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Expansion and Atrophy —

aortic wall development after EVAR with an endoleak type Il
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Introduction

= AAA prevalence age dependent 2-11%
= EVAR in 80% of elective and 60% of acute repairs
= specific complications:
type | and Ill endoleaks (EL) immediate repair

type Il EL in 20-32% of EVARs watch and wait

ca. 30% spontaneous resolution

ca. 30% persist w/o sac growth
repair >5mm growth
low rupture rate reported

Editor’s Choice — Systematic Review and Meta-Analysis of the Outcome of
Treatment for Type Il Endoleak Following Endovascular Aneurysm Repair

Klaas H.J. Ultee *, Stefan Biittner *, Roy Huurman ?, Frederico Bastos Gongalves *°, Sanne E. Hoeks ©,
Wichor M. Bramer °, Mare L. Schermerhorn ¢, Hence J.M. Verhagen *

Conclusion: There is little evidence supporting the efficacy of secondary intervention for type Il endoleaks after

EVAR. Although generally safe, the lack of evidence supporting the efficacy of type Il endoleak treatment leads to
difficulty in assessing its merits.



Introduction

AAA prevalence age dependent 2-11%
= EVAR in 80% of elective and 60% of acute repairs
= specific complications:

type | and Ill endoleaks (EL) immediate repair
type Il EL in 20-32% of EVARs watch and wait

ca. 30% spontaneous resolution

ca. 30% persist w/o sac growth
repair >5mm growth
low rupture rate reported

central research question

What happens in the secondary expanding
aneurysm sac wall due to endoleak type i
compared to normal aorta and AAA?
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Study Design

11 control aortae

42 AAA samples

® follow up

12 24 36

time after EVAR (month)

10 patients

® open repair

48 60 72 84 96

OR structural analysis
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Results

control aorta |
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control aorta

proteolytlc |mbalance

humoral immune answer
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Summary

reduced fibers and cellularity
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Conclusion

central research question

What happens in the secondary expanding aneurysm sac wall
due to endoleak type Il compared to normal aorta and AAA?
thin and fibrotic wall with little cellularity and enzymatic activity

suggests a widely inert aneurysm sac exposed to the special conditions of EL type Il
adds additional evidence to the role of pressure and stress on the aneurysm wall

rupture might be less frequent than secondary/late type I/Ill endoleak |

EVAR follow: . aurysm en-
largement, k § 8 ith, luminal

thrombus, st : Y roximal and
distal sealing
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