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Abstract—Acute renal infarction (ARI) is a rare 
cause of acute abdominal pain. It has to be 
expected in patients with cardiovascular risk 
factors. Atrial fibrillation (AF); one of the most 
common arrhythmias; is the most commonly 
identified cause of renal infarction; however, a 
significant number of patients are idiopathic. The 
low incidence and nonspecific clinical features of 
acute renal infarction make it difficult to diagnose, 
often leading to either delayed diagnosis or 
misdiagnosis. We report a case of acute right 
renal infarction due to underlying rheumatic mitral 
stenosis with long-standing persistent AF, on 
untargeted anticoagulation due to the patient’s 
neglect. She suddenly developed intermittent, 
sharp right-sided flank pain and vomiting; and 
was found to have an acute right renal infarction 
on a contrast- enhanced computed tomography 
scan.  
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1-Introduction 

Renal infarction is an underdiagnosed pathology 
that arises as a sudden interruption of 

blood flow to the renal artery [1]. The prevalence of 
renal infarction has been estimated from autopsy 
studies as 14 per 1,000, but the incidence in clinical 
practice is probably lower since many cases are not 
diagnosed, as suggested by other studies in which the 
incidence of renal infarction in emergency departments 
was only 0.007% [1,2]. The etiology of acute renal 
infarction is usually due to thromboembolism with the 
source of emboli arising from the heart or the aorta. 
The most common disease causing it is AF [3]. The 
diagnosis of acute renal infarction is often missed or 
delayed due to both the rarity of the disease and its 
nonspecific clinical presentation where most cases 
present as an abdominal or flank pain, low-grade 

fever, vomiting, leukocytosis, hematuria, and frequent 
elevation of lactate dehydrogenase (LDH) levels. This 
constellation of complaints can cause diagnostic 
confusion; initial diagnoses included renal colic, 
pyelonephritis, abdominal pain of uncertain cause, an 
acute mesenteric event, urinary tract infection, and 
biliary tract disease [4,5]. Enhanced CT imaging is the 
gold standard for the diagnosis of RI [6]. If the 
diagnosis of acute RI is missed initially or delayed, 
patients are at risk of renal failure, which can lead to 
death [4]. In this paper we highlight the clinical, 
laboratory, and contrast enhanced abdominal CT scan 
findings of acute renal infarction in an old Yemeni 
female patient. 

2. Case Presentation 

 

A 75-year-old Yemeni female presented to the 
emergency room (ER) with a four-day history of severe 
right flank pain associated with frequent attacks of 
nausea and vomiting primarily diagnosed and treated 
as a case of UTI by an out-patient doctor. She did not 
respond to the prescribed medications. Her medical 
history is significant for uncontrolled diabetes mellitus 
(DM), hypertension (HTN), and rheumatic heart 
disease (RHD) in the form of severe mitral stenosis 
complicated by long standing persistent AF. She was 
on Glimepiride 3mg, Ramipril 2.5mg, Bisoprolol 10mg, 
and Warfarin 3mg each once daily. She was neglected 
and not on regular follow-ups. Furthermore,  her INR 
was not at the target level on Warfarin 3mg/day; her 
INR at admission was suboptimal (Table 1). She had 
20 pack-year smoking history. Her family history was 
notable for coronary artery disease in her father and 
RHD in one of her siblings. On examination, her blood 
pressure and temperature were found to be normal. 
The only significant finding was right lower quadrant 
abdominal tenderness, without rebound, guarding, or 
rigidity of the abdomen. 
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4. Conclusion: 

 

In summary, we report the clinical manifestations, 
laboratory investigations, and CT scan findings of a 
Yemeni girl with ARI due to Rheumatic valvular heart 
disease and AF.  

Our case demonstrated that elevation of LDH can 
be used as a diagnostic characteristic for ARI in 
patients with acute abdominal pain and high risk for 
thromboembolism , so high index of suspicion is 
warranted in any patient with acute abdominal pain 
with cardiovascular risks for thromboembolic 
phenomena and elevated LDH value. 
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