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Effect of Steroid Treatment in Myasthenia Gravis

Jae Kyu Roh, Chin Sang Chung, Man Wook Seo, Seong Ho Park,
‘Bum Suck Jeon, Oh Sang Kwon, Sang Bok Lee and Ho Jin Myung

Department of Neurology, College of Medicine, Seoul National University

Twenty-one myasthenic patients were treated with high-dose daily prednisone regimen at Seoul National University
Hospital from May 1983 to January 1985, Observations in relation to dosage, drug schedule, clinical responses, and side-
effects led us to following conclusions concerning the management of myasthenia gravis with steroid. In addition, factors

influencing the result were considered.

1) Among 21 patients, twenty(35%) showed clinical improvement of variable degrees.

2) Significant improvement could be expected especially in male patients, in older patients, and in those with
duration of myasthenia gravis less than 6 months prior to treatment. Performance of thymectomy or thymo-
thymectomy, thymic pathology, and clinical grade at the time of therapy were not considered to affect the outcome.

Ten cases(48%) suffered from initial exacerbations, most of which occurred within the first four days of treatment.

Steroicvinduced crises developed in four cases with pmlsung brittle or severe generalized myasthenia.

Period taken to show the initial
within 15 days and 70 days respectively.

daily schedule was desirable.

aried widely but majority of

Oif-day weakness during the alternate-day schedule required special cautions and, i persistent, immediate return to

6) Thymectomy prior to steroid treatment was not always necessary but, when both regimens were scheduled together,
preparation therapy with steroid thought to be more favorable,

reduction of dosage.
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Aside from initial exacerbations side-effects during the treatment were not remarkable, all of which disappeared with

ol Anticholinesterases] | clslel §427%, Cor-
ticosteroid % 71gh WA A7 4849 5 AH(Dr-
achman, 1978-a & 1978-b; Seybold, 1983),
ze|golE ARE 1950 3d) E¥E 2AAs AF
s ot AN sijes FEETEEl Avbdga
Folehe AL FHAA &L g 2A 2 AR
el o] wgkert Azt flvhs 4ol B RH3%

~63 —



9t=h(Tordash Wolf, 1951 : Schlezinger, 1952 ; mili-
kans} Eaton, 1951 ; Grab>} Harvey, 1952),

2% G4 28| Ro| 2t FFTFEFY Ao A}
7k itz de QlAsA ARG AL 196090 Fub
o] o} 9h4 Von Reis5(195), Grob st Namba
(1966), Osserman3} Genkins (1966) 5o 337}
A3 vAfoleh

2 3 EBAd Ae Rl E ARE HFPe] 2
Sl ACTHE 9717k (% 109 Ahgf)ef 28 g
Akl wbgEE Zeldleh 28 Kjaer (1971) ] o] 2
2] 737 Prednisone 5-o] & u}#|§l3, 29 & Seybold
9} Drachman (1974) & 28] 20| = & 4e] P45k
7] ARG sl gsked AgFe] AYFolel
A A ZEee s TRl sigleh #H2ede
A7 i 26 2ol B ABs} FHE olFm Y
o} (Mann 5, 1976 ; Pascuzzi 5, 1984),

2@ oA L 28 2ol = A ES] A EAF §7F
R Fou, FPse $A, SAAAER A Sl
Hete] A 4L i (Rowland, 1980).

AAEFS 1983y 5Y4E 283 Prednisone 3|
E§ Anticholinesterase | 2o] 31-5o] g/, F52
FHZ S0l 1Y BAEE FHoZ AgHd 2
o F 25 ARG PASn FRAs ok
2 2812012 ARl [ FAAEN dfshe] dwin
EE L

I, oy gl wy

A7 e 1983 SYNE 19859 197}
A AgH G g Al dlse] 2REFes A
Qs w.&a 28 20| = A5 (Prednisone 60-80mg
/day) ¥ 2odd 2199 $ALRA 289 48
EE wa 5%, oA 16%0]5in AW 164014 68
AR LEAT,

ol &2l Aol ¥ 54 2 ¥4, Edrophonium

Table 1. Clinical grade at the time of Steroid treatment

hydrochloride (Tensiton®) 7441, 2= 24 5ol
Agsiglen Agge ofdE A e 299 A
St g b AE Astel BREAA, B AE
A ANZAARL A9 A s A 2
ARHAEE Agstgodt 571 Agel dd ke )l
sick. ’

