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Case

This is a report of a 69 yr old male that was initially seen for an
angiogram for shortness of breath on exertion and an abnormal
stress test. His cardiac angiogram demonstrated significant
multivessel disease. Two days after angiogram he underwent
CABG with 3 vessel bypass. The LAD was unable to be
bypassed. Interventional cardiology was consulted for possible
PCI of the LAD after the CABG via a hybrid procedure.

On post operative day 3 he underwent PCI of the LAD via
rotational atherectomy followed by drug eluding stent placement.
He was progressing well from his surgery until post operative day
6 and post procedure day 3 when he had substernal chest pain.
He was taken to cath lab for angiogram. This angiogram
demonstrated 100% in stent stenosis. He had a great decrease In
his EF so an intra-aortic balloon pump was placed. He was
transferred to the ICU for further cares and started on Ticagrelor.
The IABP was removed on post procedure day 1. After removal
he was noted to have a cold leg, evaluation demonstrated arterial
clot. At this time there was concern for heparin induced
thrombocytopenia and thrombosis, so heparin was stopped and
he was started on argatroban. PF4 antibiotics were sent as well.
He was taken to the OR for thrombectomy which demonstrated a
white clot (consistent with HIT). After the thrombectomy he
returned to the ICU intubated.

On post-operative day 1 from the thrombectomy he was
transitioned to apixaban, asa, and ticagrelor. He progressed to
having AKI requiring CRRT. He was restarted on Argatroban
secondary to presumed malabsorption. He underwent
Echocardiogram which showed EF of 40%. He has worsening
hemodynamics and required additional pressors. Repeat echo
showed a left ventricular clot despite being on argatroban. He
ultimately expired.
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Echocardiogram demonstrating left ventricular thrombus

EPARIN INDUCED THROMBOCYTOPENIA AND THROMBOSIS WITH
LEFT VENTRICULAR THROMBUS
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Discussion

Historically Heparin Induced thrombocytopenia comes in two
forms HIT | (milder form) and HIT Il (now just HIT). HIT Il comes
In a delayed fashion and is associated with more severe
complications.

HIT can be further separated into Autoimmune HIT(aHIT) which
Is characterized by delayed presentation, platelet activation
even after heparinoids are stopped, more severe
thrombocytopenia, more thrombotic complications, and even
refractory HIT.

Treatment proposed for aHIT or refractory HIT, in the literature,
Is with high dose IVIG. The mechanism of action for IVIG in this
setting is competitive inhibition at the platelet receptor
decreasing the amount of thrombosis. IVIG is not standard of
care for other types of HIT secondary to its thrombogenic
nature in most cases.
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