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Letters to the Editors
Prevalence, clinical and serologic 
characteristics of systemic lupus 
erythematosus: multicentric 
study in Burkina Faso and 
African literature review

Sirs, 
Systemic lupus erythematosus (SLE) is the 
most common of the connective tissue dis-
eases. Most of the epidemiological findings 
available on this disease are from western 
studies (1, 2). SLE is thought to be common 
in black African patients; its prevalence var-
ies from 197.2 to 517.5 per 100,000 persons 
in recent original studies (3, 4). In the study 
by Rees et al., the prevalence of SLE was 
179.8 per 100,000 persons in Africans and 
134.5 per 100,000 persons in Caucasians 
(3) though those studies were carried out 
in western countries, namely in the United 
Kingdom. The aim of our study was to re-
port the prevalence, through a multicentre 
study, and to describe the characteristics of 
the disease in a country south of the Sahara.
It was a multicentre, retrospective study 
conducted over a period of 12 years from 
January 1st, 2006 to December 31st, 2017 in 
Burkina Faso. Four out of the six Teaching 
University Hospitals (TUH) of the country 
were included in the study. All the patients 
with SLE had undergone a comprehensive 
clinical examination with a rheumatolo-
gist, an internist or a dermatologist, some 
biological investigations, radiology and 
electrocardiography. We included patients 
with SLE who met the American College of 
Rheumatology criteria (ACR) (5). 
Seventy-five patients were included during 
the period of the study. The population prev-
alence of SLE was 0.45 per 100,000 persons. 
Table I shows the prevalence of the disease 
according to the population studied. The 
average age of the patients was 34.2±10.5 
years old with some extremes ranging from 
9 to 62 years old. Seventy-one (94.7%) pa-
tients were female. The mean disease dura-
tion was 5.35±3.8 years with extremes of 3 
months and 25 years. The rheumatological 
and dermatological manifestations were re-
ported respectively in 64 patients (85.3%) 
and 62 patients (82.7%). Table II shows the 
distribution of patients according to the clin-
ical manifestations. The antinuclear anti-
bodies were positive in all our patients. The 
native anti DNA antibodies were present in 
39 patients (52%). The Anti Sm antibodies 
were positive in 36 patients (48%) and the 
antibodies U1RNP in 26 patients. SLE was 
associated with antiphospholipid antibody 
syndrome in one patient.
The prevalence of SLE has not been stud-
ied in sub-Saharan Africa (1). The preva-
lence reported in the populations are the 
result of the studies carried out in European 
or American countries (1, 2). Thus, in the 
study of Rees and al, the prevalence of the 

SLE in black African subjects was 179.8 
per 100,000 inhabitants and 134.5 per 
100,000 inhabitants in the white subjects 
while among Caribbeans, the prevalence 
was 517.5 per 100,000 inhabitants with 
extremes of 398.5 and 660.8 per 100,000 
inhabitants (3). However, it is important to 
note that the study by Rees et al. was based 
on black African populations living in the 
United Kingdom (3). The prevalence we are 
reporting in this study, is suggestive of the 
low prevalence of the disease in our coun-
try, whether the number is reported accord-
ing to the entire population of the country 
(0.45 per 100,000) or to the cities of study 
(2.41 per 100,000). The environmental fac-
tors associated with SLE have not been tak-
en into account in our study (6). However, 
the environment is known to influence the 
prevalence and the incidence of the disease. 
Gilkenson et al. showed in a comparative 
study that the autoimmunity of black Afri-
cans living in Africa (Sierra Leone) did not 
differ from that of their descendants liv-
ing in the islands of South Carolina in the 
United States (population with a high prev-
alence of SLE) (7). In 1997, Adebajo had 
hypothesised a protective effect of malaria 
against autoimmune diseases to explain the 
low incidence of SLE in tropical Africa (8). 
Recent studies conducted on lupus murine 
models have shown that the malaria parasite 
provides protection against lupus by the di-
rect attenuation of the B cell autoreactivity 
by modulating the expression of CXCL12/
CXCR4 (9, 10).
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Table I. Prevalence of SLE according to the population studied.

 Number of  Number of Prevalence
 lupus cases  inhabitants (for 100,000 inhabitants)

Population of Burkina Faso 75 16 608 682 0.45
    Female 71 8 593 010 0.82 
    Male  4 8 015 672 0.05
Population of the study cities 75  3 112 546 2.41
   (Ouagadougou, Bobo-Dioulasso, Ouahigouya) 

Table II. Distribution of the patients according 
to clinical manifestations.

 n. %

Dermatological 64 85.3
Rheumatism 62 82.7
General 60 80
Renals (kidneys) 40 53.3
Cardiac (hearts) 17 22.7
Respiratory  17 22.7
Vascular 14 18.7
Digestive 14 18.7
Neuropsychiatric 13 17.3
Haematological 5 6.5


