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Abstract: [Purpose] To investigate the expression of extracellular signal -regulated protein kinase
(pERK) in gastric adenocarcinoma,chronic atrophic gastritis and superficial gastritis and its signifi-
cance. [ Methods ] pERK were measured in gastric adenocarcinoma,chronic atrophic gastritis and su-
perficial gastritis tissues. The levels of pERK mRNA in different tissues were detected by RT-PCR
assay. The relationship between pERK expression and clinical features were analyzed. [Results] The
expression level of pERK mRNA in gastric adenocarcinoma(2.35+0.36) was significantly higher than
that in chronic atrophic gastritis (1.18+0.25)and superficial gastritis (0.68+0.10)(all P<0.01),with
positive rates of pERK expression of 88.3% ,43.3% and 5.0% ,respectively. The pERK expression
levels in different tissues were significantly different(P<0.01),and the pERK expression was positive-
ly correlated with differentiation,disease stage and lymph node metastasis. [Conclusion] pERK is
overexpression in patients with gastric adenocarcinoma. The pERK might play an important role in
the transition from normal gastric cells to malignant cells. To determine the expression of pERK
might be helpful for the prevention and early diagnosis of gastric carcinoma.
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Table 1 The expression of pERK in different gastric tissues

mRNA Protein
Group = "
n (xv£s) n Positive (%)
Gastric cancer 25 235036 60 50(83.3)
Chronic atrophic gastritis 25 1.18+0.25 60  26(43.3)

Superficial gastritis 25 0.68+0.10 60 3(5.0)
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(A, Superficial gastritis pERK+; B, Superficial gastritis pkRK —;C,Chronic atrophic gastritis pERK+;
D, Chronic atrophic gastritis pERK —; E, Gastric cancer pERK+;F, Gastric cancer pERK-)

Figure 1 Expression of pERK in different gastric tissues(x400)
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Table 2 Relationship between expression of pERK and clinical

characteristics of gastric cancer

Clinical characteristics — pEf:K
Positive X P
Age(years)
<60 28 23
0.0536 0.817
=60 32 27
Gender
Male 48 40
<0.001 1.000
Female 12 10
Infiltration depth
Inferiormucousemb-rane layer 8 4
Muscular layer 32 28 8.764  0.0545
Serous layer 20 18
Differentiation level
Well differentiated 8 2
Mid-differentiated 41 38 4.613  0.0083
Poorly differentiated 11 10
TNM stage
I 7 4
I 29 26 4.2916 0.038
I 24 20
Lymphatica metastasis
Yes 39 37
10.6913 0.001
No 21 13
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