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Significance of Fibrinogen - like Protein 2 in Severe Acute Pancreatitis — associated Liver Injury.  Ye Xiaohua, Huai Jiaping, Ding Jin,
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China

Abstract Objective To investigate whether fibrinogen — like protein 2 is involved in severe acute pancreatitis (SAP) — associated

liver injury. Methods The rats were randomly divided into sham — operation (SO) group and SAP group. SAP rat model was induced by
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retrograde injection of 4% sodium taurocholate. Liver samples were collected at 1h, 4h, and 8h after induction. Alanine aminotransferase
(ALT) and aspartate transaminase ( AST) concentration were assayed. Microthrombosis in the liver was observed by Masson staining. {gl2
prothrombinase expression was analyzed by real — time PCR and immunohistochemistry methods. Results Inflammatory cells infiltration
and necrosis were observed in liver tissues in SAP group. Immunohistochemistry staining showed that fgl2 prothrombinase was localized
speci? cally to the endothelial cells of intrahepatic veins and hepatic sinusoids. Furthermore, Masson staining demonstrated that the pro-
portion of hepatic microthrombotic capillaries in SAP group was markedly increased in comparison to SO group and closely correlated with
fgl2 expression (r=0.948, P <0.01). In addition, there was a positive correlation between fgl2 expression and the severity of hepatocel-
lular injury as indicated by hepatic pathological grade (r =0.704, P <0.01). Conclusion f{gl2 prothrombinase may contribute to micro-

thrombosis in SAP — associated liver injury, and fgl2 prothrombinase expression may correlate with the severity of hepatocellular injury in SAP.
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