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Vascular Disorders

Vascular stasls, hypercoagulahlifty states and
endothalial disruption (Virchow's friad) are known to be
maln mechanisme thet cause thrombosls, Portal venous
stasls caused by clirhosls, hepatocalidar carcinoma

or pancreatic carcinoma may lead to portal vencus
thromboasis, Sepais, direct traume, inflermmatory boweal
disease and phiabiils all lead to endothellal damage
that may result In pertal venous thrombosis. Portal
venous thrombosis i usually a fransient condition,
however If It Invalves the smaller Intrabepatic branches
revasculbbrisation will not ccour. When It paralsts,
cavernous transformation of the porta hepalis occurs
with tha formation of numerous collateral vanous
channels that replace the maln portal veln. CT will show
bath thrombosis of the portal vain end the sponge-ika
conglomarate of veins replacing | In the porta hapatis
{Agure 1). it may also demonsirate the cause of the

Fgurs 1

Cavemous transfornation of the portal vein due to
pancieatic cancar, Collataral valns (ermovws) ans seen
flling the intrahepatic partion of the maln portal velns.
Thrombus In the extrahepatic portal veln (amowhead).

Budd-Chieri syndrome resufts from occlusion of the
hepatic vaine end ks classified Inte 3 types: Type

1 Involves occluslon of the Infedor vana cava, In

type 2 there i3 occlusion of the major hepsatic veins
whila in fype 3 veno-occlusiva diseans of the liver or
progressive thrombotic ecclusion of small centriobular
valna ls prezant. Staals In the hepatic veins or MG
may result from external compreesion by a hepatic or
retroperitoneal tumour or due te increased Intraluminal
pressure by congestive heart fallure, constrictive
paricarditis or a right atrial mysoma. CT can confirm
hepatic vancus or VC thrombosls and ¢an help Identity
the causa [Figure 2).

Flgurs 2

Budd-Chiarl syndrome on CT: Portal phase COT
showing diminished perfusion of the peripheral
poriions of the ver with increased central perfusion,
thrombosesd hapetic veln (ermows), 8 comprassed VG
{amowhead) and asches {A).

Congastive heart feilure resutts in stasis and incraased
presalre In tha hepatic veins with hepetic congeastion
that If perzlstent for a long tima will lead to hepatocyte
necrosis, fibmsis and micronodular cirhosis, In such
cases, CT wll demonstrate hepatic venous widening
and evidence of cimhosis.

Hapatic artarial occlusion e rans and ke mona fracuently
saan In transplant hars dus to diecttrauma | I8
otherwisa the reault of embalic disease. The hepatic
artery contribubss only 25% of the Iiver's blood supply
and if occluded does not grossly disrupt ver function.
Metastasas and primery Iver tumours have been noted
to recelve most of thelr biood supply from the hepatic
artery ang cherna-smbolisation of the hepatic artary Is
ona of the treatrment methods usad to control tumour
growth, Ceclusion of the hepetic erterdes, therapeutic or
otherwiss, s madlly assassad by CT.

Significant bver infarction only occurs when both

hepatlc arterlal and pertal vanous occlusion ocour.
Such situationa include acute shock, traurmna and
hyparcoagulabiity, a8 weol a9 preeclampsia or HELLP
{hamohtic anarnla, slevated Iver anzymas, low platelets)
syndrome and as 8 vascular complication after Iver
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ransplantetion. CT will show the zone of infarction as
a wadpge shapad arsa of low density that follows the
segmental vascular anatomy of the liver.

inflammatory dseasse of the Iver

Viral hepatis results in callular a'terations with varying
degrees of periportal hepatocsilular necrosis, Kupfier
csll mobliization, and portal inflitration with plasma
calls depending on the underlying Infectious, toode, or
autolmmune cause. Thesa Inflammatory entifes can be
saif-imiting, progress to segmental scamring, orend In
an overall drhotic state. The acute variart of hepatitls
lasts less than 8 months; chronic hepatitis represarms
any Inflammatary condition of the hapatic parenchyma

CT of acute and fulminant courses of hapatitls shows
generalzed hepatomegaly combined with perpheral
edama. Furthermore, nonenhanced CT can show
heterogensous attenuation patterns. Tha overall hepatic
parenchymal attenuation s usually equal to or less
than that of the splean. Contrast-enhanced CT can
demonsirate Imegular parfusion with heteroganaous
regions of dminished attenuation (Figure 3).

Figus 3

Agcute viral hepaiiis in a8 3%-year-old man: Artarial
phass image shows hatercgensous enhancemsnl
{mrmows) of the edematous enlerged liver.

Conclusion

The elm of this article was to demonstrate the
prominent role of CT for the diegnosis of diffuse
Ivar disaase primarily duo fts excellant morphologic
visuallzation capabilies.



