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Abstract

Introduction: Autoimmune myasthenia is a neuromuscular junction disorder that is poorly described in sub-Saharan Africa because of its rarity and difficult
diagnosis.

Objectives, patients and methodology: We present the socio-demographic, clinical, paraclinical and evolutionary characteristics of a series of 14 patients prospectively
collected from March 2012 to January 2017, in Tingandogo University Hospital, Ouagadougou, Burkina Faso.

Results: There was a predominance of females (8 females / 6 males), the age at onset of symptoms was between 20 and 40 years for the majority of women and between
40 and 60 years for males. Diagnostic delay was noted with an average delay of 24.73 months. In the initial clinical examination, according to the classification of
Myasthenia Gravis Foundation of America, 9 patients (64.3%) were in class IV; Classes II and III were each represented by 2 patients (14.3%), whereas there was
only one patient (7.1%) in Class I. Anti-acetylcholine receptor antibodies and Anti-muscle specific kinase antibodies were positive in 6 patients (50%) and 3 patients
(25%), respectively. Thymic CT showed a thymic abnormality in 10 patients, including 4 cases of thymoma (28.6%) and 6 cases of thymic hyperplasia (42.8%).
Thymectomy was performed in 7 patients (50%), followed by clinical remission in 4 patients (54.1%) and a death in one patient (7.1%).

Conclusion: Our results are consistent with those of the literature, except for a low prevalence of anti RACh antibodies and a diagnostic delay at the generalized

severe stage.

Introduction

Myasthenia Gravis (MG) is a rare autoimmune disease due to
specific autoantibodies directed against neuromuscular junction
proteins: acetylcholine nicotinic receptor (AChR), muscle specific
kinase (MuSK), low-density lipoprotein receptor-related protein
4 (LRP4) [1,2], which induce a dysfunction of the neuromuscular
transmission, the consequence of which is an excessive fatigability
of the musculature striated to the effort. Its prevalence of 100 to 200
per million is similar in the majority of populations [2], constantly
increasing, specifically in the elderly [3-5]. The MG at its beginnings
is influenced by age and gender in a bimodal way: predominantly
female before age 40 (F/H = 3), gender balance between 40 and 50
years of age, male preponderance from of the 6th decade [3,6,7]. MG
was categorized into subtypes according to the age of onset (early
or late), clinical (ocular or generalized), serological (seropositive or
seronegative) and presence or absence of thymoma [8].

While MG is abundantly published in the different regions of
the world, in sub-Saharan black Africa, the publications devoted to it
seem rather rare: illness little known to the health professionals, under
notification of the cases, diagnostic difficulty or little of interest for the
disease? [9]. Does MG have the same socio-demographic, diagnostic
and evolutionary profile in sub-Saharan Black Africa in general and
Burkina Faso in particular, as in other regions of the world or are
there any differences? According to a multiracial study conducted in
Cape Town, South Africa [9], demographic data, excluding the age of
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onset, did not vary significantly among white or black patients with
similar proportions of seropositive, seronegative and of thymoma.
However, black patients had an increased proportion of myasthenic
ophthalmoplegia complete with ptosis whereas whites were more likely
to develop a severe generalized myasthenia gravis that responded poorly
to treatment and had repeated seizures. Phenotypic differences in MG
have already been observed between white and Chinese subjects [10];
eastern subjects were more likely to develop juvenile ocular MG (50%),
had lower AChR titres and were less likely to develop a few generalized
severe forms [1,10,11]. To answer this question and to contribute to a
better understanding of MG in black Africa, we describe for the first
time in Ouagadougou (Burkina Faso) a hospital series of 14 patients
diagnosed and followed for myasthenia autoimmune.

