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Background. Ischemic stroke is one of the leading
causes of mortality, morbidity and disability
worldwide (Fig. 1, 2). There Is evidence of the
potential role of circadian modulation of
neuroplasticity = mechanisms and  post-stroke
neurological recovery (Fig. 3), however, the data are
limited.

The association of polymorphisms of PER3
and CLOCK genes with etiology and functional
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Fig. 7. Association between PER3 and CLOCK genes polymorphic variants and stroke functional outcomes

The NIHSS at discharge and functional outcomes at discharge did not differ in the carriers of three different CLOCK rs1801260 gene alleles (TT, TC and CC). However,
CC homozygotes showed lower NIHSS at discharge compared to T allele carriers (TT+TC) (p=0.027). There were no differences in stroke severity or functional
outcomes at discharge between patients with different PER3 genotypes (p>0.05 for all measures).

CONCLUSION

» PERS3 rs5787598 polymorphisms are associated with the pathogenic ischemic stroke subtypes: 4/4 homozygotes have higher rate of cryptogenic stroke, while 6/6
homozygotes have higher rate of cardioembolic stroke. There Is no such association for the genotypes of CLOCK rs1801260.

= C allele of CLOCK rs1801260 gene Is associated with the more favourable functional outcomes (NIHSS at discharge), and might have neuroprotective effect. There Is

Nno such association for PER 3 variants.

* |n general, circadian genes might modulate the severity of stroke, however, their role for post-stroke recovery needs further investigation.
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