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Successful treatment of a huge thrombus with thrombolytic therapy 
in a patient with normal left ventricle function and Takayasu arteritis

Takayasu arteriti ve normal sol ventrikül fonksiyonu olan hastada
dev trombüsün trombolitik ile başarılı şekilde tedavisi
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Özet– Bu yazıda, normal ventrikül fonksiyonuna sahip Ta-
kayasu arteritinde sol ventrikül içerisindeki dev trombüsün 
trombolitik tedavi ile başarılı şekilde tedavisi sunuldu. Taka-
yasu arteriti öyküsü olan hasta her iki bacağında güçsüz-
lük ve ağrı ile başvurdu. Doppler ultrason incelemesi her iki 
popliteal arterde subtotal trombotik tıkanma ile uyumlu bu-
lundu. Transtorasik ekokardiyografi incelemesinde normal 
sol ventrikül fonksiyonu ve boyutlarına rağmen sol ventrikül 
içerisinde dev trombüs tespit edildi. Daha kötü sonuç doğu-
rabilecek embolilerden kaçınmak için hastaya cerrahi tedavi 
önerildi fakat hasta cerrahi tedaviyi kabul etmedi. Trombolitik 
tedavi uygulama kararı verildi. Üçüncü günde sol ventrikül 
içerisindeki trombüsün tamamen kaybolduğu ve her iki ayak 
dolaşımının da normale döndüğü gözlendi.

Summary– We report a case of thrombus treated with 
thrombolytic therapy in a patient with normal cardiac func-
tions and Takayasu arteritis. A 27-year-old man with a history 
of Takayasu arteritis was admitted to our out-patient clinic 
with a complaint of both right and left foot pain and weak-
ness. In a Doppler ultrasound examination, a subtotal throm-
botic occlusion was found in the bilateral popliteal arteries. 
A transthoracic echocardiography revealed a left ventricular 
apical thrombus, although both cardiac functions and heart 
dimensions were normal. Surgical excision was recommend-
ed to avoid further embolization, but this was refused by the 
patient. We decided to perform thrombolytic treatment. The 
thrombus in the left ventricle was fully resolved by the third 
day. Perfusion in both feet also returned to normal. 
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Left ventricle thrombus usually occurs after myo-
cardial infarction with or without aneurysm and 

dilated cardiomyopathy. However, intra-cardiac 
thrombus may be associated with some rheumatic 
diseases in patients with normal left ventricle.[1] We 
report a case of popliteal artery thrombosis and intra-
cardiac mobile thrombus, successfully treated with 
thrombolytic therapy, in a patient with normal left 
ventricle and Takayasu arteritis.

CASE REPORT

A 27-year-old male with a history of Takayasu arteri-
tis was admitted with worsening foot pain of one hour 
duration. History showed once-daily use of Azathio-
prine 50 mg BID and prednisolone 4 mg. Initial blood 

pressure in right arm was 120/70 
mmHg and 110/60 mmHg in left arm. 
Physical examination was normal ex-
cept for bilateral lower extremity, which was pale and 
pulseless, and left upper extremity pulse was weak 
compared to the other. The ECG was normal. Lower 
extremity Doppler ultrasound (USG) examination re-
vealed subtotal popliteal occlusion by thrombus and 
collaterals, as well as weak arterial flow in left and 
right foot. Transthoracic echocardiography revealed a 
mobile heterogeneous mass (38x16 mm) attached to 
the left ventricle apical wall with a short stalk (Figure 
1). Examination of his subclavian MR angiography 
reported compatible with Takayasu arteritis (Figure 
2a). The cerebral MR was normal. A complete blood 
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count, prothrombin time, activated partial throm-
boplastin time, liver enzymes, creatinine, c-reactive 
protein, ESR (erythrocyte sedimentation rate), Loups 
anticoagulant, and ANA (antinuclear antibodies) 
were unremarkable. Protein S activity 114% (normal 
60%-130%) and protein C activity 96% (normal 70%-
140%) and were within normal range. Also, fibrino-
gen and homocysteine levels were normal. Since, 
there was a simultaneous thrombi formation in both 
popliteal arteries, the mass in the apex of the left ven-
tricle was accepted as thrombus. An urgent surgical 
thrombectomy for ventricle thrombus and popliteal 
thrombus was recommended in consideration of the 
known potential for coronary, cerebral, and other sys-
temic embolism. However, the patient refused surgi-
cal treatment, and therefore thrombolytic therapy was 
considered, and a total dose of 1.5 millions unit strep-
tokinase infusion was administered to the patient. 
250.000 IU of streptokinase was applied as bolus in-
fusion over 30 minutes, followed by a continuous in-
travenous infusion of streptokinase 100.000 IU/h over 
12 hours. Minimal gum bleeding occurred during the 
infusion of streptokinase. Following the streptoki-
nase infusion, we started subcutaneous low molecu-

