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CASE REPORTS

ISOLATED SHOULDER JOINT TUBERCULOSIS IN AN ADOLESCENT 

Miti A Shah, Ira Shah

Abstract
Tuberculosis (TB) of the shoulder joint is uncommon. 
The diagnosis of TB is less considered by clinicians 
among other common causes of shoulder pain including 
traumatic and degenerative conditions. We report 
an 11-year-old girl having shoulder pain, restriction 
of shoulder joint movement, weakness of left upper 
limb for 3 months and ipsilateral axillary lymph 
node enlargement. MRI of the left shoulder showed 
erosive arthropathy and aspirate from the joint grew 
mycobacterium tuberculosis (MTB), sensitive to all 
the standard anti-tuberculous drugs. She was started 
on first line anti-TB therapy (ATT). However, after 2 
months, she had paradoxical involvement of the right 
hip joint, but was subsequently lost to follow up.
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Introduction
Despite the fact that skeletal and joint tuberculosis 

(TB) is one of the most common forms of extra-
pulmonary TB, involvement of the shoulder is a very 
rare manifestation with an incidence rate of 0.9 to 
1.7%. (1) The classical sites involved are head of 
humerus, glenoid, spine of the scapula, acromio-
clavicular joint, coracoid process and synovial lesion. 
(2) Three types of joint affection are seen in shoulder 
TB. Type I, the Caries sicca, the atrophic form; Type 
II the Caries exudata (fulminating type), with swelling 
and cold abscess formation and Type III the Caries 
mobile, with good range of passive movements. (3) 
We report a case of the fulminating type of shoulder 
joint TB in an 11 year old girl affecting the humeral 
head and the glenoid.

Case Report
An 11 years old girl presented with weakness of left 

upper limb for 3 months. She had injury to left shoulder 
2 years ago. There was no fever, contact with a patient 
suffering from TB. On examination, weight was 28kg, 
there was restriction of movement at left shoulder 
joint with pain. MRI of the left shoulder showed erosive 
arthropathy involving humeral head & glenoid in the left 
glenohumeral joint. There were markedly enlarged left 
axillary lymph node. Incision and drainage of the left 
shoulder joint as well as excision of left axillary node 
was done. Histopathology of the node showed caseous 
necrosis with granulomas suggestive of TB. Pus from 
the shoulder joint showed acid fast bacilli (AFB) on the 
smear. Culture grew mycobacterium tuberculosis (MTB) 
sensitive to all the standard anti-tuberculous drugs. 
Patient was given 4 drug anti-tuberculous therapy 
(ATT) consisting of isoniazid, rifampicin, pyrazinamide 
and ethambutol. Two months later, she had difficulty 
in walking and there was restriction of movement of 
right hip joint. Ultrasound (USG) showed right psoas 
abscess 4.6x1.6cm. She was advised surgery but was 
subsequently lost to follow up.

 

Discussion
TB of the shoulder joint may differ clinically and 

pathologically from TB of other joints and can be 
difficult to diagnose in the early stages. There is an 
average delay of fifteen months between the beginning 
of symptoms and diagnosis. (4) Features of shoulder TB 
are generalized rarefaction of bones with varying degree 
of erosions of articular margin or actual destruction 
of upper end of humerus by cavitary lesions or the 
glenoid. (2) In advance cases, inferior subluxation of 
head of humerus bone may occur. In addition, there is 
subchondral erosions, reactive sclerosis and periosteal 
reactions. (5) Our patient also had involvement of head 
of the humerus and the glenoid with changes of erosive 
arthropathy. A triad of radiographic finding (Phemister’s 
triad) is characteristic of tubercular arthritis - severe 
periarticular osteoporosis, peripherally located osseous 
erosions and gradual narrowing of the inter-osseous 
space. (6) Radiological diagnostic methods (X-ray, CT 
scans, MRI scans) provide high precision and sensitivity 
for monitoring of articular lesions. (7) Similarly, MRI 
helped in making the diagnosis in our patient. The 
occurrence of lymph node on the same side as the 
affected shoulder was also seen in another case report. 
(7) Treatment includes standard anti-tuberculosis 
drugs for 12-18 months. In a study of 11 patients with 
a mean follow up of 28 months, 5 cases had a painless, 
mobile shoulder, while three had mildly restricted 
shoulder motion without pain, and three had residual 
limitation of motion of the affected shoulder. (8) Our 
patient developed right psoas abscess, within 2 months 
of starting ATT. Since the initial drug sensitivity test 
showed susceptibility to all the standard anti TB drugs, 
the development of psoas abscess would suggest a 
paradoxical reaction.

