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ABSTRACT 

 

Juvenile Idiopathic Arthritis (JIA) may be defined as prevailing persistent rheumatic malady of 

unknown etiology in childhood and predominantly presents with peripheral arthritis.  Oligoarticular 

Juvenile Idiopathic Arthritis (OJIA) was prevailing betwixt young female patients which consistently 

accompanied by anti-nuclear antibodies incontrovertibility and anterior uveitis. Disease complications 

differ from maturation retardation, osteoporosis and bone deformities. Due to severe Macrophage 

Activation System (MAS) leads to multi-organ insufficiency and loss of function. The primary goals 

of treatment are to distribute normal joint function, to perpetuate normal growth and to thwart long-

term joint damage and retain normal body homeostasis. 
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INTRODUCTION 

Juvenile idiopathic arthritis is a 

diverse group of conditions in which beset 

whole assemble of arthritis of anonymous 

aetiology abiding for partially 6 weeks 

along with outset ahead the age of 16 years. 
[1]

 Its disclosed incidence and prevalence in 

European and North American populations 

length from 2 to 20 and from 16 to 150 per 

100,000, respectively. 
[2]

 The global 

prevalence of JIA is predicted to be from 

0.07 to 4.1 per 1000 children, with an 

incidence of 0.008 to 0.226 cases of JIA per 

1000 children. 
[3] 

The downturn of Vitamin 

D results in cell proliferation and raise cell 

differentiation, pause the development of 

new blood vessels, and has compelling anti-

inflammatory effects. 
[4] 

Immense vitamin D 

concentrations were fraction as more prone 

to be diagnosed with colon cancer as 

compare to downturn concentrations. 
[5]

 

Even the world literature has scanty 

reported that prolonged use have like 

confusion, apathy, recurrent vomiting, 

polyuria, polydipsia, pallor and abdominal 

pain, are better often noted clinical 

symptoms of Vitamin D Toxicity. 

Physicians should assess the patient 

condition frequently to avert the 

breakthrough of adverse events, which 

progress the patient condition physically 

and economically. Primary management 

incorporate proper diagnosis, reduction of 

risk factors, discontinuation of offending 

drugs and supportive medical management. 
[6]

 

 

CASE REPORT 

The 9 years old female patient of 20 

Kg was admit to the hospital in Pediatric 
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Ward. She had complaints of joint edema, 

pain in between the wrist joints particularly 

carpometacarpal joint and metacarpo-

phalangeal joint in left hand for past 6 

months. She was conscious, oriented and 

active on admission. She used to take health 

Syrup which contained rich vitamin D for 

past 5 years, but stopped for last six month. 

After two weeks, she experienced symptoms 

like skin rashes, allergy to sunlight, urinary 

tract infection and nocturnal polyuria. Her 

lab investigation showed that random blood 

sugar 79 mg/dl, blood urea 28mg/dl, serum 

creatinine 0.6mg/dl, white blood cells 

9,300cells/cu.mm, hemoglobin 11.7mg/dl 

and Urine calcium (hypercalciuria) was 

present. She was diagnosed with juvenile 

idiopathic arthritis and was confirmed by 

Anti-Nuclear Antibodies Positivity. Initially 

the child was treated with Tab. Paracetamol 

500mg trice a day, Tab Brufen 100mg twice 

a day, T. Ranitidine 150mg twice a day, T. 

B vitamin complex 33.5 mg twice a day for 

5 days. On day 7, there was symptomatic 

improvement and reduction in pain was seen 

in child and was discharged.   

 

DISCUSSION 

Hypercalciuria is a severe, 

potentially lethal risk factor of childhood 

metabolic disorders, primarily Systemic-

onset juvenile idiopathic arthritis. It is 

characterized by urolithiasis, gross or 

microscopic hematuria, countermand 

symptoms (urinary urgency, incontinence, 

dysuria, pollakiuria, enuresis and suprapubic 

pain), urinary tract infection, furthermore 

flank, or abdominal pain in the non 

appearance of urolithiasis and less 

prevalence, acute renal colic. 
[7-8]

 The 

British Pediatric Association documented 

hypercalcemia only in isolated cases of 

infants who had approximate daily vitamin 

D intakes of 1,500–1,725 IU. 
[9]

 The 

ingestion of disproportionate laid off 

vitamin D3 (or vitamin D2) may 

consequence in hypercalcemia and 

hypercalciuria as long to the development of 

supraphysiological volume of 25(OH)D. 

That dilemma to the vitamin D receptor, not 

with standing with reduce affinity than the 

effective form of 1,25(OH)2D. 
[10-13]

 The 

classified IH into three definite pathogenetic 

pathways, bestow tosovereign primary 

metabolic defects: (1) absorptive 

hypercalciuria type I, when constitutional 

intestinal hyperabsorption of calcium is 

involved; (2) absorptive hypercalciuria type 

III, when a elementary renal leak of 

phosphate is instant, thus activating 

hypophosphatemia and secondarily 1,25 

(OH)2 vitamin D-mediated intestinal 

hyperabsorption of calcium; and (3) renal 

hypercalciuria.   In one study by 

Tarak Srivastava, they disclosed incidence 

of hypercalciurea which cause Dent's 

disease. 
[14]

 Up to 100 cases have been 

disclosed in the literature until 2002. In one 

study by Gabriella Giancane, it is recorded 

that incidence and prevalence of JIA in 

European and North American populations 

length from 2 to 20 and from 16 to 150 per 

100,000 respectively. 
[15]

 Although 

hypercalciurea generally develops in the 

early phase of JIA, it has been known to 

occur up to 10 years after diagnosis. The 

symptoms produced are compatible with the 

biological effects of several T lymphocyte 

and macrophage-derived pro-inflammatory 

cytokines such as tumour necrosis factor 

(TNF) α, interleukin (IL)-1, 6 and interferon 

γ, skin rashes, allergy to sunlight, urinary 

tract infection and nocturnal polyuria, Anti-

Nuclear Antibodies Positivity. 
[16-20]

 

Differential diagnosis of systemic juvenile 

idiopathic arthritis are Infection like viral 

infections, Septicemia, Bacterial 

endocarditis, Brucellosis, Typhoid fever 
[21-

24]
 and some Anti-Inflammatory Syndromes 

like Sarcoidosis, Castleman Disease, 

Inflammatory Bowel Disease, Systemic 

vasculitis, Systemic lupus erythematosus, 

Kawasaki syndrome, Scleroderma, Marfan 

Syndrome, Neuroblastoma, Lymphoma. 
[25-

27]
 

 

CONCLUSION 

This case report pinpoint that 

Hypervitaminosis D induced JIA can last for 

indefinite weeks to month later en-scene of 
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drug. Hence, physicians should assess the 

patient condition frequently to avert the 

development of adverse events, which 

improves patient condition physically and 

economically. Primary management 

incorporate proper diagnosis, reduction of 

risk factors, discontinuation of offending 

drugs and supportive medical management. 

Instead of using only Vitamin D syrup, 

multivitamin syrup, rich vitamin food 

supplementation which has lowest 

propensity to cause JIA symptoms can be 

used based on the patient condition. 

 

Abbreviation: 

MAS – Macrophage Activating Syndrome 

1,25(OH)2D – Calcitriol 

VDT – Vitamin D Toxicity 

SoJIA – Systemic Obstructive Juvenile 

idiopathic arthritis 
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