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Purpose: Mounting evidence suggests that alterations of
Aktprotein kinase B [PKB) play an important role in tumor-
igenesis. Phosphorylated Akt regulates many of the key
effector molecules involved in apoptosis, angiogenesis, and
cell-cycle progression during tumorigenesis. The expression
of phosphorylated Akt has been described in some human
malignancies, but not in primary human gastric cancer. The
purpose of this study was to explore the expression status
of phosphorylated Akt protein in gastic carcinomas.
Materials and Methods: In the current study, we analyzed
the expression of phosphorylated Akt protein in 80 advanced
gastic adenocarcinomas by using immunchistachemistry and
a fissue microarray approach.

Results: Immunopositivity (defined as =30%) was observed
for the phosphorylated Akt in 42 (70%]) of the 60 cancers.
Mormal gastric mucosal cells showed no or weak expression
of phosphorylated Akt protein.

Conelusion: Taken together, these results indicate that Akt
is frequently activated in gastric adenocarcinoma cells and
suggest that phosphorylayed Akt may play a role in the
development of human gastric adenocarcinomas. (J Korean
Gastric Cancer Assoc 2003;3:88-92)
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Table 1. Summary of phosphorylated Alt expression in stomach cancers

Phosphorylated Akt expression® {location)’

Histolegie

types - + ++ +++
Intestinal 10 4 (C:2, N:2) 14 (C:12, N:3) 6 (C4, N:2)
Diffuse 8 7 (C:6, N:1) 7 (C:5, N:1) 4 (C:3, N:1)
Total (%} 18 (30} 21 (C:17, N:4) (35} 10 (€7, N:3) (17)

11 (C:8, N:3) (18)

*Intensity of expression is described as - (negative), + {weak positive), ++ (moderate positive} and +++ {strong positive).

"¢ = cytoplasm; N = nucleus.
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Fig. 1. Visualization of phosphorylated Akt protein in gastric carcinomas by immunchistochermistry. Antibodies were detected by a
diaminobenzidine method that produces a brown color. Counterstaining of nuclel was done with hematoxylin (blue). A and B:
Gastric carcinoma cells shows immunoreactivily for phosphorvlated Akt in the cytosol {A) and nuclel (B). Fibroblasis belween
the tumos nests are negative for the Immunostaining. £ Normal mucosal eells show negative to weak (+) phosphorylated Akt
expression in cytosol. I Negative control of phosphoryiated Akt immuncstaining (original magrification A, B, and D: =200,

¢ %100,
controly Al ¥2 A&5glck 48] 4 d4 94L A
2% 24 T2 phosphorylated Akt B SAol ] &

4L 23vhFig 1D).
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