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Abstract : The studies were carried out to investigate the changes in the activities of glucose,
ALT, ALP, GGT, cholesterol, T;, and cortisol among the serum when the dogs were administered
the prednisolone acetate. The experiments were designed to 3 groups and twenty-four dogs were
randomly assigned to 3 groups of 8 dogs each. In groups [, each dog was injected 1mg of
prednisolone acetate/kg/day for 14 days, intramuscularly. In groupsIl, 10mg of prednisolone
acetate/kg/day for 14 days. And in the control group, 0.1ml of saline daily for 14 days. The results
were summarized as follows:

1. In group [,II and control, mean serum glucose activities remained in the normal range
during the study.

2. In group 1, mean serum alanine aminotransferase(ALT) activities slowly increased until
day 3, then reached the maximum(317IU/) until day 21, and then decreased in 32.3IU/1 until
day 40(p<0.005). In group I, reached the maximum(184IU/) until day 3 and gradually
decreased in 1401U/1 until day 54(p<0.001).

3. In group 1, mean serum alkaline phosphatase(ALP) activities reached the maximum
(786IU/) until day 12 and gradually decreased in 1531U/ until day 47(p<0.001). In group I,
reached the maximum(381IU/l) until day 24 and rapidly decreased in the range of control until
day 33.

4. In group I, mean serum GGT activities reached the maximum(29.31U/1) until day 12, and
slowly decreased in the range of control until day 47(p<0.005). In group I, reached the

Address reprint to Dr. Byung-hyun Chung, Department of Veterinary Medicine, College of Animal Husbandry, Kon-Kuk
University, 93-1, Mojin-Dong, Kwangjin-Gu, Seoul, 143-701, Republic of Korea.

- 221 -



maximun(102IU/1) until day 54(p<0.005).

5. Mean serum cholesterol activities of group [ decreased than those of control(p<0.05). In

group II, decreased than those of control(p<0.05).

6. In group 1,

mean serum T; activities reached the maximum(32.8ng/dl) until day 12 and

increased in the range of control until day 21(p<0.05). In group 1, gradually decreased in 25.
1ng/dl until day 12, then decreased under the level of 25ng/dl from day 15 to day 40, and then
gradually increased but remained under the range of control(p<0.001).

7. In group I,

mean serum cortisol activities slowly decreased and reached the minimum(0.

4pg/dl) until day 18(p<0.001), and then increased in the range of control until day 47. In group
I, rapidly increased and reached the maximum(22.1pg/dl) until day 12(p<0.05), but decresed to

the minimum(0.64pg/dl) until day 40, and then increased in the range of control until day 47.

Key words : corticosteroids, prednisolone acetate, blood chemistry, dog.
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Table 1. Experimental reagents, methods and instruments

Items Reagents Methods Instruments
Glucose(Glu) GLU(Young-yun, Japan) 'GOD ‘ Automatic bichromatic clinic
] . analizer( HITACHI-7150,
Alanine aminotransferase(ALT) | GPT(Kuk-dong, Japan) : SSCC(Rate-Assay) Japan)
Alkaline phosphatase(ALP) ALP(Kuk-je, Japan) GSCC(Bessey-Lowary)

y-glutamyl tranferase(GGT) y-GTP(Kuk-dong, Japan) L-y-glutamyl-P-nitroanilide
Cholesterol(Chol) T-CHO(Young-yun, Japan} | COD

: i ,
Triiodothyronine(Ts) MAGIC T, RIA Kit RIA | Gamma counting systems

(CIBA-CORNING, USA)

Amerlex cortisol RIA Kit

Cortisol (KODAK,USA)

| (Cobra RIA/QC-5005,
| PACKARD INSTRUMENT
' Co. USA)

4 679 8ALE 5F R AU ZRH 7Y€ 6~127)
4% 32 B3RS 4d2E T3 167, 4R 8F
2 F UTE AU, AYINNF FTAFTL 4.5k
(kg~Tkg)ol ATH FAIFES A4HQ 229 J4ge
Y 2o AZE AN Adsd FAYR gz
T3 17 R 27 oR 74zt 854 wjAE At A ¥zt
< 1995 8d~10¥7EA o] o1 Zho] BALU o A HhA}
5t AlRe A4 nPARY FHIEAEY =
aaR4E A A dAHHE AT HAAHE
AHA 10AZHE Adstae AfF24 A7

