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Summary of stroke, vasospasm, delayed cerebral ischemia, and outcomes stratified by EPHX2 genotype
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and radiological presentation,
development of vasospasm and
clinical outcomes were recorded.
Serial samples of CSF were collected
over 14 days in patients with
ventricular access devices. Levels of
P450 metabolites in the CSF were
quantified using liquid
chromatography tandem mass
spectrometry. Genotyping was
conducted on DNA extracted from
whole blood samples and allelic
discrimination of EPHX2
polymorphisms was performed using
Tagman amplification.

time. Polymorphisms that speed
degradation of EETSs (theoretically
leading to lower circulating levels)
may be associated with poorer
clinical outcomes suggesting an
important role of p450 metabolites in
regulating microvascular tone after
aSAH.




