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• POBA fractures the atherosclerotic intima at its point of least
resistance, creating a dissection plane and space through dehiscence
of the intima from the media + lumen gain through vessel expansión

• Risk of acute vessel closure

• Recoil (acute) and  inflamation and proliferative reacton (0-4 months) 
leads to restenosis secondary to this barotrauma (“the more you gain, 
the more you loose”).

Dissections in POBA era



• Type A dissections represent minor radiolucent areas within the 

coronary lumen during contrast injection with little or no persistence of

contrast after the dye has cleared
• Type B dissections are parallel tracts, or a double lumen separated by 
a radiolucent area during contrast injection, with minimal or no 
persistence after dye clearance

• Type C dissections appear as contrast outside the coronary lumen 
("extraluminal cap") with persistence of contrast after dye has cleared 
from the lumen
• Type D dissections represent spiral ("barber shop pole") luminal filling 
defects, frequently with excessive contrast staining of the dissected false
lumen

• Type E dissections appear as new, persistent filling defects within the

• coronary lumen

• Type F dissections represent those that lead to total occlusion of the 

coronary lumen without distal antegrade flow

Vessel threatening dissection:

The National Heart, Lung and Blood Institute (NHLBI) 
classification system for intimal tears (2004)





• Dissection may facilitate arrival of high drug concentration to media-
adventitia.

• The risk of occlusion in minor degrees of dissections is very low due
to potent DAPT strategies

• At médium or long term is not clear the relation between dissection
and LLL or TLF

• Using IC imaging increase dissection recognition vs angio

Dissection in DCB era



Transform-1 trial : OCT data pre DCB use

vs 15% by angio

Serruys et al, Cardiovascular Revascularization Medicine (in press) 



Risk of acute vessel closure?





Risk of bail-out stenting-acute vessel closure-AMI



Selution DE Novo Trial



N: 9975 all-comer patients and 10,922 lesions treated with
either a DCB (3506 lesions) or 2 nd generation DES (7416 lesions) 
de novo coronary disease.

30-day target vessel MI: 19 (0.5%) DCB v 51 (0.7%) DES, 
acute vessel MI : 10 (0.3%) DCB v 22 (0.3%) DES 
All-cause mortality: 34 (1.0%) DCB v. 71 (1.1%) DES, 

This has led us to modify our approach to dissections into
1) Type 1 (non-vessel threatening dissection and 2) type 2 
(vessel threatening dissection).



Angio dissection post DCB and risk



IC imaging dissection post DCB





• A non-flow limiting intimal dissection can be left untreated.

• Using IV imaging the presence of medial dissection, intramural 
hematoma, or extramedial injury should be fixed with “bail-out” 
stenting.





Risk of TLR-AMI in FU?









46 pts
DCB PCI (Sequent please neo Paclitaxel)
IVUS in index procedure and at 9 months

28 ptsnon Flow limiting angio dissection (no bail-out stent)
43 pts IVUS dissection
Mean Dissection index 0,44

At 9 moths: evidence of Late lumen enlargement
evidence of plaque regression
near 90% healed-dissections
TLR 3,7 % (2 pts)













• Leaving dissections untreated in 2024 after DCB appears to be safe if
there is no Flow-limiting lesions and IC imaging rule out media 
dissection or hemathoma

• Incidence of acute vessel closure is similar to stenting following
recommendations and contemporaryt DAPT

• No big effect of dissection in LLL or mid term clinical outcomes (seem
to be beneficial in paclitaxel DCB)

In summary