BAES FAH RFE AY FAEE 24 @
Fraad f D5dE Agskia u9d 07
Fradsasad s 5% #4499 E ke 2
T FAEAEE AT 8E AFLAE ANFeE S
ek

o] & B golA sl ZolE AEE sulA A5 et
Table 1] 71ES A gsfe] A A5 994 &
A, REE wEAz, FAEE BF F48AE
Adely, 44, A9TIR 2 wasigieh A8
Wt A9 5 26 2ole ARe] A7 whg> WAl 4
AolA % 61U A 207t FAY Ao 28lRolE
AR 27 §9& 60mg EE 80 mgg ohY Feist
Az 542 437 A7t Ag Wl AY FAR
At A F4e) Wahg AsEA S~ 10mg A
1~29 ez Ay ol 39 AT &
A AY TR ubrA gm el FegsaA 2
& ARsil G8o] wPHER FUE 9 A FoR
alEa b FHpsisieh a2y 3R 2500 347 o
A dEEAY e 2ol=F FeldtAl A& @ S0l
kAl $As oA 2EE E3lA W ol Y
o2 uEgle. o8 o SRl 2o o4EE
2ol #A5Y SUES B2 2 AJld 2% AEF &
Hn E AE FHEAE Bl A A7 % 4
23U AGAH o2 Mol ATl I RESH
26| 20]E off-day A8l ZFHZA AR AA
2 2ol e A8} A RS

o

m.z a

Grade Definition No. of patients (N=21)
1 Ocular Myasthenia 1
1 Mild Generalized Myasthenia 7
1 Severe Generalized Myasthenia 6
W Myasthenic Crisis 7
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olF GRS 944 ALE Table 3o A, Wol, @ 2dlZol= Az Y4 Wi, FABAES A
23UZAE Mz Qd J1zh Table 14 AFLE  Foiy, FA5A §F L Table 28 AFA A4F A

Table 2. Definition of response to Prednisone treatment

Response Deiinition No. of patients (N=21)

Remission Normal activities with prednisone only 7
Marked Nearly normal activities but require small 6
improvement dose of phyridostigmine
Moderate Improved with some difficulty in normal 4
improvement

Initial improvement but declining to 3
improvement nearly pretreatment level
Failed No response 1

Table 3. General Clinical Profiles of Patients

Duration of ~ Clinical Grade

€5 Sewge  Myasthenia at initial Thome: - Pathology Response
No. ctomy of Thymus
(mos.) treatment
1 Fi5 108 m . Hyperplasia Marked
2 F69 7 v - Normal (CT) Remission
3 M25 7 m + Thymoma Remission
4 M5t 7 v + Thymoma Marked
5 M3 12 I B Invasive Thymoma Moderate
6 F34 2 v + Invasive Thymoma Remission
7 Fa8 108 I + Involuted Thymus Marked
8 F69 1 ™ - Normal (simple X-ray) ~ Marked
9 F25 264 1 - Normal (CT) Failed
10 M5 2 i - Normal (CT) Remission
1 Fé2 4 n - Normal (CT) Remission
12 F26 12 m + Hyperplasia Moderate
13 Fs2 4 ™ + Thymoma Weak (Exp)
14 F19 156 bid - Normal (CT) Moderate
15 F3z 39 v - Normal (CT) Marked
16 F20 2 m - Suspicious hyperplasia  Moderate
€n
17 F16 33 bis - Suspicious hyperplasia  Weak
©n
18 Fa7 1 u - Thymoma (CT) Remission
19 Faz 9 i - Normal (CT) Weak
20 M23 5 I - Normal (CT) Remission
21 F 58 132 m - Normal (CT) Marked
Abbrev.: Mos (=Months), Marked (Marked i Moderate

Weak (Weak improvement)
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Bol A BeEo2 BoRgth