lar weight heparin (Enoxaparin, 6000 IU, BID) with 
oral administration of warfarin, maintaining an inter-
national normalized ratio (INR) of 2.0-3.0. One day 
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Figure 1. Initial 2-D transthoracic (A, B) and 3-D transthoracic (C) echocardiograms show pedun-
culated thrombi attached to LV apical wall. M-mode parasternal long- axis (D) shows normal LV 
function and dimensions. LV: Left ventricle.
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Figure 2. Contrast-enhanced magnetic resonance angiog-
raphy revealing the area of subclavian stenosis.
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after the streptokinase infusion, thrombus size was 
significantly reduced (Figure 3). Also, feet perfusion 
and temperature became normal. On the third day, an 
echo exam showed that the thrombus was fully disap-
peared (Figure 4).

DISCUSSION

Left ventricular thrombus usually occurs in the pres-
ence of impaired LV function, such as in dilated car-
diomyopathy, LV aneurysms or following a myocar-
dial infarction.[2] Thrombi in the left ventricle must be 
treated to prevent life-threatening coronary, cerebral 
and systemic emboli. Although left ventricle throm-
bus occurs in the presence of impaired left ventricle 
function, there are some case reports of ventricular 

thrombus in patients with preserved ejection frac-
tion.[3] Left ventricular thrombi can form in normal 
ventricles due to hyper-aggregable platelets, hyper-
coagulation, malignancy, idiopathic causes, pheo-
chromocytoma or rheumatic diseases and can be 
detected by echocardiography.[1,4,5] It is well known 
that vasculitis is associated with hypercoagulability 
and thrombus formation.[6] In the present case report, 
vasculitis and endothelial dysfunction are supposed 
to have caused thrombosis, but there is no clear data 
on the role of hemostatic mechanisms in the devel-
opment of thrombosis for our patient. Zöller B. et al 
showed disequilibrium between inducers and inhibi-
tors of coagulation, and fibrinolysis pathways due 
to pro-inflammatory mediators have been suggested 
as contributors to hypercoagulability in these syn-
dromes.[7] Arterial thrombus formation is common in 
patients with Takayasu arteritis and include ischemic 
stroke, transient ischemic attacks and acute coronary 
syndromes.[8,9] Although atherosclerosis and arterial 
anatomic abnormalities are the major determinants of 
increased risk of thrombotic events in Takayasu arte-
ritis, a hypercoagulable state has been demonstrated, 
which is mainly attributed to enhanced platelet and 
coagulation activities, as well as complex interac-
tions between inflammation and hemostasis involving 
pro-inflammatory cytokines, chemokines, adhesion 
molecules, tissue factor expression, platelet and en-
dothelial activation, and micro particles.[10,11] More-
over, inflammation may lead to endothelial damage, 
causing the loss of intrinsic anticoagulant, antiag-

Figure 3. After 24 hours, smaller thrombus after 
streptokinase infusion.

