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Value of platelet activation monitoring using flow cytometry to guide anti— platelet therapy in patients after intracranial
stenting
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[Abstract] Objective To explore the value of platelet activation monitoring (PAM) using flow cytometry (FCM) to guide the anti—
platelet therapy in patients after intracranial stenting. Methods The fasting venous blood were collected from 1 792 patients who
underwent intracranial stenting from January 2013 to April 2016. After activation using 20 pmol/LL ADP for 5 minutes, the CD62P
positive rate was detected by FCM, and the rate was controlled within 20.0% ~50.0% . All the patients were followed up for 1 year.
Results Of 1792 patients, 1691 had no adverse events, 96 had bleeding, and 5 had re—infarction. The positive rate of CD62P in the
bleeding group [(11.32+3.96)%| was significantly lower than that [(42.34+19.35)%] in the no adverse event group (P<0.05), which was
significantly lower than that [(83.64+6.41)% | in the re—infarction group (P<0.05). The positive rate of CD62P was <20.0% in 247
patients, 20.0%~50.0% in 1 195 patients, and >50.0% in 345 patients. The incidence of bleeding was significantly higher in the <20.0%
group than those in 20.0%~50.0% and >50.0% groups (P<0.05). The incidence of re—infarction was significantly higher in the >50.0%
group than those in <20% and 20%~50% groups (P<0.05). The incidence of adverse events was significantly lower in the 20.0%~50.0%
group than those in >50% and <20% groups (P<0.05). Conclusions Using the FCM to monitor the positive rate of CD62P after activation
for 5 minutes by 20umol/L. ADP can accurately guide the anti—platelet therapy for patients after intracranial stenting, and the safe and
effective range of the positive rate of CD62P is 20.0%~50.0%.
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