



Case report 
When to Start Antiplatelet Therapy in Patients with Hemorrhagic Stroke and Prior Percutaneous Coronary Intervention: A Clinical Challenge



Abstract
Aims: This case report highlights the challenges in managing antiplatelet therapy after intracranial hemorrhage (ICH) following elective percutaneous coronary intervention (PCI). The absence of clear guidelines complicates decisions on when to safely restart antiplatelet medications while balancing bleeding and thrombotic risks.

Presentation of Case: A 45-year-old man developed ICH one week after PCI, which a drug-eluting stent was placed for single-vessel coronary artery disease in the left anterior descending artery. Imaging showed a small hemorrhage in the right lentiform nucleus and a chronic subdural hematoma. The patient, with a history of hypertension, was on dual antiplatelet therapy (DAPT) with aspirin and ticagrelor. Due to life-threatening bleeding, DAPT was temporarily stopped. After discharge, fear of stroke recurrence led to poor follow-up and medication noncompliance. Three months later, he presented with seizures, slurred speech, and weakness. Cardiac assessment showed no acute ischemia, and he was advised to resume DAPT and referred for stroke rehabilitation.

Discussion: This case underscores that management challenges extend beyond acute bleeding to include psychological impacts affecting adherence. Noncompliance with DAPT greatly increases thrombotic risk. However, recent meta-analyses suggest early reinitiation of antiplatelet therapy post-ICH reduces recurrent bleeding without raising ischemic events. A meticulous, multidisciplinary approach is critical to address patient concerns and safely restart therapy.

Conclusion: The lack of firm guidelines on restarting antiplatelet therapy post-PCI ICH highlights the need for collaborative care and patient education. Prompt, measured recommencement of therapy is pivotal to prevent poor adherence and adverse outcomes. This case reinforces the need for evidence-based frameworks supported by ongoing research to guide clinical practice.
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1. Introduction
Cardiovascular disease and cerebrovascular disease are the leading causes of morbidity and mortality worldwide, with a significant overlap in shared vascular risk factors such as hypertension, smoking, and atherosclerotic disease.[1] For patients with coronary artery disease, percutaneous coronary intervention (PCI) is a common, minimally invasive procedure used to restore blood flow to the heart and alleviate symptoms.[2] To prevent life-threatening stent thrombosis—a complication where blood clots form on the stent—dual antiplatelet therapy (DAPT) with aspirin and a P2Y12 inhibitor is a cornerstone of post-PCI care. [3]
However, the administration of these potent antithrombotic agents introduces a significant risk of bleeding. [3,4] The incidence of post-PCI stroke is low, ranging from 0.2% to 0.5% , but its consequences are dire, leading to higher short- and long-term mortality and severe disability.[5]
The therapeutic challenge stems from a fundamental conflict: the life-saving intervention for the heart necessitates aggressive antithrombotic therapy, which in turn creates a quantifiable risk of a new, catastrophic cerebrovascular event.[6] This is not a random coincidence but rather a predictable consequence in a patient population predisposed to both thrombotic and hemorrhagic complications due to their underlying disease burden and shared risk factors. The purpose of this report is to illustrate this dilemma through a compelling case and to provide a comprehensive review of the available evidence, the significant gaps in current guidelines, and a practical framework for decision-making in this critical clinical scenario.

2. Presentation of Case
A 45-year-old male with a history of hypertension was admitted for an elective PCI to treat one-vessel coronary artery disease. Coronary angiography revealed a single lesion, and a DES EVROSURE 3.5 x 54 mm was successfully implanted in the proximal-mid left anterior descending (LAD) artery. Cineangiography evaluation confirmed TIMI Flow 3 with no residual stenosis. He was prescribed DAPT with aspirin (Aspilet) and ticagrelor for his long-term post-PCI care.
One week after the elective procedure, the patient developed a new onset of neurological symptoms, and a brain CT scan revealed a punctate ICH at the lentiform nucleus. The patient’s DAPT was immediately postponed due to the life-threatening bleeding. He was discharged from the hospital after his condition stabilized. However, after being discharged, He afraid of a recurrent stroke, became non-compliant with his cardiovascular medications and did not return for follow-up to the cardiologist. Three months later, he was re-hospitalized with new neurological symptoms, including a seizure, slurred speech, and weakness, but with no signs of chest pain or shortness of breath. Cardiac enzyme levels remained within the normal range. In response to the patient's non-compliance, the clinical team educated him on the necessity of resuming his medications, particularly DAPT, and began co-management with the neurology department

