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Abstract 

Aim:To determine the Incidence of AcuteI schemic Stroke in Hospitalized Patients With 

Atrial Fibrillation Who Had Anticoagulation Interruption. 

Methods: A comparative study was conducted in the Department of Medicine, Baroda 

Medical College and S.S.G. Hospital, Vadodara, Gujarat, India. This study included 

patients18yearsorolderwhowereadmittedtothehospitalwitha primary or secondary diagnosis of 

AF who had anticoagulation interruption without heparin bridge vs. non-interruptedgroup.  

Results: The mean age of this cohort was 71.1 10.21 years, and 50.89 percent of the 

participants were female. A total of 50 patients (11.11 percent) out of 450 patients (450 

patients) had their anticoagulation interrupted for more than 48 hours (median interruption of 

67 h). Patients who had anticoagulation interruption were older (mean age 75.45 10.52 years 

vs. 71.06 10.88 years, P = 0.001), had a slightly higher CHADS2VASc score (3.88 vs. 3.52, 

P = 0.01), were more likely to have heart failure, and were less likely to have excessive blood 

pressure (P = 0.001). One in every 450 patients (2.22 percent) experienced an acute ischemic 

stroke during their hospitalisation, with only two patients (4 percent) in the anticoagulation 

interruption group and eight patients (2 percent) in the non-interruption group suffering from 

the condition. There was no statistically significant difference in the incidence of ischemic 

stroke between the two groups (1.31 percent vs. 0.27 percent, P = 0.21; 1.31 percent vs. 0.27 

percent, P = 0.21; 1.31 percent vs. 0.27 percent, P = 0.21). The cessation of anticoagulation 

for a short period of time did not seem to be linked with a significantly higher risk of in-

hospital ischemic stroke. 
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Conclusion: The incidence of ischemic stroke in hospitalised patients with atrial fibrillation 

(AF) is low during hospitalisation and does not increase substantially with short-term 

anticoagulant cessation.  

Keywords: schemicstroke, anticoagulation, AF 

 

Introduction  

Patients with atrial fibrillation (AF) have up to a fivefold increased risk of a cerebrovascular 

event (CVE).
1
 Patients with AF who have previously had a stroke are more likely to die, 

suffer heart failure, and have permanent disability. In the general population, recent research 

indicates that catheter ablation may further reduce the incidence of thromboembolism even 

more.
2-4

 For individuals with a CHA2DS2-VASc risk profile, current guidelines for 

antithrombotic therapy after catheter ablation for AF support continued oral anticoagulation 

(OAC) treatment for all patients.
5
 However, OAC treatment is no longer in clinical practise 

due to the low-risk profile for thromboembolism of many individuals. Few studies have 

studied the effects of AF ablation in high-risk individuals who stop using OACs. 

Additionally, these investigations failed to provide information on the kind of stroke a person 

suffered from (ie, whether past CVEs were cardiogenic embolisms). In order to investigate 

whether the risk factors, clinical characteristics, and outcome of ischemic stroke varied 

depending on the presence of cardioembolic vs non-AF-related previous stroke, we 

developed a hypothesis and performed a research study. Despite the increased risk of 

ischemic stroke among individuals with AF during sepsis, data suggests that anticoagulation 

for the prevention of arterial thromboembolism is of limited benefit for these patients.
6-8

 

While alterations to the coagulation cascade and acute organ failure may raise risks of 

bleeding and thrombosis, management choices about the use of anticoagulation for 

prevention of arterial thromboembolism during sepsis are confounded by the complexity of 

this processes.
9
 

 

Materials and methods 

The present comparative studywas conducted in the DepartmentofMedicine, Baroda Medical 

College and S.S.G. Hospital, Vadodara, Gujarat, India. After taking the approval of the 

protocol review committee and institutional ethics committee and informed consent, detailed 

history was taken from the patient or the relatives.  

Methodology  

This research looked at patients with a main or secondary diagnosis of AF. Patients who had 

stopped anticoagulation without a heparin bridge, or interrupted anticoagulation and did not 

have a heparin bridge, were included in the study. This admission criteria excluded those 

patients who had a recent (within 1 month) or chronic (longer than 1 month) transient 

ischemic attack (TIA), had suffered an acute ischemic CVA (hemorrhagic or mechanical), or 

had undergone previous or current treatment for deep vein thrombosis or pulmonary 

embolism. 



