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Abstract

AIM: To analyze the mutation of protease
serine 1 (PRSS1) gene in patients with chronic
pancreatitis (CP).

METHODS: The general data of one female CP
patient were collected, and the PRSS1 gene were
amplified using polymerase chain reaction (PCR)
and then sequenced. Meanwhile, the related lit-
eratures were retrospectively analyzed in order
to investigate the pathogenic mechanism.

RESULTS: We found c.369 C—T mutation in
exon 3 of PRSS1 gene and this mutation resulted
in an amino change (p.141 Ala—Pho). There was

no difference in the enzyme spectrum (AMY,
LIPA and CRP) between this female patient and
general CP patients.

CONCLUSION: The mutation of ¢.369 C—T in
PRSS1 gene may be related to CP.
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