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Abstract

Disseminated tuberculosis (TB) refers to involvement of two or more non-contiguous sites. It is a common mode of
presentation of tuberculosis in patients both with and without HIV/AIDS in India. However, the presence of primary
drug resistance in disseminated tuberculosis involving only the extrapulmonary sites in an immunocompetent adult is
rare. Extrapulmonary TB accounts for approximately 15% of the TB cases among immunocompetent hosts and for
50%—70% of cases of TB occurring in immunocompromised individuals, especially in persons with HIV. Rifampicin-
resistant tuberculosis is caused by bacteria that do not respond to Rifampicin, one of the most powerful anti-TB
medicines. These patients require MDR-TB treatment. Here we present a case of a 32 year old male painter with
primary Rifampicin resistant disseminated tuberculosis in the form of cold abcess, tuberculous spondylitis,
epidydmitis and scroful oderma.
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Introduction

In 2015, there were an estimated 480 000 new As there is an increase in the number of
cases of multidrug-resistant TB (MDR-TB) and pulmonary MDR-TB cases throughout the world,
an additional 100 000 people with Rifampicin- it is predicted that extra-pulmonary presentation
resistant TB (RR-TB) who were also newly would also become higher than before in the
eligible for drug resistant-TB treatment. Drug coming future. Drug resistance has been described
resistance surveillance data show that 3.9% of as either primary or acquired. Primary drug
new and 21% of previously treated TB cases were resistance refers to resistance of strains segregated
estimated to have had Rifampicin or multidrug- from patients who have not formerly received TB
resistant tuberculosis (MDR/RR-TB) in 2015. As treatment. Acquired drug resistance expressed TB
in 2014, MDR-TB accounts for 3.3% of new TB isolated from patients who presently are getting or
cases. MDR/RR-TB caused 250 000 deaths in until that time have received anti-TB drug
2015. Most cases and deaths occurred in Asia[1]. treatment for at least 1 month. Primary drug
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resistance is understood to be caused by the
sporead of drug-resistant  strain.  Primary
Rifampicin  resistant  extrapulmonary  cases
involving multiple extrapulmonary sites in an
immmunocompetent individual is quite rare in
literature [2,3,4]

Case Report

A 32 year old male painter with no history of anti
tuberculosis treatment presented with insidious
onset of multiple non tender subcutaneous
swellings on various parts of the body with the
largest one in the para spina lumbar region for
last 9 months. (See figure 1). Other areas were
postauricular and paracervica region. Over the
next few months the patient started experiencing
vague backache. Other presenting complaints
were appearance of multiple skin lesions with
spontaneous rupture and recurrence at various
parts of the body and intermittent fever, painful
scrotal swelling and loss of appetite since 2
months. There was no history of cough,
expectoration, haemoptysis, or breathlessness.
Thick caseous cream colored pus was aspirated
from the abscess and sent for culture and
CBNAAT . There was no growth of any pyogenic
organism after 48 hours of the incubation, but
acid fast bacilli (AFB) were seen in Z-N stain and
it came out to be tubercular with Rifampicin
resistant on CBNAAT. There was no history of
contact and no history of any previous treatment
of tuberculosis. Chest examination showed no
clinical abnormality. The examination of
cardiovascular, abdominal and neurological
systems was unremarkable. There was no clinica
evidence of any immunosupression.

On examination, his vital signs were stable and
palor was present. There was no significant
lymphadenopathy. A swelling of 7 x 6 cm was
present over the para spinal lumbar region with
ill-defined borders (figure 1), which was non-
tender and soft in consistency. The skin over the
swelling was normal. The swelling was fluctuant
and non-transluminant. There was no palpable
bony defect underneath the swelling. There were
multiple skin lesions present over the back of
trunk , and in cervical and axillary regions.
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Blood investigations revealed haemoglobin of
11.1 g/dl, total leucocyte count 9500/ul with
differential counts (neutrophils 77%, lymphocytes
23% and eosinophils 0%) and ESR 35 mm and
RBS of 96 mg/dl. He had normal liver and renal
function tests. Serological evidence for HIV
infection was negative. His X-ray chest was
unremarkable.