                                                   Journal of Cardiovascular Disease Research 

                                                                   ISSN:0975-3583,0976-2833        VOL12,ISSUE06,2021 

1024 
 

Statisticalanalysis 

Baseline characteristics and outcomes were tabulated and shown by means and standard 

deviations where applicable to compare patients who were interrupted in their anticoagulation 

treatment (anticoagulation interruption) to those who were not (no interruption). Student T-

tests were performed to see if in-group means differed. Chi-square and Fisher's exact tests 

were used to determine if categorical variables varied (comparison groups had fewer than 

five observations and the Fisher's exact test was employed). The change to CHADS2VASc 

score in a logistic regression model was used to assess the additional impact of 

anticoagulation interruption on the incidence of ischemic stroke. 

Results 

The research comprised 450 participants. The mean age in this cohort was 71.1 years, with 

50.89% of the individuals being female. There were 50 patients out of 450 (11.11% of the 

total) whose anticoagulant treatment was interrupted for more than 48 hours (median 

interruption of 67 h). Patients who experience anticoagulation interruption had significantly 

longer age (75.45 ± 10.52 years) and higher CHADS2VASc score (3.88 vs. 3.52, P = 0.01) 

than patients who did not experience interruption. In addition to differences outlined in Table 

1, features and differences between the two groups of anticoagulation interruption and non-

interruption are shown in the following table. 

In the anticoagulation interruption group, two patients (4 percent) experienced acute ischemic 

stroke, whereas in the non-interruption group, eight patients (2 percent) had the condition. 

Incidence of ischemic stroke was not significantly different between the two groups (1.31% 

vs. 0.27%, P = 0.21). (Table 2). 

There was no substantial increase in the risk of in-hospital ischemic stroke when 

anticoagulation was temporarily stopped. In-hospital stroke was a significant independent 

predictor of the CHA2DS2VASc score (OR: 7.67, 95% CI: 2.89 to 18.03). (Table 3). 

Moderate and high risk CHA2DS2VASc categories (score ≥ 5) led to a substantially higher 

risk of ischemic stroke, with just one patient experiencing a stroke during the anticoagulation 

interruption. In the low-risk group CHA2DS2VASc < 5, no individuals suffered a stroke 

(Table 4). 

There were no significant differences between the two groups, in terms of secondary 

outcomes in anticoagulation interruption versus non-interruption groups. Mortality was 0 

percent versus 0.68 percent in the intervention group, with a P value of 1; Bleeding was 4 

percent versus 1 percent in the intervention group, with a P value of 0.03; the number of 

readmissions within 90 days was 48 percent versus 37 percent in the intervention group, with 

a P value of 0.03; and the mean LOS was 7.74 days versus 2.75 days in the intervention 

group, with a P value of <0.0001. The average length of stay and the rate of readmissions 

were different between the two groups. In-hospital mortality was the same across the two 

groups. 



                                                   Journal of Cardiovascular Disease Research 

                                                                   ISSN:0975-3583,0976-2833        VOL12,ISSUE06,2021 

1025 
 

Table1.PatientCharacteristicsofAnticoagulationInterruptionVersusNoInterruptionGrou