SAUE : FAEY FEL prednisolone acetate 2 A
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o A450] A= (HBEY 2EFAAE AESHATT

So oA 2R e AP YT FA
of 9% stressE F7] At AHFE 0.1mlkge]
$3¢ 19 Fgoz e 19 282 tirel 12413
BAOE UG BRFAHQL ALE 859 e
At $93(ELU7) 129 4984 L0mgked)
§3, A2E e 4YHA AFARE Fuar] Yool
9% £39 104 1omghes] $¥ 27D AP
PEEEE EETLY

AR HE 1042 BN Fofl HHFAL, A
e AP 39 A el AYAA
¥ U AE 3Y 4o s fHsH o, 309
o] FFH APFTRAMA 1FY FHoR AU
A g4 Zul2 3000pmo 2 1087 Y4 E-87)
2 837 £t 2002 YERBF 39 oo A
Abat gl

BASEY HYMC : FAFEY AZAHE &9
at7] At AgHAA 157U §48 At o83
ZAFE AAstg o o] 717HEQE 28] AL AFHslq)
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tisole] A FE HAAh #H71E L Kaneko™ 9
W AE B2t A7) & &3t AL AL
E BAsh
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2
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of AEAANYA 383 48 FY prednisolone 2 Ff 5}
71 AAY d48 A5t A glucose, ALT, ALP,
GGT, cholesterol, T, 2Z1 cortisol& ZAIS AFe
Table 20| A} B+ u}o} o},

Glucose &4 & B F 854+ 1.6mg/dl, ALT 84L& 24+
7.2 TUA, ALPE 187+ 54[UA, 18] 11 GGTE 3.55+1.476
IUNZE Yoo cholesterol®] E41& 138.7+27.95mg/
dl, T;&= 89.4117.8ng/dl, cortisol - 2.71+0.88pg/dIZ t}E}
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Table 2. Comparison Kaneko's range with 24 experimental dogs' before treatment of prednisolone

Items Mean (normal range for 2SD) Min-Max Kaneko's range*
Glu(mg/d}) 85.4(73.8 - 97) 69 - 109 65 - 118
ALT(U/) 24(16.8 - 31.2) 162 - 37 21 - 102
ALP(U/) 187(133 - 241) 112 - 275 20 - 156
GGT(U/1) 3.55(2.08 - 5.02) 085 -53 12 - 64
Chol(mg/dl) 138.7(110.8 - 166.7) 106 - 181 135 - 270
Ti(ng/dl) 89.4(71.6 - 107.2) 62.8 - 126 82 - 138
Cortisol(pg/dl) 2.71(1.83 - 3.59) 141 - 398 0.96 - 6.81

* From Kaneko 1135

Table 3. Mean values of serum Glucose, ALT, ALP, GGT, Cholesterol, T;, and Cortisol activities of control and prednisolone-

treated dogs
Item Glucose ALT ALP GGT Cholesterol T, Cortisol
(mg/dl) (o o wn) (mg/dl) (ng/dD) (ng/dl)
Control 86.7+3.5 248479  1309+28.0 489+2.1 189662  101.7+4.6 2.40+0.60
Group | 855+8.2  114.0+882" 387.4+2049™" 16441027 1714+238" 814+329°  117+0.64"
Group I 85.5+156 104.0+52.2° 1689+93.3°  38.0+347" 15744407  318+105""° 7.01+6.84™

Values are mean+S.D for 12 samplings.

Significantly different from control : * p<0.05, ** p<0.005, *** p<0.001
Significantly different from group | : * p<0.005, ® p<0.001, € p<0.01

1) Glucose : 2 g 717t 5 o] i ZF 9 glucose ¥t A

= 86.7+3.5mg/dlo] gl om, A1FL 85.5+8.2mg/dio]
o dz7d HLERAE o FYA7 AT A2l
X9 A 85.5x156mgdlojn], FAFA] F 7YY
X9l 116mg/dlE YERRZ oY 109 AFHE AdF
zog HEHT. 22y 7R 9 AL Kaneko™ 9
FuEgd THHE Ro2M hz ol H)sto] fo4
| gl R 02 ey Th(Table 3, Fig 1),
2) Alanine aminotransferase(ALT, GPT) : 487 7t%
of hRFY ALT HFa|E 24.8+£79IU/0)Y on, tf
Zo vlg A1ZAAE 114.0+£8820UN2 433 #9
A o] UEFEO 9 (p<0.005), A2F-& 104.0+52.21U02 4
259 F948& HHrHp<0.001)(Table 3).

