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to severe malaria with renal failure. Additionally, 
combination of micro‑angiopathic hemolytic anemia, 
thrombocytopenia, and thrombotic micro‑angiopathy 
with patchy cortical necrosis on renal histology leading 
to HUS indicates severe form endothelial dysfunction. 
The endothelial damage leading to renal failure has 
occasionally been described with malaria.[5] This 
unusual presentation of vivax malaria with HUS is 
novel and indicates malignant behavior of the parasite. 
Future studies will throw light on the association of P. 
vivax with HUS and determine the factors related with 
its occurrence.
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Plasmodium vivax malaria 
presenting as hemolytic 
uremic syndrome
Sir,
A 20‑year‑old female presented with fever, chills, rigors 
followed by oliguria for 4 days. She had no history 
of any major diseases. Clinical examination revealed 
dicterus, pallor with peripheral edema. Systemic 
examination was unremarkable. Her investigations 
revealed hemoglobin of 8.2 g/dL, platelet count of 
53 × 1000/cm, serum bilirubin of 6.7 mg/dL (direct 
2.9; indirect 3.8), and a peripheral smear showed 
schizonts of Plasmodium vivax along with schistocytes. 
Her serum creatinine level was 7.3 mg/dL and 
LDH was 2838 IU/L (normal range: 100‑190 U/L). 
Serological tests for Hepatitis B and C, Widal test, 
IgM Dengue antibody, and blood and urine cultures 
were negative. She was initiated on hemodialysis 
(HD) and received IV artesunate with oral doxycycline. 
Though fever responded well to anti‑malarial drugs, 
renal failure persisted with a consistent need for HD. 
Additional work up with immunological markers 
(serum complement level C3/C4, antinuclear anibody, 
antineutrophil cytoplasmic antibodies, and Coombs’ 
test) were negative. We therefore performed renal 
biopsy which revealed that most of the glomeruli 
were necrosed, blood vessels showed sub‑intimal 
fibrin deposition with muco‑intimal proliferation, 
and luminal obliteration with organizing thrombus 
[Figure 1]. Immunofluorescence microscopy was 
unremarkable. Consequently, we considered a diagnosis 
of acute patchy cortical necrosis with severe thrombotic 
microangiopathy leading to hemolytic uremic syndrome 
(HUS) associated with vivax malarial infection and 
then she received three sessions of plasmapheresis. 
Although platelet count and LDH were normalized with 
the therapy renal function recovered partially (serum 
creatinine 3 mg/dL).

Questions are raised about “benign” nature of vivax 
malaria as it has been associated with renal failure.[1,2] 
Factors like volume depletion, intra‑vascular hemolysis, 
and sepsis along with hypercatabolic state can lead to 
acute renal failure in vivax malaria and usually leads 
to acute tubular necrosis with renal recovery over 3‑4 
weeks depending on early diagnosis and treatment.[3,4] 
Our case highlights that P. vivax infection can lead 
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Figure 1: Renal biopsy section showing sub‑intimal fibrin deposition and 
muco‑intimal proliferation leading to luminal obliteration of a blood vessel 
with organizing thrombus and surrounding necrosed glomeruli (H and E, 
×200 magnification)
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Nephrotic syndrome after 
thymectomy for myasthenia 
gravis
Sir,
A 28‑year‑old man was admitted for evaluation of 
anasarca. His past medical history revealed biopsy‑proven 
benign thymoma and myasthenia gravis (MG). The 
edrophonium test and acetylcholine receptor antibodies 
were positive, and antibodies to muscle‑specific 
receptor tyrosine kinase were negative. Repetitive nerve 
stimulation studies and single‑fiber electromyography 
confirmed the diagnosis of myasthenia. Imaging of 
mediastinum showed thymic tumor. Blood tests for 
thyroid function, magnetic resonance imaging of brain, 
and ultrasound of orbits were normal. Thymectomy was 
performed in August 2011. Histopathologic examination 
was suggestive of thick fibrous bands separating lymphoid 
cell collection with some epithelial cell nest. Lymphoid 
tissue showed uniform lymphoid cells. The tumor was 
capsulated. No carcinoma cells were observed, favoring 
T1N0M0. So, no radiotherapy was given. At the time of 
surgery, renal function tests and urine examination were 
normal.

He was then discharged on oral methylprednisolone 
(MP), pyridostigmine, and azathioprine. He was relatively 
asymptomatic for about 7 months, until he was admitted 

with decreased urine output, generalized ansarca, nausea, 
and vomiting for 3 weeks. On admission, his BP was 
130/80 mm of Hg with generalized anasarca, with no 
systemic examination abnormality.

Lab examination showed normal complete blood count, 
liver function test, and ultrasonography of abdomen. 
Renal function showed serum creatinine 3.2 mg/dL; blood 
urea 69 mg/dL; serum Na 133 meq/L; serum potassium 
4.1 meq/L; serum calcium 7.2 mg/dL; serum phosphate 
4.3 mg/dL; serum uric acid 6.8 mg/dL; serum albumin 
2.0 g/dL; urine examination showed 3+ albumin. 
Tests for anti‑nuclear antibody, anti‑double‑stranded 
deoxyribonucleic acid, anti‑neutrophil cytoplasmic 
antibody, C‑reactive protein, and complement components 
(C3 and C4) were normal. A search for the underlying 
systemic causes of renal failure yielded no results. 
Kidney biopsy revealed 23 glomeruli with surrounding 
tubules and vessels. All the glomeruli showed uniform 
mild mesangial prominence. Capillary lumina and 
Bowman’s capsule were normal. Immunofluorescence 
suggested no immunologic involvement. Final report was 
mesangial proliferative glomerulonephritis with acute 
tubulo‑interstitial nephritis [Figure 1]. Patient responded 
to IV MP (500 mg × 3 doses) and oral prednisolone, 
1 mg/kg/day, followed by a progressive tapering of the 
dose.

Thymoma may be accompanied by paraneoplastic 
syndromes such as MG, pure red cell aplasia, systemic 
lupus erythematosus, hypogammaglobulinemia, and 
pemphigus vulgaris. Case reports of thymoma with 
nephrotic syndrome as a systemic manifestation are 
very rarely encountered.[1‑7] We hereby report one such 
rare, interesting case of nephrotic syndrome presented 7 
months after thymectomy for MG.

Only 40 such cases have been reported in literature so far, 
and to our knowledge, this is the first case report from 
India. Karras et al.[1] reported 21 patients of thymoma 
and renal involvement. The most common presentation 
was nephrotic syndrome with minimal change disease 
associated with high‑grade malignant thymoma. Impaired 
cellular and humoral immunity was observed in patients 

Figure 1: Mesangial proliferative glomerulonephritis with acute 
tubulo‑interstitial nephritis
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