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Purpose: The p&3 protein is a tumor supressor gene, and
its mutation iz associated with biclogic aggressiveness.
CD4448, one of the CD44 family, is a cell surface glycopro-
tein that plays a role in cancer invasion and metastasis.
Wascular endothelia growth factor (VEGF) is another recently
identified growth factor with significant angiogenic properties.
The purpose of this study was to investigate ps3, CD44E,
and VEGF expressions to determine whether degree of ex-
preszion was related to pathological parameters such as
Lauren's classification, depth of invasion, and lymph node
metastasis.

Materials and Methods: Immunchistochemical stains of
pB3, CD446, and WVEGF in formalin-fixed parafin-embedded
tisste sections of 125 gastric adenocarcinomas were done.
Results: The overall expression rates of p53, CD44v8, and
YEGF were 54.4% (88/125), 358% (45/125), and 43.0% B0/
125), respectively. The p53, not CD44vE and VEGF was
higher in intestinal-type gastric carcinomas by Lauren's clas-
sification. The expressions of pb3, CD44v3, and VEGF were
statistically correlated with depth of tumor invasion. The ex-
pression of CD44vE was higher in the lymph node metastatic
group than in the negative group. The p53 expression was
significantly associated with VEGF expression.
Conelusions: These data suggest that the expressions of
pa3, CD4448, and VEGF are biologically related to malig-
nancy. The pb3 and CD44vE expressions are independent,
however, p53 gene mutafion is one of the contributing fac-
tors to VEGF expression in gastric adenocarcinoma. (J
Korean Gastric Cancer Assoc 2001;1:10-18)
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Sex
Male B4 (67.2%)
41 (32.8%)
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Table 2. Expression of p53, CD44v6, and VEGF protein according
to type of gastric adenccarcinema by Lauren classifi-
cation

Lauren classification (n} p53 (+}* CD44dv6 (+) VEGF

Jutestinal type 55 69.1% 490%  454%
Diffuse type 70 42.9% 47.1% 30.0%

{r} = number of cases, *: stastically P<C0.05
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Table 3. Expression of p53, CD44v6, and VEGF proteins accord-
ing to nodal metastasis

Lymph node metastasis () p53 (+} CD44ve (+)* VEGF

Positive Bl 55.6% 58.0% 38.2%
Negative 44 522% 29.9% 34.1%

{r} = number of cases, *: stastically P<0.05

Table 4. Expression of p53, CD44v6, and VEGF proteins accord-
ing to sercsal invelvement

T-stage {m} p53* CD44vp* VEGF*
T & Ts 63 37.9% 38.1% 24.2%
Ts & Tas 62 69.3% 58.0% 50.0%

{r} = number of cases, *: stastically P<10.05

Table 5. Association between p53, CD44v6 and VEGF proteins
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*) -} (3 (-¥*

VEGF
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n = number of cases, *: stastically P<I0.05
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Fig. 1. Expression of p53 in the gastric carcinoma. Strong immu-
noreactivity for p53 s observed in the nuclei of adeno-
carcinema cells (ABC, =400).

Fig. 2. Expression of VEGF in the gastric carcinoma. Strong im-
munereactivity for VEGF is observed in the cytoplasma of
tubular adenocarcinoma cells and vascular endothelial cells
{ammow) (ABC, =200).
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Fig. 3. Expression of CD44v6 n the gastric carcinoma. Strong im-
munoreactivity of CD446 is observed in the cytoplasm of
adenocarcinoma cells and lymphatic tumor emboli {arrows)
(ABC, *100).
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