
Good afternoon

This case is from a young lady, frst transplanted in 97 for AIH, who was retransplanted

for progressive graft failure 14 y after.

The only significant posttx event was an episode of bleeding for which a laparotomy was 

performed and a biopsy taken. After that she did not have clinically relevant findings 

until this year, when the biopsy I’m going to present was taken.
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Just for completion a picture of the post-PF, with preserved vascular architecture and no 

abnormal histological findings
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The biopsy taken during the lapartomomy for bleeding showed diffuse inflammatory 

portal enlargement, by mixed infamma infiltrate including eosinophils, small and large 

lymphs and occasional plasma cells. Bile duct damege was seen but minimal, non-

destructive. Portal vein endotheliitis was significant and CL areas and CV did not show 

PV or endothelitis or hepatocellular changes (no features of ischaemia)
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With these findings the diagnosis was moderate ACR, that was treated with 

intensification of the baseline IS and followed by improvement of the LFTs.
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From that episode the clinical course was unremarkavble as you can observed in these

graphics from the end of 2011 after the retransplantation until 2017. In 2016, an 

increase on the cholestatic and transaminases enzymes was detected, clinically 

interpreted as ACR and the patient pulsed with steroids, without a liver biopsy. Just a 

comment on presence of high levels of TAC at that point.

From that time there was a progressive increase of the cholestatic enzymes, 

transaminases and bilirrubin, and our current biopsy was taken
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At low magnification the biopsy showed heterogeneous staining, with these red 

congestive areas 
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As well as zones of portal inflammation
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The most remarkable changes were at the centrilobular and midlobular areas, with 

presence of brisk sinusoidal congestion, liver plates atrophy, and presence of endothelial 

damage in most CVs, with proninent endothelia and endothelitis
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As you can see in more detail, with presence of occasional eosinophils in that infiltrate
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Sirius red for collagen fibres demonstrates irregular fibrous thickening of the CV wall, 

with focal early loose fibro-obliterative lesions 

And prominent perisinusoidal fibrosis
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The architecture was clearly abnormal, with reticulin stain showing irregular 

regeneratibe changes (focal NRH)

Portal tracts were also expanded 
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Portal inflammation was variable, with occasional portal tracts with minimal changes, 

but most of them showed an overall mild inflammatory component with lymphs and 

occasional palsma cells. As you can see in the images bile ducts were preserved,with

minimal epithelial damage, and ductular reaction was not a feature. Interface hepatitis 

in not significant if any. 

Of note are also de abnormal portal microvasculature, with absence or attenuation of 

most portal vein branches and the identification of these small paraportal thin-walled 

structures, dilated, features similar to those found in biopsies with portal hypertension.
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No capillaritis
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No capillaritis
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CD34 is in keeping with the abnormal hepatic vascularization (arterialization) with 

extensive diffuse pattern
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And finally C4d staining, (techically not the best, with strong background, but confident 

endothelial stain) that was positive at the portal areas
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And sinusoids and CV endothelia
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So in summary we have a chronic allograft damage with two main features: marked 

patchy vascular lesions and portal inflammation.

The vascular damage involves all the vascular compartments of the liver, sinusoids, CVs 

and PVs, in different degree and features. SOS like features are present, with sinusoidal 

dilatation, acute congestion and veno-occlusive lesions. 
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With all these findings features are highly suggestive of cAMR
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