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Background: p53 is currently considered as a tumor suppressive gene product, and its altera-
tions are suggested to be involved in several human malignancies, including non-small cell lung
cancers. p53 expression rates are variable in many reports and among cell types. Also, whether the
phase of p53 expression is early or late during carcinogenesis is not certain. Thus, We have investigat-
ed to evaluate p53 expression rates of the various cell types and tissues and identify expression phase
(early or late).

Method: We obtained 71 tissue from 50 non-small cell lung cancer patients and performed the
simple immunohistochemical staining using nonspecific monoclonal antibody (NCL-p53DO7).

Results:

1) In non-small cell lung cancer patients. the expression rate of lungs (46.5%) is higher than that (25.
0%) of lymph nodes. But, there is no significant difference between two groups.

2) Among the various cell types, p53 expression rates in squamous cell carcinoma and adenoccar-
cinoma are 58.3% and 50.0% respectively without significant difference.

3) p53 expression rates in various stages are 33.3%, 60.0%, 40.0%, 60.0% and 66.7% in stage I, II,
Ilfa, IlIb and IV, respectively with no significant difference.

4) p53 expression rates in the various T parameters are 33.3%, 50.0%, 16.7% and 100% in T1, T2,
T3 and T4, respectively and p53 expression rates in the various N parameters are 27.3%, 22.2% and
25.0% in N1, N2 and N3, respectively. There are no significant differences in the expression rates
among varous T & N parameters.

5) p53 expression rates of lymph nodes in patients who have positive stains in lungs are 12.5% and
50.0% in N1 and N2.

6) p53 expression rates of all lymph nodes in patients who have negative stains in lungs are 0.0%.

Conelusion: The above results show that p53 expression rate in non-small cell lung cancers is not
correlated with cell type and progression of stage and it is thought to need further investigations
about at what phase p53 expression influences the development and progression of lung cancers.
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Table 1. Patients Characteristics

Categories Number Pe(x;/c;e)nt
Sex
Males 41 82.0
Females 9 18.0
Age
<50 years 6 12.0
=50 years 44 88.0
Cell Types
Squamous cell carcinoma 27 54.0
Adenocarcinoma 12 24.0
Bronchioloalveolar carcinoma 5 10.0
Large cell carcinoma 3 6.0
Adenosquamous carcinoma 1 2.0
Mixed type* 1 2.0
Unclassified** 1 2.0
Stages
I 15 30.0
11 11 22.0
A 11 22.0
B 7 14.0
v ' 6 12.0

*Mixed type: Squamous cell carcinoma & Large cell
carcinoma

**Unclassified: Non-small cell lung cancer
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Table 2. Tumor Stainings of Lung Tissues, Lymph Nodes & Other Tissues with Anti-p53 Antibody

P53 expression

Negative . Low Intermediate high Total(%)
Lungs 23 5 6 20(46.0)
Lymph nodes 18 2 3 1 6(25.0)
Others* 3 1 0 0 1(25.0)

*Others: Chest walls & Pieurae
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Table 3. Tumor Stainings of Lung Tissues with anti-p53 Antibody according to Sex, Age & Cell Types

p53 expression

Negative Low Intermediate High Total (%)
Sex ) .
Male 17 9 5 4 18(51.4)
Female 6 0 0 2 2(25.0)
Age
<50 years 4 0 1 1 2(33.3)
>50 years 19 ‘ 9 4 5 18(48.7)
Cell Types
Squamous cell carcinoma 10 6 4 4 14(58.3)
Andenocarcinoma 2 1 2 5(50.0)
Bronchioloalveolar carcinoma 5 0 0 0 0(0.0)
Large cell carcinoma 2 0 0 0 0(0.0)
Adenosquamous carcinoma 0 0 0 0( 0.0)
Mixed type* 82 1 0 0

1( 100)