24 AEAF A Y44 AL Table 1442k 2
o] Grade I (1%), GradeI(7%), Gradell (6
@) 9 Gradel (7%) o2 A& el BAEel @
skeh. ol2lg A& Anticholinesterase 2.4 X857}
kA, ol FFHFE Sz dehel Yol AFEF
71§ Aga AY, 27] 7] A EA sl 2els
2 QI o o2l Sl HF A”e) dE wAE
F2 A6 sole ABE L7 4 Folgh

ol TFAF WAL 6A4Y oyt 5%, 6
Y A 12 A9 79, 12709 oldel B
7 9%l 919 A4 A Ve THE SR 3
H7zkel 113 olul 7k A 35t et

FAAAEE NPT AAe 25 892 2F 2
e A4 FATR T Ade s
& 6%& A olF sheld 53 28
Zol= ARAe) AAEL Wkert 2 Fgol 2AH
A gho} el 2ol = ARE WA Az el 3G

Table 4. Response to steroid compared with various factors

28l 2olE AR Z7lo] BAEE WL dolsh

Table 301 7159 FAYAE FEste] 47 23
& FAR 29%e] AeE A F¥ CT2R &
Aol 8 o2 AFY FAF 2%, $4F B ¥
AEA 47, A4 1delgis sEd 43 42 E
o ousd 8%F 2ol §4 CTLAS Felt 2

el 2% 19 Aot wEsgod 47604 ¥
A FNaAL veden 192 FAFNeE BREg
o3t 474 involutedF 4 o2 Hslo] $3CT £
Ao By $AUAE S ¢ e A/

LM 2e]E AEe] W W FAAZl @A
B A $AF7 Ao} oA Fejb gledetn
Az} $4 A5 B7hE S A2 Table 29
7144 %43 23} Remission 74, Marked impro-
vement 6%, Moderate improvement 4%, Weak
improvement 3%, Failed 13o% F3s9ich

ol E9] A&l g st 2% ASA dTE v
A F 9t 97K 25 viw FES A} Ta

Responses (No. of patients)

Factors otal
Remission (7) ~ Marked (6)  Moderate (4 ~ Weak (3)  Failed (1)
M 3 1 1 0 0 5
Sex
P 4 5 3 3 1 16
16:30 2 0 3 1 1 7
Age 3155 3 4 1 2 0 10
above 55 2 2 0 0 0 4
Clinical 1 0 0 0 0 1 1
Grade s 4 1 1 1 0 7
at m 1 2 2 1 0 6
Treatment v 2 3 1 1 0 7
Thymic Normal 4 4 1 2 1 12
Pathology  Abnormal 3 2 3 1 0 9
Thymect- yes 2 4 1 0 8
omy No 5. 2 1 0 13
Duration below 6 3 1 0 1 0 5
of Myasth-
enia. 612 3 1 2 1 0 7
Prior to
Tx (mos) above 12 1 4 2 1 1 9

Abbrev.: same as table 3.
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ble 40] Sefsiglon] Yol @Al wgol F
& Aok B 159 7149 q¥EeR el 2
Skg W 5540 ol AR Fel A FL ATE BHw
ABAZA A DA, FAE /7 % FA2A
£ AYFFE AR A7 33 94 A Aok
TEYZE 9 AEE A W 61 el
Ag7 ol FL Ao YA

26| 20|E A 84S 2/8%, 2ALFeE ARG
Zlzh ABEA vehtbe 2¥HF dshEE §F
o % 9 A7, ABelF TAE Bols A A
7, 499 2ol A% A7, A&HY Fo Fo
ul @ 28l 2o|E off-dayel vt 2¥EF F
ol 7 2.ofe] Table 5o 715=lgich

271832 YL 60 mg/ day 24 Alsaiglet 2

e 80mg/day, 19L& 50 mg/day 2 Azsisiek
60mgo® A AP F ol 103 4132 AR
o A wHgolt HASE eiA ok ARAF 92
sk 0=kl A2 B0 mg e Fapalglor] 2F 10
st 8ol A4 240 TAE velw $AEeE
moon face 7+ “eRgt ST

o109 2% ARZS0) FHES od5hE Molm o
2t 388 42 Auvt AR s5Ankel Y A
T AL Ex M 240 109 o )4
Qubh A Ausiglert FaG Zaol gl 80mg
o8 Fgsbl A9d Aedt A BE 80mg o2
R ol F 4T TG Mol AYTAR WPz
el 25 AolE 2R A9 el B 340l
PEEEEEE R IEREE SEE LU CEL]