Conclusion
Tuberculosis of shoulder joint can be difficult to 

diagnose during the early stages and it should be 
suspected and kept in mind in patients with long-
standing pain and restriction of movements of shoulder 
joint. Imaging techniques are useful in situations where 
diagnosis is difficult. 
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BRAIN DAMAGE REVERSAL ON TREATMENT IN MAPLE SYRUP URINE DISEASE: A CASE REPORT 

Shambhavi*, Sadasivan Sitaraman*, Anita Chaudhary*, Supriya Kushwaha**

Abstract
Maple syrup urine disease (MSUD) is a rare disorder 
of amino acid metabolism, transmitted in autosomal 
recessive manner. It usually presents as neonatal 
encephalopathy. A 40 day old infant presented to us 
with complaints of excessive cry and refusal to feed. 
After ruling out common causes of encephalopathy, MRI 
with DWI was done which showed classical changes of 
MSUD. Tandem mass spectrometry showed markedly 
increased levels of valine (364.5 mmol/L) and leucine 
(1475.8mmol/L) in blood. Urinary metabolic profile 
revealed increased levels of their keto-acids, suggestive 
of MSUD. Infant was started on modified formula feed 
containing reduced amounts of branched chain amino 
acids and thiamine supplements. Infant was followed 
up after 3 weeks, 8 weeks and 12 weeks. Remarkable 
clinical improvement was present. Repeat MRI after 
8 weeks of treatment showed marked improvement.
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Introduction
Maple syrup urine disease (MSUD) is an amino acid 

disorder transmitted in autosomal recessive manner 
with an incidence of 1 in 1,80,0000 infants. (1) MSUD is 
caused by deficiency of branched chain alpha-ketoacid 
dehydrogenase complex. This leads to accumulation 
of leucine, isoleucine and valine in blood, causing the 
symptoms. (2) Treatment in the acute phase includes 
parenteral nutrition alone or along with enteral nutrition 
containing BCAA free proteins. (3) We present a 40 
days old infant with encephalopathy, who was initially 
suspected to have severe sepsis leading to hypoxic 
ischemic encephalopathy, but later turned out to be 
due to MSUD and showed remarkable improvement 
both clinically and radiologically on treatment

 Case Report
A male child presented to us on day 40 of life with 

excessive cry and refusal to feed for last three days. The 
infant was born at full term by normal vaginal delivery 

to a mother with non-consanguineous marriage. Birth 
weight was 3.5kg. Baby cried immediately after birth 
and remained asymptomatic till day 7 of life following 
which he had refusal of feeds, excessive cry, tachypnea, 
seizures and bulging fontanelle for which he was 
hospitalised and diagnosed to have late onset sepsis 
with meningitis. Routine investigations done in that 
hospital stay were unremarkable except for increased 
CRP (1.5mg/dl) and homogenous opacity in right lung 
field involving upper lobe on Chest X-ray. Cerebrospinal 
fluid (CSF) report (5 cells/cumm, 100% lymphocytes, 
30mg/dl protein) was normal and blood cultures were 
sterile. He was started on parenteral nutrition, IV 
antibiotics (Ampicillin, Gentamicin for 5 days followed 
by Vancomycin, Meropenem for 14 days) as well as 
received oxygen for respiratory distress. After a long 
hospital stay of 24 days, baby became asymptomatic 
and was discharged. There was history of seizure and 
unexplained death of a previous sibling at 3 years of 
age. During the current admission with us, the infant 
had multiple episodes of seizures during initial few days 
of hospital stay. Hypoglycemia (blood sugar 21 mg %) 
was documented at admission and again on day 44 
of life. Seizures did not correspond to hypoglycemia. 
Sepsis screen was negative, blood culture was sterile, 
serum ammonia (34mmol/L), lactate (1.2mmol/L) 
were normal; urinary reducing sugar was negative. 
Arterial blood gas analysis (ABGA) showed mild 
metabolic acidosis (pH 7.34; HCO3- 19meq/L). MRI 
Brain was done on day 45 of life in which T2 weighted 
images showed hyperintensities in white matter of 
deep cerebral cortex (cortico-spinal tract), cerebellum, 
internal capsule, thalamus, cerebral peduncle and 
dorsal pons. Diffusion-weighted imaging (DWI) 
showed characteristic pattern of bilateral symmetrical 
restricted diffusion within the myelinated areas in the 
internal capsule, centrum semiovale, corona radiata, 
corticospinal tract, thalami, posterior aspect of the 
mid brain, pons, middle cerebellar peduncle, medulla, 
and cerebellar white matter, attributed to intramyelinic 
edema suggestive of a metabolic disorder (Figure 


