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INTRODUCTION 

Myasthenia Gravis as the name implies is a disease 
which effect muscle and has a poor prognosis. Grab et 
al reported that between 1940-1958 only 39% of patients 
with generalized myasthenia gravis improved under the 
treatment then available and mortality rate was 
approximately 30% [1] Various forms of treatment were 
given and are being given to these patients since it was 
first described by Thomas Willis in 1685[2]. 

Modern rational line of treatment was only 
possible after Dr. Mary Walker, a registrar in an 
obscure London Hospital started treating these patients 
with physostigmine. Her discovey of beneficial effect of 
anti cholinesterase agent provided evidence for defect of 
neuromuscular transmission in myasthenia gravis and 
led to use of similar drugs in the treatment of 
myasthenia gravis. With the modern management a 
great majorily of patients are relieved of their symptoms 
and lead fully productive lives. Death as a consequence 
of myasthenia gravis has now become an ex1reme 
rarity. However, the ultimate goal of cure has remained 
elusive. Most patients must continue to take medication 
indefinitely despite the risk of adverse side effects. 

Thymectomy is one form of lreatment which has 
been thought to provide that elusive goal of cure. It has 
been in and out of fashion for last 50 years. Now it is an 
established form of treatment benifitting upto 75% of 
patients[4,5]. Its benifit appear· in few week to few 
years[4]. Majority of the centres are performing this 
procedure as a treatment of choice for all the patients. 
However, few institute still use symptomatic treatment 
& reserve thymectomy for advanced cases of 
myasthenia gravis[5]. There have not been many trials 
and as far as we know no randomized trial have yet 
been conducted in Pakistan to determine the role of 
thymectomy and its benifccial role in Pakistani 
population. We are conducting this trial. We feel it is 
important because myasthenia gravis occurs in 
genetically susceptiable individuals. We present here 
data about eleven patients who had undergone 
thymectomy for myasthenia gravis. 
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MATERIALS AND METHODS 

All patients were seen at Shaikh Zayed Hospital, 
Lahore. Most of them came through O.P.D. clinics 
except for one patient referred by a colleague in 
Faisalabad. Diagnosis of myasthenia gravis was made 
according to clinical criteria and were group from 
Group-I to Group-IV. 

Group I ocular myasthenia gravis (symptom may 
remain persistently confined to the ocular muscles, 
particularly when 2 year have elapsed since the onset.· 

Grade II A. II B. mild or moderately severe 
generalized myasthenia gravis. 
Group III acute severe (Fulminating) myasthenia 
gravis with respiratory muscle involvement. 
Group IV Late (chronic) severe disease[6]. 

They were assessed and were put in the respective 
group. All of these patients were assessed for other 
immune disorders i.c Rheumatoid arthritis, pernecious 
anaemia, pcmphigous, hyper and hypothyroid etc. 

All the patients before undergoing thymectomy 
were on mcstinon (pyridostigmine) and some of them 
were on stcriods also. These patients underwent 
thymectomy and they were graded post operatively on 
Day-I. Day 7 and after 4 weeks. They were assessed 
whether their symptoms have improved or not. 
Requirement of steriods anti-cholinesterase amount w&s 
also assessed. Dosage of anli cholinesterase and steroids 
was calculated by taking the first dose as 100% and then 
subsequent of dosage as percentile of it. 

RESULTS 

Table 1 shows clinical data of these patients. In our 
study most of the patients were in Grade II and Grade
III, one patient was in group I. She was an 18 years old 
girl. All the patients were between the ages of 15-45. 
There were 4 male and 7 female patient. After 
thymectomy, 2 patients had myasthenic crisis. Both. of 
them had to be placed on ventilator, for 48 hours. Rest 
of the patient' had smooth post operative period. After 
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l: 

c.-p Number of Thyroid Other Immune Thyroma 

Patients Disorder Disorder 

-:ocp I 1 0 0 

:.rp II-A 4 0 0 1 

Ci;oup II-B 2 1 0 0 

G:oup III 4 0 1 (RA) 

Group IV 0 0 0 

�able 2: 

i, Grade I Grade II-A Grade II-B Grade III 

Pre-op. 1 4 2 4 

Post of Day-1 1 4 2 3 

Day-7 6 2 2 1 

4th weeks. 6 2 3 0 

7th day of operation almost all the patient showed signs 
of improvement. After 4th week, there were six patients 
in group I instead of one and there was no patient in 
group-III. Dose of anti cholinesterase and steriod was 
reduced by 70% each. Number of patient who were on 
steriod after 4 weeks were 3 instead of 7 pre
operatively. 

It has been noted that in myasthenia gravis 72% 
have thymic hyperplasia 10% have thymoma and 18% 
have atrophy but no absences (7,8) In our study similar 
figures were found. In different studies it has been 
noted that thymectomy helps upto 75% of patient we 
have also achcived simlar results shown in Table 2. 

DISCUSSION 

Thymic Age 

Hyperlasia Male Female group 

1 15-25

3 2 2 15-45

2 1 15-55 

3 1 3 15-55

0 0 

Dose of Anti Dose of Myasthenic No. of patient 

chulinestrase steroid crises on steroid 

100% 100% 7 

80% 100% 2 7 

60% 75% 5 

30% 30% 3 

possible mechanism (a) accelerating the degradation of 
acctylcholine receptors through a sequence that involves 
cross-linkage of the receptors by the antibodes (b) 
blocking the receptors active sites and (C) damaging the 
acctylcholine receptors possibly in collaboration with 
compliments.[9]. Antibodies to the acetylcholine 
receptors are produced by B lymphocyte which are 
dependent on helper T lymphocyte. 

The factors that trigger the auto immune response 
in myasthenia gravis arc not yet known. It has been 
suggested that an impaircment of thymic dependent 
normal mechanism allows the immune system to 
respond to self antigen the acetyl choline receptor in an 
inappropriate way [10]. There arc different hypothesis 
about this role of thymus in pathogenesis of myasthenia 
gr a vis. 

Rational treatment of Myasthcnia Gravis depends 1.
on an understanding of the pathogenesis of the disease. 

Human thymic cell contain acetylcholine receptors 
(11) and thymosin (12) but they do not contain
myofibils these substances are present in both
hyperplastic and in atrophic thymus in myasthenia
patients. The role of these substances acting as an
antigen site containing foreigonoid material has
been raised (the foreigonoid material means one
that is infested by virus mycoplasma etc.) This has
been substiantated by many different
studies[12,13,14] and not by many others.

The basic abnormality is a reduction in the number of 
available acetylcholine receptors at neuromusc�lar 
junction, resulting in impaired neumomuscular 
transmission and hence weakness and fatigue. 

Humoral auto immune mechanisms play a key role 
in the pathogenesis. The auto-antibodies which are 
detected are directed against acetylcholine receptors 
and these decrease the number of receptors by three 
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2. 

3. 

Thymosin which is present in thymus has been 
incriminted in playing as a faciltative role in 
myasthenia gravis[ll]. 
T Lymphocyte with abberant functions have also 
been found in myasthenia gravis. 

In summary if genetically susceptable individual 
with abberant T lymphocyte along wilh thymic 
dependent auto antibodies he/she will suffer from 
myasthenia gravis. It can also be said like pitutary 
thymus even containing few cells will be controlling the 
pathogenesis of myasthenia gravis[14,12,4]. 

The experience in our institute also supports the 
role of thymectomy in myasthenia gravis in various age 
groups as supported by various studies [14,8,15]. The 
only contra indications to surgery are the hazards of 
surgery. 
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