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Pathological study on porta hepatis in biliary atresia (BA). LIU Dan-dan, ZHAN Jiang-hua, GAO Wet, et
al. Tianjin medical university graduate school, Tianjin 300070, China , E-mail ; zhanjianghuatj@ 163. com

[ Abstract] Objetive To explore the differences between the hepatic lilar change and the pathological
changes of liver after Kasai portoenterstomy through the anatomy of hepatic hilar region with BA, and to provide
theoretical basis for improving Kasai operation. Methods The patients were collected and grouped. The first
group (the poor drainage group) includes those with poor biliary drainage among 13 cases with BA who re-
ceived liver transplant surgery due to Cholestatic cirrhosis after Kasai portoenterstomy. Take biopsy from their
porta hepatis and liver tissue. The second group (the good drainage group) includes 3 cases with BA who re-
ceived liver transplant surgery due to recurring cholangitis caused by cyst in hepatic hilar region. Take biopsy
from lem to hepatic duct in both sides. Results Poor drainage group: intrahepatic pathological changes were
primarily found in liver fibrosis, bile duct proliferation, and vascular proliferation. The bile duct’s diameter is
relatively small, and the hepatic cholestasis is more severe than the introhepatic one. Good drainage group:
bile duct hyperplasia is mainly large ones and it” s more severe near the porta hepatis than in the liver. The bile
duct in the left lobe of liver has big diameter ( maximum of 750 um) and the function of drainage; while those
in the right lobe of liver has small diameter ( maximum of 390 pum) , and the bile duct hyperplasia is obvious.
Conclusion All the cases with better biliary drainage after kasai portoenterstomy were found bigger bile ducts
in the left lobe of liver, which may indicate that dissection should be made to wider area in the hepatic hilar re-
gion.
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Fig. 1 Schematic diagram of porta hepatis anatomy
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Fig. 2 Removal the proximal residual bile duct of porta

hepatis : on the left to the intersection of umbilical

vein and the left portal vein, the right to the right

portal vein branch
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Table 1 Relationship of the number of hilar bile duct to di-

ameter and open bile duct lumen
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Fig. A ~B Portal area inflammatory cell infiltration, regardless of the size of bile duct are visible inflammatory cells (HE, 10 x
10). Fig. C In the center of portal area the bile duct open, lobular around capillary bile duct hyperplasia, gradually invasive

lobular, proliferation of bile duct occlusion (CK19, bile duct specific staining, 4 x 10).
a, lumen occlusion (CD34, vascular — specific staining, 4 x 10).
lium but a large number of inflammatory cell infiltration (CK19, 4 x10).

damage bile duct epithelial, disorganized (CK19, 4 x10).

Fig. D Portal area vascular hyperplasi-

Fig. E Portal area bold bolt, around bolt no bile duct epithe-

Fig. F Portal area large bile lake, surrounding with

Fig. G~H Both are bile duct longitudinal section, on both ends of

the dilatation bile duct with varying degrees of occlusion, Figure G Deposition of bile to form bile lake (CK19, 4 x 10).
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Table 2 Comparison with good drainage and poor drainage with liver pathology (n)
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