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Expressions of mutant p53 and Nampt in gastric cancer tissue and
their relations with prognosis
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Abstract Objective: To investigate the expressions of mutant pS3 (mutp53) and nicotinamide phosphoribosyltransferase
(Nampt) in gastric cancer tissue and their influences on prognosis of the patients.
Methods: Immunohistochemical staining was performed for detection of the expressions of p53
(immunohistochemical positive stained pS3 proteins are mainly mutant type) and Nampt in specimens of gastric cancer
tissues along with the adjacent normal gastric mucosa from 68 gastric cancer patients, and the relations of expression

statuses of p53 and Nampt with the clinicopathologic factors and prognosis of the patients were analyzed.
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Results: The positive expression rates of pS3 and Nampt in gastric cancer tissue were significantly higher than
those in adjacent normal gastric mucosa (both P<0.05). The pS3 overexpression was related to tumor size,
infiltration depth, lymph node metastasis and TNM stage, while the Nampt overexpression was associated with
infiltration depth, lymph node metastasis and TNM stage (all P<0.05). The expression of pS3 was positively
correlated with that of Nampt in gastric cancer tissue (r=0.982, P<0.05). The median survival time in patients with
pS3 positive expression was significantly shorter than that in patients with negative pS3 expression; moreover,
among patients with positive pS3 expression, the median survival time in those with concomitant positive Nampt
expression was significantly shorter than in those with negative Nampt expression (both P<0.05).

Conclusion: Both mutpS53 and Nampt expressions are related to the malignant behavior of gastric cancer, further,
there is certain relevance between them, and patients with both mutpS3 and Nampt overexpressions may face a
poor prognosis.

Stomach Neoplasms; Genes, p53; Mutation; Nicotinamide-Nucleotide Adenylyltransferase
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Figure 1 Immunohistochemical staining for pS3 and Nampt expressions

PRk By pS3 7E H A4 nYERiE; C: Nampt 78

A: Expression of pS3 in normal gastric mucosa;

B: Expression of pS3 in gastric cancer tissue; C: Expression of Nampt in normal gastric mucosa; D: Expression of Nampt in gastric

cancer tissue
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F1 p53 5 Nampt RixFEEFEKRFEIFMENILR [0 (%) ]

Table 1 Relations of p53 and Nampt expressions with clinicopathologic factors of the patients [ (%)]

s R A pS3 5 » Nampt ) »

AT S (+) (-) X (+) (-) X
Lzl

" 50 36 (72.0) 14 (28.0) 28 (56.0) 22 (44.0)

@ 18 13 (72.2) 5(278) 0.000 1:000 10 (55.6) 8 (44.4) 0.001 1.000
iy (%)

= 60 35 25 (71.4) 10 (28.6) 17 (48.6) 18 (51.4)

< 60 33 24 (72.7) 9(27.3) 0.014 1000 21 (63.6) 12 (36.4) 1364 0232
JiiiE HA4E (mm )

= 50 41 36 (87.8) 5(122) 25 (61.0) 16 (39.0)

<50 27 13 (48.1) 14 (51.9) 12:716 - 0.001 13 (48.1) 14 (51.9) 1.087 0.297
IRIHTR

T,+T, 9 3(33.3) 6 (66.7) 2(222) 7 (77.8)

T+T, 59 46 (78.0) 13 (22.0) 5668 0.0t 36 (61.0) 23 (39.0) 32 0.037
OSSR

g 19 7 (36.8) 12 (63.2) 5(26.3) 14 (73.7)

H 49 42 (85.7) 7 (14.3) 16.242 - 0.000 33 (67.3) 16 (32.7) 9.349 0.003
A FREE

=L ik 56 38 (67.9) 18 (32.1) 31 (55.4) 25 (44.6)

&1k 12 11 (91.7) 1(83) 1726 0.156 7 (583) 5(41.7) 0.036 1.000
TNM 4314

I+11 35 17 (48.6) 18 (51.4) 17430 0.000 12 (34.3) 23 (65.7) 13644 0.000

I+1V 33 32 (97.0) 1(3.0) 26 (78.8) 7(212)
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K HISpearman BTS84 HrpS5 3 PHME SRk B AR EII0 H, pS3BAME R E P AL AT

5 Nampt BHPEFR B ARG, S5 R WoR, BHimdais BFE 3445, EfFZERAS T E X (P=0.000)
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PR R GE H b AL B AR I R34 H AP R Gk Figure 2  Survival curves of patients with pS3 positive and negative
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Figure 3  Survival curves of pS3 positive patients with Nampt

positive and negative expression
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Figure 4 Survival curves of Nampt positive patients with pS3

positive and negative expression
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