Fig 20| M Biute} go] A1FoM e T 12947
2 M A3 Frteks) AFa Ao, FAAHA 19 o] F 4
B 323% 718 Yedo] 7dA = 31TUNRAN A1
9 F7MFE g YA, JEL FoAFAF 1087
BE A &ste 269 Ao 323IUNEAN HEZ HHd
b fAE HEE UehlAT AT oA E Fo3
Aol & 1831001 o} Fof 3U A& 184IUAS 57

o3

re

BN

g F7hE el on, 5o 64 RE 238 MAF
Zaso RAZEAdE d2T WY d 2HT 52001
74 oAt 12l g Fofzt FUEHUARE Al A
A3 F7rste AEFE YU 4G A7 & 1401U19] F
brES dElA B8 A2Fe AlEs v wsd
Eo 9URNE T2 1098714 23] AstE 4
HE Yebdth

3) Alkaline phosphatase(ALP) : A& 7|7+ E ¢t gz
FolA 83 ALP B A& 130.9+28.01U/M0| L 12, A 17
ol K& 387.4+2049IUNZ )2 7ol vl8] nE S94
& 2900 (p<0.001), A2FL 168.9+933IUNE =7
of "lg foAde] gl A2 eyt th(Table 3).

Fig 3oj4 Heutel o] AlFee FAYRE F
A3 F7hE7] A &ste Ro 1294 786IUN 2 1
FEOZ FNGAUD. A2TAME FALEH 239
A3kE 7] At FoAA] 194 A2 FH Y
FHAA 9 129U FR AsHE 6751018 HAFE
& JET 2 $2 5 F7HE7) Al3Ete £33
10944 38UUAS] F7HE YENS Y ThA] A 3tE 7]
At 199 Ao tix=F AW 88t
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Fig 1. Mean serum glucose activities of the control and pred-

nisolone-treated dogs during the 54-day study.
Control : ¢+ — « (n=8)
Group | : a—a(n=8), a—a(n=7), a -~ — a(n=6)
Group I : »—»(n=8), *—«(n=6), » - - - »(n=3),
.o a(n=2)
The number of experimental dogs, ‘n’, indicates living dogs.
: Normal range that was determined by the 24 experimental
dogs' glucose level before treatment of prednisolone
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Fig 3. Mean serum ALP activities of the control and pred-
nisolone-treated dogs during the 54-day study.
Control : + — + (n=8)
Group | : a—a(n=8), s—a(n=7), » — - — a(n=6)
Group I : »—=(n=8), «—=(n=6), = - - ~ «(n=3),
. oa(n=2)
The number of experimental dogs, 'n', indicates living dogs.
: Normal range that was determined by the 24 experimental
dogs' ALP level before treatment of prednisolone
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Fig 2. Mean serum ALT activities of the control and pred-
nisolone-treated dogs during the 54-day study.
Control : + — « (n=8)
Group | : a—4(n=8), a—4(n=7), a — - — a(n=6)
Group I : »—=«(n=8), »—=(n=6), = - - - »(n=3),
v a(n=2)
The number of experimental dogs, 'n', indicates living dogs.
: Normal range that was determined by the 24 experimental
dogs' ALT level before treatment of prednisolone
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Fig 4. Mean serum GGT activities of the control and pred-
nisolone-treated dogs during the 54-day study.
Contro] : *+—+ (n=8)
Group | : a—a(n=8), a—a(n=7), » — - — a(n=6)
Group I : »—+«(n=8), «—=(n=6), « - - — +(n=3),
- ea(n=2)
The number of experimental dogs, 'n', indicates living dogs.
: Normal range that was determined by the 24 experimental
dogs' GGT level before treatment of prednisolone
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Fig 5. Mean serum cholesterol activities of the control and pred-
nisolone-treated dogs during the 54-day study.
Control : *» — ¢ (n=8)
Group | : a—a(n=8), a—a(n=7), a — - — 4(n=6)
Group I : =—=(n=8), =—=(n=6), = - - — «(n=3),
.- a(n=2)
The number of experimental dogs, 'n', indicates living dogs.
: Normal range that was determined by the 24 experimental
dogs' cholesterol level before treatment of prednisolone

4) y-Glutamy! transpeptidase(GGT) : A% 7]7+% Sk
h2F GOT HFAE 489+21UA0 LT, ALZAME
164 102UNZ A 2Tl v 438 FI4S BRAL
o (p<0.005), A2 M & T3 380+34TUIZA 2
H) w3te] A f9l4d o] LERRTHp<0.005) (Table 3).