ps 

Parameter 

Anticoagulantinte

rruption48h+ 

N=50 

Noanticoagulation 

interruption=400 
P –value 

Age(mean±SD) 75.45 ± 10.52 71.06±10.88 0.001 

Male,n(%) 21 (42) 200 (50) 0.11 

CHA2DS2VASc(mean±

SD) 
3.88 ± 1.13 3.52 ± 1.23 0.01 

IschemicCVA,n(%) 2 (4) 8 (2) 0.25 

CHF,n(%) 28 (56) 120 (30) < 0.001 

HTN,n(%) 20 (40) 272 (68) 0.001 

Age≥ 75 years,n (%) 32 (64) 188(47) 0.014 

Age65 - 74years, n (%) 18 (36) 212 (53) 0.21 

Diabetes,n(%) 13 (26) 120 (30) 0.57 

Vasculardisease,n(%) 23 (46) 176 (44) 0.61 

Bleeding, n (%) 2 (4) 4 (1) 0.03 

Mortality,n(%) 0 (0) 2 (0.5) 1.00 

Readmissionwithin90day

s,n (%) 
24 (48) 148 (37) 0.03 

AverageLOS(mean±SD) 7.74 ± 4.78 2.75 ± 2.39 < 0.0001 

SD:standarddeviation;CVA:cerebrovascularaccident;CHF:congestiveheartfailure;HTN:hypert

ension;LOS:lengthofhospitalstay. 

Table2.AssociationofSelectedFactorswithAcuteIn-

HospitalIschemicStrokeinHospitalizedPatientsWithaHistoryofAF 

Variables IschemicCVA NoischemicCVA P-value 

Age(mean±SD) 
75.45 ± 10.52 (N = 

10) 
71.06±10.88 (N=440) 0.19 

Male,n(%) 3 (30) 212 (48.18) 0.61 

Female,n(%) 7 (7) 228 (51.82) 0.61 

CHA2DS2VASc(mean±SD) 6.70 ± 0.87 3.52 ± 1.63 0.07 

CHF,n(%) 2 (20) 140 (31.82) 0.62 

HTN,n(%) 8 (80) 249 (56.59) 0.24 

Age≥ 75 years,n (%) 6 (60) 208(47.27) 0.45 

Age65 - 74years, n (%) 4 (40) 145 (32.95) 1.11 

Diabetes,n(%) 3 (30) 139 (31.59) 0.63 

Vasculardisease,n(%) 3 (30) 177 (40.23) 0.64 

Anticoagulationinterrupted,n(

%) 
2 (20) 18 (4.09) 0.17 

Noanticoagulation 8 (80) 422 (95.91) 0.17 
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interruption, n (%) 

Bleeding, n (%) 0 (0) 5 (1.14) 1.2 

Mortality,n(%) 0 (0) 3 (0.68) 1.2 

Readmissionwithin90days,n 

(%) 
6 (60) 148(33.64) 0.62 

AverageLOS(mean±SD) 6.90 ± 11.23 2.91 ± 2.24 0.43 

AF:atrialfibrillation;SD:standarddeviation;CVA:cerebrovascularaccident;CHF:congestivehea

rtfailure;HTN:hypertension;LOS:lengthofhospitalstay. 

Table3.CHA2DS2VAScSignificantlyAssociatedWiththeOutcomeVariableofIn-HospitalCVA 

Effect Odds ratio  95%Confidenceinterval 

Anyinterruption 48+ h (1: presencevs. 0: 

no presence) 

4.51 0.49 45.12 

CHA2DS2VASc 7.67 2.89 18.03 

 

Patient's with higher CHA2DS2VASc scores are more likely to have an intra-hospital 

cerebral vascular accident (CVA) than those with lower CHA2DS2VASc scores. Diabetes 

mellitus, history of stroke/TIA/thromboembolism (two points), vascular disease (previous 

myocardial infarction, peripheral artery disease, aortic plaque), age 65 - 74, and sex category 

are all factors in the CHA2DS2VASc score. CVA stands for cerebrovascular accident, while 

TIA stands for transient ischemic attack. 

Table4.IncidenceofAcuteIschemicCVAinRelationtoCHA2DS2VAScRiskCategories 

CHA2DS2VASc riskgroups 

AcuteischemicC

VAinpatientswit

hACinterruptio

n 

AcuteischemicCVAinpatie

nts 

withoutACinterruption 

P value 

Low risk (score of 0 - 4) (N = 

354) 
0/27 (0%) 0/327 (0%) 1.11 

Intermediate risk (score of 5 - 6) 

(N = 70) 
0/22 (0%) 1/48 (2.08%) 1.11 

Highrisk (score≥ 7) (N= 26) 1/1 (100%) 2/25 (8%) 0.14 

 

Within each CHA2DS- 2VASc risk category, there is no statistically significant difference in 

the number of individuals who had a stroke between the interruption and non-interruption 

groups, according to the findings. In the intermediate and high-risk groups, the vast majority 

of individuals who had a stroke fell into this category. CVA is for cerebrovascular accident, 

while AC stands for anticoagulation. 
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Discussion 

It is essential to note that the study's findings are significant in two respects. First and 

foremost, prior research has assessed the risk of is-chemic stroke between 30 days and one 

year.
10-13

; oOn the other hand, our research assesses the short-term in-hospital risk of 

ischemic stroke in patients with atrial fibrillation who are hospitalised to a medical centre. 

