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Routine laboratory tests including creatinine (0.9 mg/dl) 
and urinalysis were normal, apart from an elevated white 
blood cell count (18.3x103/mm3) and creatine kinase (285 
U/L).  

ARI was not suspected until radiological studies 
were performed, leading to a 10-hour diagnostic delay. 
Abdominal computed tomography (CT) scan revealed 
segmental left renal infarction (Figure 1a). A single sub-
cutaneous injection of enoxaparin (0.6 IU/ml) was im-
mediately administered and the possibility of emergency 
systemic thrombolysis with tenecteplase was discussed 
with the patient, as an off-label potential option, in the 
absence of any other alternative treatment options such as 
local thrombolysis. The rational was to avoid further de-
lay resulting from his referral to a distant tertiary centre. 

Tenecteplase was administered as an intravenous bo-
lus in a weight-adjusted dose (0.53 mg/Kg) after informed 
patient’s consent was received, five hours later, leading to 
a further delay. During this period of time clinical course 
(pain) deteriorated. Within 30 minutes after the adminis-
tration of tenecteplase patient’s symptoms resolved com-
pletely. No side-effects were observed. Enoxaparin (0.6 
IU/ml twice daily subcutaneously) was administered for 
15 more days and acenocoumarol thereafter as a life-long 
treatment [international normalized ratio target (INR): 
2.5-3.5].

MR angiography with concomitant contrast-enhanced 
MRI was performed three days post-treatment (Figure 
1b). MRI revealed the appearance of a second, smaller, 
posterior, left renal infarction (Figure 1c). MRI performed 
three and eight weeks post-treatment, showed shrinkage 
of renal infarctions (Figure 1d). 99mTc-dimercaptosuccinic 
and diethylene-triamine-pentaacetic acid renograms eight 
weeks post-treatment indicated an acceptable functional 
outcome (relative left renal function 41%, total glomeru-
lar filtration rate 86.66 ml/min).

There was no history of trauma, operation or cocaine 
abuse. Full cardiologic and rheumatologic evaluation did 
not provide evidence of an underlying cause such as atrial 
fibrillation, MI, valvular diseases, autoimmune diseases, 

antiphospholipid syndrome. Prothrombin time, activated 
partial thromboplastin time, INR, D-dimer, protein C, 
protein S, antithrombin III, homocystein serum levels 
were all within normal range, while there was an increase 
in fibrinogen level (761 mg/dl). Interestingly, there was a 
positive family history for early ΜΙs (father, two brothers 
and one niece). The niece had experienced ΜΙ at her 30s. 
Both she and her unaffected sister were heterozygotes for 
factor V Leiden gene polymorphism (G1691A). Based on 
these, the patient was submitted to genetic analysis for 
inherited thrombophilia in an outpatient basis. 

DNA was extracted from peripheral blood using a 
salting out technique, and followed by polymerase chain 
reaction amplification according to established proto-
cols10. PCR products were analysed for the respective 
genetic markers using standard methods including re-
verse hybridization and agarose gel electrophoresis with 
ethidium bromide staining. The thrombophilia panel test-
ed included the following markers: factor V (G1691A; 
Leiden) factor V [H1299R (R2)]; factor II prothrombin 
(G20210A); factor XIII (V34L); b-fibrinogen (G455A); 
plasminogen activator inhibitor-1 (PAI-1) (4G/5G); 
platelet glycoprotein ΙΙΙa (T196C); methylenetetrahydro-
folate reductase (MTHFR) (C677T); MTHFR (A1298C). 
Detected TGPs are summarized in Table 1.

Discussion
Diagnosis of ARI may be significantly delayed or 

even missed1. In the present case, the diagnosis was 
initially obscured given the cause of admission. How-
ever, the fact that the event took place during patient’s 
admission, led to a relatively early diagnosis, since it is 
reported that the median time for the  patient to  visit the 
emergency department is around 30 hours from the initia-
tion of symptoms1 .

Since arterial thrombosis is usually associated with 
classical risk factors (smoking, hypertension, dislipi-
demia, diabetes etc.), routine TGPs screening is not 
usually warranted in cases of acute arterial thrombotic 
events11. The overall association among TGPs and the 

Table 1: Detected thrombophylic gene polymorphisms.

Gene Product Polymorphism Genotype Phenotype

β-Fribinogen Fibrinogen (β chain) G455A† 455G/455A Increased plasma level of 
fibrinogen 

MTHFR 5,10 Methylenetetrahydropholate 
reductase 

C677T 677C/677Τ Predisposition to 
hyperhomocysteinemia

A1298C 1298A/1298C

GPIIIa GPIIIa (in GPIIb/ΙΙΙa complex; 
fibrinogen receptor)

T196C† 196T/196C Increased platelet 
aggregability 

(PlA2) (PlA1/PlA2)

PAI-1 Plasminogen activator inhibitor-1 675(G)4
† 4G/5G Reduced fibrinolytic 

capacity 
A: Adenine, C: Cytosine, G: Guanine, Τ: Thymidine, MTHFR = Methylenetetrahydropholate reductase, GPIIIa: Platelet glycoprotein ΙΙΙa, 
PAI-1: plasminogen activator inhibitor-1, †Newly reported thrombophylic gene polymorphisms in association with renal infarction.




