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[Abstract] Objective To determine the optimal antithrombotic therapeutic regimen for non-valvular
atrial fibrillation patients with chronic kidney disease (CKD) after receiving left atrial appendage closure
(LAAC). Methods The single-center clinical data of 68 non-valvular atrial fibrillation patients with CKD,
who received LAAC therapy during the period from January 2018 to February 2019 at Shanghai Zhoupu
Hospital of China, were retrospectively analyzed. Among the 68 patients, 38 patients took warfarin for at least
45 days after LAAC (group A), and other 30 patients received dual antiplatelet therapy for 6 months after
LAAC (group B). The incidences of device-related thrombosis (DRT), thrombo-embolism events and massive
bleeding events in perioperative period as well as within 3, 6 and 12 months after LAAC were compared
between the two groups. Results Between the two groups, there were no statistically significant differences in
the baseline data, including age, sex, the coexisting hypertension, diabetes, coronary heart disease, heart
failure, the history of stroke, CHA2DS2-VASc score, and HAS-BLED score (P>0.05). Successful LAAC was
accomplished in all patients of both groups. No statistically significant differences in the incidence of

pericardial tamponade, thrombo-embolism events and massive bleeding events within 7 days after LAAC
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existed between the two groups(P>0.05). The differences in the incidence of DRT, thrombo-embolism events and

massive bleeding events in 45-60 days after LAAC were not statistically significant between the two groups

(P>0.05). One year after LAAC, the differences in the incidence of thrombo-embolism events, massive

bleeding events and death were not statistically significant between the two groups (P>0.05). Conclusion For

non-valvular atrial fibrillation patients with CKD after receiving LAAC, dual antiplatelet therapy will not

increase the short-term occurrence risks of DRT, thrombo-embolism events and massive bleeding events. (J

Intervent Radiol, 2020, 29.1187-1190)
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