polsdddn F
A ZHA o g AT AHME o
& AES (lipolysis) & £3A17]E 2Hgo)
ot & & glucocorticoids& 3713t 3
Av Cushing FFT #2te) ¢ Aol A
BE| o]FE 2t B HAFo] A% A
3ol Yehds §4 E9v (buffalo hump)
b dE Foel Agel FHgo] Yt
(moon face)& YERT olmj Apxe] e
249t °]F Cushing ZF7 &N g
Fol F7kHel 22 A8 insulin FEI S
HE AYAEY AYFAHE FASL AR
HE ARG AR AYHMEI} BAL x
WHEERG insuline] W @ oWy WE
olch.

2l M 2 |

Aldosterone3} #-& mineralocorticoid |
A A BYPo FAo] FaY YL &
% ol E FAE WOARYE AAGeR
A7 glucocorticoid®] 4o LA = B3}
I HEAFAE AAG T2 AS A
A %o #Adez FPHAUT. Mine-
ralocorticoid® 41749 ANH =22 Hghael
A4S 3] AsBy AJo2RE Na* AF
F& F7HAFIA Kol HY o] A #
H & F7HARh

W, BgN, AYeud, B4 F9 e
ZHAAN FAE 8-S derdo ey o)
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2 #JEuy AFFAA Nate AF
9} K*e] 42 alkalosis® Yo7 H X9
Ao H}EQFY Frt2 AXudo] HEojefo

2 olgdrh W2 Vs FAAdE K

2= Aol 35 Nate] wjido] Frtseg
AE Y] AFSre] Hojh 1 An 8
< AEAZREH AXYz ojFHn I
Tl MEEE R 247 gEo MEy
He A3 Fado. MEE hydration® 3
YZFe FojT ¥ olJE H¥RE BPsl
22 HYF &3 (hematocrit) & F7hgch
Na'e] #jHdo] Z7tHe RAe T8 Na* A
571 AAE AHoln Ko wjHo] iy
22 AW 98 32FEF S do
webA F-27)% RHA HAE mineralocorti-
coidstt NaCl& FofstA grow A ¥Eojohz
ol &SR /YIS FA WA ARLA (re-
nal failure) & Zeste] A3 5 Qleh

Mo FaldosteronedF S TGS
oF718m ol 9= whh 2 Haldosteroned F &
¥4 87 HEE opr@h Bl )
©} Al mineralocorticoid®] A3l Az 3lojA
o B3 fEe FAYFRA $49 A4S &
3 RPN AEF LIS Flo] Na*
2AF ARFLE FLeA €

Glucocorticoide EE Ca** tiAle] tig o
FE A8E dedT FHe A, 2HR|
=t oy dEAA e FEIAL Fio
Ca'el &8 wasn v Ao A
e Catel Mg A o EF
€ TS 2o A F c'e AL B2
ANE WP g

op Mg

Desoxycorticosterone> Hxz 450
Addison’d A& AH8d FANY zEgo
24 glucocorticoids e Ad 7R YA
@or] A Aol vIXE YFL aldosteroned
Zoy 1 e ofF nesit

Cortisol2 W] Na* AF 2 K* wjazm
8ol glevt 2 H4-& aldosteroned] Hl& &

50 o}F "ojAth. Cortisol & FAHHo2 T
JSE H'S wjde] F7/t8A oy Na'g
T4 B9 cortisole Na'vl 4 F7HAzIT}
ol AHF A Fg (GFR)E F7HA719 A1 A
=ge] RHE AFE7] gl o A
< aldosterone®l Y} desoxycorticosterone®l 4|
e 8 5t

A z2Eo]l REsU Yoo g
FAHT HE (viscosity) € F7HE™ Ay,
Aol 84 HEe 28 £ U o
b ool ZEE A3 e A4 EA¥UY
Fago] FrhHn 28R YFEF o
ol ov A9 A7lsk AMEFo] FojErh
B2 o] s2go] Huistd ndYH A
FUSE doth n¥YS Yool Fag
Z1de wEA 9A oy Natel o A#
2 Fude B3& doA T YA Fob
Foz Ag Wz A F77 & Ao Hu

i inel 4 ¢ o W P@o]
Fukeg dosle AE & Ay} dgm
3 ADHE #oqJ3cta o}

Corticosteroid®] €&7]o] & F¢ g
dAH oz AQAe Na*e AF 5 mine-
ralocorticoid & ¥te] 7ok LGS A
VA ds FHAFRNZTY T HEY, 9%
A, R HISBF FY AddrtA wag
& fFEsA fch

