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Disseminated lupus vulgaris: a case report
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ABSTRACT
Lupus vulgaris is a secondary form of cutaneous tuberculosis which persists for years if not treated. The head 
and neck are the most commonly affected sites. While less frequently arms and legs, and rarely the trunk and the 
scalp are involved. Herein, we describe a 73-year-old man with a 5-year history of slowly growing, atrophic, some 
eroded and ulcerated, red-brown plaques on his forehead, nose, cheeks, ear lobes, trunk and extremites. All of 
his disseminated lesions healed after antituberculosis therapy.
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As a disease known for three thousand years, 
tuberculosis is most frequently seen in the 

developing countries. Cutaneous tuberculosis con-
stitues less than 1% of all cases with tuberculosis. 
Cutaneous tuberculosis emerges in different clinical 
forms dependent on many factors notably pathoge-
nicity of the microorganism, route of entry of the 
infection, immune state of the host, and antimicro-
bial resistance. In women lupus vulgaris or scrofu-
loderma, and in men tuberculosis cutis verrucosa, 
and ulcerative tuberculosis are more frequently seen 
forms. Characteristic lesion of the lupus vulgaris is 
a red-brown papule with a soft consistency termed 
as lupoma frequently localized on head and neck re-
gion [1, 2, 3]. 

In this paper, a case with lupus vulgaris char-
acterized by multiple atrophic and/or ulcerated 
plaques on the scalp, face, ears, anterior, and poste-

rior aspect of the trunk, upper, and lower extremi-
ties has been presented because of this rarely seen 
generalized form. 

CASE REPORT

A 73-year-old male patient consulted to our out-
patient clinics with complaints of ever-increasing 
number of  non-healing wounds with foul-smell-
ing discharge. Skin wounds of the patient were 
firstly appeared on his hip five years ago, and be-
came more numerous since then. Biopsy material 
obtained one year ago was evaluated as chronic 
granulomatous dermatitis. His personal medical 
history was unremarkable, while his two siblings 
died of tuberculosis, and his son was still receiving 
tuberculostatic therapy. On his dermatological ex-
amination, red-violet atrophic plaque lesions with 
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irregular contours, and patchy areas of adhered 
yellow-brown crusts, and squamas localized on the 
frontal, parietal, temporal, and malar regions, nose, 
and left ear were observed. Seventeen- 18 plaque-
shaped lesions measuring 2-15 cm in diameter 
with adhered brown crusts, and squamas, and also 
eroded areas 0.5 cm-2.0 cm in diameter localized 
as islets on the anterior, and posterior aspect of the 
trunk, also on both upper, and lower extremities 
were seen. In addition to eroded areas on similarly 
appearing plaque lesions localized on the gluteal 
region, an ulcerated lesion 4 cm in diameter, and 

1-1.5 cm in depth striked our attention (Figure 
1). Histopathological examination of the biopsy 
material revealed a large ulcerated area covered su-
perficially with crusts, lymphocytic, and histiocytic 
infiltration, and giant cells within superficial, and 
middle layer of dermis, and granulomas more con-
spicuously on the periphery of the infiltrate (Fig-
ure 2).

Application of periodic acid-Shiff (PAS), and 
Erlich-Ziehl-Neelsen (EZN) staining couldn’t de-
tect any specific infectious agent. Laboratory anal-
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Figure 1. Atrophic plaque lesions with 
patchy areas of erosions and/or ulcer-
ations localized on scalp, face, anterior, 
and posterior aspects of the trunk, ex-
tremities, and gluteal region.



Can et al., Disseminated lupus vulgaris 55

generalized lupus vulgaris was made. The patient 
with a 9 mm-PPD reaction size, but without sys-
temic involvement received antituberculostatic 
treatment with 300 mg isonicotinic acid hydrazide, 
600 mg rifampicin, 1500 mg ethambutol, and 3000 
mg pyrazinamide for 2 months, then with 300 mg 
isonicotinic acid hydrazide, and 600 mg rifampi-
cin for 4 months.At two months of the treatment, 
lesions regressed remarkably. At the end the sixth 
month all lesions healed with postinflammatory 
hyperpigmentation, hypopigmentation and/or 
atrophic scar (Figure 3).

