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Abstract: Objective To investigate the expression levels and clinical correlation of transforming growth
factor Bl (TGF-B1) and interleukin-32 (I11.-32) in patients with congenital biliary dilation (CBD). Methods A
total of 72 children with CBD hospitalized in a hospital from December 2016 to December 2019 were selected
as the study group and underwent radical surgical treatment. 40 patients with normal hepatobiliary duct tissue
from liver transplantation donors during the same period were selected as the control group. Liver tissue and
bile duct tissue specimens of all subjects were collected after the surgery. The levels of TGF-1 and 11.-32 in
serum were detected by enzyme-linked immunosorbent assay. The mRNA relative expression levels of TGF-31
and IL-32 in liver tissue samples of the two groups were compared by fluorescence quantitative PCR. The cor-
relation between liver function indexes and serum TGF-81 and 11.-32 in children with CBD was analyzed, and
the expression levels of TGF-81 and I1.-32 in different pathological levels of bile duct in patients with CBD
were compared. Results The levels of serum TGF-1 and 11.-32 in the study group were significantly higher
than those in the control group,and the difference was statistically significant (P<Z0. 05). The mRNA relative
expression levels of TGF-1 and 11.-32 in the liver tissues of the study group were significantly higher than

those of the control group,with statistical significance (P <C0. 05). Pearson correlation analysis showed that
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serum TGF-81,11.-32 were positively correlated with ALT, AST and v-GGT levels (P <C0. 05). The expres-
sion levels of TGF-1 and 11.-32 in CBD patients with different pathological degrees of bile duct were com-
pared,and the difference was statistically significant (P<C0. 05). Conclusion The levels of TGF-1 and 11-32

play an important role in the development of CBD patients, which is conducive to the diagnosis of the severity

of the disease,and provides important clinical value for further prevention and treatment.
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