3. Discussion
3.1 The Pathophysiological Imperative: Balancing Risks Beyond the Hospital Stay
The case of the 45-year-old male exemplifies a critical conflict in cardiovascular and cerebrovascular medicine that extends beyond the immediate post-PCI period. While the patient in our case did not suffer from acute stent thrombosis, his subsequent non-compliance due to fear of recurrent bleeding highlights a different, but equally significant, clinical challenge. The incidence of ICH after a PCI is small, but it is a fatal complication that instills profound fear in patients.[7] This fear, as seen in our case, can lead to poor long-term medication adherence, placing the patient at a high risk for future thrombotic events, which can manifest as myocardial infarction or ischemic stroke.[8]
The primary goal of DAPT after PCI is to prevent stent thrombosis, a complication that can lead to death or recurrent myocardial infarction/ [9,10] Stent thrombosis is particularly likely to occur with the premature discontinuation of DAPT, especially in the first 30 days post-procedure.[11] The PARIS registry demonstrates that patients who stop DAPT due to bleeding or non-compliance face a sevenfold increased risk of stent thrombosis in the first week after cessation.[12,13]
Conversely, the use of antiplatelet therapy directly increases the risk of ICH, particularly in patients with pre-existing risk factors.[14] DAPT has been shown to increase the risk of ICH by approximately 40% compared to aspirin monotherapy.[15]  The pathophysiology of ICH involves the rupture of a blood vessel and the subsequent expansion of the hematoma, which compresses surrounding brain tissue and raises intracranial pressure.[16] Antiplatelet agents can exacerbate this bleeding, leading to greater hematoma volume and worse clinical outcomes.[17] The therapeutic dilemma in this case is not just about the acute management of a bleeding event but about the long-term behavioral and psychological sequelae of that event. The patient's fear of re-bleeding, while understandable, led to non-compliance that put him at risk for a new, and potentially fatal, ischemic event. A key aspect of managing these patients is a collaborative approach involving interventional cardiology and stroke neurology, which can provide a comprehensive assessment of the risk of both bleeding and thrombosis.[15]

3.2 The Evolving Evidence and the Absence of Guidelines
A significant challenge in managing this clinical scenario is the lack of a clear, evidence-based consensus or guidelines from major cardiology and neurology societies. The conventional approach has been to delay the re-initiation of antiplatelet therapy for at least 7 to 14 days following an ICH to ensure the hemorrhage has stabilized and the risk of re-bleeding has decreased.[15,18]
However, emerging evidence challenges this long-held clinical dogma. A recent meta-analysis from April 2025 reveals that early antiplatelet therapy following intracerebral hemorrhage significantly reduced recurrent hemorrhagic events by 46% without increasing major ischemic or hemorrhagic complications.[19] This finding is groundbreaking and directly contradicts the conventional fear of re-bleeding on antiplatelet therapy. It suggests that a cautious, individualized re-initiation of DAPT might be safer than previously thought, particularly when balanced against the acute and high-probability risk of stent thrombosis.[15]

3.3 Navigating the Dilemma: Patient Education and Shared Decision-Making
In the absence of definitive, large-scale trial data, clinicians must rely on a framework of shared decision-making, patient education, and collaborative, multidisciplinary consultation.[20] This case report highlights that patient education is as critical as pharmacological management. Fear of a future stroke, fueled by the memory of a previous one, can lead to poor medication adherence and poor outcomes. The discussion with the patient and family needs to be clear about the risks and benefits, and it must address the patient’s fears without hesitation.
The decision to resume antiplatelet therapy safely requires close monitoring and a careful consideration of the risk-benefit profile. In patients with a history of ICH, a quantitative system for assessing thrombotic and bleeding risks is needed to determine the appropriate timing for restarting antiplatelet therapy to prevent underlying ischemic events. Tools like the PRECISE-DAPT score (which includes age, creatinine clearance, hemoglobin, white blood cell count, and previous bleeding) and the DAPT score can help in this risk stratification.[18]

4. Conclusion
The management of antiplatelet therapy after PCI-related hemorrhagic stroke remains a profound clinical dilemma, with no clear consensus or definitive guidelines to direct care.[21] The case presented in this report vividly illustrates the precarious balance of competing, high-stakes risks: the prevention of life-threatening stent thrombosis versus the mitigation of catastrophic hematoma expansion.
The therapeutic conundrum in this case is not merely about managing the acute bleeding event, but also about addressing the patient's long-term compliance and fear of re-bleeding, which can lead to catastrophic thrombotic events. The decision to discontinue DAPT after an ICH, while seemingly logical, may paradoxically lead to patient non-compliance, as seen in this case.
An individualized approach is paramount, guided by collaborative multidisciplinary discussion and comprehensive patient risk stratification. The use of quantitative tools and the provision of clear, empathetic patient education are crucial for navigating this "zero-sum game" and preventing poor long-term outcomes. Ultimately, the lack of robust, evidence-based guidance in this area underscores an urgent need for future, large-scale, randomized controlled trials.[22] These studies should investigate the optimal timing and duration of antiplatelet therapy, the choice of agents, and the role of novel pharmacologic or mechanical interventions in this challenging clinical scenario. Healthcare providers can enhance and tailor treatment for this vulnerable and complicated group of patients only when supported by clear and conclusive evidence.
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Consent (where applicable)
The patient gave verbal consent to use the patient’s data anonymously as a research report.
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