Fig 494 BiEuisl o] AlFoM e FoiguMy
B 8% GGT #&0| F757] Al&3stad Fo 12976
QA TdANA 27 BEAY AT gt
Z7HEEI AEHAT 1 o] F 2 MAF] A ET] Al
ZHato] £ 2] 33U R ol 34IUAZA d2T Y= 3
B

A2 ME FFFEARZ A 27)9 F43 FrtdE
2] FAUEEH FARA AR AlTRG H L
Foll A 4t F7HYEH7E A4 EHAS 28y FAAA
YRR AlFEd 4 & 4% Z7HE JERyY)
A, AFFRAQ S4YA 2T HA 9] 254
Ao gy 1200019 F74ES dES Y

5) Cholesterol : A& 7]7H 5t tlz2F 9] cholesterol
HFLE 189.6+62mgdie] G on, Ml1FdAE 1714+
238mg/dig gz HlE Fd4S ¥ 0m(p<0.05),

140

120 AL A

100 (&»/MK

60 —

T3(ng/dl)

40 el
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[¢] T T T T T T T
3691215182124 33 40
Treatment ! Days

T T
47 b4

Fig 6. Mean serum T3 activities of the control and prednisolone-
treated dogs during the 54-day study.
Control : « — ¢ (n=8)
Group | : a—a(n=8), a—a(n=7), 4 — - — a(n=6)
Group I : =—=(n=8), =—=(n=6), = - - — = (n=3),
e o -(n=2)
The number of experimental dogs, 'n', indicates living dogs.
O : under the level of 25ng/dl
: Normal range that was determined by the 24 experimental
dogs' T3 level before treatment of prednisolone

A27o) Ao HFe 157.4+40.Tmg/dlE 2T B
F oA o] e th(p<0.05, Table 3).

Fig 5914 HiEutsh o] AlFoME Fo 3d
Eoj A A 9] 145mg/dlRth 28 B £2l 229mg/dle] Z7}+E
YEPRA oW, HA raFo T84 18 o FH A
Q) 139mg/diE YERSITE 25 TA] A A3 F7}5 o
Hzee HAFTHEAG 7k AER FAHAT
A2l M E FA A E 106mgdle] oy £ 3Y
Aoz 21lmgdl2 F7HE A7} o] 3 A X3 A 8En
2 Eggle] fAHUG 1F2 FAq4BA 199H
29mgdlE H 9] FALES YeEAU Y TA] A
Ho] 4YFE U 4dAd e 5o AAdee 253
A vebsoh

6) Triiodothyronine(T,) : thE 79 AAA€71749 T,
L 101.7+4.6ng/dlo) o, th=Fo] vl & #1Fo)E
814+ 329g/dl2 §94 AA e O (p<0.05), A
279 E AANYE 202 31.8+10.5ng/dlE th2
wofl H# 2= f9f A4 o] e Thp<0.001) (Table 3).

Fig 6041 2i=ulg} o] A1Fo| M Fof 3AAY-H
3238 AalEo] Fof 12U 328ng/dlR A A
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Fig 7. Mean serum cortisol activities of the control and pred-

nisolone-treated dogs during the 54-day study.

Control : « — » (n=8)

Group | : a—a(n=8), a—a(n=7), a — - — 2(n=6)

Group I : =—=(n=8), =—=(n=6), = — - ~ = (n=3),

= oea(n=2)

The number of experimental dogs, 'n, indicates living dogs.

: Normal range that was determined by the 24 ex-
perimental dogs' cortisol level before treatment of pred-
nisolone

& YA, £471 98 FRHE oA 743
o FAGA T4 110ng/dlE JeRH o 2T H7y
A2 EHUT AT E Fo 3] A1FRY
O& % £ 375gd2 F243] Astste F94RA)
F 19458 269714 25ng/dl o] ste] A= vEldte
o, F X BYHRY A F7kslr)E g gAl g nkx
YA E AU FEOE B 2ok

7) Cortisol : th =7 9] HA A¥7)7+9 cortisol H F&
240+0.60pg/dlo]®, dhzFo] W& A1EL 1.17+0.
64pg/dlz =9 Tl Aol EFYEO B (p<0.001), A)2F
2 7.01+684ug/dlZ tZFo) W& o] Qe Ao
Z et th(p<0.05) (Table 3).