A B

Figure 4. After 72 hours, 2-D transthoracic (A) and (B) 3-D transthoracic echocardiograms show no thrombus.



gregant and vasodilatory properties of endothelium.
[12] Thrombi in ventricle related to Takayasu arteritis 
are mostly accompanied by left ventricle systolic dys-
function. To the best of our knowledge, this is the first 
report about left ventricular thrombus in a patient with 
preserved ejection fraction due to Takayasu arteritis. 
In the literature, ventricular thrombi cases are usually 
treated with surgery or oral anticoagulation.[13] Koç et 
al reported a case in which thrombus in the left ven-
tricle due to peripartum cardiomyopathy was success-
fully treated with thrombolytic therapy.[14] Thrombo-
lytic treatment may be an option for some ventricular 
thrombus that causes systemic embolism.
Conclusion

We treated a rare case of left ventricular thrombus in 
a patient with a structurally and functionally normal 
heart, who presented with peripheral thromboembo-
lism due to Takayasu arteritis. In the present report, 
our patient was admitted to hospital in one hour, 
presented with systemic embolization caused by in-
tra-cardiac thrombus and successfully treated with 
thrombolytic therapy.
Conflict-of-interest issues regarding the authorship or 
article: None declared.

REFERENCES

1. Noureddine M, Charei N, Drighil A, Chraibi N. Right in-
tracardiac thrombus in Behçet’s disease. [Article in French] 
Arch Mal Coeur Vaiss 2004;97:925-8. [Abstract]

2. Ports TA, Cogan J, Schiller NB, Rapaport E. Echocardiog-
raphy of left ventricular masses. Circulation 1978;58(3 Pt 
1):528-36.

3. Kawamoto J, Ishibashi K, Shibukawa T, Izutani H. Left ven-
tricular thrombus with a normal heart. Gen Thorac Cardiovasc 
Surg 2007;55:322-4.

4. Matitiau A, Tabachnik E, Sthoeger D, Birk E. Thrombus in 
the left ventricle of a child with systemic emboli: an unusual 
presentation of hereditary protein C deficiency. Pediatrics 

2001;107:421-2.
5. Wiyono SA, Vletter WB, Soliman OI, ten Cate FJ, Geleijnse 

ML. Thrombus in a normal left ventricle: a cardiac manifesta-
tion of pheochromocytoma. Echocardiography 2010;27:195-
7. 

6. Zöller B, Li X, Sundquist J, Sundquist K. Autoimmune dis-
eases and venous thromboembolism: a review of the litera-
ture. Am J Cardiovasc Dis 2012;2:171-83. 

7. Kerr GS, Hallahan CW, Giordano J, Leavitt RY, Fauci 
AS, Rottem M, et al. Takayasu arteritis. Ann Intern Med 
1994;120:919-29.

8. Bicakcigil M, Aksu K, Kamali S, Ozbalkan Z, Ates A, 
Karadag O, et al. Takayasu’s arteritis in Turkey - clinical and 
angiographic features of 248 patients. Clin Exp Rheumatol 
2009;27(1 Suppl 52):S59-64.

9. Akazawa H, Ikeda U, Yamamoto K, Kuroda T, Shimada K. 
Hypercoagulable state in patients with Takayasu’s arteritis. 
Thromb Haemost 1996;75:712-6.

10. Kasuya N, Kishi Y, Isobe M, Yoshida M, Numano F. P-se-
lectin expression, but not GPIIb/IIIa activation, is enhanced 
in the inflammatory stage of Takayasu’s arteritis. Circ J 
2006;70:600-4.

11. Aksu K, Donmez A, Keser G. Inflammation-induced throm-
bosis: mechanisms, disease associations and management. 
Curr Pharm Des 2012;18:1478-93.

12. Watanabe T, Kishi Y, Numano F, Isobe M. Enhanced plate-
let sensitivity to prostacyclin in patients in an active stage of 
Takayasu arteritis. Thromb Res 2001;104:77-83.

13. Kawamoto J, Ishibashi K, Shibukawa T, Izutani H. Left ven-
tricular thrombus with a normal heart. Gen Thorac Cardiovasc 
Surg 2007;55:322-4.

14. Koç M, Sahin DY, Tekin K, Caylı M. Development of biven-
tricular large apical thrombi and cerebral embolism in a young 
woman with peripartum cardiomyopathy. Turk Kardiyol Dern 
Ars. 2011;39:591-4.

Türk Kardiyol Dern Arş766

Key words: Takayasu arteritis/therapy; thrombosis; thrombolytic 
therapy; ventricle, left.

Anahtar sözcükler: Takayasu arteriti/tedavi; trombüs; trombolitik te-
davisi; venrtrikül, sol.


