
6. CONCLUSION

Sustained pulmonary hypertension did not 
develop despite persistant organised 
thromboembolic lesions 
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5. RESULTS

NORMALISATION IN MEAN PULMONARY ARTERIAL PRESSURE OVER TIME PERSISTENT PULMONARY VASCULAR OBSTRUCTION ELEVATED INFLAMMATORY MARKER
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Upper panel: autologous emboli. Lower panel: Resected lung at follow-up with 
organised thromboembolic material from cGAMP group.  
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Upper panel (left): TXA 
group. A+D arrowhead 
shows multinucleated 
cells and arrow 
recanalisation. B. Red 
arrow mark neointima 
formation. E. CD3+ cells. 
C+F. IP-10 positive marker.

Lower panel (left): cGAMP 
group. G+J arrowhead 
shows multinucleated 
cells and arrow 
recanalisation. H. Red 
arrow mark neointima 
formation. K. CD3+ cells. 
I+L. IP-10 positive marker.

Local inflammatory activation increased 
inflammatory marker IP-10
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MEAN PULMONARY ARTERIAL PRESSURE CTPA OBSTRUCTION PERCENTAGE LUNG TISSUE IP-10

p = 0.0348

pg/μg

1. BACKGROUND

3. EXPERIMENTAL GROUPS

Experimental induction of local inflammation in a porcine model of chronic thromboembolic disease

4. STUDY DESIGN

EMBOLISATION
+ LOCAL 
INFLAMMATION
n = 6 (cGAMP)

+
EMBOLISATION
+ INHIBITED 
FIBRINOLYSIS
n = 6 (TXA)
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To assess if  induction of local inflammation 
influences the long-term haemodynamic
and histopathological outcomes after 
repetitive pulmonary emboli in a porcine 
model
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