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Abstract 

       Liver cirrhosis is a common problem in Egypt with 

most of the cause are viral induced liver cirrhosis (Robert 

et al., 2008). 

        Distinguishing between HCC and benign 

hypervascular lesions in liver cirrhosis remains a major 

challenge in management of patients at risk for developing 

hepatocellular carcinoma. The differential diagnosis of a 

hypervascular liver lesion in cirrhotic liver can be narrowed 

to a few entities, including pseudolesions (for very small 

lesions),regenerative nodules, dysplastic nodules, and 

HCCs. Occasionally; a cirrhotic liver may have preexisting 

flash-filling hemangiomas that may mimic malignant 

lesions. Small, arterially-enhancing lesions detected with 

MRI have a low likelihood of representing HCC, and MRI 

follow-up of such lesions is a reasonable approach. Lesions 

that increase in size, convert to hypointense on subsequent 

T1W images, convert to hyperintense in T2W images, or 

develop rim enhancement on follow-up MRI images are 

concerning and should prompt consideration of 

intervention(Parente et al., 2012). 

           Magnetic resonance imaging (MRI) represents an 

extremely useful method in detecting of early HCC and in 

follow up post locoregional therapy. 

Keywords: Hypervascular focal lesions, Liver cirrhosis, 

HCC, MRI, dynamic study, DWI, ADC maps, T1 WIs, T2 

WIs. 

 



 Introduction  

(1) 

Introduction 

Cirrhotic livers are characterized by irreversible 

remodeling of the hepatic architecture, including bridging 

fibrosis and a spectrum of hepatocellular nodules (Forner 

et al., 2008) 

Various types of hypervascular lesions are common 

among patients with cirrhosis. The ability to differentiate 

between malignant and benign nodules is limited; nodules 

are primarily characterized on the basis of differences in 

vascularity. Regenerative and low-grade dysplastic nodules 

have predominantly portal venous blood supplies and 

demonstrate as much enhancement as the liver parenchyma. 

High-grade dysplastic nodules and HCCs demonstrate a 

loss of portal vascularization and have more non-triadal 

arteries. High-grade dysplastic nodules and early HCCs 

usually are hypovascular, but they may enhance in the 

arterial phase, whereas those that are larger and more 

advanced usually appear as hypervascular nodules. 

The transition from regenerative and dysplastic nod-

ules to HCC is not characterized by discrete steps; rather, it 

is marked by a continuum of vascular pattern changes. 

Many of the intermediate stages are atypical, making their 

characterization difficult. 

In several studies, including a meta-analysis, the 

specificities of MR imaging and CT were found to be 

comparable for depicting HCC in the cirrhotic liver, 