Fig 7|4 H=uhe} 2o] A1Fo A= Fog FHE
XA 3] AeeE 7] Alztete] AR 4d R o = 04pg/dl
€ YEUAoH, 2F A ZrHo] Fo4% 33U5
of 197pg/idl2 2T AW BT A2TAA
E FAERH Al w2 F33) 37197 A%
3l Fo 12989 22.1pg/dlE 3] 145 S U
AT T4 19ARE = 435 7] Agtste] 269
A 0.64pg/dle] 2& +3 & Yl ¥, A F7t5lo] B

47 BYA 2z HF YHHE FREHYT

I &

BASEL J|EYY 4% - A4AY gdsety ¢
HAas BAAY 5 B8 IdTHEaE Kaneko®,
Lowseth et al®® 1231 Allen e al”” S o4 B 5%
o, Azt whet AE Ao thajA tha zholst g
et o] el B3t Duncan} Prasse™ = NP FE 4
27, 284y 2 BA47707) a2y i Haby
A7 23td £ Atk S mEM B Ageae
Kaneko”9] 818 #1872 sglon, 243 vjmd
O 29 1748 #H7Eol B 489 AREL ¥
da glenz FAFERAM WY Aoz By
.
Qe et Big .

1) Glucose : Glucocorticoids= &3} 2l z2.9 A
Hgte] & Aitshe AL A4 woFe
& %8 ¥3¢ ¥UTY. Prednisolone FJ359] glucose
#Ao) gt} 2% Dillon er al”o] 2% o)A glucose
4L oY) F7HE BAA G 2Ty Yol 2857
e & A7AdY dAFez & dxgm Yk
4FEL A TAH R Fod $EF &5 prednisone
Aoz A e glucose toleranceE W 3}HA| 9
A 253 tHe Mooredt Hoenig®] ¥ m9lT 2 43}
At

2) Alanine aminotransferase(ALT, GPT) : ALTE= 7o
M AR HAY AET d5e AP0z ALHE
HEA3 fEZEeole] Eholn® FA4 Fo
& 42 A glucocorticoid2 X 2 7oA 7HH Eof 9]
& ALT AA37b7h 71d s o, ALT @9ae F7171
glucocorticoids Fof Fof] ZFAE Ul FHHYD”. &
§ ALTE 7ol A 7+a 8o} 5o &3 cytosol ZAEA
o|F o] FIhe dF ol FA N dojd AT o 71
HE 534 wste] AnE Jdojdng®. g3 ALT 84
9 £44Q F7he BHAEY cytosol ZHEH ALTY] w2
BEd g AEZH R4 7t T ErpdFa
A X &4 o) Fofl YENE ¢ gka dQo.

metA A1ZolM TR 19HRE Y T4 27}
g £ TR vehd S EHE XA
TAXY T3] Hsle 42 ¥ ALT 3715 91|

ki
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e 222 AlgEr}. 2mgo) prednisolone acetate7} 144
TR E AN 4L 2T Y 2680 Dol F
7hE YERIR, 28U7 FoE A E 149HRY
FHaA F7H57] AAste] AEF5YY 8Y A=
dzze AR 23t F45ES YeEhdoa
B8 Dillon”9} 4¢3} vlas) 2 of A2 x84
=

1497t prednisone(d4mg/kg)e] FAE o)A
ALT 842 394 FuaA F7t5o 12944 73
Ao 100 Date Hu FHYEHE HERR T, 569
Ao 71EA S 37 HAAH o2 A5 Athn e Ba-
dylaks} Van Vieet’s} ¥ 59] w2} 343 2712 704
H 2TdXE TG e 183MUN0R LY Fd 39
Ao FoAHnc 108 date FAY 2718 g
d AL FFRAZ A FAF AT &47 74
o £33y HEd g Aoz 44H0, o 6UH
FH 388 MAE gaHo RodZFgsde gz
By g 2HSA ok 2 £
7 FRHBRARE O] MM E Frhso] A¥EEYQY
S44AAA E 140IUNS F7142-E Yehfon oA
& RFFAE I A4 H glucocorticoid A 9 FL FE
of B& ALT 445 7}e) 9@ Ao Az et £8 A
232 A1zl vE Fo 9ARE FAA) 10U H7}
A 288 Aste AHE dEon, oA A2HE
TAEY FHAT HAdE 78 ALTY A4 o]
%7124 o]Fd AHdE 4 gt Strombeck™e] B
g Z& A E HeERAS