Patients and methods

It was a prospective, observational, descriptive, multicenter
collaborative study, involving all patients diagnosed or treated for
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myasthenia autoimmune in the various public or private health
structures of the city of Ouagadougou, over a period 4 years and 10
months from March 2012 to January 2017. In order to include the
maximum number of patients, we included in the study all neurologists
and ophthalmologists as well as some general practitioners and
gastroenterologists from the city of Ouagadougou. We have also
benefited from the support of the Burkina Faso Association of patients
with myasthenia gravis. As soon as the diagnosis of myasthenia
autoimmune was established, all patients were referred to the neurology
department of the Tingandogo University Hospital in Ouagadougou,
where they had at least regular quarterly neurological follow-up. In case
of operative indication, thymectomy was performed in the thoracic
surgery unit of the visceral surgery department of the Tingandogo
University Hospital. In patients with a myasthenic outbreak or crisis,
or for any intercurrent episode with hospitalization, the patients were
either hospitalized in a neurological unit or in intensive care at the
Tingandogo University Hospital.

Diagnostic criteria were based on clinical symptoms suggestive
of MG, associated with at least one of the following criteria: high
anti-AchR antibodies (> 0.4 nmol / ml), a decrement of >10%
of the amplitude of the overall motor driving potential in an
electroneuromyography (ENMG) with repetitive stimulation at 3
Hz. For each patient, socio-demographic data, age at onset of disease,
age at diagnosis, diagnosis time, initial clinical picture and course of
disease [clinical signs, motor muscle score (MMS), Myasthenia Gravis
Foundation of America (MGFA) classification], ENMG and chest
CT scan results. The anti-AChR autoantibody assay was performed
using the radioimmunoprecipitation technique. Anti-MuSK
antibodies were assayed by immunofluorescence on transfected cells.
Immunological status, particularly for AChR and MuSK antibodies,
has not been known for some patients because of the very high
cost; none of our patients were able to carry out AChR antibodies
assay with low affinity, LRP4 antibodies, titin antibodies, ryanodine
antibodies .. There was no immunological monitoring report.
All patients received drug therapy (anticholinesterase +/- corticotherapy
+/- immunosuppressant +/- motor kinesitherapy) and some patients
underwent thymectomy followed by anatomopathological examination
of the surgical specimens. No patients were treated with corticosteroids
or immunosuppressants prior to myasthenia gravis diagnosis.
In the course of our study, the anonymity of the patients was
guaranteed. The oral consent of all patients was collected. The data
were entered and analyzed on a microcomputer using the Epi info
software in version 7.1.1.14.

Results

Socio-demographic characteristics of patients

During the study period, 14 patients were consecutively collected,
including 8 female (57.1%) and 6 male (42.9%). The average age was
35 years (range 04-56 years). The age group of 20 to 40 years, with 08
patients (57.1%), was the most representative. The mean age of onset
of symptoms was 28.8 years + 14.9 (range of 04 - 55 years). There were
2 cases (14.3%) of forms with a juvenile onset (starting age <15 years),
10 cases (71.4%) of young adult forms (starting age between 15 and 50
years), 2 cases (14.3%) of late-onset forms (starting age> 50 years). The
age groups of symptom onset were predominantly between 20 and 40
years for women (50%) and between 40 and 60 years for men (50%).

Clinical characteristics of patients

The mean time between the first symptoms and the first
neurological visit was 24.7 months (range 0.3 - 108 months); the mean
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time between first symptoms and diagnosis was 24.9 months (range 0.3
- 108 months). The average time between symptom onset and surgical
treatment was 36 months (3 years) (extremes 7 and 120 months), and
the interval between diagnosis and thymectomy was 17.50 months
(extremes of 3 and 60 months).

The clinical presentation was multi-symptomatic in 78.6% or
11 patients, whereas it was mono-symptomatic in 21.4% of cases (3
patients).

