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Surgical Management of Myasthenia Gravis

Joo Hyun Kim, M.D.,* Seong Soo Chae, M.D.,* Young Ho Choij, M.D.,*
Kwang Taek Kim, M.D.* and Hyoung Mook Kim, M.D.*

Myasthenia gravis is a disorder that affects neuromuscular transmission in a way that is still poorly

understood. Some think that myasthenia gravis results from a reduction of available acetylcholine recep-

tors in neuromuscular junctions, consequent to some form of autoimmune injury.

Surgical interest in this disease was first aroused in 1939 when Blalock observed that some patients

with thymic tumors and myasthenia gravis improved following thymectomy.

This report represents two cases of myasthenia gravis.

The 14-year-old girl was admitted to Korea University Hospital with chief complaintment of bilateral

ptosis, diplopia, swallowing difficulty, and mastication difficulty, which were relieved by administration

of edrophonium (Tensilon} chloride, given intravenously.

Myasthenia gravis was confirmed and thymectomy was given.

After thymectomy, symptoms were

relieved but the administration of neostigmine was continued to be needed till following 3 months. After

that period, she was free from this symptoms without anticholinesterase drugs.

Second case is 57 year old male who has the symptoms of diplopia, bilatreal ptosis, walking distur-

bance, and speech difficulty. He had thymectomy too but in thymic tissue, malignant thymoma was

included.

after thymectomy.
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He has subjective improvement only, with no major reduction of medication requirements
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Fig. 1. Microscopic Finding of Case 1.
This figure shows normal thymus with
calcified or whirled pattern of Hassal’s
corpuscle. H & E x200.

Table 1. Laboratory Findings of Case 1.

Hb, 12.9, Hct. 38, WBC 9950, ESR. 14mm/hr.
Diff. Count(Neutrophil 62% , Lymphocyte 31
%, Monocyte 7%)

Electrophoresis: Tota! Protein 6.2g/dl
Albumin 66.8 %
Glob. alfa 1 1.8%
alfa 2 6.8%
beta 13.8 %
gamma 11.0%
UA: W.N,L.
L.F.T. Protein Total 7.3
SGOT 40 u
SGPT 24 u
Al. Phosphatase 1.0
T.T.T. 2.0
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-Table 2. Laboratory Findings of Case 2.

Hb. 15.1, Hct. 45, WBC 8200, ESR. 38mm/hr.
Diff. Count(Neutrophil 68% , Lymphocyte 27
%, Monocyte 2%, Eosinophil 3%)

Electrophoresis: Total Protein 7.3g/dl
Albumin 52.8 %

Glob. alfa 1 2.6 %

alfa 2 13.1%

beta 14.2 %
gamma 17.3 %

UA: W.N.L.

L.F.T. Protein Total 6.7
SGOT 20 u
SGPT 22 u
T.T.T. 2.5u
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Fig. 2. Microscopic Finding of Case 2.
Irregular cords of neoplastic epithelial
cells with lymphoid follicles within the
tumor H & E X100 .

Fig.3. Close up View of Microscopic Finding
of Case 2, .
Higher magnification ¢f tumor showing
hyperchromatism and frequent mitosis.
H & E x200.

haJ =4
oho i gzl Fyw AR dgrk. A

star Al 3] slabd Fol AL syt =g
(50mg) Prednisolone & @7 Folspdcl. 53 A
6 Al A o 447 2k 9] Neosti-
gmine AT FA = A% aTs). #dAbe
&, dat & Algsioish €5 A 129 Buckberg®’ 7t
3t Group CAH (F3d F42  sAsd oy
Anticholinesterase 32 4¥) & s Ydstgdcl. 1
255 ZAb0) o] # s om Anticholineste-
rase? o5 Fof H-Qsly 4] HA 4] Fo)r}.

vheko]

A

23 A oA AdEts THe BFo] Al 8=,
T FEol Hodshl: 2K, dFE A BpAslE T8,
A2}, Asl, TF Foll wtedsts THo] A MWL, =
& =HY ¥z L

Vuf
rle
ri
Ho
o

b’
>
olo
e
2
&
N
i3

i
o

-Z8 Aol Al Wagt Acety-
Icholine & 2] Mol 1
ske}). Drachman 572 2883 34 389 4l

o =

o A By iHH A5 YA A5e o
&= W 3" 2 F2% 24 Anticholinest-
o of theke] Steroid a¥le] FHE ol F X
Wy AR g delAl T4 3
+ dov g ARt HE e 258,

FAHA Eol
2 o]-2x A2 19394 Blalock? el

= FE AP g
Apalo) £}6,8) 5
Yggol gds] & 5a3% 85 % o)A FAL
el b 2o z3ukgo) Ha gl c56,8,9,10,12,17,20)

Perlo!”’ %6 MGH® Y (Massachusetts General
Hospital)ell 4] “2&igt 1355 el 4] Wizta] 2 89} 9
A A 8% wu3t A& ww(Table 3) W33 zx

- 303 —



Table 3.

Ref- Improve- complete Total
ere- ment remissi- improve-
nce only on ment
Nonoperative 18 % 14 % 32 %
treatment (17) v
Operative 51 % 38 % 89 %
treatment (17)
Cohn, H.E. et al 47 % 38 % 85 %
(6) (19/40)  (15/40)  (34/40)
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