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Table 1. Age and sex distribution
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I Ak, FH F& AR FE3E Hol
ol Bwrg AL 13 Q5% AshEH,
AMA] F¥3}F wo] 7] FACEZ e dk
2k 2} 12 (1.9%)H HE 2).

Table 2. Initial symptoms

Age Male Femnale Total(%)
<10 2 3 5(9.6)
11 -20 6 6 12 (23.2)
21 30 2 7 9 (17.3)
31~ 40 3 2 5(9.6)
41-50 0 5 5(9.6)
51 -60 0 6 6 (11.5)
61 - 70 5 4 9 (17.3)
70< 1 0 1(19)
Total 19 33 54(100)

Symptom No of Patients(%)
Ocular onset 37 (71.2)
Bulbar onset 1 (19)
Limb onset 1 (1.9
Generalized onset 13 (25.0)

ocular+bulbar 1 (19
ocular+limb 9 (17.3)
ocular+bulbar+limb 3 (58)

Total 52 (100.0)

3. TCIX) o] RHIIZH

FAEY F AdAA el 8H92ITE 13 o
el 16¥(30.8%), 1714l A 371 o] 7} 163
(308%), 770 QoA 1Ko 7t 93(17.3%), 1744
ol W7t 8#](15.3%), 47H LellA 6719 o7} 3¢
C8%) w2 EXHAUATE. Add BF FH7
He 243709 (159 ~22d)0| ALK 3).

Table 3. Symptom duration before diagnosis

Duration No of Patients(%)
< 1 month 8 (15.3)
1 month -3 month 16 (30.8)
4 month - 6 month 3 (58
7 month-- 1 year 9 (17.3)
» 1 year 16 (30.8)
Total 52 (100)
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4. AAN 27 5 HARLA

% oFEFe 49 AEx  modified
Osserman {0 o3t om IFo] 362(69.3%)
24 743 ®ek:, Lol 9#(17.3%), I, T
681(11.5%), IL o] 18)(1.9%)H HE 4).
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oo A 24 A QA Ho] 52(20.8%)
Mut FHH et FHF ALRdEF
H9E AAF 3 F 258 (713.5%) B4, 68l
(177%)e F49 o4 Hd, 3:AEB8%)E FA

Table 4. Modified Osserman staging classification
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FEAdadEAneE 930 AL B
ou, 2 % 28(5.6%) B7Ite] Fo¥ Fo
Ao AA7AA ALE HolA) ¥q AAX
FHAt g abaATez J3H A
o] gl¥ 83(R22%)= F4¥A FE2E FoR
BAE A4 FTAHE Hgon 28 (G.6%)vx &
Aol o8 ogElo] FHAAA & PR/
% zd"e 2748 29

ILZ7 Ladse 22 38(37.5%), 2#(33.
3%yl A FFUd2H AR FHEY oY
FAe} glere FAHA z=fo] 2zt 39
(375%), 3 (0%)NM Foixo] Y3AH 3Hd L

Stage Symptoms No of Patients (%)
Group 1 Ocular myasthenia gravis 36 (69.3)
Group I Generalized myasthenia gravis

a Mild generalized 9 (17.3)
-Ocular weakness gradually spreading to skeletal involvement
-Respiratory and bulbar muscle not involved

b Moderate generalized 6 (11.5)
-Progression to generalized involvement of skeletal and bulbar muscles
-Dysarthria, dysphagia, difficult mastication

c Severe generalized 1 (19
-Skeletal and bulbar muscle weakness
-Respiratory involvement

Total 52 (100)
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Tabel 5. Treatment

Type of Treatment I il Iy Il Total (%)
Anticholinesterase only 26 3 2 0 31 (60.8)
Anticholinesterase + steroid 3 3 0 14 (27.5)
Anticholinesterase + steroid + tyymectomy 1 0 1 2 (39
Anticholinesterase + steroid + tyymectomy 2 1 0 0 3 (5.9

+ plasmaphresis
Anticholinesterase + plasmaphresis 0 0 1 0 1 (1.9)
Total 26 8 6 1

R LA 28« FA48A4s R €43
a4e] F7Hd ¥ ZAHE= P& Ron
I, oA 18 = JAedesy Part F9E
B2 gIdd A aA T F8Fovist 84
£A2 oFE Bf5d ¥ myasthenic crisis2 2
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ApgatEth Il &% 18 FAdAE F
A717te) BANE 522 Rz SAHAY.
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-Abstract-

A Clinical Study of 52 Patients with Myasthenia Gravis Syndrome

Gun Ju Park, Jung Sang Hah, Jun Lee, Hyun Cheol Do
Seung Kweun Park, Sang Dug Sub, Byung Soo Kee

Department of Neurology
College of Medicine, Yeungnam University

Taegu, Korea
Jin Kook Kim
Kim's Neurology Clinic

The authors experienced 52 patients with myasthenia gravis who were diagnosed at the Department of

Neurology, Yeungnam University Hospital from August 1985 to January 1996.
The following results were obtained through diagnostic evaluation and treatment.

1. The ratio of male to female was 1:1.7 and the most prevalent age group was second decade.

2. The most common initial presentation symptom was ocular(71.2%) and the peak incidence group was stage
1 (69.3%) according to the modified Osserman's classification.

3. In 16 patients(30.8%), it took more than a year to diagnose due to symptoms which were relapsed and
remitting.

4. Of 52 patients, 2 cases were associated with thyroid disease(3.8%) and 2 with insulin-dependent diabetes
mellitus(3.8%).

5. All of those who received anticholinesterase and corticosteroid therapy were improved with the exception of
5 cases which were improved after thymectomy and/or plasmapheresis.

6. Spontaneous remission was occured in 2 cases(3.8%) of ocular myasthenia gravis. And 1 case of group IL

was cured through thymectomy and long-term corticosteroid therapy.

Key Words: Myasthenia gravis, Anticholiesterase, Thymectomy