In the initial clinical examination, 13 patients (92.8%) had MG with
generalized form and 1 patient (7.2%) had ocular form. A proximal
motor deficiency of the scapular and pelvic belts in 8 patients (57.1%),
limb muscle amyotrophy in 5 patients (35.7%), a decrease in thoracic
ampliation in 3 patients (21.4 %), lingual amyotrophy in 2 patients
(14.3%) were the main abnormalities observed during the initial clinical
examination. The initial motor muscle score (MMS) averaged 50.8 out
of 100 (extremes 22-90); 50% of patients (7 patients) had an initial MMS
of between 25 and 50 out of 100. According to the clinical classification
of MGFA, 9 patients (64.3%) were in class IV (severe muscle deficit
other than ocular muscles), including 5 patients (35.7%) in the class
Iva and 4 patients (28, 6%) in the class IVb. Classes II (discrete deficit
of muscles other than ocular muscles) and III (moderate deficit of
muscles other than ocular muscles) were each represented by 2 patients
(14.3%), one patient (7.1%) were in class I (ocular muscle deficit).

Paraclinical examinations

The ENMG of repetitive stimulation was performed in our 14
patients (100%) and showed a significant decrement (> 10%) in 13
patients (92.8%). AchR antibodies and MuSK antibodies responses
were performed in 12 patients (85.7%); AChR antibodies returned
positive in 6 patients (50%), with an average of 13.7 nmol / L (extremes
0.2 and 48 nmol / L); the MuSK antibodies were found in 3 patients
(25%), or 50% of the 6 patients without AchR antibodies; 3 patients
(25%) had returned negative. Thoracic CT scan was performed in all
our patients and showed a thymic abnormality in 10 patients (71.4%):
4 cases of thymoma (28.6%) and 6 cases of thymic hyperplasia (42.8
%), the thymus was normal in 4 cases (28.6%). Thyroid hormone levels
(TSH, T3,T4) and autoimmunity were determined in eight patients
(57.1%) and two patients (14.3%), respectively, with normal income
in all cases. The anatomopathological examination of the 6 surgical
specimens confirmed 3 cases of type A thymoma already diagnosed
with thoracic CT scan and 3 cases of thymic hyperplasia of follicular
lymphoid type.

Evolution-complications

Nine (9) patients (64.3%) had an average of 3.7 relapses (range
1 to 6 relapses) during the course of MG with an average delay of
8.8 months month for the first outbreak, caused by the following
triggers: warm periods of the year 5 cases, infection of upper airways
3 cases, menstruation 3 cases, taking contraindicated drugs (quinine,
chloroquine) 2 cases, overwork or stress 2 cases, therapeutic rupture
2 cases, surgical intervention 1 case. Only one patient out of the
14 (7.1%) experienced a myasthenic crisis, favored by a ruptured
treatment and bronchopulmonary superinfection with resistant germ,
requiring intubation in intensive care and causing death, with a delay
of 60-month (5 years).

Seven (7) patients (50%) had thymectomy, including 4
patients (28.6%) with MG + thymoma and 3 patients (21.4%)
with generalized MG associated with thymic hyperplasia and low
response to medical treatment.
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The evolution of MMS in non-operated patients showed an average
progression index of 8 points per semester under drug therapy, whereas
in operated patients, this progression index was on average 4 points per
semester before thymectomy, before moving to 5 points per semester
after thymectomy. This index was on average 1.8 points per semester
in patients with thymic abnormalities whereas it was 7.4 points per
semester in patients with normal thymus. The evolution of the MMS
in the operated and non-operated patients and the differences of
evolution according thymic abnormalities are illustrated in FIGS. 1, 2
and 3 (confers annexes).

At the end of follow-up of the 7 patients operated, 4 patients
(57.1%) were in remission, 2 in pharmacological remission and
2 in complete stable remission; 2 patients (28.6%) remained
stationary; a patient (14.3%) with AChR antibodies and thymic
hyperplasia died in a context of myasthenic crisis after rupture of
drug therapy despite thymectomy. Patients in remission had all
AchR antibodies, had either a thymoma (50%) or thymic hyperplasia
(50%). The two patients with unfavorable clinical evolution
(stationary clinical state) had no AChR antibody, one had MuSK
antibodies and the other was seronegative, with one thymoma each.
MG with AChR antibodies accounted for 50% of the patients, with
an average age of 26.7 years, a female predominance, exclusively
consisting of severe generalized forms during diagnosis, consisting
of 66.7% and 33.3% thymic hyperplasia (4/6) and thymoma (2/6); a
clinical improvement was observed in 83.3% (5/6) and one death in
16.7% of the patients (1/6).

