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27y DHEAE F+§ T(7D+IDH), 3¥7r DHEA
Fo] Fo] 747t dexamethasoneE Fo{F F(3DH
+7D),  3¥7r  dexamethasore T Fe 427
dexamethasone® DHEAZ B4 T3k Z(3D+
AODHYS] AEAEA Y AF pre-wid SHEA A
HAE AF(post-wt)2 <Table 1>+ 2= vkt 2ok

Prewt= C%, 7DF, <7DDHE, 7D+3DHE,
3DH+TDE, 3JDHDDHZEZE] 43 #el7r g5l
T} 7D, 70DH TD+IDHTY post-wite  pre-wtel
Hla  foEA ASESERE0001,  IDHADTEY
post-wt® pre-wte] WlS| F2@ S eyl
o= 0160,

SOH+7DE,  3D+4DDHTY post-wid 7D
Hs)  FHEEA SEREFELp0008 TD+DHT Y
post-wt= DR M| #4E A
(016).

<Table 1= Pre and post weight of C, 7D, YDDH, 7D+30H, 30H+70, and 30+400CH groups

[re—wt. post—wrL.
C {n & A9 £ 587G HBan £ TR
gin] {n o 21510 £ 5040 17232 + 295"
7OOH in 5 21540 + 203 18562 £11 96+ @
TO+30H {n & 21080 £1108 15314 + 557+
JOH+TD {n 5 T H0 £15.26 1848 + 50400 @
FD+0DH {n 5 0920 + 745 2600 + 5508@

Values ate rmean *SDg} 1y nrnber of animels
Pre—wt; hody weight at the start of experiment
C ocrtrel

Post—wt.; body welght before rrmscle dissection
70 dexarmethasone treatment for 7 days

TOOH; DHEA adidnistration during dexamethasone treatroent for 7 days

TO+IDH, DHEA adrmirdstration for 3 days after dexamethasone treatment for 7 days

ADHFD; dexarmethasone treatrment for 7 days after DHEA adrinistration for 3 days

0HODH, DHEA adrrinistration during dexarmethasone treatrnent for 4 days after dewarnethasone

treatrnent for 3 days

+ Significently different from pre—wi. valoelP<001) °Significantly different from pre-wit. value(P<005)

# Slgnificently different from 70 aroup{P<005)
@ Significently different fram TDH+EDH gronp(P<0.05)

~ Sigpificantly different from C aroup{P<005)
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FEE e Hp-0008  IDrLDHTY  post- DHEAS T3 Al7]d w2} o] F22 FEIgew
wis CZY post-wi®h #% Aol g HeZ 3 A Ha 2R
B Typel 5% 7S FA= o) T 45
Aol7d glsien} JDHADEY FRAwE A7 W
2. DHEAZ| H0dAZ|7} Dexamethasone A2 =< HlE FYE SRR OP-0008. FREP 2
Al Type |, I ZE22AI At 22A0 0A 25 A relative welghtls ol T2 #2082
= Y=fF o2 JERSLEHP-0004)  TD+IDHTY  FlEb]
2 4w 2$iE TODHE, DT, CEl ¥8 #4%
DHEAS]  Eeda]l7)7} Dexarrethasone & 2A A EFESTHE008, PO032 P08 o)
Typel, I 24549 49 2344 #X: 43 T4 el Y 2sAE 2% 43R A7) ¢
<Table 2= Wel weight of Type |, 1l muscles in C, 70, 7DDH, 7D+30H, 3DH+D, and
30+HD0H groups
Seleus Flantaris Gastrocnerrdug
- {n &) 018 + 450 1942 +£12.00 9914 + 5714
7D {n 5 004 +11.13 1682 +£17.43 BERG £ 530%
T00H {n o B2 + 552 195.2 £18.85¢ 880.2 £ 5763
TDO+3DH {n & W80+ 552 o84 £1561@ T716 £10757
SOH+7D {n 5} 1114 £ 757« 1912 #1182 470 £ 3878
S0+ODH (0 5) 1022 + 920 B0 1497 10434 + 60017
Values are mean +5D(mg) w0 mmber of spirmals
5 contrel 05 dexarnethasone treatment for 7 days
TO0OH, THEA adredndstration during dexarnethasoe treatment for 7 days
TO+30H; DHEA adrmivdstration for 3 daws after dewamethasons treatrnent for 7 days
SDHATD; dexarmethascone treatrnent for 7 days after DHEA admirdstration for 3 days
JDHTIOH; THEA ademimdstration during desmrmethasone treatmoent for 4 days after destarmethasone
treatrnent for 3 days
# Significantly different from 7D group(P<005) * Significantly different from C groop(P<0.08)
@ Sigrificantly different from TODH groaptP<005) ~ Slgrificantly different from 7O+0H grouptP<005
<Table 3= Relafive weight of Type |1l muscles in C, 7D, 7DDH, 7D+30H, 30H+7D, and
30+400H groups
Soleus Flatitaris Crastrocnenyiug
- n o 052 £004 104 H0.47 516 119
7D {n 5 048 £004 098 10 496 H3.30
7D0H {n 5 087 £0.00+ 106 £ 478 #3115
To+3DH {n 5} 068 £004h® 103 £0.08 540 #1154
JDH+7D {n 5) 053 £005 101 #0407 SO0 H12%
BD+DDH (0 &) 050 0058 004 +1.01@ 5406 #1.18

