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Changes of p38 MAPK and P-p38 MAPK levels in peripheral
blood mononuclear cells during inflammation reaction
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Abstract: Objective To observe the levels of p38 mitogen activated protein kinase (p38 MAPK) and phosphorylated
p38 MAPK(P-p38 MAPK) ,an activation form of p38 MAPK, in peripheral blood mononuclear cells (PBMC) during in-
flammation reactions of acute and chronic pancreatitis. Methods Eighty-two patients with pancreatitis admitted between
November 2010 and December 2014 were selected,and the patients were divided into chronic pancreatitis group (n =29) ,
mild acute pancreatitis group (n =25) and severe acute pancreatitis group (n =28) according to clinical manifestations.
Thirty-seven healthy subjects in health examination at the same time were selected as control group. Collecting venous blood
and separating PBMC in all participants. The real-time PCR method was used to detect p38 MAPK mRNA expression in
PBMC. The Western Blot method was used to detect the expressions of p38 MAPK and P-p38 MAPK proteins in PBMC.
Results (1) The relative expressions (2722 of p38 MAPK mRNA were 0.33 +0. 08 in control group,0.35 +0.04 in

chronic pancreatitis group,0. 34 +0. 07 in mild acute pancreatitis group and 0. 42 0. 05 in severe acute pancreatitis
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group , respectively. The relative expression quantity in severe acute pancreatitis group was significantly higher than those in
the other 3 groups(F =12.793,P <0.05) and increased by 27.2% compared with control group,while there were no sig-
nificant differences among control group,chronic pancreatitis group and mild acute pancreatitis group (P >0.05). (2) For
the p38 MAPK protein relative expression levels ( B-actin for reference) ,the level in severe acute pancreatitis group was
significantly higher than that in control group(P <0.05) ,and its mean value increased by 23.4% compared with control
group. There were no significant differences in the levels among control group, chronic pancreatitis group and mild acute
pancreatitis group( P >0.05). For the P-p38 MAPK protein relative expression levels (B-actin for reference) ,the level in
severe acute pancreatitis group was significantly higher than those in control group, chronic pancreatitis group and mild a-
cute pancreatitis group( P <0.05,P <0.01) ,and its mean value increased by 455.6% ,51.5% and 47. 1% ,respectively
compared with the other 3 groups. The levels of P-p38 MAPK protein in chronic pancreatitis group and mild acute pancrea-
titis group were significantly higher than that in control group,and their mean value increased by 266. 7% and 277.8% ,re-
spectively compared with control group. There was no significant difference in the levels between chronic pancreatitis group
and mild acute pancreatitis group( P >0.05). Conclusions The levels of p38 MAPK and P-p38 MAPK in PBMC of pa-
tients with pancreatitis were closely associated with severity of illness and duration of disease. The detection of mRNA and
protein expressions of p38 MAPK mRNA and P-p38 MAPK in PBMC is expected to become a new target of drug treatment
and a reference judging clinical indexes.
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ted protein kinase; Inflammation reaction; Acute pancreatitis; Chronic pancreatitis
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