MG with MuSK antibodies accounted for 25% of the patients,
with an average age of 26.5 years, a female predominance and severe
generalized forms (2/3) during diagnosis, a normal thymus in 1/3 of
the patients, and thymic hyperplasia or thymoma in 1/3 of each; the
evolution was stationary in 2/3 of the cases, slightly improved in 1/3
of the cases.

Seronegative MG accounted for 25% of cases with an average
age of onset at age 30, female predominance, a majority of ocular or
generalized forms at diagnosis (2/3), a balanced distribution between

thymic hyperplasia, thymoma and normal thymus, respectively 1/3 of
the cases; the evolution was stationary in 2/3 of the cases.

Clinical features, chest CT characteristics and evolutionary
characteristics of patients with MG, according to immunoassay results
are summarized in Table 1.

MG associated with a thymoma accounted for 28.6% of patients,
with an average age of 27 years, female exclusivity, % at the generalized
stage of diagnosis, half had AchR antibodies. In terms of progression,
half of the patients were either in clinical remission or in a steady clinical
state. MG associated with thymic hyperplasia accounted for 42.8% of
the patients, with an average age of 26 years, a female predominance (F
/ H ration = 2/1), 60% of patients had AchR antibodies, the majority
of the patients had a generalized form during the diagnosis (5/6 of
the patients), of serious evolution with a patient deceased (16.7%)
following a myasthenic crisis.

The clinical, serological and evolutionary characteristics of MG
according to the results of thoracic CT scan are summarized in Table 2.

Discussion

Autoimmune myasthenia gravis is a rare disease with an estimated
prevalence of between 50 and 200 per million people worldwide and
appears to be increasing in recent decades [12,13]. In our study, we
identified 14 cases in 4 years and 10 months between March 2012 and
January 2017. We found a female predominance with a ratio F/M 1.3,
a predominance in young adults (<50 years), and only two cases each
of late MG and juvenile MG (<15 years) were recorded, which is in line
with data from the literature [12-20]. Sex hormones appear to play a
central role and some studies involve estrogens as the main mediator
of the disease [21,22]. At the beginning, MG is influenced by sex and
age in a bimodal way: in women under 40, women predominate, but
in the fifth decade cases are equally divided between men and women,
and after 50 years, new cases are slightly more frequent in men [7,16-
18,22,23]. This characteristic has also been observed in our patients.

The mean time between the first symptoms and the first
neurological visit was 24.7 months and that between the first symptoms

Table 1. Clinical, CT scan and evolution characteristics of myasthenic patients, based on immunoassay results

MG with AChR antibodies

Caractéristiques n=6
(50%)
26.7 years
Average age of onset (18-55)
Ratio F/H 2/1
Clinical features Initial MMS (n/100) 43.9
(30-48)
MGFA classification at
. . v
diagnosis

Thymic hyperplasia (n=6) (50%) 4
Thymoma (n=4)

Results of thoracic CT (28,6%) 2
Normal thymus (n=3) 0
(21,4%)
Medical treatment 6
Treatment
Thymectomy 5
Stable or pharmacological
clinical remission 5
Evolution Clinical improvement 0
Stationary or aggravated 0
Death 1
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MG with MuSK antibodies

seronegatives MG (AChR/

MuSK antibodies-) MG with undefined

n=3 n=3 antibodies
0, ="

(25%) (25%) n=2

26.5 years

(25-38) 30 years (16-52) 22.3 years (4-43)

2/1 2/1 0/3

37.3 (22-55) 66.7 (30-83) 66.7 (50-90)

