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Prevalence and Risk Factors for Antiplatelet Resistance in Patients with Ischemic Stroke. Lin Zhijian,Zhuang Jun,Zhao Jing et al. De-
partment of Neurology , Peking University People's Hospital, Beijing 100044 ,China

Abstract Objective To explore the prevalent of laboratory aspirin resistance ( AR) and laboratory clopidogrel resistance( CR) in
ischemic stroke patients and their risk factors. Methods One — hundred and fifty — four patients ( mean age 66.5 +11.3 years old, 104
male and 50 female) with ischemic stroke were consecutively recruited who were admitted to the department of neurology in Peking Univer-
sity people’s hospital. Aspirin or clopidogrel was administrated regularly to every patient from the first day of admission. Whole blood sam-
ples were collected for platelet aggregation testing after aspirin or clopidogrel was administered for 7days. Laboratory AR was defined as a
mean aggregation of =70% with 10umol/L ADP and a mean aggregation of =20% with 500pmol/L AA. Laboratory ASR was defined as
a mean aggregation of =70% with 10mmol/L ADP or a mean aggregation of =20% with 500mol/L AA . Laboratory CR was defined as
a mean aggregation of =70% with 10pwmol/L ADP. Results Labortaryaspirin resistance ( AR) was detected in 3 patients (3.0% ), as-
pirin semi — resistance ( ASR) in 41 patients (41.0% ) and aspirin sensitivity (AS) in 56 patients (56.0% ). Logistic regression analy-
sis found that age was a risk factors for ASR and AR. During a follow — up period of 12months, the prevalence of recurrent stroke, death
from all causes, myocardial infarction and vascular events overall were higher in patients with AR + ASR than in patients with AS. Labo-
ratory CR was detected in 12 patients (22.2% ). The platelet aggregation induced by AA in aspirin group was lower than that in clopi-
dogrel group (P <0.05). The platelet aggregation induced by ADP in clopidogrel group was lower than that in aspirin group (P <0.05).
When (platelet aggregation induced by AA + that induced by ADP)/2 defined as platelet aggregation inhibited by antiplatelet agents,
platelet aggregation in aspirin group was lower than that in clopidogrel group (P <0.05). There was no difference in platelet aggregation
between 50mg/d clopidogrel group and 75mg/d clopidogrel group (P >0.05). Conclusion Antiplatelet resistance is not uncommon in
patients with ischemic stroke taking antiplatelet medications. Age is one of the risk factors for aspirin resistance. Diabetes is one of the

risk factors for clopidogrel resistance.
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2 FUMEERIE [ n(% ) ] 7(58.3) 11(26.2) 4.339  0.037
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TG (mmol/L) 1.38 £0.57 1.66 +1.13 0.783  0.437
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LDL( mmol/L) 2.87 £0.70 2.67£0.83 -0.751 0.456
FBG(mmol/L) 5.97 £1.91 5.75 £2.38 0.292 0.772
HbAlc(% ) 7.46 £1.85 6.51 £1.17 1.848 0.072
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