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[Abstract] Objective This paper is to investigate the effect of heat shock protein A5 (HSPA5) on
cerulein-induced pancreatic acinar cell injury. Methods A pancreatic acinar cell injury model was
established with a high concentration (1 X 107° mol/L) and a low concentration (1 X 10~" mol/L) of
cerulein. pcDNA3. 1-HSPA5, pcDNA3. 1, shHSPA5, and shCon were transfected into pancreatic acinar
ARA42] cells by using the liposome method. The expression of HSPA5 mRNA in cells was detected by
using qRT-PCR. The cell viability was detected by using the MTT assay. The protein expression of
HSPA5 was detected by using Western blot. The apoptosis was detected by using flow cytometry.
Results Compared with the control group, it was found that the high concentration and low
concentration of cerulein could cause pancreatic acinar cell damage, and HSPA5 was highly expressed in
it. Besides, the knockdown of HSPA5 could aggravate the damage of pancreatic acinar cells. Moreover,
the over-expression of HSPA5 could reduce the damage of pancreatic acinar cells, and can also reverse
the damage of cerulein on pancreatic acinar cells. Furthermore, the knockdown of HSPA5 could
aggravate the damage of pancreatic acinar cells. Conclusion HSPA5 can rescue the damage of pancreatic
acinar cells by cerulein, which will provide a new direction for the treatment of pancreatitis.
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