I: 1 1:2 ilﬁll

IvV:2 IvV:1 V-1

1 1 1

1 1 0

1 1 1

3 3 3

1 0

0 1 3

1 0 0

2 2 0

0 0 0
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Table 2. Clinical, serological and evolutionary characteristics of myasthenia gravis according to the results of thoracic CT

Clinical, serological and Results of thoracic CT scan Thymoma Thymic hyperplasia Norm’:l=t4hymus
evolutionary characteristics n=4 (28.6%) n=6 (42.8%)
(28.6%)
Mean age of onset 27 years (16-46 years) 26 years (4-55 years) 35 years (20-52 years)
Ratio F/M 4/0 2/1 0/4
Initial clinical features Initial MMS 46.7(22-83)
I: 1 I:1 -2
MGFA classification at diagnosis : ' I 1
IvV:3 IvV:5
IvV:1
MG with AChR antibodies 2 3/5 (60%) 1/3
Serological status MG with MuSK antibodies 1 1/5 (20%) 1/3
Seronegative MG 1 1/5 (20%) 1/3
- Thymectomy 4 (100%) 3 (50%) 0
Clinical remission 2 4 (66.6%) 2
. X Clinical improvement 0 1(16.7%) 0
Clinical evolution 2
Stationary 2 0 2
Death 0 1(16.7%) 0

120

MMS

100

80

60

40

20

1 MONTH 3 MONTHS 6 MONTHS 12 MONTHS 18 MONTHS 24 MONTHS

Duration of follow-up

Figure 1. Evolution of the MMS of non operated patients

MMS

1 MONTH 3 MONTHS 6 MONTHS 12 MONTHS 18 MONTHS 24 MONTHS
Duration of follow-up

«=@==\IMS before thymectmoy ==@==MMS after thymectmoy

Figure 2. Evolution of the MMS of patients before and after thymectomy
correlation coefficient=0.85
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MMS

80

1 MONTH 3 MONTHS 6 MONTHS

e=@==IMS with thymic abnormalities

12 MONTHS 18 MONTHS 24 MONTHS

Duration of follow-up

MMS without thymic abnormalities

Figure 3. Evolution of the MMS of patients with and without thymic abnormalities

correlation coefficient=0.5

and the diagnosis of 24.9 months for our patients, similar to those of
El Mahdi in Morocco (24 months) [15], but significantly higher than
those of Barbaud et al. in Montpellier [24], O6pik et al. in Estonia [20]
and Boughammoura-Bouatay ef al. in Tunisia [25], respectively of 17
months, 6.1 months and 5 months.

This diagnostic delay results in our context from the sub -
medicalization and the frequent diagnostic wandering, because
myasthenia, especially for the general practitioner, is not well known
due to its relative rarity, the frequently intermittent nature of the
clinical manifestations and, absence of objective signs at the time of the
consultation; the risk is great to neglect symptoms such as fatigue, too
early to account for an early stress or depression [26].

In our series, 5 patients (35.7%) had amyotrophy of the root of
the limbs during the initial examination, which could be explained
by the long duration of the disease evolution before the diagnosis and
malnutrition due to disorders of swallowing and mastication. Majority
of our patients had severe and generalized forms on initial clinical
examination, due to long diagnostic delays. In comparison, 2/3 of the
patients of El Mahdi were in class II MGFA during the diagnosis [15].

AChR antibodies were found in the serum of 6 of the 12 patients
who were able to perform this assay, ie 50%. On the other hand, Fall
[17], El Mahdi [15], and Nouvel [19] had superior results with 80%,
89% and 70% of myasthenia with AchR antibodies. In the literature, the
prevalence of AchR antibodies varies from 75% to 90% for general MG,
and from 50% to 60% for ocular MG [27,28]. In most patients with MG,
the disease is caused by an immune humoral response directed against
the ACh nicotinic muscle receptor [29]. Several reasons may explain
the low prevalence of AchR antibodies in our patients. First, in the early
forms, the levels of antibodies may be zero, before they subsequently
appear, which justifies in view of a recent seronegative myasthenia, to
repeat the dosage after a few months [30].