Corticosteoroid®] 41 @ &A ol thgh FH 9]
2% F82 02 ¥B 854 A U@
"ol AP W3 E FNE Rolg, 2
A7 A3Fe dvrH o2 AYLH norepi-
nephrine® angiotensin 19} 22 VA5 A
-] s BHEAol ZaHe Qi o)y
g gol de #aE H29 glucocorti-
coid7t E#H 9| of=gdAN FEA e Wy
€ FVMIAGE AF2 dyynl d9E 5
Aot oot w2, WYL glucocorticoid
o Bul7h F7kE @AM B & Ao Cu-
shing $FF 89 g Loy @
3 glucocorticoid® X EF #3219 7oA
g & Aok

hol

-6-
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b 2AZ

2729 FPAA 71T RAE A9 4T
9| corticosteroid7t Mo st} ol d FAZL
o AR 7% Fae FA9A S5
Aol ERAQ FFo|vh Addison¥ W& AW
BN o A2FHME Y EG 4
ol ol & 71 7 FaF dAL
E8A 9 71554 (inadequacy) oYt Aa A
By o]l 71A%}. Glucocorticoidt} mi-
neralocorticoid®] #YL& EF 27159 Ao
g 2 ¢k XA laldosteroneBE ] A-¢
24 FH2e t§ mineralocorticoid?]
APAA Agol 7JAFH7] ke ALFE
Foll dxHo g 71AFT) W E glucocorti-
coid® &4+ WA hypercorticism 5] 373t
o] 23 glucocorticoid®] YL ofA7= @
T flE A871Ad st FAZ ek
AL, o) f Y ANE 2HRo=Y 2HF
(steroid myopathy)ol&3ts REHOE Cu-
shing ¥ Bole B9 otn vz
o} Fle] et

AL BFAEA

Corticosteroid¥ T3 AZA o] tiste] A
2l 28 Yehiy] Boe 8e 3HAQ
WYE 53t S vAY F AL /A
ANAY, AN 2T FEE FPHo=
FAANNGER, A AHD s=8 FAS
GEA SHA FFABAC JgE uAA
A e L R R e e
Ao FEY V)5 did B AP T3
AZ3A N g corticosteroid®] 71¥ (mood),
% (behavior), ¥ FEE (brain excitability)
Sol dat] APAA 4L AL Y=
A Ao

FEARAN B pAGA 2o a7
€ 7%, 3%, U345 (EEG) 2 HEEE §
ol Uehm Addison®Bol A R4, 92 &
A5 AVHE B £ den oln cortisol &
Fojstd adHoltt a8y cortisolE WF
Folgd 22 T $¢FL doy =

BAE BAABAR 2o ol Zae
o g2 Aeag.
RPN A AREAS FEEE 27y

3wz, F2h g Yzke) oig 93X (threshold)

€ Yol U Fof T ¥ gAAE
ojgE W @de] Yehbed ol HzAy A
A olFe] Fgolgta B Yok

OfL. #of gl gl==xx

Cushing ¥ FFHe dd7e3F
(polycythemia) @] A o]y} Addison® 'l A
Hole AM2A AFIFA N (normoch-
romic normocytic anemia)°] AF WA Frie
AolA JF5HAE RAAH glucocorticoide &
Ao} sEgzleld AT FBFE F7b
A B 9% 2Age Astdd ¥4
Wde A B & g1ov glucocorticoid®] H Y
oA Azhe HPTo| U 2A7tokd (self-de-
struction) & A1tk

Corticosteroide EI &3 W7o o)
FFE )k Addison® B9 B$ Az
# gz F7hek #de] Uk W Cu-
shing ¥ AYZFIZ T Aotz A9 7+
28 57422 33 ok Glucocorticoid& ¥
g% B3 £ Yo7, AT, 997, 59
7179 B4E 7tAech @d8 39 hydorco-
rtisone FAF ¥ 4AZFel A 6AI1ZH ol
ol E YT F YELLE 70%, G FE
90%9 Za3e B F Atk o1y Ade
24/ E G A& HY g3 FbaA 1A
4ol Boes $x23H AT ARE (se-
guestration) ] A2 yYehdot olge ubyg)
2 glucocorticoide FF2 FEHO Fu|ZF7l9)
CBAZ FE AALY &, YHAYoz
9] demargination®] F718 &8 oty
@7 (polymorphonuclear leukocyte) 8l Z7H5
7tAeoh A9 G EUde F$ glucocorti-
coid®] N2 <Fte FFo| A £
FEA YA glucocorticoids® YZZF, 53|
¥ (thymus) MEE S A7 A ALl A
© F3A 4o
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A S =Ea WM A

