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[Abstract] Objective To observe the effect of Chaihuang Qingyi Huoxue Granule on autophagy of pan-
creatic cells in rats with severe acute pancreatitis (SAP). Methods SD rats were randomly divided into the
sham operation group (SO group) ,the severe acute pancreatitis model group (SAP group) and the Chaihuang
Qingyi Huoxue Granule treatment group (CH group). The SAP model was established by 3.5% sodium tau-
rocholate. The CH group was given Chaihuang Qingyi Huoxue Granule by gavage,and the SO group and the
SAP group were given normal saline by gavage. The rats were sacrificed in batches at 12 and 24 h. Hematoxy-
lin and eosin (HE) staining was used to evaluate the pathology of pancreatic tissue. Western blot was used to
detect the expression of autophagy effector protein (Beclin-1) , microtubule-associated protein L light chain 3-
I (LC3-1),microtubule-associated protein L light chain 3-][ (LC3-1I ). soluble/insoluble autophagic sub-
strate recruitment protein (Soluble/Insoluble p62) ,lysosomal-associated membrane protein 2 (LAMP2). Im-

munofluorescence double staining was used to detect the immunofluorescence intensity of 1.LC3,and the co-localization
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of LC3 and Insulin was analyzed. Results Compared with the SO Group, the pathological scores of the SAP
group and the CH group were significantly increased, the expressions of LC3-]] /LC3-1 ,Beclin-1, LAMP2,
p62(Insoluble) were significantly increased, the expression of p62 (Soluble) was significantly decreased,and
the expression of LC3 was increased at 12,24 h,the differences were statistically significant (P<C0. 05). Com-
pared with the SAP group,the expression of LC3- ] /LC3-1 ,LAMP2,p62 (Insoluble) was down-regulated in
the CH group,and the immunofluorescence intensity of .LC3 decreased (P <C0. 05). There was no difference in
the expression of p62 (Soluble) (P >>0. 05). The results of protein co-localization analysis showed that 1.C3
and Insulin were distributed in the cytoplasm and secretory granules of islet cells in the SAP group,but no ob-
vious co-localization was found in the SO group and the CH group. Conclusion Chaihuang Qingyi Huoxue
Granule can inhibit the expression of Beclin-1,L.C3-[] /LLC3- ] ,p62 (Insoluble) and LAMP2 in pancreatic cells
of SAP rats, thereby inhibiting abnormal active autophagy in SAP,increasing autophagy flux, and playing a
role in pancreatic cells.
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