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Abstract: Objective To investigate the pathological basis of congenital bile duct dilatation with liver injury in children. Methods The clinical data of 80 children

with congenital bile duct dilatation admitted to our hospital from January 2018 to June 2022 were reviewed, and they were divided into two
groups according to whether they were complicated with liver injury, namely the liver injury group of 30 cases without liver injury. There were
50 cases in the group, and the cholestasis of biliary obstruction and liver function indexes were compared between the two groups. Results The
incidence of hepatosplenomegaly and abdominal mass in the liver injury group was higher than that in the non-injury group, the diameter of the
cyst was higher than that in the non-hepatic injury group, and the incidence of protein plugs, stones, obvious stenosis and atresia at the distal end
of the cyst, and cholestasis were higher than those in the non-injured group. In the no liver injury group (P<0.05), the incidence rates of jaundice,
abdominal pain, fever, vomiting and clay stool were compared between the two groups (P>0.05). The morphological and anatomical structures of
the bile ducts in the liver injury group were mainly type IVa and V, which were higher than those in the no liver injury group (P<0.05). The levels of
alanine aminotransferase (ALT), aspartate aminotransferase (AST), total bilirubin (TBil), and alkaline phosphatase (ALP) in the liver injury group were
higher than those in the non-injury group, bile amylase was lower than that in the non-hepatic injury group, and urinary amylase , blood amylase
and white blood cell counts were higher than those in the non-hepatic injury group (P<0.05). Conclusion Children with congenital bile duct dilatation

with liver injury have obvious cholestasis, hepatosplenomegaly, abdominal mass, etc. Biliary obstruction and cholestasis are the pathological basis.
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A5 ®E B po%::! Mt FFREAR e a R L KE
FHRf4A(n=30)  20(66.67) 11(36.67) 5(16.67) 10(33.33) 12(40.00) 14(46.67)  23(76.67)
FRFRE4A(n=50) 35(70.00)  20(40.00)  8(16.00)  12(24.00) 5(10.00)  5(10.00) 35(70.00)
x2 0.097 0.088 0.055 0.819 10.084 13.920 0.418
p 0.755 0.767 0.814 0.365 0.001 0.001 0.518
&2 P B AR LN (%)]
A5 ERER(Cm) EMRFERR. §/ EniRrAERAERD R
FFRM4(n=30)  8.41+1.21 22(73.33) 20(66.67) 21(70.00)
FAFRA4E(n=50) 4.80+0.24 18(36.00) 20(40.00) 15(30.00)
t/ x2 20516 10.453 5333 12.121
P <0.001 0.001 0.021 0.001
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4831 i i i Vai  IVbE VE
FFRM4(n=30)  1(3.33)  4(13.33) 6(20.00) 8(26.67) 5(16.67) 6(20.00)
FAFRA4A(n=50) 18(36.00) 5(10.00) 18(36.00) 2(40.00) 7(14.00) 0
X2 11.049  0.008  2.286 6.857  0.105 8.120
P 0.001 0927 0131 0.009  0.746 0.004
4 FARFIHREIBIRELR
83 ALT(U/L) AST(U/L) TBil(pmol/L) ALP(U/L)
R4 (n=30)  138.52%24.36 141.21%+22.08 65.17+3.85  485.54+36.65
FAFR(A(n=50) 95.82+12.08 85.71+12.06 27.12+2.10  412.08+25.89
t 10.463 14.555 57.254 10.484
p <0.001 <0.001 <0.001 <0.001
5 MATNE KM AR
A5 BB ER(U/L) FRIERES(U/L) MERBES(U/L) BREITE(X109/L) £I4RAEIHEk(X 109/L)
FFRM4A(n=30)  15452.83+1241.05  1512.05+236.89  151.20+21.36 12.12+1.26 4.20%0.25
FAFIRMG4A(n=50) 45856.92+1387.71  1208.71+16591  131.08+15.78 8.89+1.08 4.1840.21
t 98.612 6.724 4.825 12.160 0.384
P <0.001 <0.001 <0.001 <0.001 0.702
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