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A large productioniof N@ (¢S (s NO) tales
place in the'para nasal sinuses: @502@@1 by fnducible
NOS in the ciliated cells

Hypoxia is a powerful inducer of @m@g@ﬂ SINUSHRIIRIE
oxide synthetas (NOS)
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e A main neurotransmitter

Physiological and biological roles |iEit it
e High ability to diffuse

of NO e Release other

Neurotransmitters -CGRP,
Glutamate, n NO,

INTRANASAL

Migraine - about 88% of
the sinus headache patients. EVIDENCES
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NO into neuronal
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1.Activates free nerve endings and peri vascular nerves.
2.The nerves activated by vaso active substances.

3.Extra cranial vaso dilation and activation of the nociceptors .
4.The neurogenic inflammation
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Epilepsy
Motion sickness
Vertigo

Balance disorder

BIH
Narcolepsy
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Cortical spreading depression (CSD)

1. Neuronaly mediated vasodilatation IJBF in major ICV &lin Small ICV
2.Tlnﬂammatory process 2. Cytotoxic cell damage & gliosis
3.TVasoactive substances 3. Activation of matrix metallo proteinases
4. Altered vascular permeability 4. Thrombosis in the blood vessel

e Dysfunction neurotransmitter e Shear Stress in the BV -

projections Neuro leNOand | eNO
. (DA, 5HT, GLU, DA) o Melatoninl

. Ab. sleep pattern, CS, stress to CNS Pathophysiology
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The excess or unnecessary i

generation and neurovascular
primarily due to SHNOT in sinorhin
contribute for migraine and other ne
disorders

Rhino legical medical or surgi

approach may be beneﬁ-t of stop or prevent
‘neuropathology affectlng te cause or aggravate
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