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The study on the correlation of the cyclophilin A gene polymorphism and acute pancreatitis
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[ Abstract] Objective
morphisms (SNPs) of cyclophilin A gene. Methods

To investigate the relationship between acute pancreatitis and the single nucleotide poly-
101 patients with acute pancreatitis and 123 normal controls were
involved in the present study. The polymorphism of cyclophilin A gene was analyzed by PCR-RFLP and the serum
level of glucose, calcium, blood urea nitrogen and white blood cell were measured by automatic biochemical analyzer or
automatic blood cell analyzer. Results There were three kinds of genotype: AA, AG and GGj; Significant difference
was found in genotype and allele frequencies of cyclophilin A gene polymorphism between acute pancreatitis group
and the control group. The frequency of AA genotype in acute pancreatitis group was higher than that of control

group(y* = 20. 206, P<C0. 05) ; The G allele frequency in acute pancreatitis group was lower than that of control

group(y® =22. 364, P<C0. 05). Conclusion

The G allele of cyclophilin A gene may be protective against the acute

pancreatitis, It is confirmed that the polymorphism of cyclophilin A gene is associated with acute pancreatitis.
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