Table 5. Dosage, administration and response of Prednisone

Tnitial  Duration of Exacerbation

Time interval

Time interval

Mode of off-day
CaseNo. dose  fulldose  (daysfrom to initial to maxirmum N
tapering  weakness
(mglday)  (days) Pdstart)  response (days) response (days)
1 60 2 Mild (2) 7 210 F-AD (T) +
2 60 u ~ 4 60 F-AD (T) -
3 8 3 - 13 60 F-AD (T) -
4 8 10 - 1 30 F-AD (T) -
5 60 16 Crisis (3) 15 30 F-AD (T) +
6 60 30 Crisis (2) 3 30 FD(TFAD(D) -
DiC
7 60 10 - 5 5 F-AD (T) -
8 60 12 Crisis (2) 5 30 F-AD (T)M -
9 50 I - - - F-AD ()M -
10 60~80 9210  Moderate (3) ? 150 F-AD (T) +
1n 60 30 - 1 45 F-AD (T) -
12 60 ) - 30 60 F-AD (T}D +
13 6080 30<8 Moderate (3) 20 180 F-AD (T)-Exp. +
1 60 15 Mild (1) 5 60 F-AD (T) -
15 60 30 - 6 30 F-AD (T}D +
16 60 70 Crisis (12) @3) 70 F-AD (T)}D +
17 60 20 - 14 0 F-AD (T)}D +
18 60 25 Mild (1) 5 70 F-AD (T) -
19 60 40 Moderate (4) 7 10 F-AD (T)}D +
20 60 50 - 10 20 F-AD (T) -
21 60 50 - 4 50 FD (T) -

Abbrev.: Mild (=Mild exacerbation), Moderate {=Moderate exacerbation) Crisis (= Exacerbated to crisis),
F (=Full dose), AD (T) (= Alternate dose with tapering), D (T) (=Daily dose with tapering),
D (=Daily maintain), M (=Mestinon® treat only), D/C (=Discontinue)
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Abgerg e

olF F ool 4 28 2o E ABE Q¥ 27 45}
2 9717 & AeR ptdhe A Eoe AR ¥ o
& VA Qlske] §1717h A% Ao Hgsle] Ta
ble 52 Z7] oshe] EFelA A staiet.

AT 27 &FE ASAAD A7 JA dF
col 109004 1027k REEY .

2R 28 2|2 AB Al B PHE 27l gske)
e B 109 (%) BAHUT 25 4G
g Bl AR ol 4 9oh 4% (19%) ol
2 olF F 3% (dl 5,6, 8)2 olul YA 4
7h 91716l o]2= g%z veiA 19 (o 16)%E J4
A 2 M| $Aelth 2713 #AE Ak o
169 1290ekel T 5 F il BF 49 oy
o] wsgieh

ABAG ¥ WAEel YAl TAEL Holsl A%
e AV AEY ks AL ol 1445 30
WA EEslo] AL Folsk 4gel Yot 16
o (76%)°] 159 oluje] nhe& vepgich

AAFe] AR WSE RolA Azse] 4di T
Aol A%Hz M FE AHE e ANE EAEg
o 25t A Al Ao} gk 20 Aol Al 210907
A fEAE 2F Folehal 179 (81 %)e] 70
A elusih

Fopie BAEert ol A AFE ARo] Ay b
S0l BF Fep YEASE ALY FE e o
el A2 7 27 4@ez st AYFelR
WAgskm oAl Zhehe Wi € Ak, 69} H9
Ayl Faol vmbAAY off-day Aol Z¥Y
FAZE AselA 2 SRl A N Felshs o
WA 29 299 e 208904 AT
A& vz e Fol Pyridostigmine thg 21
A Z¥EH 27 19 (9 9)2 AY 2sjzelze] uh
S8 A gobolm oAl 19 (A 8) 2 AHPEF
AR A2 g Aol A A2 ge) FAE A7)
A @3 Pyridostigmine tHg: g8 Qe A2
HAE 2ol 2ele AR olhae vzt dd =R
A4 AT 2 ek e 290 A9 218
& RAs} ol FolshalA AR wHE AL
shglent 23 19 (ol 6) & 30 mg/ days) S
ALY R WS o FPdel e BE o
& FAWA MYl AAY, HE o] A9 F
S e 204 el wglolA 9dd FA

