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Relationship between native liver survival and ductular reaction in biliary atresia. Xiong Xigian' , Zhan
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[ Abstract] Objective To explore the relationship between ductular reaction in liver biopsy during Kasai
and native liver survival of biliary atresia (BA). Methods The cases of BA were selected for time of native
liver survival over 5 years after Kasai and non-severe enough for diagnosing (BA-A,n =10) and time of native
liver survival under 1 year after Kasai (BA-B,n =10),choledochal cyst (CC,n =10) ,cholestasis (CS,n =
10) and autopsy (n =10). HE and CK7,CK19, CD56,EpCAM immunohistochemical staining methods were
employed for scoring the pathological indices of four groups and calculating the AOD of four proteins. And the
relationship was analyzed between native liver survival and ductular reaction in BA. Results The degrees of
hepatic fibrosis,bile duct hyperplasia and bile embolus score in BA group were higher than those in three con-
trol groups and the differences were statistically significant( H =24.208,P <0.05; H=39.779,P <0.05; H =
23.119,P <0.05) ; They are significant differences expression of CK7,CK19,CD56 and EpCAM in liver tis-

sues of BA,CC, CS and control group and the expression of BA group was significantly greater than control
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groups (F=111.184,P <0.05;F =1064.972,P <0.05;F =79.054,P <0.05;F =53.858,P <0.05). The

expressions of CK7,CD56 and EpCAM in good prognosis group of BA were significantly lower than those of poor
prognosis group (z=12.686,P <0.05;:=9.517,P <0.05;¢=5.232,P <0.05). Conclusion Liver histo-

pathology scores may be used in the differential diagnosis of BA and other obstructive jaundice. Ductular reac-

tion in liver biopsy during Kasai is closely correlated with native liver survival of BA. And CK7,CD56 and Ep-

CAM proteins may be used as prognostic indicators of BA. The lower expressions, the longer survival time of au-

tologous liver.
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Fig. 1 A. BA for HE staining, arrow indicated biliary plug ( x 100) ; B. Choledochal cyst for HE staining ( x 100) ; C. Cholestasis for
HE staining, arrow indicated biliary plug ( x 100) ; D. Autopsy for HE staining ( x 100)
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Table 2 Hepatic pathological score in BA children with
different prognoses M( P,5 ~ P55 )
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Fig.2 Immunohistochemical staining in all groups ( x 100) A — D. were immunohistochemical results of CK7,CK19, CD56 and Ep-
CAM antibodies in BA children; E — H the immunohistochemical results of CK7,CK19,CD56 and EpCAM antibodies in choledochocele
children respectively; I — L immunohistochemical results of CK7,CK19,CD56 and EpCAM antibodies in cholestatic children; M — P
immunohistochemical results of CK7,CK19,CD56 and EpCAM antibodies in children with autopsy.
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