Values are mean *SD 1 nrber of apdrmals
2 contrel

T0; dexarnethasone trestrnent for 7 days

TO0H, THEA adreindstration during dexarnethasoe treatment for 7 days

TO+30H; DHEA adrmivdstration for 3 daws after dewamethasons treatrnent for 7 days
SDHATD; dexarmethascone treatrnent for 7 days after DHEA admirdstration for 3 days
SDHDDH;, DHES admimstration doting dexamethasone treatment for 4 days

after dexarnethasone trestrnent for 3 days
# Sionificantly different from 70 group(P<005)

* Sionificently different from C groupP<0.08)

@ Significantly different from 70DH group(P<005) ~ Significently different frem 7D+DH group(P<005)
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Effect of DHEA Administration
before, during and after
Dexamethasone Treatment on Body
Weight and Mass of TypeI,II
Muscles in Rats

Choe, Myoung-Aes « Shin, Gi-Sooss
An Gyeong-fus « Lee, Eiun- jus

Puorposes  This  study was to  determine  the
effect of DHEA administration hefore, doring,
body
of  rat

and  after  dexamethasore  treatment
and  Typel I  muscle
receiving dexamethasone treatmoent.

Method  Wistar rats  were  divided into &
groups control(C), dexamethasone(lD,  DHEA
adrinistration Jdays  after  dexamethasone
treatment Tdays(7D+IDH),  dexamethasone
after DHEA  admdrdstration
Sday=(3DH+TD, DHEA administration
during  dexamethasone treatment for 4days  after
dexarrethascne treatment  for  3days(3D+4DDH),
DHEA artrrinistration during dexcarmethasone
treatmernt Fdays (7DDHD. Diexamethasone
was injected by subcutanecusly  dailly at a dose
of Smg/kg. DHEA was orally administered daily
at a dose of Smgfhe for 7 days Solens(Typel)

5161

weight weight

for
for

treatent  for  Tdays
for

for

# College of Duarsing, Seoul Natonal University
** Fed Cross College of Nursing

734

mmscle, and  hoth  plantaris at] gagtro—
cneming(Typell) mmscles were  dssectsd on the
Tth day of experitresnt.

Result Body weght of both SDH+D  grow
and  JDHDDH  group increased  sigrificantly
cormpared  with that of 7D group. Body weight
of To30H  group decreazed
commpared  with that of 70 group,
IDHAD group and 3CH+4DOH growp.

Wunscle weight of hoth plantaris and  gastro-
cnerring  tended  to decrease  compared  with  that
of T group. Muscle weght of TDDH  group,

3HdDDH growp  and  SDHA7D group increased

sigrificantly
TOOH  group,

dgrificantly  cormpared  with  that  of  YDHSDH
2roup.
Muscle welght of gastrocnemdus of  Dboth

JDHATD gronp  and JDHADDH  group increased
dgrificantly compared with that of 7D groop.
Conclusion: Based on  these results, it
e suggested that DHEA  admindstration Defore
atyl during dexcarnethasone
ncreagze  Both  body  weight
atrophied  Typell
methasone treatrnent.

Cat

treatment Can

arel  mamss of

muscle  indoced by dexas

Key words - DHEA, dexcamethasone,
hody weight, mmscle mass,
Type 1,0 mmscle



