sensitivetoischemiaandisgeneraly delineatestheinfarcted
brain. Perfusion weighted imaging (PWI) defines the areas
of poor cerebral perfusion. Thus comparing the DWI and
PWI images, itispossibleto identify areasof ischemic brain
that isat risk of irreversible infarction (Diffusion-perfusion
mismatch). Several new MR techniques such as susceptibility
weighted imaging have been developed to exclude
hematoma, hemorrhagic conversion of infarctsand presence
of microbleeds, which would represent contraindications to
thrombolytic therapy. The versatility of MRI may soon see
this modality playing the role of a“Brain clock” to decide
whether to initiate thrombolytic therapy rather than the
“Epidemiological time clock” that is in use today*?*2.The
role of various clinical, laboratory and imaging parameters
in decision regarding institution of thrombolytic therapy were
summarized by Higashida et al .°

The procedure of thrombolysis starts with a diagnostic
angiogram of the cranio-cerebral circulation to document
the site of occlusion, status of potential collateral pathways,
and to exclude other contraindicationsto thrombolysis. The
target vessel is catheterized using amicro-catheter, whichis
deployed co-axialy through a guiding catheter. Systemic
heparinization is carried out with administration of 5000 U
bolus of heparin followed by hourly administration of 1000
IU. Most experience of intra-arterial thrombolysis has been
obtai ned with urokinase asthe thrombolytic agent. After the
clot is gently macerated using the micro-guidewire,
Urokinaseisinfused through the microcatheter into the clot.
End points of infusion are complete recanalization, infusion
of L millionunitsof urokinase, or 6 hours elapsed since onset
of symptoms. Periodic check angiograms are obtained and
the micro-catheter is repositioned as required.

LIMITATIONS OF INTRA-ARTERIAL
THROMBOLYSIS

The mgjor problem with intra-arterial thrombolysis is that
this mode of therapy requires ready access to an
interventional radiologist and other ancillary staff, trained
in intra-arterial thrombolysis, at all times. Thisis a major
limitation and such availability islimited to afew academic
institutions. This mode of therapy also requires additional
time for catheterization of the cranio-cerebral vessels and
accessing the site of occlusion. Though the hemorrhagic
complications are commoner with intra-arterial thrombolysis,
there was no significant difference in the outcome.
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Perhaps the greatest impediment in the emergency
management of acute strokeisthelack of awvarenessamongst
the general public regarding the importance of early
treatment. Most members of the general public fail to
correctly recognize the symptoms of stroke or are unaware
that strokeisamedical emergency. Thusmost stroke patients
present for medical care outside the therapeutic “window
period” where thrombolytic therapy can reverse the
neurological deficits. Lack of accessibility to specialized
stroke centerswith facilitiesand expertisefor rapid imaging
and endovascular recanalization is another issue that needs
to be addressed by health care administrators.*#1
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