MRI spine (figure 2) was done to find the cause
of backache which showed involvement of
cervical ,dorsal and lumbar vertebrae ; edematous
changes and collection in epidural space at D4-D6
suggestive of Pott's spine. USG scrotum was
suggestive of epidydmitis and culture of skin
biopsy specimens indicated Mycobacterium
tuberculosis with histopathology revealing the
presence of characteristic tubercular granulomas
with epithelioid cells. Pus discharge from the
lesions was stained for AFB.

The patient was started on DOTS CAT IV under
Revised National TB Control Programme.He
responded to treatment with regression of
symptoms i.e. healing of the skin lesions and
decrease in the scrotal swelling. Thus he was
diagnosed as a case of primary rifampicin-
resistant disseminated extrapulmonary
tuberculosis.

Discussion

Tuberculosis (TB) is an infectious disease caused
by airborne transmission by the acid fast bacillus
Mycobacterium tuberculosis and is an important
cause of death worldwide [5]. Since, 1990 the
drug resistant TB has become a maor public
health problem [6] . Although pulmonary form of
drug resistant -TB is widely reported but
extrapulmonary forms are reported rarely. And
resistance being primary in extrapulmonary TB
cases is in itself an uncommon presentation
even in the immunocompromised patients, and it
requires agreat deal of suspicion to diagnose such
a case [7]. There is scanty information regarding
extra-pulmonary primary drug resistant-TB in the
literature [8].
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Figure 1- Cold abscess in lumbar region (arrrow) and Healed stages of skin lesions (arrowhead)
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Figure 2 - MRI spine indicating tubercul ous spondylitis
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A substantial proportion of patients with
multidrug-resistant  tuberculosis might have
transmitted drug resistance (ie, present before
treatment begins), and drug resistance is therefore
often the cause of treatment failure, not the result.
Several studies have illustrated how, as
multidrug-resistant tuberculosis epidemics take
hold in populations, most multidrug-resistant
tuberculosis cases can shift from being acquired
during treatment to primarily transmitted. At least
one modeling analysis suggests that this transition
has dready taken place in many countries
throughout the world [9]. The drug resistant-TB
develops due to spontaneous mutations in the
genes of the bacilli. The drug resistant-TB is
basicaly a man-made problem, as a result of
improper or poorly administered treatment [10].

Tubercular cold abscess is aso a form of
extrapulmonary TB. An abscess is a collection of
pus within the body. A *cold abscess” is cold
because it is not accompanied by the classical
signs of inflammation. Cold abscesses are almost
aways a sequelae of tubercular infection
anywhere in the body. It usualy occurs in
association with vertebral TB after hematogenous
spread and develops as an exudative lesion due to
hypersensitivity reaction to  mycobacterial
TB.[11]. Skeletal TB comprises about 10% of the
extrapulmonary cases. TB spondylitis accounts
for 50% of the skeletal TB cases. Hence, in dl,
osteoarticular TB represents 1-2% and TB
spondylitis represents 0.5-1% of all TB cases.[12]
Contrary to the previously reported drug
resistance, presentation was different in our case.
Here the patient neither had history of
tuberculosis in the past or any contact history
indicating primary resistance. Primary Drug
resistance to Mycobacterium tuberculosis results
from unplanned and accidental mutations in the
bacterial chromosome that results in condensed
vulnerability to unambiguous agents. There is no
confirmation that acquired genes or plasmids play
a role in the coming out of antimicrobial
resistance in mycobacterium. The prevalence of
MDR-TB is increasing in number in recent years
because of increased awareness of the disease,
increased access to culture and drug sensitivity
testing, and earlier suspicion of MDR-TB cases
among previously treated patients. So, it is
expected that MDR-TB affecting extrapulmonary
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sites will increase in the near future. [7] Hence,
there is an urgent need for increasing awareness
of the physicians to such presentation.

Conclusion

This rare case is reported here with an aim to
create awareness about the possibility of drug
resistant-TB in extrapulmonary sites. It aso
emphasizes the need for rapid diagnosis by
genotypic/molecular drug sensitivity testing
(genexpert or line probe assay) to detect drug
resistant-TB, particularly when extrapulmonary
site yields mycobacteria in cases having no
history of antitubercular therapy.
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