


proliferation rate was measured as the percent of BrdU stained vs.
the total number of cells at the guarded area.

RESULTS

Angiography and ultrasound Duplex scanning prior to animal
sacrifice found the Diverter open to flow without occlusion or
discernable stenosis up to 24 weeks post implantation in all devices.
On average, the Diverter mesh covered a lumen at the bifurcation
twice larger than average cross sectional area of the filtered artery
one diameter distal to the bifurcation.
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Fig. 2, Light microscopy (top) and Scanning electron
microscopy (SEM) at bottom of a specimen (4 months) exhibits

a fully open filtering area, and neointimal covering at the non-
filtering part of the Diverter.

No Diverter occlusion or discernable stenosis were noted prior
sacrifice by angiography and ultrasound flowmetry. Morphometry
and microscopy showed that the guarded area remained patent
(99.0%+1.0, 91.8%=10.6 and 93.3+8.8 at 3,10 and 17 weeks
respectively) as shown in Table 1. Light microscopy and SEM (@
|2) revealed a monolayer of endothelial cells covering portions of
the guarding mesh, mostly at the rim. The percent of BrdU stained
cells at the guarding portion, which corresponds to the proliferation

rate, was 18.7x7.3% (1 week), 12.8+4.6 (3 weeks), but only
0.7+0.6% after 6 months.

Harvested Follow-up Patent area
specimens percentage (Std.)
3 3 weeks 99.0 (1)

9 10 weeks 91.8 (10.6)

4 17 weeks 93.3 (8.8)

Table 1, Filtered area average patency results

CONCLUSIONS

Implantation of a permanent arterial diversion device in a swine
model is feasible and such a device remains patent. The
proliferation rate indicated that neointimal growth reaches steady
state within 6 month. This novel device could serve as a useful
endovascular approach for embolic stroke prevention in high-risk
patients with proximal sources of embolism and contraindications
to anticoagulation.
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