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Changes of immune function of patients with severe acute pancreatitis in early stage and their clinical significance”
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Abstract: Objective To investigate the trends of immune function changes of patients with severe acute pancreatitis(SAP) in
early stage and their clinical significance. Methods Enzyme-linked immunosorbent assay(ELISA) was employed to detect the plas-
ma C-reactive protein(CRP),IgG,IgM,IgA,C3,C4, tumor necrosis factor alpha(TNF-o) and interleukin-10(IL.-10) of 42 patients
with SAP at different times. Flow cytometry was used to assay the plasma distribution of CD3",CD4" and CD8" T lymphocyte
subsets. Results Plasma CRP levels in patients with SAP showed trend of first rising and then decreasing, while the change trends
of plasma IgG and IgM were V-shaped, with statistical difference( P<C0. 05). The number of plasma CD4" T lymphocyte and ratio
of CD4" /CD8™ were gradually increased(P<<0. 05) ,however, the difference of CD8" T lymphocyte changes during the observation
period showed no significant(P>>0. 05). Levels of plasma TNF-o were found first increasing and then decreasing, IL.-10 levels,
gradually increasing(P<C0. 05) ,and ratios of I1.-10/TNF-q, slowly increasing( P<C0. 05). Conclusion Inflammation intensity of pa-
tients with SAP shows a trend of first increasing and then decreasing, which contribute to the development of therapeutic measures.
clinical significance
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