Letter to Editor

To do or not to do in an interesting case of stroke

Sir,

31-year-old male, not a known diabetic or hypertensive
A)atient presenting with sudden onset alteration of

ensorium, 8 hours before presentation which was
preceded by tonic clonic movements. There was a history of
dizziness and fever for the preceding three days for which he
was treated with local medicines from quacks. The patient was
initially admitted to a local hospital where he was intubated
followed by which he was brought to us.

On initial examination, the patient looked dehydrated which
was accompanied with fever, diarrhea, and hypotension. In
triage, the patient was having poor Glasgow Coma Scale (GCS)
(E2VtM4) status with decreased movement of left side upper
and lower limbs. . He was managed initially in triage with IV
fluids and antibiotic support and computed tomography (CT)
scan was done in view of left hemiparesis. He had to be put on
inotropic support. CT (Fig. 1, 2) brain with perfusion showed
patchy hypodensity in right lentiform nucleus, external capsule,
temporal and parietal cortex.

CT perfusion brain showed mismatched perfusion deficit in
right external watershed zone. CT angiobrain (Fig 3) showed

Figure 1: CT brain showing patchy infarcts in the right MCA
territory.

occlusion at right M1 segment with presence of leptomeningeal
collaterals reforming MCA beyond occlusion and presence of
doubtful collaterals in the basal region.

In view of the above, MRI Brain was done in which DWI
(Fig 4) showed restriction in patchy areas of right lentiform
nucleus, and temporal and parietal cortex.

The patient was rushed to Cath lab for mechanical
thrombectomy as per standard stroke management protocol.
Under general anesthesia following regular prepping and
draping of the right groin, 8F short sheath was placed and
Neuron Max 6F 088 was inserted through right femoral
artery and parked in the right internal carotid artery (ICA).
ICA injection shows occlusion / tight stenosis of Ml
segment [1, 2] (Fig 5) with slow anterograde flow along
with adjacent leptomeningeal collaterals. However, we
advanced ACE 68 into cavernous segment. Reber microwire
was negotiated beyond the occlusion site / stenotic site with
least resistance and in view of this angiographic finding we
concluded that there might be a presence of previous tight
stenosis at M1 segment of MCA [3] with slow anterograde
flow with basal collaterals suggestive of Moya Moya disease
[4]. We abandoned the procedure as doing a mechanical

Figure 3: CT angiography showing loss of signals beyond proximal
M1 segment of MCA.

Figure 2: CT perfusion image showing patchy areas of decreased perfusion.
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Figure 4: MRI DWI Brain showing restriction in areas of infarct.

thrombectomy in an underlying vasculitic state was not
justified at that time.

The patient was shifted in ICU for further conservative
management. Next morning, he became E4M6Vt status after
fluid management and correction of sepsis with antibiotics. No
revascularisation procedure was done and the patient improved
on medical management with correction of shock and maintains
good mean arterial pressure.

The question in this case is whether to at all go for mechanical
thrombectomy in this case. Considering the urgency of stroke
management a propensity towards opening the occlusion found
in CT angiography with infarcts documented in DWI was
there but was abandoned in view of the chronic nature of the
occlusion.

Thus, it was hypothesised that the mechanism leading to
the stroke was hypotension due to sepsis. Further, which lead
to hypoperfusion of right MCA territories [3] due to chronic
occlusion of right M1 MCA segment [1,2]. Hence sepsis
management and fluid reperfusion led to recovery of the
patient.

Learning point in this case is that one should always try to
assess the physiology behind the stroke for its treatment. As in
this case, it led to better outcomes and might include restraining
oneself from the normal protocol of stroke management.
Though, this should be assessed in an individual on case by
case basis.
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Figure 5: DSA image in right ICA injection showing right MCA M1
segment chronic occlusion with basal collaterals.
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