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The study on mechanism of p-smad3 in hepatic fibrosis of biliary atresia. DING Mei-yun, GAO Ting, WEI
Yuan-yuan, et al. 1, Tianjin Medical University, Tianjin 300070, China;2, Tianjin Chindren Hospital , Tianjin
300134, China

[ Abstract] Objetive To observe the function of TGF-B1 and P-Smad3 etc in TGF-B1 signal pathways
in liver fibrosis of biliary atresia. Methods Liver biopsy specimens were collected from congenital biliary dila-
tation (CBD group,n =10) ,biliary atresia patients who had Kasai procedure ( Early hepatic fibrosis group,n =
19) ,liver transplantation ( transplantation group,n =11) ,the first two groups were collected from Jan. 2010 to
Jul. 2015 in Tianjin childrens’hospital , the last group was collected from Jan. 2013 to Jan. 2014 in Tianjin first
central hospital. The hematoxylin & eosin staining were used to observe the degree of liver fibrosis of every sin-
gle sample, immunohistochemistry were used to observe the expression of TGF-1 ,Smad 2-4 \P-Smad 2 ~3
and PAI-1 in liver tissues of these samples. Results HE and Masson:the CBD group had mild fiber cells hy-
perplasia , the Kasai group had Proliferation of collagen fibers and bridging fibrosis phenomenon, the transplanta-
tion group had significant pseudolobule. Immunohistochemistry : (Dqualitative analysis: in the CBD group,Smad
2,Smad 4 ,PAI-1 expression is positive,the rest is weakly positive; in the Kasai group,the all proteins in the
TGF-B1 signal pathways expressed in the liver cytoplasm,P—-Smad 2,P-Smad 3,Smad 4 expression was also
found in the nucleus; in the liver transplantation group,the expression of all proteins in the TGF-B1 signal

pathways were weakly positive. 2)semi-quantitative analysis;The level of TGF-@1,Smad 3 ,P-Smad 3 and PAI

doi:10.3969/j. issn. 1671-6353.2016. 01. 009

FBTH -1, KA T 2 = R O, 3 H 52 14KG6129,2,
KA AR RS T H 55 :2014KR0953, [H 58 B A7 5 4 100
H,5iH 5 81570471,

VR L1, R BE B R AW A e ( KT, 300070) ,2, Kt
HOLHEEE Bes R (R AT ,300134) Gl iR  ATLAE



.30 - AR/ N LAMEN ik 2016 42 H 55 15 #5255 1 ] Journal of Clinical Pediatric Surgery, February 2016, Vol. 15, No. 1

-1 in the Kasai group have a significant rise than the other groups( P <0.05) ,the hepatic fibrosis is becoming

serious with the rise of TGF-B1 Smad 3 \P-Smad 3 and PAI-1,at the same time The correlation between P-

Smad 3 and PAI-1 was remarkable. there were no difference of Smad 2 .P-Smad 2 ,Smad 4 between these

groups( P >0.05). All of the proteins in the TGF-B1 signal pathways were decreased in transplantation group

(P<0.05).

Conclusions TGF-B1 and Smad 3 made a contribution to liver fibrosis in the early stage of bili-

ary atresia,and P-Smad 3 is closely related with the progress of liver fibrosis.
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