Secondly, in our series, 2 patients (14.3%) could not carry out the
assay of the AChR antibodies, for want of financial means. Third, the
prevalence of seronegative MG in our series is high, 25% versus 10-15%
in the literature. Some (20%) have anti-LRP4 antibodies, mainly IgG1s
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able of binding complement, interfering in the binding of agrin to its
receptor and modifying aggregation of AChR on muscle cells [1,31,32].

Others (60%) have AChR antibodies that are not detected by the
available classical tests because they recognize only the AChR in a
native cellular configuration, whereas in these myasthenic forms the
AChRs are aggregated to the cell surface [33-35]. MuSK antibodies
were found in 3 patients (25%), half of the 6 patients without AchR
antibodies. MG with MuSK antibodies is of recent discovery and
much less frequent than that with AchR antibodies. MuSK and
AchR antibodies can coexist in the same patient. In one series, this
association was found in 10.5% of MG with AchR antibodies [36].
Thymic abnormalities (thymic hyperplasia or thymoma) were detected
in 71.4% of our patients, thymic hyperplasia in 42.8% and thymoma
in 28.6 %, whereas data from the literature indicate the prevalence of
thymic abnormalities in MG at about 75% [15,17,24], ie 10-15% for
thymoma and 65% for thymic hyperplasia [37,38]. Thus, the prevalence
of 28.6% of thymoma in our serie is much higher than in the literature
and of Nouvel et al results (16.7%) in France, near Barbaud et al. (28%)
in France, but lower than El Mahdi et al in Morocco (33%) and Fall et
al in Senegal (40%). This observation leads us to hypothesize a possible
higher prevalence of thymoma in myasthenic patients in Africa
[15,17,19,24]. However, a study in South Africa found no significant
racial differences in the prevalence of MG, seropositive, seronegative
or associated with a thymoma [9].