FEIAEE VL F 634 A TFEIA 2
A2te] Anticholinesterase 442 HEF webs} of
A FAFe] wAser FAAAEE Wokert A8
FAFoz dgsel YA IRT 277 ¥2 2F
2 mopd TFHZe] el n FRCTREY $4F
ol 2A2g o wel A g Aol wAslel g
3482 & (CHOP ; Cychlophosphamide, Adkia-
mycine, Vincristin % Prednisone) & 19wz 9]
71 A A% 28F L8 2o= AEE B2 F
49 FAE Bgm oA FAG FE CT2ANN §
Ago] A A2 Yo FAN2E ¥ AYo)
=

Z8 201 = A5 Fol viehd $A2EL HE 48
@tz diy-go] moon face R AFF7IHzm 29el
Osteoporosis, Acne, §%3% A%, Glucose in-
tolerance 52| %1} ( Table 6 %z ),

Table 6. Side effects of steroid treatment

Side effects No. of cases (N=21)
Moon face 13
Osteoporosis
G-I disturbance

Glucose intolerance
Acne

[ESTURNEIN

V.12 -1

zelgolE ARE o $FEFE3FY ARF AP
Z8% AR A olv] 1970999 4 YaF
oA s 2olE A8/ FFEFEF HAEY 0~
100 %oll 4 944 84 Elckn dH A Warmolt
<} Engel, 1972 ; Jenkins, 1972 ; Howard; 1976
; Fischer S} Schwarzman, 1974 ; Brunner %, 1976),
E 1984\ Pascwzi % 11669 H$A45¢ 289 &
sl 2ol= HEF A (BAY~ 9 )el A F43¢
o 2 73HE wEstgich

£ AFE MK A dehiel 219F 209 (%5
%)olA EAE w23 1T (B1%)E FA% &
A By

Bl A QAW FE 179 (ol 9) 22 o] WA
£ 3438 Azg G35 (Ocular myasthenia)
FAZA ¥ ATFHE F & TFEF 140 APe

_ggt



sl Mann5 (1976-a, b) 3 Pascuzzi 5 (1984)%
259 A 4T A4 3% 2 29 o ¥
A F4el e WAL 439 BAE Bnse gle
Fischer 9 Schwarzman (1974) 9] M.3o|% or 2%
oA 4% B AHE weasth 2201 Pase
cuzzi (1984) 9 Aol R 8% 2¢l7h ok 27
Fo.84 2t R4 e ARG THEIY 2 &
sl2o=e) uhgol frkw siglem ¥ AFdA 4 o
99 A9z o 54 A4 ek

E ATAAE AR KT $E3} 2 2 Fl et
HAste] ¥ zio] Table 4] 2%=Igiz Table 3,5 of
2 o A sigEd 2 80F FelA ol v,
Akl A7k Bab St sle dehte glew
ol#g A3 Kjaer (1971), Engel (1976) o] o]
o QlFshm glev] ® Pascuzi §(1980) € ¥ 7
o uigeshll sslzel s ABEAl JFT F 5
el 8QEE $AAQ $4E s Ry, ol
e Wk PR Azte] 619 wlulel 79 AlA
F2 EE Qe Ao vebdn o AH  regr-
ession ¥4 & Filo] e WFE Reke edyo] B
BakGel Avte] A Slvlglvha sjg o

a2 E QFdAE AFdde F7 Adm $4
Z1zko] wl st EAHQ A E ¥ FE fsled o
AR 22 dARA, d¥el we $AE, T¥H o
#Hol 679 vlmiql $ATo] FL& U Bz stk
FAYE, FARAE AR, ARA4AS d4H
A 5 ABubEahs WE W7 fe Aoz v
steb

