CHAPTER VI

CONCLUSION

This study investigated the role of NO and 5-HTp receptor agonist on
cerebral hyperemia evoked by CSD. L-N and naratriptan were used as
NOS inhibitor and 5-HT)p receptor agbn%cﬁvely. CSD was induced
by topical application of solid KCl on th_g parietal tat’s brain surface whereas

NaCl was served as a co?ﬁc BF was monitored by the laser Doppler
flowmetry and pial arterio ! ugter, was measurcd by the fluorescent
microscopic technique. |

F agblicsatﬁn could induce cyclical pattern
as l;kely:giw to CSD In the fluorescent
microscopic study, the rep ted pattem‘;f*& vas?dllatlon-vasoconstnctlon

el
cycles was observed. The tempeml patiem- of these two measures was

The results showed tha

of cerebral hyperemia, whi

closely correlated. NaC;l apphcatlon “did not éhanges rchF and pial arteriolar
diameter in any perlpy—ﬁmhermbfé 3dﬂiiﬁm Qf L-NAME could

decrease the amplitude gg hyperemic peaks as well as lmmm1ze the maximal

vasodilation of hyperemic’ Q:ycles The minimizing effect of L-NAME on
cortical hyperemia d;pended on its dosage] Our ﬁndlllgs 'suggest that CSD
evokes cerebral hyperemia via activation qf NO pathway. Administration of
naratriptari at ‘the dmeof 0.1 mg/kg BW ¢ould! not dectease | cerebral
hyperemia evoked by CSD.

Based on these findings, we suggest that the stimulation of nNOS

activity play a significant role in CSD-evoked cerebral hyperemia and 5-

HTp receptor activation has minor effect on this process.
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