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A study of the relationship between the portal vein thrombosis and clinical progression in portal hypertension on multi-slice CT
portal venography WANG Ke-yang, HE Wen,ZHAO Li-qin. Department of Radiology, Beijing Friendship Hospital,Capital
Medical University,Beijing 100050, P. R. China

[Abstract] Objective: To investigate the effect of the portal vein thrombosis (PVT) on disease progression of liver
cirrhosis (LC) portal hypertension (PH) using CT portal venography (CTPV). Methods: 183 patients with LC,divided into
PVT group (n=109) and control group (n=74), were performed by multi-slice CT (MSCT). MIP.MPR and CPR were
used to display the portal venous system and collateral circulations,and to measure the thrombosis as well as stenosis. The
liver function,coagulation function, the imaging features of portal veins and PVT were compared between these two groups.,
then in different Child-Pugh (CP) classifications. Results: There were significant differences between the two groups in total
serum bilirubin, the width of main portal vein (MPV) and spleen vein (SPV),sectional area of spleen,splenic or gastric-re-
nal shunt (+=—2.830,P=0.005;:=3.576,P<C0. 001;:=0. 780, P=0.043;:=3. 491, P=0. 001;y* =5. 350, P=0. 021,
respectively) ,and all the indexes mean values of PVT group were higher than the control group. The difference between CP
B and C grade was also significant (P<Z0. 05). The anterior abdominal wall varices showed significant difference in all CP
subgroups (Xz =4, 485,P=0.034). There was consistence between superior mesenteric vein thrombosis and edema of intes-
tine wall (r=0.227,P=0.018) ,as well as the width of SPV and left gastric vein (+=0. 371, P<C0.001). Conclusion;: PVT
was closely related to clinical cause of portal hypertension, while it may become an important factor in the clinical progres-
sion of LC portal hypertension.
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