3) Alkaline phosphatase(ALP) : ALP= o2 79 iso-
enzymess 7}XE FFEHEALEA, A FHAN 7
W 47]9 isoenzymeS L =, 71, glucocorticoids &4
A 2 dHAA G NYE 7HA & isoenzyme o B B E
Ht}®. Glucocorticoid-induced isoenzyme QJAHH 0 & A
BAA Ao A & ALP &49] 15% ol8t= 75
YA, FAHA7 5825 E 7R E M=  ALP
849 Had 85%E 328 5 ™. Glucocorticoid &
o] o] ALP isoenzyme Z7}A )2 7ho] o] AJAbs]of
Ae A0 BAX U™ o2] g 83 ALP 84 27}
= FEH0E Ee 43 f2d isoenzymeol] oty
Domer ef af*o] ¥ 18t}

2hA Al A 12YA 0 d2F FFA o eujo] &
3 $7H8 Uehd & prednisolone £ 2 Q1 glu-

cocorticoid-induced isoenzymedl] 23 710 2 o A}, Ba-
dylak#} Van Vieet's) 2 1o 23}% 143} prednisone(d.
4mghkg)s FE oA EH ALP AL EogUA
#A3] F7457] ARt FAHRE 209 A 1) E
9 64ulol] Fate F7HAEHE YE T ST 1
L} Moore ef af’& 4% %3} prednisone(0.55mg/kg)e] Sof =
ALP9] glucocorticoid-induced isoenzyme Ao M ZFrish
7HEHE JEh A gttt B syt o2l d Aol
Fo9 € glucocorticoid FEL} &8 L 7hH 9 9So) u}
Aol 2 ALE g

Glucocorticoids ool )3+ &3 ALP @A A= o2
e A RnE AR N 5L ¥y
A7} vebd i Badylak Van Vieet's] ¥ mol| upg} 1)
FFAZ 3 NA=EHAYE ATHE G 9
XY F7HEH S 22 gzl ue) 2 Wast y
EhbA] g gtth E3 AT M E A1 vl 239
gz 2Hse Fe& €3 ALP %02 Uy 2
I Fof 9UMANN FHH 1972 AapieE F
E2 U AR 902 7)o g A7t oS Ay
d3a7t ldx Als 9t}

4) y-Glutamy! transpeptidase(GGT) : y-glutamyl tran-
speptidase(y-glutamy! transferase)= A £ 2HE 3], HE AT
H)3 AFE cytosol SN WAYE FAZAC B
S A7NER o] AAE FHsA T BF GGT g4 & A
o hFE TelA AHEHMY, o) P GGTE 744
Fo 434 2548 9 SuA Y BAAAR Y
of 91218 Ith. Schulster er a**= glucocorticoids® 7
M X 2] microsomal oxidase ¥ A& 232X 744 A
S 2 glucocorticoid o o]Fo] HHY GGT A =717}
dojdttn B35tk Rogerseh Ruebner:= 7o) A
corticosteroids X 27} 8 & GGT %9 Z71& /ALl
I H.adact

oL BIE EYR s B TN A1ZAA
Fo RYREH FAHRA 7947 FoHHe A& e
prednisolone o4 2 <18 7}+9] microsomal oxidase %] A &}
ol g Roz Algdh o] AL 14U 7} prednisone(4.
4mgkg)o] FoAH oA Y GGT AL 5 6UA
of 378 F7tHol FAHXE 15U R h2E HF
Ao 30 gahe HuAo) £2EYD, 1% Q27
B MAEZ JNE AdHUDn 21§ Ba
dylak3} Van Vieet's] &3 ]z o, 2 dFo|A A