Pz o i 283 tEo] corticoste-
roide YZTo WS & WstE opr)s}
224 4% 83 W99 A H8& de
ok dFel g A 282 corticosteroid 7t
ddHo2 e f8dta FYASA AL
d 248 AT ANz oprlE:
oz AW JFFE TAANNY U4
WA Azbae dge Fo AR IgGH IgE
o WaME ¥ 9FE vNA Feoh

olAAR WEF ZE AX WY @A
& (cell-mediated immunity) & =37 93
o glucocorticoid7t AH&HV F4MA 28
S ABAHA AX dAY BN AP
W Fgo] fln 38 HNA wEA e
£ 430ee wA £E oAt

Cortisol® 1 fr=AEe HAMSH, 7143,

o1, 1997

3 = #Q94, 4994 Jg3 LS
A3 Qow dF 2/ FARFE,
A, 2d 2 <+ (tenderness) & AX F &
FAEY, =G 2AEE &3 WA F, 09
3 o)% R fibrin A2 AN, ol
459 dAFE Fuglel dNHoz 4FF
At 3ANSEE g2 4Adyo] oty
71= st Jd @ a3 EEE 2t
47t Ak g 28 9AY Al gluco-
corticoids& F3td o}Fd FFelel AVt
AZHE A9E Uk RANA 5289 §
BEZE Ve M e Bt goy
arachidonic acid #2& AAANA 43¢ o
15 38R prostaglandin, leukotriene 2
thromboxane #4& AN Ude Bax gl
ot
GlucocorticoidE 9% EAZ AMgshe A

HE 1. F8 ¥4 steroid AA o 54 2 &F

R 2 gEd FIF*  FEFAH F& 72T 8% (mg)
Glucocorticoids
SAL &Y
Hydrocortisone (Cortisol, CORTEF) 1 1 1 20
Cortisone (CORTONE) 0.8 0.8 0 25
Prednisone (DELTASONE) 4 0.8 0 5
Prednisolone (DELTA-CORTEF) 4 0.8 4 5
Methylprednisolone (MEDROL) 5 05 5 4
Meprednisone (BETAPAR) 5 0 4
FTEAL A&
Triamcinolone (ARISTOCORT) 5 0 5 4
Paramethasone (HALDRON) 10 0 2
Fluprednisolone (ALPHADROL) 15 0 7 15
BT A&y
Betamethasone (BENISONE) 25 0 10 0.75
Dexamethasone (DECADRON) 25 0 10 0.75
Mineralocorticoids
Fludrocortisone (FLORINEF) 10 125 10 2
Desoxycorticosterone (PERCORTEN) 0 20 0 -

* YATED: Y glycogen F3, FEF, AW ARE 5 glucocorticoids A7
** JESFHAH: Na* $3 ¢ K* W4 5 mineralocorticoids &7}
** 4%, 9¥EY 4 T2%82 hydrocortisone®] A FEE VFoR HEIHRL.
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e Ao AP WHY 4AL 43T F=
RAT GFol A AAE e Aoz
F&8 wu olyet 74 AF ASHE FEB
5ol dhtelth. Glucocorticoide B2
Aste] fise B Azsted AN
)¢ fTHelch Ty 2o AAY B
qolup o] AR WgH e MEAY UHY]
Aol g =2 T I WF F¥E]
o 719 && . Glucocorticoid®] A% 2} A 3§
%} FAFHEL e TR YoM o] F
g RE7F HET 534 A8 A
oz vehtr] mel v HFSA A3
c}.

A 7|EtRE

FAYA Z2EL 4F 2Ed29 R
47 Wgte g AYH L gAFD dA
RAg AAY T R AFE Fo|=
AAgahe A9t ok &otel FosE AX
2go] oAlE® Zv AF (epiphyseal carti-
age)ol t¥ FAgoz o] AAddch

5. B RANN 322 SAUE

Cortisone®] FFFAZA A& AHE HA
W F2E WANA $9FaHIt Fea e
24 53 A datdle 8 9EE vA
de AZE 2o FAHL UH(E D.
YEHA 24g JHAL e RE FAAE
S 28 G ketoneZl¢t Cis®l 01T 2SS
A Ytk Steroid®] F2E WaAIIW F
e, Sl A, A il R FEY Aol
2ehAc (29 1 =),

Predni 1+ prednisolone®l A} Zo] C
~01 ©1F2¥& =3 glucocorticoid A7
7} cortisolol ®]&) s5uivt F7t€ch B ringel
6-methylation f =4 GHF AT L Na* A
f5ol S7tdch =& 9a AN} 2 (P77
A¢sd ZE FRgo] FaA ved. C
ring®] C, ol Ata9 EAe FHFAAY glu-

cocorticoid EE Yelled B4 Hon D
ring®] Ci®l methyl”|7t Z2%3td Na* AF
A7 QoA
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