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Table 1. The oligonucleotide primers used to amplificate the exons 5~8 of p53 gene

Exon Size Sequence Amplification range
(bp) (GeneBank No. AY838896)

Exon6 F d GCCTCTGATTCCTCACTGAT

. Rzz‘::/:sre 181 TTAACCCCTCCTCCCAGAGA 14380~14760
Exon7 F d AGGCGCACTGGCCTCATCTT

- R(;::sre 177 TGTGCAGGGTGGCAAGTGGC 15250~15426
Exon8 F d TGGTAATCTACTGGGACGGA

- R(::i"::sre 87 CGGAGATTCTCTTCCTCTGT 15743~ 13829
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Fig. 1. Electroporesis shows abnor-
mal band as a result of p53 gene
p53 exon 5 mutation at the exon 5 of No. 341
L specimen.
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Table 2. Correlation between p53 mutation and clinico-pathologic
factors

p53 (=) (%) p53 (+) (%) P-value

Age 0.604
<65 190 (71.7) 45 (68.2)

>65 75 (28.3) 21 (31.8)
Sex 0.595
Male 167 (63.1) 44 (66.7)

Female 98 (36.9) 22 (33.3)
Location (n=313) 0.067
Lower 1/3 134 (53.4) 31 (50.0)

Middle 1/3 70 (27.8) 26 (41.9)

Upper 1/3 44 (17.5) 4 (6.5)

Whole 3 (1.3) 1 (1.6)
Depth of invasion (n=327) 0.706
pT1 103 (39.3) 21 (32.3)

pT2 108 (41.2) 29 (44.6)

pT3 49 (18.7) 15 (23.1)

pT4 2 (0.8) 0 (0.0
Lymph node metastasis (n=330) 0.053
pNO 151 (57.2) 28 (42.4)

pN1 69 (26.1) 29 (43.9)

pN2 28 (10.6) 6 (9.1

pN3 16 (6.1) 3 (4.6)
Distant metastasis (n=331) 0.182
MO 258 (97.4) 66 (100.0)

Ml 7 (2.6) 0 (0.0)
Stage 0.266
Ia 87 (32.8) 18 (27.3)

b 59 223) 11 (167)

I 61 (23.0) 20 (30.3)

Mla 22 (8.3) 11 (16.7)

b 12 (9.1) 3 4.5

v 24 9.1) 3 4.5)
Differentiation (n=312) 0.106
Differentiated 120 (48.0) 37 (59.7)
Undifferentiated 130 (52.0) 25 (40.3)
Lauren Type 0.007
Intestinal 120 (45.3) 36 (54.5)

Mixed 19 (7.2) 11 (16.7)

Diffuse 126 (47.5) 19 (28.8)

b} &
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Fig. 2. Survival distributions of patients according to p53 mu-
tational status: solid line, patients without p53 mutation; broken
line, patients with p53 mutation; P=0.704.

17~60% A £ & PCR-SSCPHt} =& Holul 5 & Holcha
shgich() kel A volgk HX|ell gtk ps3 Fodwl o]l
Bl A= Rugge 52 HtollA] AR p5s3 el
FAH Aol F2 el obe] ZRY L 2 A4y
oj2taL &} 3L, Bk 404 olste] AAH Tl p53 Fodwd
oo Wk WlE 7} rom, o] Fhaboll A FFo] §1x)7)
el ARl Ebabs el AR A nlgkg 9
Zbol & Yk s} eh.(19) ps3 whl A o] W2 9jQke] B
§+E°ﬂ upel - skE Al Y] o] E Holu] Z1 9ol A
© "I} A o xpelrl Ak, 2719 el A
g 2o Ao o % whdlS Bolvha sbn, p33 of
H“%J_A W2 2719 vk AgelAe =EAR FU4
Wado] Frhgkcka gheh.20) vt
Monig 59} WEollA& p53 g o] W o] Lauren 23]
Yae FAE }°l7P kAL s Foke] $iX|ol glo]
A ARl Tbele Zde Helcke ghoh21)

p33 ghuiA o] whut °3°l Foke] AT A egell QlojA F

o] %

r“r

243 7olA g 4EE § A olght BIE glow,
oI B9 ST A | e AEE e
£ ol Axheha geh0) ps3 B A o) o] gl

Soll Fobe mlRoigkel 497 gonl, A4 4 ook
& ol YA Aol = Ulslehn ek Dl
o chHizk $4ell4 Aol glolAl ps3 el shuo]
e A% BAH|st YA Hole] Aol Frvgle

L Fold S8 Aol Kol
) RO A7) 7hseheh ohol, ol & el ps3 uls) 3}
WHol Y Aol AEEe] WS Azsin 53]
k2D

pS3 Sh A el vhokdt Azhel p53 EHolE A4
8 =82 2ol Holk Ze Seluie] p53 fHR A of
Y ATE FRANA 9% 71EHA TA) A



218 [HSIAASIGIXI - HI6H K4S 2006
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= Abstract =
p53 Gene Mutation in Gastric Cancer Tissue

Ki-Beom Ku, M.D., Seong-Hoon Park, M.D., Ho Young Cheong, M.D., Wansik Yu, M.D. and Myung-Hoon
Lee, Ph.D.’

Departments of Surgery and 1Pathology, Kyungpook National University Hospital, Daegu, Korea

Purpose: p53 is one of the most commonly mutated genes in human tumors. The aim of this study was to analyze
p53 mutation in gastric cancer and its correlations with the clinicopathologic variables to clarify the usefulness of p53
mutation as a prognostic factor.

Materials and Methods: Specimens from 331 patients with gastric cancer who underwent a gastrectomy between
March 1999 and April 2001 at the Kyungpook National University Hospital were used. p53 gene mutations were
assessed by using a polymerase chain- reaction single-strand conformation polymorphism (PCR-SSCP) analysis. The
correlations between p53 gene mutation and clinocopathologic parameters were analyzed.

Results: p53 mutations were found in 66 (19.9%) tumors. Among those 66 cases, mutations were seen in 23 tumors
at exon 5, in 8 at exon 6, in 21 at exon 7, and in 17 at exon 8. Two mutations were shown in 3 tumors. Thirty-six
{23.1%) of 156 intestinal-type tumors and 19 (13.1%) of 145 diffuse-type tumors showed p53 gene mutation (P=0.007).
The frequency of p53 gene mutation didn't show any significant differences according to age, sex, stage, location,
or gross type. Exon 5 mutations showed more frequently in intestinal-type tumors than in diffuse-type tumors (9.7%
vs. 2.8%, P=0.024), and p53 mutation were more frequent in lymph nodes metastasis group than lymph nodes
non-metastasis group with statistical significance (25.0% vs 15.6%, P=0.034). The five-year survival rate showed no
statistically significant difference with p53 mutation (P=0.704).

Conclusion: p53 mutations assessed by PCR-SSCP had little value as a prognostic factor after gastrectomy in patients
with gastric cancer. (J Korean Gastric Cancer Assoc 2006;6:214-220)

Key Words: Gastric cancer, p53 mutations, Polymerase chain reaction-single strand conformation polymorphism,
Prognostic factor
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