rt e oly
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17e 2t e Hu 37ieed S E4gE 5o,
A2ES 2o =A 1371 FE4HE YT
ol# & 2ol FH glucocorticoid Fe)st £%F 2 7|
Ao B o2 AlgHH 99 EuAg A=
Z A8k glh
A2roMe FFREAR A 279 48 St
28 FAYRH FAAA 4dA7A AT @
FEle] g Frpvh ASEHGew, o RS A
gohgt R AME 22 Xegch 2Ev 4 2AdAF
B AIFET 88 5L F7HE U] AFstd B9
HAF YR iz B9 25u] Eate 120U/
19] Z7A4EE YEhdth oJAE 1YFY¢ dex-
amethasone phosphate(3mg/kg IV)7} Fo 8 7oA &3
GGT A& 5o 6dA7AE & Aelglo] A PHT7L
Fo TYNH 433 F5H7 ARs AEFEYQ
YA E dE=FY 108 st FHEHE BA
t}= Devono$} Prasse™e] B 1o} o] AL v)&g Aa
£ Yerdz o

5) Cholesterol : Cholesterol & A ¥ 2§ FAsE 3
HEo 2 A GEAT YWAA steroids®] AFAZA 22
£33 tigt glucocorticoids AHF .2 A cholesterol &
Aol F7Hd o, 494 FAGAI s #NFE A
Aol £F A4 5 o]t} Methylprednisolone acetateE
2ostd A¥3 Young et al®e oA FAF S
24 7+& cholesterole] =4 Vet ov 232 AAHS
2 Yehdoin Buste & A4 A% Ao
2 dx¥ Ro=2 Byl Predinisolone F4F A
cholesterol 4& B8 Dillon er al® & 27])o| & Wiz
Fol s gty FEEHE EIJAT 1FE2 che
lesterol &4l glo] F8.F Wt YEhA Rt
e o8 A 2 A¥y A A dAE
Aoz AlZ "t Prednisolone?] Fofx7]¢] cholesterol
o AAGA A5S cholesterold] A steroids= 2] A §
& 2 A 71& ACTHY 4 & o] prednisolone o] 2 918
4 feed-back 7)Ao o3 A3 Eo], HEsA] g2
cholesterolo] A& 0.2 Fo) FA HEe AAH Hyol
2 Ats

6) Triiodothyronine(T,) : Corticosteroids F o 3o 74
A 32EFE A dg 7t UE HELEA
Gamstedt et al**& corticosteroids £ o] F o= gAg]
G F712 R 328y FAd g JHEHE

ro rir

7R S ttE A3 corticosteroidsol] 3 HFUY TEEC
FEI FNHHER AHAOR ALY $2RFEEY A
7t Q& Adn Badn. E ohE HHEE g
Aoz Ree 43 HEANL UE T U2, o
AL o & JAAA FAA7IEEA A e
e YgdE Aolt”. Burr er aP’E glucocorticoids7}
E3) 22 B9 A 5.deiodinaseZ o A8t T, oA T, 2
HES ZaAA PN 3228 A zida Bas)
%t

el A glucocorticoids FoJ & Q1&g A AN T2E
49 I Ao tfste] B33 Kemppainen et al’ 3
Woltz et alP9] A% A3}l vlmstd 2 4g3 gz
A A H I3 9l on, Morre ef alP0) 13 prednisone ]
FAF £F FTFH Foo g H T, §4A%}E
£ AY AT Ao} FAHA et

Prednisolone$ HHFF T A2FA = A1z H3)
o A3Fel7t B 3A Jdedon g5 £3 FoF
A 7dHd 2T HAWE Fol AT Hdd A
HEEYNA S-F IEA4YE YA R ol
722 glucocorticoids?} T, A T;2 AFL AaA e
Burr et aP?9] B39 Abghal Ao A H4A 75 gE
glucocorticoids®] &&= FHLHF, FARHE, TV
P Rz ef 53 Hejo} A= ojFrhE Woltz et
al’?) R F3¥ ¢, & A3 3450 g2 14
Mo 71F5A0 A&d F3 Ao Agdrh

7) Cortisol : Cortisol(hydrocortisol} & 742 2213 A of
A BulgE F8% glucocorticoidso] T} Hoenig®} Fer-
guson”' & 9]91A4 glucocorticoids7} Cortisol9] 248 o
ke A 3402 ACTH HE A3t 4 Al
329} M8t Ao] tha negative feedback mechanism©.
2 A48 Ha oA FANAY A5 Ag g A
A HENEFE oA F 224 WA cortisold] &
Ae AAetz 23dgth. Belinger's FUFA
steroidsE A7|7t BEoutEs x50l 994 steroidse]
A28 Fod e A7) v £49 steroidsE F
AgE G50 fA7] 2EHYAE WS WEHY, T
%, 94, A B) o 225 RSG5
Ao AHE Jedcy En3td.