DISCUSSION

Lupus vulgaris is a cutaneous tuberculosis seen in 
individuals who previously encountered tuberculo-
sis bacilli, and those with moderate, and higher tu-
berculin sensitivity. It can become manifest via en-
dogenous (hematogenous, lymphogenous) or direct 
spread from a focus of tuberculosis infection, while it 
can develop as an exogenous infection on verrucous 
tuberculosis, scrofuloderma scar, and BCC vaccina-
tion site. Characteristic lesions of lupus vulgaris are 
red-brown plaques spreading to the periphery leav-
ing a scar tissue in the middle through the process 
of healing. These plaques are formed by accumula-
tion of papullonodular lesions which look like apple 
jelly on diascopic examination. New lesions develop 
on atrophic areas. Secondary to ulcerations, cica-
trices, and complications emerging during the pro-
gression of the disease, lupus vulgaris can manifest 
in diverse clinical forms; 1) plaque or planar form, 
2) ulcerative or mutilant form, 3) vegetant form, 4) 
tumor-like form and 5) papulonodular form [2, 3]. 

Although most frequently, head and neck re-
gion, and especially nose, cheeks, and earlobes are 
involved, less often, arms, and legs, and rarely trunk, 
and scalp can be affected. Oral, nasal, and conjunc-
tival mucosa can be inflicted [2, 4, 5]. In our case, a 
widespread involvement all over the body including 
scalp (excl. mocosal surfaces) was observed.

Typical histopathological findings of tubercu-
losis, are tubercles consisting of epitheloid histio-

Figure 2. Giant cells, and lymphocytic, and histiocytic 
infiltration, and markedly conspicuous  granulomas on 
the periphery of the infiltrate localized within the mid-
dermis (H&E x 40).

Figure 3. At the end of the sixth month regression of all 
lesions was observed.

yses revealed anemia, hypoproteinemia, increased 
CRP, and sedimentation rate. With these clinical, 
and histopathological findings, the diagnosis of 
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cytes, and Langhans-type giant cells surrounded by 
lymphocytes, and monocytes. In the center of these 
granulomas, caseification necrosis is observed. Ba-
cilli are very rarely seen in lesions, and they couldn’t 
be demonstrated in sections obtained. Mycobacteri-
um tuberculosis can not be grown especially in cul-
tures prepared from chronic lesions, and in patients 
with higher immunity [2, 3]. Polymerase chain re-
action (PCR) is another diagnostic method which 
can identify Mycobacterium tuberculosis –specific 
DNA particles in samples. Diagnostic sensitivity of 
PCR for skin lesions changes between 53, and 77 
percent [6, 7, 8]. Though for definitive diagnosis, 
identification of mycobacteria is required, it is not 
possible in most of the times. Diagnosis is usually 
made with clinicopathological correlation [3]. In 
our case, bacteria could not be identified in culture, 
and PCR analyses, and diagnosis was made based 
on clinical, and histopathological findings, and le-
sions healed with antituberculostatic drug therapy. 
Our case is extremely important in that in the di-
agnosis of skin tuberculosis necessity of consider-
ation of not only PCR, and culture outcomes, but 
also history, clinical, and histopathological findings 
especially in cases with lesions which persisted for 
years has been demonstrated.

Treatment of skin tuberculosis shows similari-
ties with other organ tuberculosis in many aspects. 
As is the case with our patient, following the treat-
ment with isonicotinic acid hydrazide, rifampicin, 
ethambutol, and pyrazynamide lasting for 8 weeks, 
16 weeks of treatment with isonicotinic acid hy-
drazide, and rifampicin is successful in most of the 
cases [2]. Since skin tuberculosis in undiagnosed 
cases, and inadequately treated patients leads a 
chronic course, within years it can result in severe 
tissue damage. Destruction of the nasal cartilage, 
ectropion, microstomy, keloid, lymphoedema, and 
functional disorders secondary to contractures are 
among sequelae that might become manifest years 
later in patients with lupus vulgaris. Besides, on the 
scars of lupus vulgaris prominently squamous cell 

carcinoma, basal cell carcinoma or even sarcoma can 
develop [2, 3]. 

In conclusion, when we encounter long-lasting 
disseminated atrophic and/or ulcerated plaque-like 
lesions localized on the trunk, and extremities, we 
should investigate our patients, and their intimates 
as for tuberculosis infection, and consider lupus 
vulgaris in differential diagnosis.
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