G 28] 2o 5 ARe] Yol4 Fopuel ojmzie]
Frie 25 We FAAH QA€ G Auold
Mann & (1976-b) o] AFY 5744 olf F Dwlad
W 7ol B BAHElA ) R APF T4
AL W REY S AR @ YAl 2elAcl 29
LFgg el A ForE FEHT § A @Y
U4 2 BAsPAA Amshe] A8z A8E 3
W dn @ A4I%E S Bl el
Aol SHAHE B F Jw @zs)lzol= ABE WA
A FAANEE & AF FARAEE obl=E
AREE FAYE A FoF oo niyg A6RolE
AR P L ATE 2% F2 Aol o F
ol Agelct,

4 Seyboldst Drachman (1974)-&
Qijol ) Aslel A3 G wHE

)=

Aggel A
wieg

Zldsht 29 gAY PSS YT F ddx A
21} meQuilien (1974) o]\ Brunner 5 (1976) & ©]
49 wyezs e A%0l AANA WEthe
ook E AFAHE o 15 o] 9 AL ARF R
A Azsiglod 98 EiE 23 Rsjd 283 Pre
dnisone 5.5 @Al @ Agolz ol 19 A% ALF
AZACNE 27l 45hE 2N

28] 20| £ ABZ7]e] BolE YAF 43 Grob
< Namba (1966) <) S}siei 2FHFol 4T 2 ¢ o
% Askl vehin 271 Gl slElste] F4o TH
£ Qokn asle, et ol MeAEL oy &
ke ¥ 81 2 sisieh (Kaer, 1971 : Wammolts
5 1972),

B ATAAY 2o FAE 10 (48 %) 8
Al ¥ 4 oldel $dEe 2 s
£ Mann5(1976-b) 9] 43 %} Pascuzzi 5(1%84))

8% ALl tht PRASE 289 A% BT 5
ol ¥ APl AE ok O] Bk Zoloalel B

ol glo] ® aiFlA 40 (19 %) 7 H7A wAs
glent ol olul Argde @A} 3dgn lelE
A% TFYZoR NS BANeT2 4 2
5 FAE 44 48 948 GAF A A9l wol
WAAA T oA olFE Ze|ZolE AEE FAY
LYoE Y Ao BIEU

ABAR F AL 3AE 2ole A/E Raet
o 433t Aol 7k gl Pascwezi 5 (1984) & AEH
A& Ro]7) AFse AVE 7 18248 Bas
i, Mann§(1976-2) & £ 13Qelent &
FolAE BF 4R o H2AT E AFAAE
el dehhe AZE AL A2 AT vk A
2 ¥ T Ak

7 F g B W7 Azke 234w}
Mano§(1976-b)& FF 379, Johns 97
3879, Pascuzzi 5 (1984) & 9.471Uollet, 22}
U ATAAE T 2AYEA E Bagug @&
Shiell el @ Aol Wbk M) Azl 9 F
AN ol 4FE A8 e ARG £ A6
2ole ARe] W& ¥olA @ F§ Sanders §
(1979) & 3092k AR AFdhe] Lot Bt Pase
cuzzi 5 (1984) & 3002k gl dlw 3ol g
w6097k AEde] frhn sk 2ed ¥ A
o) o103} o 138 AN E AR WHSol Az B
8 yAEE vehiAl ot A7 AR 293 309k
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o $%¢ 80 mg/day 2 FYa A Evh 104F
ABeje] Y4H FAE Boln ¥3$.22 Moon face
g Aoz mob 30U 2A8FE Axnd
BAE BolA E AF 20 me/ day A Sl 30
A o AESHE ol F& Aoz ARAYG
287 26| 2oE A8 wpgoRi Hpye Ha
o] 190 60~80mgo® X/ EFE AR AF
el BAE vely ALFAR v A o 149
vheh 2R 0A ARPA A FASRE ez ¥
ATl M el 2 wfolgient of 63} el 21
AAAY AL gl ol Felsheld a2 A
sl 43d] AgEge A (oF 30 mg/ day) AL Fol
EoHE S F el 9 Aed AasEdd. ©
ol 12, 13, 15, 16, 17, 19 Foj4] BF AQYFAZ
wPE el F alEs el veht 2 §%
o4 = )Y Fejshs whien aste] S A4

sglet, ol2l G FFEol A BF 28] 20l = off-
dayo] EFHFo| vl A Hgov 59 o

13Qe AP FA) S vlde] 7ol wAn FHF
22 FU4 sigol sl Adebd At e
wla) 2700l off-day L¥HFE Tslehsl Fele
2% G HelAl 9wt A9k el 1, 5, 1050l @
oA bl off-day 28 Fol alAle Aeel
£ AG8 Folg fste] 54 o) Fel2 A gstelor
& Aol Ard