£ A8 A1F A= 5o FHE AA38 AstE 7] A
At ed A B uet oyt AIFEE ne-
gative feedback mechanisme] E 3o} PR~ FFFZ|
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o e =AFI o8 Ro2 AlZ ¥}, Prednisolone
acetateZ Fd3lod HA cortisol FAH3lel B B A
# A 7 Hoenigs Ferguson' 9] A3} A2 FALg ¥
3H& ety AT

Scotts} Greene™e glucocorticoidsy} ¥ & H WY
oA LZo A77t F4E 1w glucocorticoids 7 & =2
A% A& F e 234 JAAFE] dojuH, 19
oz A 2Agy N5 1493 75A5Y
335 Jegdon g

B Age 83 FAFU AM2FAA 2714 F7H4
HE Rojrir oA AH3tE AL RAFAR 5o o
2 9 Aoty ¥ g 22490 A E LE
d& F471 A&HE e AR 750 &
A 57} cortisold] negative feedback mechanism %
AN A9 75 A 9 cortisol A o] ThAl A
33 Aoz Al

Fu2 AYNNF ALTA 20187}, A2EdAME
6ntel 7} HAlet g = o] AL prednisoloned] #7] 5o
W gEEoo] o AT YAl AT A3t
e Roz AlgHY o R e g A7) o
of ¥ Aoz AZdr.

=2

[

E

oA prednisolone ¥ 2 913 ¥ glucose, ALT,
ALP, GGT, cholesterol, T;, “18] i cortisol 84] &} H3}4
g2 7987 A5t Ads dge g 2o

1 B7EH glicose A& 2T H&f F58 ¢
3 ZUg A7t JehubA st

2. 5783 ALTEA L AT E FAIRE MM
& Z7tHo] FodAA 7 317UAR H 1A E e
o EdAR 269# o 323012 d2T Hed
A A A 3HE 9 tHp<0.005). A2 E Fo 3L A
184102 2 & el D FQ5do] 9§ 35L&
AAE et APFE Y 54 Ao 140[UNZA of
z2FZ Y92 B4 ¢%rhp<0.001).

3. BT EA ALP 42 Fo 12944 T86IU/NZ F
19 FAEES JEAR o] $2 AeE7| AlFet
a BEdZA 339Ad 1S3UIE Q27 P9 3By
Athp<0.001). F2FolME FAHHAMELE 033 of
7+e) AdE Roltrt A Frtse FoFA] 1094

o 381UUAE {1 F7H4 & Yehiit 28 & F
A2 1997 2T HAZY WE HEHHE Y
o izl vl A% HehE e A Rkt

4. G783 GGT AL A 17 A Fof 1259 29.
3N #Hu9 F/heE€ YEdL O £ AMAE
AstE 7] A&t B g A 33U A gj2d HHAWR
3 2 59 21 (p<0.005), A2FAME F9 AFEH Z
7t5 7] AlFstd APER A s4d Ao 102012 H 1
A& Y ERY U Th(p<0.005).

5. H 738 A cholesterol A& A1 A] hZFd v
& ok AsE B on(p<0.05), A2TAME 2T
o dl8) AatE B (p<0.05).

6. A ¥A T,9 &4& gz vgte a1z
e 2AQAQRE AstEo] 12489 328ng/dlE A
A& YR, FAHA 1A 2 WA 35
5 A th(p<0.05). A2l M= FAMAdFE G243 A
g0 T 1d#5E 264 A 74 25ng/dl o] 8}
Yol siglem 232 MM3 FHYY 48FE
A7HA) gz HHolshE A 8k th(p<0.001).

7. 37 YA corisol BAL DTl wa AlFoA
Ed3 Mr3] As}Eo] FH2) 4 A 0.4pg/dlE 3
ALEE Yeiien, 1% Frtsle] FoFx 339
Aol 2T HHUHRE 35 Ath(p<0.001). A2 A
gz Hi& 59 AFRH 435 dostd 7o
1294 2.pgdlz Hne F74EE Yoy, &
AR 19ARE A3tEo] FAHA| 264 H el 0.64pg/
dig) HA5EE Jebd ¥ FAH FAAA 33U A
27 PR 3 E 5 chp<0.05).
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