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owed a patent both in LAD and LCx stents. Currently, dual antipla-
telet drugs with aspirin and prasugrel were maintained without any 
chest pain (13-month use) (Fig. 3).

Discussion

Although dual antiplatelet therapy with aspirin and clopidogrel 
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Fig. 2. At the third admission, both mid portion of the left anterior descending artery (m-LAD) (black arrow) and distal portion of left circumflex artery (d-
LCx) (white arrow) stents were totally obstructed with thrombi (A and B). After the procedure, revascularization flow was recovered at both stent areas (C). 
In re-stent thrombosis event at the third admission, there were no flows at both stent areas in the emergency angiography (D and E). After balloon dilation 
on m-LAD and d-LCx stents, suboptimal revascularization flows were observed at both stents (F).

Fig. 3. The nine-month follow-up coronary angiography with prasugrel showed good patency of previous stent at mid portion of the left anterior de-
scending artery (black arrow) and distal portion of left circumflex artery (white arrow) lesion without thrombus.
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is the standard medication in patients with DES implantation, the 
unmet needs still exist and fatal complication occurs. Particularly, 
clopidogrel resistance, regarded as one of the major factors for stent 
thrombosis, has been reported to occur in 30-40% of patients.4-7) To 
overcome clopidogrel resistance, a dose-up of clopidogrel or triple 
antiplatelet therapy with cilostazol has been recommended. How-
ever, recent clinical trials, such as GRAVITAS (Gauging Responsive-
ness with A VerifyNow assay-Impact on Thrombosis And Safety) did 
not show a better prognosis than the existing standard-dose dual 
antiplatelet.8) Although some clinical trial described that triple anti-
platelet therapy including cilostazol has a beneficial effect on isch-
emic complications, there are still many debates.9)10) Under this situ-
ation, new anti-platelet agents give us a new choice. Of these, pra-
sugrel, which is hydrolysed by esterases into an intermediate pre-
cursor and whose activation is not involved with oxidation by the 
enzyme CYP2C19,11) can consistently and rapidly inhibit ADP-in-
duced platelet aggregation than clopidogrel.12) Prasugrel was signi-
ficantly superior to clopidogrel for the reduction of ischemic events, 
including stent thrombosis in TRITON-TIMI 38 (TRial to Assess Impro-
vement in Therapeutic Outcomes by Optimizing Platelet InhibitioN 
with Prasugrel-Thrombolysis In Myocardial Infarction) analysis.3) 
Also, some studies reported that prasugrel achieved greater inhibi-
tion of platelet aggregation in clopidogrel resistance patients.13)

Our case revealed the recurrent stent thrombosis events despite 
dual or triple antiplatelet therapy including cilostazol. Many factors 
might be attributable to the occurrence of stent thrombosis. In par-
ticular, new stent implantation (Endeavor® Sprint) at m-LAD could 
make a beneficial contribution for stent thrombosis through the he-
modynamic improvement in the present case. However, d-LCx stent 
(CYPHER®) with balloon-only angioplasty has also shown a good 
patency in a follow-up angiography. Thus, rescued clopidogrel resis-
tance could be the main reason rather than the hemodynamic im-
provement. After the change of antiplatelet into prasugrel, clopido-
grel resistance was successfully rescued and no thrombotic event 
has been observed until now. In conclusion, for the prevention of re-
current DES thrombosis, dual antiplatelet with aspirin and prasugrel 
could be one of the potential options in patients with clopidogrel 
resistance.
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