This provides doctors with more reliable information when weighing the risks and benefits of 

stopping anticoagulation in hospitalised patients who are at high risk of bleeding. In order to 

predict the 1-year risk of is-chemic stroke, the CHA2DS-2VASc score was developed; 

however, it has not been validated for predicting short-term outcomes. Our findings confirm 

the widespread practise of utilising the CHA2DS2VASC score as a predictor of short-term 

ischemic stroke risk in hospitalised patients with atrial fibrillation (AF) (CHA2DS2VASC 

score). Second, our research included individuals with atrial fibrillation who were admitted to 

the hospital and whose anticoagulation had been interrupted for any reason. Patients having 

elective operations were included in the majority of research on anticoagulation interruption. 

According to the results of the BRIDGE trial, which was the first prospective multicenter 

randomised controlled trial of patients with atrial fibrillation who underwent procedures, 

there was no statistically significant difference between the treatments interrupted group and 

the non-interrupted group in terms of stroke, systemic thromboembolism, or transient 

ischaemic attack (TIA) at 30 days. We included all patients who had their anticoagulation 

stopped and not bridged with heparin in our research, regardless of the cause for the 

interruption. The exact cause for the interruption could not be determined owing to a 

restriction in the data extraction, but we were able to determine the general pattern. Ischemic 

events occurred at a rate comparable to that seen in the BRIDGE trial, which had a rate of 

0.3-0.4 percent for arterial thrombotic events during a 30-day period.
14,15

 Our findings are 

consistent with existing recommendations. A stroke or TIA is estimated to be 0.35 percent for 

every 30 days in patients with atrial fibrillation (AF), according to the 2017 American 

College of Cardiology guidelines.
16-18

 The ACC also recommends that an individual's daily 

risk of stroke or TIA be calculated by dividing the individual's annual risk of stroke or TIA 

by 365 days.
18-20

 This method, on the other hand, is based on research conducted on 

individuals who were mainly of moderate risk and were having elective operations. 

By giving the actual rate of stroke during hospitalisation, which is greater than what would be 

anticipated based on the ACC method of estimate; our research contributes to the existing 

body of knowledge in this area. Although the American College of Cardiology (ACC) 

recommends that patients at highest risk for thromboembolic events without an excessive risk 

of bleeding should consider bridging, it acknowledges that the decision on whether or not to 

bridge patients with atrial fibrillation and a high CHA2DS2VASc score is still up for debate. 

Some doctors, however, believe that bridging anticoagulation is appropriate for patients who 

have had a verified recent stroke based on the current evidence. The findings of our research 

are consistent with the recommendations of the American College of Cardiology. It 

demonstrates that the risk of acute stroke in low-risk individuals (CHA2DS-2VASc<5) is 

minimal, and that this group may be safely weaned off anticoagulation without danger. And 

all of the strokes happened in those who were either moderate or high-risk. In patients at 
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intermediate and high risk of stroke, there was no statistically significant difference in the 

incidence of stroke between the two groups, which is most likely owing to the limited number 

of occurrences. 

Conclusion  

According to the findings of the present research, the incidence of ischemic stroke in 

hospitalised patients with atrial fibrillation (AF) is low during hospitalisation and does not 

increase substantially with short-term anticoagulant cessation. In hospitalised patients with 

atrial fibrillation (AF), the CHA2DS2VASc score shows a statistically significant 

relationship with the incidence of ischemic stroke. In order to establish the impact of 

anticoagulation interruption duration on the incidence of stroke in the high-risk group, further 

study is required. 
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