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Abstract
Kidney infarction is a rare pathology with a low incidence registered, however it is most likely that the real incidence is quite higher because many cases are not 
diagnosed. The clinical presentation varies from nausea to a complete kidney failure when involves most of the parenchyma, therefore affecting the proper kidney 
function. As for the treatment several option might be considered. The in-situ artery thrombosis is one of the best options followed by anticoagulation or endovascular 
therapy. There are no standard options for a monorenal patient facing the pathology described, especially with an unsuspected final diagnose is involved. 
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Introduction
A Renal infarction is not a common pathology, the incidence of this 

disease varies from 0.7 to 1.4 percent [1]. Nevertheless, this complication 
is underdiagnosed and under-reported phenomenon, and needs to be 
diagnosed rapidly to prevent permanent loss of renal function. Renal 
infarction should be considered in the initial differential diagnosis of 
nephrolithiasis and pyelonephritis.  It might be confused with urinary 
tract affections therefore; it is probable that the real incidence might be 
higher.  The clinical presentation varies from a silent one in a relation to 
a small infarction to more florid clinical presentation including nausea, 
vomiting, pain in the lumbar fossa, fever, leukocytosis and marked 
elevation of lactic dehydrogenase (LDH) [2-4]. The Renal function 
may or may not be affected, being most frequent a transient elevation 
of plasma urea and creatinine. The treatment for renal infarction due 
to thromboembolism, is mainly in-situ artery thrombosis. Sometimes 
a renal artery dissection might be performed, but there is a lack of 
comparative studies to define a standard procedure. Other reports 
suggest an approach including anticoagulation or endovascular 
therapy [5,6]. As for treatment options, if the source is thromboemboli, 
in-situ thrombosis is the best option [7]. In other cases, patients with a 
prolonged ischemia and that might have formed a collateral circulation 
aggressive therapy will reduce the potential benefits of correcting the 
renal artery occlusion [8-10]. The situation changes when facing a 
monorenal patient. We present a clinical case of a monorenal 76-year-
old patient with acute renal failure secondary to left renal thrombosis 
and renal ischemia.

Case report
A 76 year old Spanish female patient presented to the Emergency 

Department because of oligoanuria of several days of evolution, nausea 
and weakness. She referred similar episodes in the pass 6 month, 
medicated with furosemide by a general practitioner. As for medical 
background the patient was diagnosed with Diabetes Mellitus type 
2, Osteoporosis and non-specific thrombocytosis followed up by 
Hematology. 

Laboratory Examination showed: serum creatinine 7.6 mg/
dl, sodium 140 mEq/l, potassium 6.7 mEq/L, leucocytes 8700 mm3, 
hemoglobin of 10.5 mg/dl.  Ultrasound showed right renal kidney 
atrophy (6.7 cm), left kidney 10.3 cm with normal cortical thickness and 
non-dilated urinary tract. Due to anuria so no urinary sample could be 
extracted. The patient started of hemodialysis slightly improving the 
clinical analysis. Negative serology. A further autoimmunity analyses 
showed negative ANAS, ANCAS, DNA, and anti GBM as well as 
negative tumor markers. After several days no improvement in renal 
function is seen as well as a persistent anuria. A CT scan was performed 
showing aortoiliac atheromatosis with left renal artery renal artery 
thrombosis, renal hypoperfusion and left polar infarcts as well as an 
atrophic right kidney (Figure 1).  The case was discussed with radiology 
deciding to perform a mechanic thrombectomy improving slightly 
the perfusion of the left kidney.  A stenosis zone was identified in the 
ostium of the renal artery and it is decided to be treated by angioplasty 
with a 5 x 20 mm diameter Mustang balloon. 

Unfortunately, 24 hours later the patient complicated with 
hemorrhagic shock performing an urgent nephrectomy with a transfer 
to the intensive care unit switching to continue venous hemodialysis 
until the clinical improvement. The patient complicated with an 
Enterococcus Faecalis Sepsis. After several days of improvement 
after antibiotic treatment a severe abdominal pain appears, a new CT 
scan revels an acute perforated cholecystitis needing a new surgical 
intervention. Finally, the patient transferred to nephrology, a new 
study showed the presence of lupus anticoagulant. Finally, the patient 
is discharged and continuing on hemodialysis. 
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Discussion and Conclusion
The renal infarction is a not a common pathology [11]. The main 

causes of a renal infarction are thromboemboli with heart thrombi as 
an origin and an in-situ thrombosis causing an occlusion of a branch 
or a main renal artery. In this clinical case, the echocardiogram was 
normal, therefore the source of the infarction and thrombosis should 
be other [12]. The average age differed depending on the underlying 
etiology: cardiogenic (65 years), renal artery injury (43 years), 
hypercoagulable state (62 years), and idiopathic (49.5 years). Patients 
in the cardiogenic group tend to have a history of hypertension, 
cardiovascular disease (CVD), diabetes mellitus, heart valve disease, 
and atrial fibrillation than their counterparts from the other group [13]. 
The clinical presentation in this case is not a typical one. The patient 
consulted for an anuria and severe wickless, suggesting and advance 
stage of an underlying pathology, the ultrasound revealed right renal 
atrophy but no suggesting images of infarction nor thrombosis, blood 
test was clear for an acute renal failure. Considering the age of the patient 
an autoimmune disease was ruled out. The CT scan showed a thrombosis 
and renal infarction in a monorrenal patient, it is logical to consider an 
aggressive option to save the only functional kidney that the patient had, 
however, and after overcoming all the complication lupus anticoagulant 
appeared suggesting anti phospholipid syndrome, that might cause a pro 
coagulant state explaining the clinical state suffered by this patient. 

As for the treatment options, if the source is a thromboemboli, in-
situ thrombosis is the best option [14]. Patients with an acute renal 
artery occlusion, a percutaneous endovascular therapy might be the 
best choice, in this case both procedures were performed leading 
to a hemorrhagic shock. In other cases, patients with a prolonged 
ischemia and that might have formed a collateral circulation aggressive 
therapy will reduce the potential benefits of correcting the renal artery 
occlusion, this was not the case. Prolonged ischemia also reduces the 
likelihood that there will be viable tissue, therefore an anticoagulation 
might be good treatment option but, in this case, considering that only 
one kidney was functional, an aggressive treatment was the best choice.

A prognosis depends on mainly of the cause and the patient 
morbidity; however, an early diagnosis and treatment is more beneficial 
for all groups of patients. 
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Figure 1. Right atrophic kidney and left renal thrombosis and renal infarction areas
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