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ABSTRACT: 1t is generally believed acute pancreatitis (AP) is initiated from pathologic trypsinogen activation in pancreatic acinar
cells, and the subsequent inflammation response exacerbates the illness, which will result in multiple-organ dysfunction. However, a re-
cent research clarified that the inflammation response in AP is independent from pathologic trypsinogen activation. Chemokines, belong
to cytokines family, interact with their receptors to cause chemotaxis, they are not only involved in the growth, maturation and migration
of lymphocytes, but also play a role in the pathogenesis of many inflammatory diseases and cancer. Recent years, various researches have
been clarified the important role of chemokines and chemokine receptors in the pathogenesis of AP. In this review, the involvement of
CC, CXC and CX3C chemokine family members in the inflammatory response in AP and in the repair of injured pancreas in AP are sum-
marized. This may provide a new idea in the design for clinical treatment of AP.
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