*Mixed type: Squamous cell carcinoma & Large cell carcinoma

Table 4. Tumor Stainings of Lung Tissues with Anti-p53 Antibody according to Stages & T Parameters

p53 expression

Nagative Low Intermadiate High Total(%)
Stages
1 " 10 1 3 1 5(33.3)
II 4 4 0 2 6(60.0)
MA 6 2 0 2 4(40.0)
mB 2 0 2 1 3(60.0)
Y 1 2 0 0 2(66.7)
T parameters
Tl 2 1 0 0 1(33.3)
T2 16 7 4 5 16(50.0)
T3 5 1 0 0 1(16.7)
T4 0 0 1 1 2( 100)

Table 5. Tumor Staining of Lymph Nodes with Anti-p53 Antibody kaccording to N Parameters

p53 expression

Negative Low Intermediate High Total(%)
N1 8 1 1 1 3(27.3)
N2 . 7 1 1 0 2(22.2)
N3 3 0 1 0 1(25.0)
zpol& gl . -§-& N1, N2 9 N37} #7} 27.3%, 22.2% %-25.0%

2zd HYuo} gl Aol N A Fol| ok Pl ol a, wal g9 #2938 xlo]= g2l (Table 5), . -
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Table 6. Tumor Stainings of Lymph Nodes with Anti-p53 Antibody in Patients Who Have Positive Stains in

Lungs
Cases Age/Sex Cell Types Stages N1 N2 N3
1 50/M ADCA TZNIMO(11} 0/1 - -
2 54/M 'SQCA T2NIMO((11) 0/1 - -
3 55/M SQCA T4ANIMO((IIIb) 0/1 - -
4 57/M Mixed T3NIMO((Illa) 1/3 - -
5 65/F SQCA T2N2MO(Ilia) - 2/2 -
6 63/M SQCA T2NIMO(1I) 0/1 — -
7 64/M ADCA T2N2MO((Illa) 0/1 0/2 -

SQCA: Squamous cell carcinoma
ADCA: Adenocarcinoma
Mixed type: Squemous cell carcinoma & Large cell carcinoma
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Table 7. Tumor Stainings of Lymph Nodes with Anti-p53 Antibody in Patients Who Have Negative Stains in

Lungs

Cases Age/Sex Cell Types Stages N1 N2 N3
1 52/M SQCA T2NIMO({II) 0/1 - -
2 76/F ADCA TIN2MO(Illa) - 0/1 -
3 59/M LCCA T3N2MO(Illa) - 0/1 -
4 58/M SQCA T2N3MO(IIIb) - 0/2 -
5 58/M SQCA T2N3MO(IIIb) 0/1 0/1 -
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Eslojok & Hoz Az}

Chiba 529 p53 Edwlele} ge ol o w3 4
Eobe AR E wAs e, §r), P=zg Al o
Aol w}g Aol A 4 gldch ey Morkve
5192 p53 WHE A, o, ALY o W) wE
el g AaAlE giche 3%la, Mitsudomi 19
A, 4 o AzYel =& Aol glckn sges,
Suzuki §9¢ A%, 4 9 A2Ye| & 2ol gt
2 3ch & ATNME 4, A8 2 Az2Ho) &
<3 wd g Aolg A 4 gl (Table 3),

P53 A Ate] b A 9 ol Fole] AtE AR o}
A FHA gdn Ay ed F2, F, 4 A=
v EE F9ulol S p53oll Eoj4de] gl AlZesl He
H3-9 ol o3 FA4H<l p53 FEE 3 HA7)E
Bol A1z Ao,

o

S,

2 2%

SR  p532 £ B oA HAAZ Azsi,
2R} WSHE slAAL A4 ZYoe o) o4 3
ool BesA Hek, 2, p53 AEE HAEY a0
wheh 223 M2 ehE AZYeld solst Ak =,
 p53S) WA 2R B FAUAE 8 %
o, olol, MAEL A2 the AZH 5} 2ol 49| p53
FHEe 2] 6 2212, 27 mE $19 ol
7ol WA E dobir] Ao £ ATE Ay

&

ey a2 sdax) 5098 NE A2 71009
24L& oo 2 v Eo|Hql P FE FAE o] &% vl
24 73ekgl wod 2 shebA od A A skgiet

E< k- : :
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