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p53 Protein Expression in Pancreatic Cancer
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Institute of Gastroenterology, Yonsei University College of Medicine, Seoul, Korea

Background/Aims: Alteration in the p53 tumor suppressor gene are involved in the pathogenesis
of diverse human cancer. Immunohistochemical detection of the p53 protein has been strongly
correlated with mutations in the p53 gene. Although pS3 overexpression or mutation have been
elucidated in a variety of cancers, there has been no study in pancreatic cancer in Korea. The
purpose of this study is to evaluate the expression rate of p53 protein in pancreatic cancer. In
addition, we attempted to clarify the association between expression of p53 and clinicopathologic
features including survival. Methods: Using immunohistochemistry with monoclonal antibody to
p53(Zymed Lab. Clone No. BP53-12), we examined 47 formalin-fixed paraffin-embedded tissues
of pancreatic cancer(39 intraductal adenocarcinoma, 8 mucinous adenocarcinoma) for overexpres-
sion of p53 gene product. Results: Positive nuclear p5S3 immunoreativity was detected in 44.6%
of pancreatic cancer. No clear correlation was found between p53-positive immunostaining and
clinicopathologic features such as age, sex, tumor size, location, histologic type, differentiation of
tumor cells and stage of tumor, etc. The mean duration of survival was 8.6 months in the group
of p33 positive and 9.6 months in the group of p53 negative and no difference was noted between
two groups. Conclusions: These results suggest that mutation of p53 tumor suppressor gene may
play a role in the pathogenesis of pancreatic cancer. However there was no correlation between the
presence of p53 overexpression and clinicopathologic features or survival. (Korean J
Gastroenterol 1997; 30:98 - 102)
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Table 1. Clinical Characteristics of the Patients

Parameters Number(%) (n=47)
Sex ‘

Male 38(81)

Female 9(19)
Location

Head 29(61)

Body/tail 18(39)
Size of tumor

<4.0cm 16(34)

>4.0cm 31(66)
Cell type

Ductal adenoca. 39(83)

Mucinous adenoca, 8(17)
Differentiation

Welt 10(21)

Moderate 9(19)

Poor 28(60)
Lymph node metastasis

Without 12(25)

With 35(75)
Local invasion

Without 501D

With , 42(89)
Distant metastasis

Without 21(45)

With 26(55)
Tumor stage

Stage 1 3(6)

Stage II 3(6)

Stage III 14(30)

Stage 1V 27(58)
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Fig. 1. A Positive mclear staining for antibody to p53
protein within an area of pancrestic carcinoma
(Immunchistochmical ‘stain; X 100), B. Most of
the nuclei within the glands are reactive (Iram-

(25%) A1, FH=2 &L 426(89%)lA, 44
Aol 2604(55%)0llH WA=k American Joint
Comitee on Cancer(AJCC) 7]l v W7 A 1
W7 3od(6%), A 27 34l(6%), M 3] 144
(30%) 3 Al 48 7] 274l(58%) 2. ciii-R-o] APl
i (Table 1).
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Table 2. Relation between the Expression of ps3
and Clinical Charateristics

p33 protein
expression
Parameters Negative Positive p value
n=26) (n=21)
No. of patients(%)
Sex
Male 22( 58) 16(42) 046
Female C 4 44) - 5(56)
Location
Head 18( 62) 11(38) 0.21
Body/tail ‘ 8( 44)  10(56)
Size of tumor
<40 cm 9( 56) T7(44) 0.89
>4.0 cm 17( 55) 14(45)
Cell type
Ductal adenoca - 22( 54 1746) 0.95

Mucinous adenoca 4( 50) 4(50)
Differentiation

Well 6( 60) 4(40) 073
Moderate o 6( 67) 3(33)
Poor 14( 50)  14(50)

Lymph node metastasis
Without 7( 58) 5(42) - 0.80
With 19( 54) 16(46)

Local invasion
Without 3(60) 2400 0.82
With 23( 55) 19(45)

Distant metastasis
Without 12( 57) . 9(43)  0.68
With 14( 54) 12(46)

Tumor stage
Stage 1 2(67) 1(33) 021
Stage 11 3(100)  O¢ 0)
Stage 111 8( 57) 6(43)
Stage IV 13( 48) 14(52)
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Survival curve in relation to expression of p53
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Fig. 2. Survival curve in relation to expression of pS53
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