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ABSTRACT

Renal Vein Thrombosis (RVT) is thrombotic occlusion of one or both main renal veins, resulting in acute or chronic kidney disease.
The clinical presentation of RVT depends on the degree of venous occlusion. Of the various causes of RVT, Idiopathic Thrombocytic
Purpura (ITP) is a rare occurrence. Use of thrombopoietin receptor agonists, corticosteroids, or splenectomy for the management
of ITP may result in thromboembolism. Here, the present authors report a 23-year-old female with ITP who was on medication for
the same (prednisolone 20 mg daily), presented with complaints of severe flank pain; ultrasonogram and CT scan revealed RVT.
She was started with anticoagulant therapy but had no improvement, hence, she was planned for nephrectomy. The vein was
ligated and divided with removal of the left kidney. Thus, while managing patients with ITP, it is important to consider the risk of

thromboembolism.
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CASE REPORT

A 23-year-old female presented in the emergency room with
complaints of severe left flank pain with difficulty in breathing for
three days and multiple episodes of nausea and vomiting. She had
a history of Idiopathic Thrombocytopenic Purpura (ITP) for which
she was receiving prednisolone 20 mg once a day, for one year.
Family history was not relevant. Clinical examination did not reveal
any significant positive findings.

On admission, the platelet count was low (62x10°%/uL), hence she
was transfused with one-unit random donor platelets. She did not
have proteinuria. The presence of Anti-Nuclear Anti-body (ANA),
anti-double-stranded DNA (anti-dsDNA) was tested and was found
negative. The patient was also tested for anti-phospholipid and anti-
cardiolipin antibodies {both IgM (8.5 mg/dL) and IgG (7.4 mg/dL)}.

Chest X-ray was found to be normal. Ultrasound (USG) and Contrast-
Enhanced Computed Tomography (CECT) were done on day one.
USG revealed left main renal vein thrombosis. CT scan of the abdomen
showed thrombosed renal vein with severe venous congestion of left
kidney [Table/Fig-1]. After confirming renal vein thrombosis in both
the reports, immediate anticoagulation therapy was started with
heparin (65000 units of intravenous immediately followed by 5000
units 6-hourly) on Day 1. However, even after heparin infusion, patient
complained of severe abdominal pain but there was no haematuria.
She was given IV fluids, analgesics (tramadol), proton pump inhibitors,
other than the anticoagulation therapy.

[Table/Fig-1]: Computed tomography abdomen showing thrombus in the left renal
vein.
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On Day 3, USG KUB with renal doppler was advised, which showed
a non-visualisation of left main renal vein and partial visualisation of
intrarenal segmental vein. Partial recanalisation of thrombus in the
intrarenal segmental veins was observed.

Thus, observing the progress of the disease in spite of heparin
administration, a left side nephrectomy was planned on 4" day.
Nephrectomy was done through a left sub-costal incision and
transperitoneal approach. Kidney was found grossly enlarged and
congested with dense adhesions all around. The renal vein was
distended and completely occluded by the thrombus, filling the
entire lumen and extending just short of the insertion of the vein
into the Inferior Vena Cava (IVC). After ligating and dividing the
artery, the vein was ligated and divided just close to its junction with
the IVC. Rest of the procedure was performed subsequently and
the kidney was removed.

On post-operative Day 1, the platelet count was 100,000/mm? and
serum creatinine was 0.6 mg/dL. Post-surgical recovery was good
and patient was clinically stable on subsequent follow-ups. Patient
was on regular oral anticoagulants in the post-operative period.
Histopathological examination confirmed recanalisation of thrombus
in the renal vein [Table/Fig-2].

[Table/Fig-2]: Recanalising thrombus in the renal vein (a) 4x HE and (b) 10x HE.

DISCUSSION

|diopathic Thrombocytopenic Purpura (ITP) is a hematologic
disorder, characterised by thrombocytopenia without any known
cause. The overall incidence of ITP has been reported to be around
5-10/1,00,000/year [1]. The major causes of excess platelet
depletion include immune thrombocytopenia, decreased bone
marrow production and increased splenic sequestration. Clinically,
ITP may have an acute manifestation presenting with severe bleeding
or could develop gradually with mild or no symptoms [2].



Subodh Kumar Das et al., Renal Vein Thrombosis in ITP

Use of thrombopoietin receptor agonists, corticosteroids, or
splenectomy for the management of TP may result in thrombo-
embolism [3]. Around 8% of patients with ITP have thromboembolic
events [4]. Renal Vein Thrombosis (RVT) is presence of thrombus in
the major renal veins or their tributaries, which often starts in small
intrarenal veins and subsequently extends to the major renal veins
and occasionally to the IVC causing pulmonary embolism [5]. Thus,
it is important to consider the risk of thromboembolic events while
managing ITP. Here, the present authors presented a case of RVT
caused probably due to ITP management which required left sided
nephrectomy.

This report demonstrates the risk of thromboembolism in patients
with ITP. There are few reports of thromboembolism in ITP patients.
One such report was by Aledort LM et al., in which a total of
186 adult patients with TP were reviewed and 81 (44%) patients
were receiving ITP treatment and reported having 18 thrombotic/
ischaemic events in 10 patients and two patients had pulmonary
embolism [6]. In a study by Girolami A et al.,, 19 out of the
26 patients were on cortisone therapy for TP during the occurrence
of thrombotic events [7]. In this study, nine patients had venous
thrombosis in which 7 were on cortisone therapy. In another study
by Bussel JB et al., out of the 40 thromboembolic complications,
20 were in patients on cortisone therapy [8]. Though majority were
deep vein or pulmonary thrombosis. Overall, oral corticosteroid use
was associated with greater risk of venous thrombosis.

The most common causes of RVT are nephrotic syndrome,
coagulatory disorders, renal tumours, infections or trauma[9,10]. No
evidence of tumours or haematoma around kidney was observed
on USG or CT abdomen. Since the index patient was a known
cause of ITP with a low platelet count (62x10°%/uL) on admission the
possibility of ITP being the cause for RVT was confirmed.

This patient was receiving prednisolone for ITP, which could have
precipitated the renal thrombus formation. Another theory suggests
that slow flow in the post-glomerular circulation increases the
risk of thrombosis [11]. Hence, considering both the possibilities,
development of RVT can be considered. The clinical presentation of
RVT depends on the degree of venous occlusion.

Even in the index case, CT scan revealed thrombosis of the renal
vein causing severe venous congestion of the left kidney. While
performing nephrectomy, the renal vein was found to be distended
and completely occluded by the thrombus filling the entire lumen.
Since the occlusion was more, the severity was acute and needed
surgical intervention for its management.
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Management of renal vein thrombosis includes medical and surgical
interventions. Medical management includes intravenous and oral
anticoagulants in the form of heparin and warfarin. Few cases show
inadequate or no response to anticoagulation therapy, for such cases
mechanical or chemical thrombectomy is advised [12,13]. Commonly
streptokinase or urokinase is the choice of thrombolytic agents which
are percutaneously administered with the help of the catheter [14,15].

CONCLUSION(S)

This case highlights adequate monitoring during the treatment of
ldiopathic Thrombocytopenic Purpura (ITP), as it might progress
into thromboembolic changes, which may affect the brain, kidneys
or lungs causing reversible changes.
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