In our study, only patients with thymic abnormalities (4 cases
of thymoma and 3 cases of thymic hyperplasia) benefited from
thymectomy. Evolution showed an average MMS progression index of
7.8 points per semester in non-operated patients, whereas it was only 4
points per semester before thymectomy, before moving to 5 points per
semester after thymectomy. This index was on average 1.8 points per
semester in patients with thymic abnormalities whereas it was 7.4 points
per semester in patients with normal thymus, probably indicating a
pejorative prognosis of MG with thymic abnormalities, with or without
thymectomy. Subsequent studies with a large sample of patients are
needed to answer this question. This post-thymectomy evolutionary
status quo could also be explained by the long delays between the onset
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of the disease and thymectomy (3 years). Many studies suggest that the
earlier the thymectomy is performed in the course of the disease, the
better the results of the treatment, especially during the first two years
of the disease. The therapeutic effect of thymectomy usually occurs
after about one year [39]. The interest and indications of thymectomy
in MG are still debated and are still not the subject of a consensus.
Very broad for some, its indications are selective for others, reserved
for thymoma, myasthenia generalized of the young subject or the
patient who did not respond favorably to the immusuppressors and
the corticoids; this explains the variable proportion of thymectomy
from one serie to another. In our series, there was only one patient
belonging to the myasthenia subgroup with pure ocular form, whereas
El Mahdi (Morocco) [15], Maharaj (Trinidad) [18], Matuja (Tanzania)
[40] and Ojini (Nigeria) [41] found 17%, 40%, 47% and 50% ocular
form respectively in their series, while Zhang in China had 58% ocular
form, whose 75% were children [1]. The proportion of ocular MG
varies according to the authors and the populations, it is of 10-15% in
the Caucasian populations and goes to more than 50% in Asians, with
a clear predilection for the children [42]. The generalized form of MG is
heterogeneous in terms of serological status, thymic abnormalities and
age of onset. It is usually subdivided into early-onset (<50 years), late
onset (> 50 years) and very late onset (> 60 years) [43]. In our series,
71.4% and 14.3%of our patients had an early onset and a late onset
respectively; none of our patients had a very late onset (> 60 years),
probably because of the low sample size, still low life expectancy,
and diagnostic difficulties in our context. The increased incidence of
this very late form of the disease in the developed countries is due
to increased longevity in the population combined with a tendency
to increase autoimmune diseases with age and the accumulation of
predisposing environmental factors [43-45]. Approximately 40% of
MG patients without AChR antibodies have MuSK antibodies. They
are mostly young women [46], with severe clinical symptoms, with
facial, bulbar and respiratory muscles symptoms, but rarely with ocular
symptoms. Muscular atrophy is common in these patients [47]. The
chances of achieving clinical remission of the disease are low [36,48]. In
general, no thymic pathology was observed in this subgroup of patients
[47,49]. In our series, we found the same characteristics described
above, except that this subgroup represented 25% of all the MG with
known serology and 50% of the generalized MG without AChR and
a thymic anomaly (thymoma) was present in 1/3 of patients. In our
series, 25% of patients were seronegative (AChR and MuSK antibodies
absent). Seronegative patients are heterogeneous and may have a
pure ocular form or a generalized form of MG [34]. They are near of
classical myasthenia with AchR antibodies: young fringe, feminine
preponderance, involvement in generalized moderate and ocular
forms, involutive or hyperplasic thymus. These characteristics have
been observed in our patients. Up to 60% of these patients appear
to have low-affinity for AChR antibodies that are not detectable
by conventional immunoprecipitation examinations because their
auto antibodies recognize AChR only in its native configuration.
Approximately 20% of the seronegative generalized myasthenia (2%
of the total of the MG), have LRP4 antibodies. This recently described
form [1,31], mostly composed of young women with moderate clinical
form, but little is known about the associated thymic abnormalities [43].

We were unable to perform this type of serological examination.
Even after LRP4 antibodies identification, some myasthenic patients
are still triple-negative (2-5% of patients) [50].

Fifteen to 30% of myasthenic patients and 10-20% of generalized
MG, according to the series, present a thymoma; these patients are
usually over 40 years of age, both sexes are affected equally, the presence
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of AchR antibodies is almost constant; the elevation of the muscle
striated and titine acids antibodies is in favor of a thymoma, but can
also be seen in the elderly without thymoma. Overall, MG associated
with a thymoma is more severe, almost always generalized with
bulbar disorders, most often requiring treatment with corticosteroids
and immunosuppressants, with a probability of complete remission
without treatment unless in MG without thymoma. Nevertheless,
with a well-conducted treatment, which should in most cases be
continued, about 2/3 of the patients are very much improved, of which
more than 20% are in remission without treatment (recent Italian
series of 192 patients); mortality remains low, even if the thymoma
is invasive [43,51,52]. Identical data have been found in our series.
Thymic hyperplasia associated with MG is characterized by early onset
(<40 years), clinically generalized and severe and high levels of AchR
antibodies [53]. In our series 6 patients had thymic hyperplasia with
CT, 3 of which had a generalized form, with 1 year, 38 years and 50
years at the onset of the disease; three patients underwent thymectomy.

Limitations of our study: Our study population was limited to 14
patients and the immunological assessment, which was only possible
for 12 patients (85.7%), could have biased our results.

Conclusion

We recorded 14 cases of MG in 4 years and 10 months, indicating
a greater rarity or under diagnosis of autoimmune myasthenia in
Ouagadougou. The socio-demographic, clinical, immunological
and CT scan profile seems comparable to the literature. However,
late-onset forms were not observed in our study. In addition, a low
prevalence of AchR antibodies (50%) was observed. Post-thymectomy
clinical remission involved only 51.7% of patients. Additional studies
are needed to better characterize the profile of MG in Ouagadougou
(Burkina Faso).
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