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Comprison of p53 Mutation in Non Small Cell Lung Cancer Between
Young Patients and Old Patients

Kyeong Cheol Shin, M.D., Kwan Ho Les, M.D., Young Ran Shim, M.D.

Department of Internal Medicine and Pathology”, College of Medicine,
Yeungnam University, Taegu, Korea

Background : Lung cancer in younger patients seems to be a more aggressive disease and their prognosis
may be worse than that of older patients. Abnormal p53 expression in primary lung cancer may be an indepen-
dent prognostic factor for poor prognosis. This study was conducted to determine the difference of abnormal
p53 mutation in patients with primary non-small cell lung cancer (NSCLC) under 45 years of age and 55
years old or greater.

Method : The present study was performed to compare the clinical and pathological features of primary
NSCLC between patients younger than 45 years old and older than 55 years old and to evaluate the difference
of abnormal p53 mutation between two groups. Immunchistochemical detection of abnormal p53 mutation was
assessed In all primary NSCLC specimens by pathologist.

Results : Positive nuclear staining of p53 mutation was found in 76.0% of younger patients and in 76.9% of
older patients with variable intensity of staining. And there was no significant correlation between abnormal
p53 mutation according to the disease stage or histologic subtype.

Conclusion : In this investigation, these were no difference in p53 mutation between two groups. (Tuberculo-
sis and Respiratory Diseases 1999, 46 : 533-541)
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Table 1. Distribution of lung cancer by histologic subtype in patients under 45 years old(n=54)

Histologic subtype No. Percentage Male . Female
Adenocarcinoma 22 40.7 8:14
Squamous cell carcinoma 16 29.6 14:2
Small cell carcinoma 13 24.0 11:2
Large cell carcinoma — — —
Unclassified carcinoma 1 1.9 1:0
Metastatic carcinoma 1 1.9 1:0
Malignancy, other organ®* 1 1.9 1:0

*Metachronous or synchronous cancer.
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Table 2. Abnormal p53 mutation in non-small cell lung carcinoma

Expression score %*
0 1 2

<45 years(n=25) 6 6 13 76.0

Squamous cell carcinoma 2 1 8 81.8

Adenocarcinoma 4 5 714

=55 years(n=26) 6 4 16 76.9

Squamous cell carcinoma 4 2 12 77.7

Adenocarcinoma 2 2 4 75.0

*Positive rate of abnormal p53 mutation
Table 3. Abnormal p53 mutation in non-small cell lung carcinoma.
<45 years =55 years

No. pb3(+) No. p53(+) p
No. of patients 25 19 26 20 >0.05
Male 15 12 19 13 >0.05
Female 10 7 7 7 >0.05
Adenocarcinoma 14 10 8 6 >0.05
Squamous ca. 11 9 18 14 >0.05

Stage I, II, IlI, 6 6 11 6 —
Stage Illy, V 19 13 15 14 >0.05

score 10] 23|, score 27} 482 A 83 = 63 o F2 ¥ Aoz g8 It 2y A
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ez F F Alold] {7t Aol AUTH(p>0.
05)(Table 2). g wetM = F FoA FoJ7t =}
ol Holx] ¥gtom wrd wHEe [, oldle
e R=rt Hol A vme AHYAY, s ol
AdME F F Alelol] fojg ztol= gATH(p>0.05)
(Table 3).
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