FAwel 9 2e) 2ol x A Eoje] ubgE SelME o
Fege AAY YehE WA Yw Pascuzzi §(1984)
= R ANE Nolm e =G FAAAER &
dl ol sl Komfeld 5 (1978) & FAEA &
e YA YA 28Rl ABe] EHrt Qn 2F
A% FAFQ A 100 % B ek ssle
Mann % (1976-b) & FAAA G W 2 oA
wel Aot Aztel meh chetn shed WHol Aol
4% Y FAZ wEsk ke FashdA FARA
& 298 Assieh 2o & QFdAE FA8A
& AYRSF ABEAsHE AT 2oR YA gin
Pascuzzi G (1984) & §4 27 €9} 28 o] = A5e]
A sk cleelA PRl whAl A Rl skt
o, Al & ATl Lol = ARelHel WA F
AAA G e A9sh el 3, 5,6, 12, 1828 oF
& 2l Zole NEF AL WX G917 2
gl 28| 20lE A& olFol FAE AAF A1, 7
o) A% Fol i AsHE yA 9 & UKkt

= o 189 ¢ FACTY $4F0] @AsARot =
sl2olE N8RA Fgol B AR FAG CT 24
4 F4lo] AolE AAAE ggter] 19691 Lundin
FE Steroid7t $49 2§ Fdvkz XnF whe
et whehd FARA ST L6 RolE ARE WEY
Aedel $4 2ol 2olE A8E AYsn FARAE
ol Aol ¢ Ao gAger

@3 Johns 5(1971) 3 Sanders G (1979) % op3b
A ol %2 adzele A8 AEslelok Yem o
Aotk Ayee $EEVEE ARARAAE $42
A A AYshedl 2 okt 4 FARASEA
Eojsh gon sdZolEE Q@ PALE A 47F
dx B R 26l 2ol E A8 whEA ARG o
Fe717 fEn 26 2olm AR2A T4 Bal &
AT FAAAE 202 AGY ARd7beks el
Siehs Aok WE 45Y0] g Ao Ak

8| 2], R QF FASL AU & A
Yo calg g e sdEn et
(Walton$; 1970 ; Jacobson, 1971) 2e}5 %75
4% A7lol & Moon face, Osteoporosis, Hypergl-
ycemia, Acne, Gl bleeding 52| ¥-21-go] &3t
& AR ol @A E A 2
faceq] Ao véhim gleh e A9 BF 24
Zolug ekl oladt 482 44Hch

v.d 2

A 19830 SUNE 19853 1A Mg
. Yelel sl FILPYFoR AP ng
o] aslzolm ABE Wokwl 2199 fAlH 2
Anfste] ¥ A F Al KAEE 24 A
2 ABA &%, Foiygd % FA4EEE A=l o
3 AL AEE A9k

1) 20%99] fAF 207 (95 %)l M P4H AL
gl

DaHRolE ABE WA 40l x84 A
Fegel Wl 6% ol A7t wgel FE
40 W, FAde fFG FARAE AdRT o
ABA A @) Qe Y JBe) ek

3 218 48 %ol Al ol vha, Ael 2L 49
REEER
o 2 A7l A% AU THEFAE Holn 9
o olei@t YAFAM AAWAE ol dshEM ARE
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B dE FAdAE gEh

D&M o2 ARe] dfsle] AAE ol A7 9
FH FE B Holx A7lE A Fel7t ge
o el 4§ 2z 159 olds} 0 ol

5)as 2o EF AY2 AP F A4 g4 2
Sl YA 43 T} Yeshz A% F
A2 whFelo} ek,

6)2elRol= Aol A FABAE] ¥ Bas
A€ g3 F7H ARE P84T A 26 ReE
ALt FABAS QY5 E Aol WBRG,

D&HRoE A8o A3 $482 FHG F45
< glo™ moon faces} 713 wstm oleld AL 2
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