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[Abstract] Objective To explore interleukin-18 (IL-18) and IL-6 gene polymorphism, and investigate
the relationship between their gene polymorphism and the morbid state of patients with acute pancreatitis
(AP). Methods The polymorphism of IL-1f gene 511C/T and IL-6 gene 634C/G site was analyzed by
polymerase chain reaction-restriction fragment length polymorphism (PCR-RFLP) in patients (74 patients)
with AP, including mild acute pancreatitis (MAP, 36 patients) and severe acute pancreatitis (SAP,
38 patients), and also a group of normal control (78 patients). The plasma concentrations of IL-18 and IL-6
were measured by enzyme linked immunosorbent assay (ELISA). The patients with SAP were divided into
groups on the basis of different genotypes, and the clinical data were compared among different groups.
Results The plasma levels of IL-1B and IL-6 in patients with AP were significantly higher than normal
control group (IL-1B: (13.16 2.82) ng/L vs. (6.2141.57) ng/L; IL-6: (84.86 =+ 32.92) ng/L vs.
(9. 95+ 2. 49) ng/L, both P<(0.05). There was no statistical significance between IL-1B gene 511 site and
IL-6 gene 634 site genotype or allele frequency between the patients with AP and the normal control. In
patients with SAP, IL-1p gene 511 site T/T genotype and T allele frequency were significantly higher than
that of MAP group (both P<0.05). There was no statistically significant difference in plasma levels of IL-18
between C/C group and C/T+T/T group, and the plasma levels of IL-6 in patients with IL-6 gene 634 site
C/G were significantly higher than C/C group ((97. 23435. 49) ng/L vs. (72.14424.55) ng/L, P<0. 05).
In patients with SAP, the scores of clinical evaluation in IL-1B gene 511 site C/T+T/T group and IL-6 gene
634 site C/G group were significantly higher than that in IL-18 gene 511 site C/C group and IL-6 gene 634
site C/C group (all P <C0.05). Conclusion IL-1B gene 511 site C/T and IL-6 gene 634 site C/G
polymorphism may be genetic susceptibility factors for exacerbation of AP.
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